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Progress of research on circulating tumor cells in the prognosis and efficacy evaluation of colorectal cancer
ZHANG Chang, HAN Chao, HUANG Nanqi, WU Xiaobing, XU Xuehu*

(Department of Gastrointestinal Surgery, the Third Affiliated Hospital of Guangzhou Medical University ,
Guangzhou, Guangdong, China, 510150)

[ABSTRACT]

increasing year by year. Recurrence and metastasis are the main causes of death in patients with colorectal

Colorectal cancer (CRC) is a common digestive tract tumor, and its incidence is

cancer. Circulating tumor cells (CTCs) are tumor cells originating from the primary tumor or metastases, and
as a novel biomarker, their presence is closely associated with an elevated risk of recurrence and poor
prognosis. This article discusses the detection technology of CTCs, the application of CTCs in the efficacy
evaluation and prognosis evaluation of colorectal cancer, to provide a reference for the research in the field of
colorectal cancer circulating tumor cells.

[KEY WORDS] Colorectal cancer; CTCs; Liquid biopsy

TE 2 BRIV B N, 45 3 1 98 (colorectal cancer,
CRC) & 55 = K8 UL IR E F0 5 DU s i AH DG BT
A IR E Y CRC Z5& & BRI T %41 51l HE
S = FER AL, BRI 2 E AR R
TN G H TR B A 2 14 B35 R mab iy
B 2B B E TR Ak kA Y, H
HI L 45 B 5 A 20 B2k A i TR A&, ME
PR B R ORI TS 5 B . 45 L 0T
HOTANY 2 LI AR 4 K A5 RECISTL.1 Sy brifi , (A
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KA A ) MR A A R E R4 A (201904010394)
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J5i IR T J5 (carcinoembryonic antigen , CEA ) 55 IflL i
R Ar A R I 25 SR T2 %0 TR Mg
4 g (circulating tumor cells , CTCs ) 42 [ £% Ff Ji
B8 g R S AR ek e, A I YR it 5 E e 1 g
Yffl, CTCs AIFERD &% B G FEITIE e # bt 2 3L
TCAL % E AR KPR 5 CTCs 5 Mogd i 1A 7

BB A% . CTCs W ARG J5 72 R A FE 3 1Y
TR A T R B W5 i, SR PR Ry AR
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AP B — R S PE A9 EpCAM A 773, m] A
AN I E R B 4E CTCs. Tsai 5538 1 CellMax
V-G R R 1Y CTCs 11405 A [l CRC 33 (I
I I I IV 309 A G, 485 SR AE 45 B B3 s Hh v
S (86% ) , Bk 1 HAE Sy LSS A A I ik 1Y)
AR,

1.2 3T CTCs Py HARME ARG T H AR

CTCs 1 40 Jf 53 7 .75 , 5 1F % 20 M AH

CTCs W AE YW B PR R B I AN TRl . EATR
AHERBZRK I BRI ARZIES, L
R 55 E A LA (6] L 2 R B AT R
WA R AR LY B 2 72K K) CTCs, BA T
[ Hi 5% o ISET (RareCells Diagnostics , Paris , 72 [ )
JE A CTCs 40 i /N K HC 41 i 45 440 1 IR 2 1
AT B R AR &, H R B R T R HUE
i T LR A 1 /D AT TE S 5 DR 40 IfTE 25 1
Femt s R4 ', OncoQuick ( Greiner Bio-
One International GmbH , Frickenhausen, & [& ) FlI
Ficoll-Paque ( GE Healthcare Life Sciences , Uppsala,
Tiig ) 2 B T UL FR B 22 590K 43 B CTCs 1Y
T 5 BB BE B0 7 1% o 5 Ficoll A FE , OncoQuick
A, CTCs i AR R WA —ER T T
ARk, BT CTCs K/IN gt 1A o 42 00 v i I
R ERRA Sk U8 . Parsortix R 4SE
PO ¥ R A S 3D JLA AR | I 3 2 i B i
VT U/ I 1) B B A 45 1 LA AT R CTCs B4R 5
TV 15 0] T AN T) Ofe 05 988 200 JHL ) 9 4K 3 h 42%0~
70% , HA$E 19 CTCs W PERILF] T 99% ' . &
iT, Su 55 AR CTCs 5 1E ¥ 1L 41 i 18] R/ 5 728
T BE T 00 22 5, AIF 2 Hh — o ) 4R T 45 2
FF CRC &% 4N I CTCs 15 B, 25 3 /s 78
3 /INEF P T A BRI CRC 85 1 A0 ] I A v 24
3k 3] CTCs.,

2 CTCs £ CRC Fi g IR R &

CTCs 1 Ry —FIig AE I e B b, FLAE AP &l rh
AIATAE 5 iR 3 O BE T 25 R s DA 5, A F
FEHRE , X CTCs £ S B A8 A B 47 Wil
AR g £ B TS, 5 TNM 2 S5 1 FH )
AR B b TR AR TS > I 2R R
CTCs ¥ AR 7% B PE F % #8 : CRC Tl J5 9 PFAf 1 2
AW . X AR % CRC, CTCs AT i il
AR 1Y) B B NS 2 596 FOLJS 5 1T mCRC S 3
FEAS %5 8 Y CTCs W A] Rl 28 BH %% 5% 9 k1 1 2
A, Bork %52 BF5E & M CTCs 5% T A A
CTCs 1 sh A48 AL nf F AR 74 B 1 CRC T |, fi
ARHif CTCs il B2 AR 7% #% M CRC —4~A J1 ik
SEWG FREY . {E Cohen 25 "4t %} 430 /] mCRC
BHE BT, =3 4> CTCs/7.5 mL 5 PES #1 0S 4
SR G TAEALITIRYY 5 JE N, B4k CTCs HHBUN
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=3 $E75 Jy<3 W 555K (1) PES F1 OS 156, 75—
FE ] % BLAE H 4 CEA=25 ng/mL 1Y 5B & v, L2k
CTCs<3 I & OS T s MTEIRYT 5 CEA FEALAH
IR B, CTCs /KA 1 Rt R I 25 55
BMRMHUR . XEW CTCs 5 CEA A K
A RS VL PEAL TUS

CTCs 4 W R (W Bl 5 h (A 22 5% . AW
BFR, I 7 - 18] i % 1k (epithelial-mesenchymal tran-
sition, EMT ) i 72 5 I Igd 19 12 28 5 6 7% S M
FECE bR E YRR T, 3T EPCAM 1)
CTCs f il £ A Z th BAR BT 1 45 5 Y. Kozuka
A% mCRC ## CTCs FEAS T~ 240 il /K S R 47
RNA ] % , 45 % @ 78 EMT %! CTCs It |- fz CTCs
PR I B, H 5 mCRC & 1~ B 15 4
Ko CTCs o nf 41 % J % b 9 9 b %) 35 DR AG:
D, $EPEAS CRC BB H BTG o Denis 453l i 1
i 2 505 PCR (droplet digital PCR, ddPCR ) %} 35 44
CRC 311 CTCs HEA AT KRAS K LR AG
45 5L & B CTCs 5 AH N i 98 21 21 ] 1 — 3501
7% , BUENE R 83% . X —EHR &£ W], N CRC 8
B IMLIBFEAS HRG: I CTCs H KRAS 2878 1] -1 T
J R e v 2 A8 NIl iR TS o s A SR
it & , 1= 22 PE CTCs K £ 3 ik CD133, CD44 Fil
CD54+,CD133+ ,CD44+ ,CD54+1 CTCs 75 5 7
R B ) AR A R 2 TS . 25 L AR
5T T2/ R B Y CTCs 78 25 1 8 AN TR) )2 1 Y
T i

3 CTCs 7£ CRC T RIEM i K NME

3.1 CTCs fEARFE R CRC H 7 RO A

X AR ME CRC B, FARRIT Z AR
T EIR YT T B, ARFTAL IR Y9 CTCs 1F S 52 IR i
HE A A7 B A RCHUR PIR 5 R, AR At
SR AP I CTCs it . Wind 25 BF 58 R
SRR L, AR CTCs 19K H 3 F 40 25 3
o, HIFIEFARKG M 2 CTCs M 8 2 T K5 T
AR AHRGE BN, 3552 5k MR T AR Y ER 9 CRC
B R 5 AN E I CTCs %0 25 BH W />, 32 B
FAREEZIIRITAE ; R, 78 CTCs K1 K B
AR5 BB B AU 38 >, RS Rr 2247 £ CTCs
58 EH ML E KA AF M (relapse - free survival
RFS) 4 /M TUE A R B YVIHHC . Yang 5518

15T 138 11T HR A R CRC H & 1Y RFS, & B A
J&i CTCs FHE A2 7l J5 A B Ak S7 46 %, HL5 AR i
CTCs BHPETESC . Feii thAa Whos R, HAEF6 A5 1
CRC 2 # A J§ CTCs<3 S R J5 CTCs % & [t AR
Hil CTCs it hik /D sl 45 - ef, I h R AT 5 )
ZWRB ARG, 25 L, CTCs #5481k
Al S R B M CRC B I T ARIGITRICR , X F
ARIFRAE PP -
3.2 CTCs £ mCRC H 0997 R A

5 HE , 29 50%~60% ) CRC M # 2 &
%, Hoh 80%~90% 1) i85 F A A W] U B 9 I
g A AR S, mCRC By VAJT BUIS T 3 ik
&, N OS 29 11~12 A~ & R 21 an 41 °F- 44 OS ik
F 34, ARid, mCRC Y = B 5 B PR AR IH LG
A1) Y697 SR W SRR YT O R | IR R
T TS bR 0ok W ALY )0, XF mCRC fB %
B ALY I7 R EAT PEAf . Cohen %5 B R HIGE T
CTCs TR 3 HiUS 95 Bk DL RPFAl mCRC
BEAITIP AR E Y, B AT E 8 FDA #LifE T
I R SZ I . EAMLA B PR, CTCs f& mCRC B
PFS 1 OS [ 37 000 R 2R, B — SRR 97 A A
TEAS ) SRR R R 0

H i, CEA & Wil mCRC Xt 4= 51897 v Y
HikbREY . SR, Serbye 25 HF 5T 45 L 7B
F2 32 & WU FIANAR YT IR I7 1) CRC B R4S
T B WLLEf# , 1 CEA K21 — i M Th i, X —
ML UL T CEA fE 97 800 br s 9 19 A 2
FE M o Satoshi &5 A — KL T 64 24 2 D
FIANIA YT 1 mCRC 83 1 A7 BEPE R 9T & B0, A
T CEA, CTCs /K F I oK i B34 , 3¢ B A W )
mCRC Xf 4= & JA 7 1Y )2 N J7 1fii , CTCs J& [t CEA
WA SR EY . T CTCs i i $2 A 2 3 v AE
R, B FRE AT R A i 2 2 AL ALY YT
R, OAEAR YT 3 B v, CTCs 35 22 77 78 32 7 it 98 Xof
PEIF AU, A K I E CTCs AR AL )T 3 78 47 4k
AR AR B 7 g X Ak Y UR% . Tan 563 i WF 5
mCRC 1L 77 i3 #2 7 CTCs 1 CTCs 4 5& miRNAs A
AR BB, % P CTCs 5 miRNA B4 i ] 55 - 1y
WYY R T B 2 R B . e AR, Javier 45O B
7% K B CTCs<3/7.5 mL [ KRAS BF A= 7Y Jif g i 3
() PFS 11 OS ¥ & F CTCs>3/7.5 mL ) KRAS %
AR Y b I i, CTCs THEURT KRAS RS 4232 N
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BT I T A mCRC B3 1A 7 S R & .
X LEHFTE R, CTCs 5 H B A s A Uhr S Y
BRI AE mCRC J 3 T7 280 5 1 s HER
(R SE TP 77

4 INEHRE

i o T SEARIE T B9 AR A, CTCs Azl 1
T TR T ARG B R B I T 25 Ao e g 4R, HAH
KAEARTEA WL, IO 2y K. 5
TG AR kA ML B B2 A AL AH 1L, CTCs £
I BA B | R SR, A IR A 5 s ) R 3
W 7RO B IS WA A5 T T AR BT
AE. {HJZ, CTCs Byl R 5% Ak 55 N AR TH i ifs 25 7
Z2 PRI, ARG I A e g ARG T 45 2 114 B B A R
5 BAME (B Z 06T CTCs A ik J5 1 19 237 55
TE45 EL ey 8 % U PEAG 7 1T, HRTHFIE E &
W] CRC 7 HMA 1. CTCs KU 5 Mg 1 52 4 e 7%
WU , 5T CTCs /K1 1 3 25 i It 2 WU
Loy v 8 A W (LA I PR T H. . 4% CTCs 5 CEA
S A Wb R W (R IR, n] 22 1 M R R CRC A8
FITROEI RORS B PE . BR H AT IA I 5 A
AN R S T B R B 45 T B0 AT SR A AR A )
L, fELRE A A AT T AN W 4R A0 X
CRC Fi k47 Z2 IR Z I [8] 5 CTCs K | 5 2 4
Wm0 P ik P A 5 G 45, CTCs 1E45 HL
I BB AEIR YT SHUS PR A B 2 e A 2
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[ E] HE® RAEWIE AT RSO T A S 55 K I 14 H 25 B M 95 2k 58 T~ 40 56 19 5 155
A, Ak M TCGA s & o T i 45 B9 3 10 mRNA F2 3K 350 FIG R Bkt o 4 ] R4.0.2 1
e SRR TR C 0 25 S K . SR LASSO Cox [A] A 43 A7 A4 2 TS A5 80 . AR 41 75 3 1 IKURS: 143,
W N AT 45 B R 9 R R0 43 A s DRI 2L I XURS 4 o o A8 7 (14485 281 K ] Kaplan-Meier J5 25 22 il A 77
H£E , A R 18 75 “time ROC™ A0 PEA 191 f5 A5 260 1) B0 RE 1 , FFafEA 7 28 S 3L A3 #T o 4 Hr 22 5 3%
P ARSI DRI A o [ B SR P 2 PR 28 A 22 TR 38 COX Tl 1 %ot 701 A R 0B A5 4 A, LA 6 i A
F4) T I R R 5 il 37 T LAt I PR PR3 Bk A S B B R - . 5 R PR R COX [mIA AT R FE
50 22 IR ERBET AL A . 6 A3 K AT B 45 U5 AH OC , HLl i LASSO BUHSBIE . A 4743 #7
S5 R GRS 2H T 0 KU 5, 22 A SR 2F 3 L (P<0.05) , ROC 1 £k i 7% 12 19U 452 80 il 2k
FHFAE 1 AN 0.594, 2 4E Y 0.708, 3 AE IR 0.599 AR XU 4 A6 25 5 3 TR AR AE LA AR G A
GBI SER BT, HARE e L2 (M 22 A o8 L (P<0.05), 58 it Z R EY ik, 1
BT 6 N EERBET AR LN A TS R AT 8 A 45 B R R B IR IR T FPE A RS
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A Prognostic Model of Colorectal Cancer Based on the Expression of Ferroptosis-related
Gene via Bioinformatics
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[ABSTRACT] Objective We aim to analyze the iron death-related genes and construct a prognosis
model of colorectal cancer via bioinformatic methods. Methods The mRNA expression profiles data and
clinicopathological information of colorectal cancer patients were downloaded from the TCGA database. R4.0.2
software was used to screen for differential genes associated with ferroptosis. Use LASSO Cox regression
analysis to construct a prognostic model. According to the risk score obtained, the patients were divided into
high-risk groups and low-risk groups. The OS of patients was analyzed using the Kaplan-Meier method. Time

ROC package of R were used to evaluate the predictive ability of the model, and differential gene analysis was
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conducted, and the enrichment analysis and immune function status analysis of the differential genes were
carried out. Then univariate and multivariate COX regression were used to analyze the prognostic model to
verify whether the constructed prognostic model could be an independent predictor of other clinical factors.
Results Univariate Cox regression analysis showed that among the 50 differentially expressed genes related
to iron death, 6 genes may be related to prognosis, and these 6 genes were also confirmed by LASSO
regression analysis. The result of the survival analysis showed that the low-risk group had a better prognosis
than the high-risk group, and the difference was statistically significant (P<0.05). The ROC curve showed
that the area under the 1-year survival rate was 0.594, and the area under the 2-year survival rate was 0.708,
and the area under the 2-year survival rate was 0.599. The differential genes between the high-risk group and

the low-risk group were mainly enriched in several iron-related and immune-related pathways, and the immune

function was statistically significant between the two groups (P<0.05). Conclusion Using a variety of

biological methods, we constructed prognostic models of 6 genes associated with iron death, which may

provide a reference for individualized treatment and evaluation of colorectal cancer patients.

[KEY WORDS] Colorectal cancer; Ferroptosis ; Bioinformatics ; Prognostic model

2019 4FJEE Ge T Won T AL R SR B
BN B T N B A J 50— i 4 B R
(Colorectal Cancer, CRC) W 3 ¥4 J& 1K 1k R 4t #%
T ARETR EGAE MR AR T R A B T R
S5O0, EH RS 4, CRCAZRRRE , FIHAERA
B i BN e = 4 S A B 5 A TH AL R G0
FRALAE, DR I 22 R v 0, HLA o i 1
Rk, RS H X CRC WYY 7 XA FARY)
R AT GERARTT AR AT B (U HAR A A
AR 50% Y o PRI, il 3 CRC T J5 AH G 1 A= Wb
EPIXT CRC BAH TS A T REAS , B T 64K .

BRAET (Ferroptosis ) & —FPEEJH 721 20 41 il

FET, HRR RS2 BRAR P N o S B A P i BR Rk
FIMBSCKF . HBRIET LB LS, A

HE Z FhoBe g & A 5 % i S st ad FR P 58 Tk
FET-HIVE R, QBT /R 2% 1R L 2Pk B B A R 1
WP ST, Zhang A KB, R IFILIEfT A9
fiE T8 1 17 AMPK/mTOR/p70S6k {5 53 i it 1% e
T SLC7AIT ) FRak , AR e 20 A 45 e H Ik
RS A R A M R BRAE T T Malfa * 4
TESEAEACR B Oy 38 3 1 2 4 Ao 35 4 Ak, 3L
I 2T 38 N0 AR - 1 3 38 7K1 15 o B2 v 200 R PN O 5 4k
WeBE, TS FERFET . EAh , XTAN 45158 R B
circABCBI10 7] L) 38 #: 45 miR-326/CCL5 i fig i
Eﬂﬁﬁéﬂﬁlﬂ’@@%t AT A P TE I 7 A o
AHFEIE 253 B TCGA éf&t%f’aﬁ? H1 CRC 4 53
RS AR W AE B 2E 7 A T ik 5 CRC il
Je RO R ERBE T L A, I 0 A 43 A+ 22 i DR TS
R, DAHIA CRC 1297 K s 42174 2%

1 #MREFE

1.1 BieRE
M TCGA (http : //gdc-portal.nci.nih.gov/ ) 5L 5 /2
I 2 CRC [ M 241 2108 55 41 2 mRNA & i
Tt DU B A PRBORL , b 04 568 > i 41 241
44 TEF S, X 36 N SRR 5 251 710 — 4k ab
B, Jf Log2 ¥4k /5l TR 2L 00 M o HERR T e IRAR
SRR BB A AR R R O IUAREAS  IRA AN T
538 45 CRC 4 .
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TR TS A H g e PR TR R R S
1.2 Jik
1.2.1 BRIETHH G HE A A4 U Ak
F T E H A AEWE B O B PRI 38 IR 4R
i Az i Je 1Y) 60 R AE T AH G A (Tron death-
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Table 1 Information of the 6 genes associated with
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Figure 2  Predictive power test of the model
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Evaluation value of serum integrin 33 and LIF levels in polycystic ovary syndrome and
infertility

WU Qiongli', BAI Jian®, DENG Song**

(1. Department of Gynecology, Yunyang County People’s Hospital Chongqing , China, 404500 ; 2. Tongji
Hospital, Tongji Medical College, Huazhong University of Science and Technology, Wuhan, Hubei, China,
430030; 3. Minda Hospital of Hubei Minzu University Enshi, Hubei, China, 445000)

[ABSTRACT] Objective To study the evaluation value of serum integrin B3 and leukemia inhibitory
factor (LIF) levels in polycystic ovary syndrome (PCOS) and infertility. Methods PCOS patients with
infertility treated in Yunyang Conunty People’s Hospital, Chongqing from January 2018 to February 2021
were selected as the PCOS group (n=120) , and non PCOS infertile women with normal ovulation were
selected as the control group (n=100). The levels of serum integrin 83 and LIF were detected by Elisa. The
disease condition of POCS was evaluated by laboratory indicators including luteinizing hormone (LH) ,
follicle stimulating hormone (FSH) , estradiol (E2) , testosterone (T), fasting insulin (F-Ins) and insulin
resistance index (HOMA-IR). The endometrial receptivity was evaluated by ultrasound indexes including type
A endometrial ratio and endometrial thickness. Results The levels of integrin 33 and LIF in serum of the

PCOS group were significantly lower than those in the control group (P<0.05). The levels of integrin 83 and
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LIF had diagnostic value for PCOS with infertility , the cutoff values of diagnosis were 76.72 ng/mL and 8.80
ng/mL respectively. The levels of F-Ins and HOMA-IR in patients with integrin $3=76.72 ng/mL and LIF =

8.80 ng/mL were lower than those of integrin 33<76.72 ng/mL and LIF <8.80 ng/mL, the proportion of type A

endometrium and endometrial thickness were higher than those of integrin 33<76.72 ng/mL and LIF<8.80 ng/
mL (P<0.05). There was no significant difference in the levels of LH, FSH, E2, T between PCOS patients

with different integrins B3 and LIF level (P>0.05). Conclusion

Serum integrin 33 and LIF levels have

diagnostic value for PCOS with infertility and have evaluation value for insulin resistance and abnormal

endometrial receptivity.
[KEY WORDS]
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1 PCOSHEXIRRAMBFRESE B3 LIFKFHILLEL (xxs)
Table 1 Comparison of serum integrin33 and LIF levels

between PCOS group and control group (x+s)

25 n 4K B3(ng/mL) LIF(ng/mL)
PCOS 4] 120 70.69+19.40 7.97+2.35
bopiizEil 100 93.34+16.68 10.7622.61
18 9.184 8.337
P1a 0.000 0.000

7 ROC M4 F A (AUC) 435124 0.816 .0.789 ,
Tji 8 bR ¥ X} PCOS & I A 22 B A5 2 Wi 18 (P<
0.05), WF2 K1,

*2 MiEEAEB3.LIFKFISH PCOS &HARZH
ROC Hi £k 5347

Table 2 ROC curve analysis of serum integrin 33 and LIF

level in the diagnosis of PCOS complicated with infertility
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Figure 1 ROC curve
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£4 PCOSAHHARE

&3 PCOSAHRAREEEEB3.LIFKFEEIREEN
EEB (vs)
Table 3 Comparison of IR degree between patients with
different integrins B3 and LIF level in PCOS group (x#s)

i { n  F-Ins(IU/mL) HOMA-IR

A Z B3 =76.72 ng/mL 39 8.93+1.86 2.15+0.42
<76.72 ng/mL 81 13.2422.52 2.83+0.62
tHH 9.499 6.193
P{H 0.000 0.000

LIF =8.80 ng/mL 37 0.31+2.02 2.08+0.45
<8.80 ng/mL 83 13.0422.44 2.77+0.56
tHH 8.027 6.502
P{H 0.000 0.000

2.4 PCOS A [F# A 2 B3 LIF K-V B & Pk

BRI R

PCOS HH ARG B3 LIF KV LH . FSH.
E2 T, 2RI 43 L (P>0.05), W3 4.
2.5 PCOS 4 h A% 45 &K B3 . LIF KV EBE T
B A Z PR LA

PCOS 41 P Il {5 B 5 & B3=76.72 ng/mL . LIF
= 8.80 ng/mL 1Y A BN LA 7 E N R

= T 4 &K B3<76.72 ng/mL  LIF<8.80 ng/mL

B NE A K B3 LIF KB HILE, 25H
BiiterE X (P<0.05), W5,

#&5 PCOSHEHHPAREESEBI.LIFKFEEFENER
ZHERILEEE (n(%), (v£s5) ]
Table 5 Comparison of endometrial receptivity of patients
with different levels of integrin 33 and LIF in PCOS group
(n(%),(xxs)]

ity S no ATIPEE AR (mm)

BWAEB3 =76.72ng/mL 39 13(33.33) 8.83+2.85
<76.72ng/mL 81  9(11.11) 7.09+1.83

1 8.683 4.039

PiE 0.003 0.000
LIF =880 ng/mL 37 12(32.43) 8.57+2.91
<8.80ng/mL. 83 10(12.05) 7.22+1.78

18 7.102 3.011

PiE 0.008 0.003

BAEZB3LIFKFEEEEHEKREANLE (v+s)

Table 4 Comparison of sex hormone level between patients with different integrins 83 and LIF level in PCOS group (x +s)

Bty S n LH(U/L) FSH(U/L) E2(pmol/L) T(nmol/L)
LHEB3 =76.72 ng/mL 39 16.51+3.42 5.33+0.93 265.41+43.23 2.25+0.52
<76.72 ng/mL 81 15.95+3.77 5.450.85 258.48+52.17 2.51+0.83

i 0.785 0.702 0.719 1.792

P{H 0.434 0.484 0.474 0.076
LIF =8.80 ng/mL 37 15.80+3.44 5.30+0.97 263.77+45.85 2.21+0.49
<8.80 ng/mL 83 16.70+3.89 5.47+0.82 259.73+50.83 2.48+0.77

2N 1.069 0.965 0.407 1.941

PAH 0.287 0.337 0.685 0.055
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PCOS /& & & B L AN 22 1) 5 UL IRl 2 — 1
P IRV S8 1 B TCHE R 5 AN 1 % DT
K AR EAR P Z IR PRI IR o015 . AR
iH, LH .FSH .E2 . T M KI5 tr B LRESE N
Wi RITEAL PCOS A - ARZL Wl Bk A F5 b , (A
T2 W7 19 24 RE B I, ROC il 46 F o AL R 2
0.8, I ELAEAT Il PRAF I & B, 38 1 7Y B R R
7 PCOS FEANE J5 BRI R KT ZEBLAS 2 21 0F |
BRI & A B e s (AR ORI RAIK, X AT e S
PCOS & izt Tt vt BB 18 DI 25 2 1 i B AR
Ko HIL, FE WA Z ] fe L i A 2 W R
J7 PCOS A2 i FEWT 5T #E s

B NI 2 PR A e AL 15 P X

5 A B R AR EEZ BE KT, 2 1T i R

R, 342 B3 Al LIF R AP & e T8
P2 32 M Pl A E R 0 1 AT e —
P2 B (B 5 B o7, BB 3 TR 5 8 Y
ORI B, B A A PPN T8 S 32 Mk 1 b s
Sy R ARG & T SR g A
M3 5 B VE L, 2 5 IE06 0 7 5 N IR 9 28 FE O
R B MY SRR, KRR PR
A& B3 I LIF ik FRAR S 18 T8 DI IR 32 PR
iK™, ARHFoE 45 R R4 K B3 LIF LS
PCOS fEANZEIR) KA K, il REJR R R A K B3 &
LIF (RSN 15 N A 52 Mk 1T B PCOS
B RAEARE,

a5 , A B 5T R 8% 4 & B3 LIF J T PCOS 1
A ARG EAR A E 51T T 5381, IR J& PCOS
) T B AR BRI, A A 0 R R R M 2
SR AR N ERBEARES , IR 1M ] R 52 e 2 Fh 4
ML P PR R ARSI A SRR S K B3 .
LIF 5 IR fF7EAH EAE T, B4 K B3 LIF 1R n]
RE 52 1) e 1 2 A0UEE N EE PCOS fR A 11 IR 5 FF 4%
FEFERY IR XA BESZ W N R ES R H T35 & B3
LIF 16 1 B R o

H #if ¢ T PCOS fEAZ Y5 IA A PRI R 3=
L3t B 1) TG HE B AN [R]85 B 43 7 8 38 5 T L)
T B NI Z AR S AN R B YIS, A
W5 53 B T AN Al 8% 5 & B3 LIF (1Y PCOS £
BEREEMBE AN 2ZS, 458478 LH \FSH |
E2 . T WUIitE i R febr o2 5, & B PCOS A%

(0 %2 5 ot Ferh % 5 % B3 LIF WY PRAE S &
X, HELEAZ B /E - T MM R 0o 2s .
b — 230 3o P R AR PEAR TR A S M IR AT
HE#EGEB3.LIFM R, 25 R WK « Bl A 114
A FR B3 LIF K FHE, B0 A BN L,
B N R BE e , R A K B3 LIF /K-
i) f 5 1B IR A 2 1k, 76 PCOS FE A2 1 % 9
1t FE R A % B3 M LIF 7K - 1 R Al fE A 757
P 28 32 1k A A O IS R T IR R R A O 1
AN

25 FITIR AR GE R i R 73 B B a2 W] PCOS
PEANZE B I IR B %= B3 LIF KT B R,
IML37% #4 % B3 LIF K FEXF PCOS fEARZE A L W
ARIENERS Y e 11/ W Y= i F g o S R
flifhfd . {H PCOS &t fe b4 & % B3 LIF KV
RAALIPLENE S 5 IR & A A £
ISR

S % 30k
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ERGERLA iy St 5T i AS AT Ry
MES RHEE EEAT AT

(¥ ZE] BH FHBHEA G IS E E R S5 5, 03121 S0P IR A A
Il PO BT A IR O PERE . iR R R PR IG AN RE AR A T B A A S S A G . IR R
T LB R A RV fi 4 1 5 DX 2 DN PR SR B, 7 4845 s DX, i 38 FH 8 0 4 2k 58 SR 2 5 0
SO AT R IR G . R EERSEH 1SR EA T, G CNGB030013 1Y B R
FE P (HBB) kR I &5 5« 2 4 80 25 51 o) M1/F2 (B 33 {5 CNGB030012 2 75 AU 4% o fk o [ 2 8B,
CNGB030011 % J5 1IE 7 e @l BN) 5 HZg i RGN 45 5o o [ 51 8B/BY . HBA JE X AR 45 5 . B f 1A
455 M2/F1 (B]V it £ CNGB030012 £ 7 1E & YL 44 ar, CNGBO030011 53 J5 KUK G (1 ik o), FL S0 2k
ARSI 25 A ac/a™ . FEEFK S0 2 5K 2 W, IR CNGB030017 (1) HBA FE RS I 45 3 - s R p gt 1L
1 M1/F2 (Bl 312 CNGB030016 2 75 AU Y2 (4K aa® , CNGBO030015 53 75 1F % YL (04K cor ) 5 L3500 5 R
MZERHF aaaa, EERS % 35K EZF, IIH CNGB030021 [ HBB F& AL 45 5 AR AI 25 ] h
M2/F1 (RI#4% CNGB030020 % J5 1E 7 Y @A B~ , CNGB030019 ¥ 7 JXURG: Yo (o A v [ 70 8 ) 5 H B0 ik (A
R 255 B E M 88, HEERSH M 45K AT, IR CNGB030010 1) HBB J [R kil 25 5 - B {4 )
45y M2/F1 (RIigt % CNGB030008 5 J7 AU G a4 g1V, CNGB030009 2z J7 IF # Qe A BY) 5 3k
SEPIRMZE F o BB G DRI 1R 5275 i BRAK T A VR SR LA T b v Y B I A ) o A
Py ZR .

(@] b B ISR ABRRAZR R ; A A T AZF 12 W 2R A Y1 sy
iR Z2 753 AT 5 e i =

Evaluation of preimplantation genetic diagnosis reagent for thalassemia
QU Shoufang , HUANG Chuanfeng, LI Lili*, HUANG Jie*
(National Institutes for Food and Drug Control, Beijing, China, 100050 )

[ABSTRACT] Objective To evaluate the performance of preimplantation genetic diagnosis reagent
for thalassemia based on semiconductor sequencing using national reference for preimplantation thalassemia
diagnosis. Methods DNA was extracted from simulated embryos cells in the pedigree by whole genome
amplification of single cell. The genomic DNA from other samples in the pedigree and embryos cells were used
as templates to amplify selected regions, and common sequencing connectors were added to complete library
construction. Then the library was quantified. Finally, sequencer was used for sequencing. Results In the
national reference family No.1, the HBB gene test result of embryo CNGB030013: the haplotype result is M1/
F2 (that is, the CNGB030012 female risk chromosome Chinese type 8B, the CNGB030011 male normal
chromosome B) ; the causative gene test result is Chinese type 3B/B". HBA gene test result: the haploid result
is M2/F1 (ie, the CNGB030012 female normal chromosome oo, the CNGB030011 male risk chromosome

™), and the causative gene test result is aa/a*’. In the national reference family No. 2, the HBA gene test

A& A B EEEHLT X I8 (2021YFC2700500)

A% A P B R R 2 SR AT LI, ALK 100050

*BAEAEA 2 W A, E-mail : lilili@nifdc.org.cn; % 2, E-mail : jhuang5522@126.com
AW T Ak B — A
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result of embryo CNGBO030017: the haplotype result is M1/F2 (that is, the CNGB030016 female: risk
chromosome aa®, the CNGB030015 male normal chromosome aa) ; the causative gene test result is aa®/
aa. In the national reference family No. 3, the HBB gene test result of embryo CNGB030021: the haplotype
result is M2/F1 (that is, the CNGB030020 female normal chromosome B", the CNGB030019 male risk
chromosome Chinese type 8@ ) ; the causative gene test result is 3"/Chinese type 8B. In the national reference
family No. 4, the HBB gene test result of embryo CNGB030010: the haplotype result is M2/F1 (that is, the
inheritance of CNGB030008 male risk chromosome """, CNGB030009 female normal chromosome B") ;

the causative gene test result is BY/B"*""*". Conclusion The developed national reference material can meet

the requirements of quality evaluation of preimplantation genetic diagnosis reagent for thalassemia.

[KEY WORDS]

Thalassemia; Preimplantation genetic testing; Preimplantation genetic diagnosis;

Whole genome amplification; Single-nucleotide polymorphisms; Next generation sequencing

b AT I (TR RRHB AT ) S — i LAY e
A FRLE RSEAL I , oo- M 5% B - 58 2 A i LT
TRAIH T H AT IR E R DR R G A A H
19t 1% 24 K I (preimplantation genetic testing, PGT)
e PR e 2 Y SRR R AR 2 — . IR AE A
T 35 A% 9 A 0 B R 0, 455 5 R 8T 4 250 PCR (Gap-
PCR) . & 3 X ¥ &2 J¥ 1] (Short Tandem Repeats,
STR) &8 73 BT EAA% 1T 2 22 A5 1% (Single-nucleotide
polymorphisms, SNPs) 43 # £ = 18 &= M /& (Next
Generation Sequencing, NGS )% 71", NGS &84
AR IR BT IR Ia R AT AR FE B AR R Y
DA 35 A6) S i R BP  DRL Gr T0 )  SEAG I T B 2
— Lo Rl R R AT AT 35t 1% 2% 12 W (preimplanta-
tion genetic diagnosis , PGD ) FIR G AL Hij 15t % 2 i
A AL I REAS A R S, TR L ol TR
VNGB e S VR e a5 A

H A Y 2 A2 ) A VR AR AT 1 v i 2
I A4S IR0 & o AR F ) |, B 2 i B4
B BT R TG 2 75 52 4% 1 ok B ACRE A i v VA 22 1l i
GRAZF o A ST AL FH R G AR AR b 2 112 W
E K% 0, PPN 5 T2 S 005 3 i IR R A A
M PV B LA D 3R] Y P RE

1 MREFE

1.1 HEAR

NI WG R R AN IR N )
15 4D FEFBEAS, b R 2 0 G IE S e (TRT PR
Rz BE ) 2t
1.2 GRS

U T AR e v 7 B ARG I 3R] & (oF AR
I ) AN P Js vz e P R 4 (S S AR P i)
SN DL BRI 7 S A FR A 7

Qubit 4.0 762 7Y, 3 [ Life Technology 7
F] 5 7500 SZR ¢ 52 1 PCR 1, Applied Biosystems
75 ) s DAB600 HE PRI A, 7 M T 3k i A= ) B AR
Bt A R
1.3 EHEZH MmN

Fie B0 & 0 U W] B AT 1A IR R
HH I VR I A0 R A AT Al 2 A S AR R IR
BT HGJE BY R IG 20 i 3 D 4 DNA i Qubit
POtE mAGHTTE 5. WA R P H ARG
2 it %) B A 2H DNA VRS BAR , 93 18 2 IX Ik, 78
P14 )5 1) DNA R Be v b a0l e 423k, 1)
FHEW Y SCRE o i 7500 SE A 26 6 5E B PCR AL, X
SCPEMEAT 2 1 o AR R SO M 46 51, A ) o
FA) e PR SCREEA TIR G o AR I 3 S vy e FH 7] 6
(o S 5 35 ) B AR BT 45 TR & SCRE Al
DA8600 2 Ry ACHEAT I Y o K B HIL&R 3 £l ]
JVR AT 352 4% S A 53 A 204 464 T 85080 0 A o

2 R

21 ERZSHMITHKR

IR i CNGB030013 19 B ¥k & 1 3 [H (hemo-
globin beta gene, HBB ) i [F £ I 2% 5 . 5 {4 74 2%
B M1/F2 (Bl /% CNGB030012 2 75 KU e (3,
A b [/ £ 8B, CNGBO030011 % J5 1F 4 4 £4, {4k
BN 5 g B PR I 25 2 Ry v [ 8 3B/BN. HBA
SR A I 2 SR - B AR 25 SR Sy M2/FL (R j5t A%
CNGBO030012 % J7 1F # 4 4 4K aa, CNGB030011
B 7 WU Gt A 7)) HES0He 56 R Az 0 285 51 Oy
ac/a™ s W1, HBBFH:HH SNP i & 5192095-
5248243 1 SNP fi/ s Ab T v (5 £ 8B il 2k Fir 7E [X.
1, SNP {3 # 5247992 [ SNP {3/ 5y CD41-42 2748
P FTFE XS, WL 2, HBA 3K v SNP 43 #
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Table 1  The result of national reference materials for family

No.1
peas 57 ik SEEIOR ppor HBA SO
CNGB030012 %77 MI/M2  FEBSE/R" MIM2  ac/aa
CNGB030011 %) F1/F2 vt/ FIF2 oo
CNGB030014 7% 1 MI/F1 i E%H B/ M2/F2  aa/aa
CNGB030013 fRfii MI/F2  H[EI3E/BE"  M2/F1  ac/a’™

T :a 7% HBB SR BRI s ML 67K 205 KU e 0 1k, M2 38R e
5 IE R Y ik F1 KR B 05 KR e, F2 R B IE# e 8
&, bR/ HBA FEF H{A R, M1 M2 R 2 )y IEH 64 Fl
Fom BT KU e A, F2 2R BB 5 IE W e e dk

224619 1 224647 ) SNP i 5 40 F o Bk 2k FIF 78
X, W3,
22 ERZSHM2THKER

& i CNGB030017 A9 o 2k 1 %5 A («-globin
genes, HBA ) Ji& PR 6 25 5L . B (A 8 25 1L Sl M1/F2
( B3 /£ CNGB030016 % J5 KBS %t 4 f& aa®,
CNGBO030015 5 J5 1IEH 4 K o) 5 B0 L R A6
MEER N aa/aa, W4, HBA FEHH SNP i &
221057-234632 [} SNP i pi Zb F -5 $le 2 Jr 7E [X.
3, SNP fi B 223597 B SNP i /5 4b T CS 28725 fif
RUTEX S, W3S,

X2 HBBEEEBHMER
Table 2 The result of HBB gene linkage analysis

1 5% % CNGB030012 1'5% % CNGB030011 1'5% % CNGB030014 1 5% % CNGB030013
Yt ihdi'S  SNPALE 2y e R A 37 e PR Y FAR 1 R JH I 35 PR 7
M1 M2 F1 F2 M1 F1 M1 F2
chrll 4992100 G T G T T T G
chrll 5026200 T c c C T C T c
chrll 5117647 T T T C T T T C
chrll 5192095 G A A A A
chrll 5194503 A T T T T
chrll 5194530 T A A A A
chrll 5211198 C T T T T
chrll 5211300 G A A A A
chrll 5214597 TTCATC TTCATC T TTCATC T
chrll 5214621 T c T C T
chrll 5214669 AA TT TT TT T
chrll 5220001 (SN T T C (&S T (S C
chrll 5221645 c C G C G
chrll 5221825 ¢ G A G A
chrll 5222379 G G A G A
chrll 5232573 A A G A G
chrll 5236851 c C T C T
chrll 5247791 C C G C G
chrll 5247992 CAAAG C CAAAG C CAAAG
chrll 5248243 A A G A G
chrll 5291414 C T T T c T C T

T - M1 R 2075 A U R 7 SR B DX B 7 1 S (8 LA, F1 A7 55 7 R U CDAL-42 S8 (7 5 T T 19 % (A B fAC

&3 HBAEREHSINER
Table 3  The result of HBA gene linkage analysis

1 5% % CNGB030012 155 % CNGB030011 155 % CNGB030014 1 5% % CNGB030013
et fRgES  SNPVE 7 R R R 55 Fe R A FAR 1 KL R A JVR iy 22 PR 954

M1 M2 F1 F2 M2 F2 M2 F1
chrl6 159741 G G C G G G G ©
chrl6 221057 T C T T c T c T
chrl6 221126 c T c c T c T C
chrl6 224619 T c T C T c
chrl6 224647 G A ek G A G A ek
chrl6 234632 G c G G C G C G
chrl6 234710 T C T T C T C T
chrl6 234791 C CA C c CA c CA c

TE:F1 7R 5507 R o7 i XIS 72 1 Y 62, 200K
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R4 EBRSEM2SHRRER

Table 4 The result of national reference materials for

family No.2
FEAR G5 RAEKFR LRy N HBA 0 3k LS DU
CNGB030016 L5 M1/M2 aa /oo
CNGB030015 B F1/F2 S
CNGB030018 FIL1 M1/F1 QS-S
CNGB030017 iNiE M1/F2 aa/aa

T - ML R 27 KU e A, M2 /R £ 05 TE# Y (A F1L R
F I B G Ak F2 o8 55 05 IEH Je (A

23 HEHEZSHM3ITHK

JIEJis CNGB030021 11t HBB JE PR 6 45 S . #h
PR 55 5k M2/F1 (RIVist % CNGB030020 42 5 1E
HYLE R BN, CNGB030019 55 77 XU e 6 44 v [
RSB s HBUwR SR ZE Ry g h E R 8B, L
% 6, HBB FEH H SNP i # 5214597-5249004 1)
SNP {37 5 4k F v [ 780 8B {2k T 75 [X 35k, SNP {7
5247992 ) SNP {3/ i 4b T CDA1-42 58 48 o7 1 I #E
X, W7,

R5 HBAEEEMHNER
Table 5 The result of HBA gene linkage analysis

e otk SNP 25 %}; %7; C%NB’%%OOI() 2= %? ﬁ; %\131%30015 2= ?Zﬁ Fgaogjoms 25 % 0 %Bﬁoon
G fir & - i — - S
M1 M2 F1 F2 Ml F1 M1 F2
chrl6 198069 G G T G G T G G
chrl6 211167 G G A G G A G G
chrl6 221057 C T T C / /
chrl6 221126 T C C T / /
chrl6 223597 C T T C C T
chrl6 224619 C T i 2R T C it R C T
chrl6 234632 C G G C C G
chrl6 234710 C T T c C T
chrl6 234791 CA C C CA CA C
chrl6 235579 T C C C T C T C
chrl6 242770 G A A A G A G A
chrl6 259345 G T G G G G G G
chrl6 264642 T C T T T T T T
chrl6 277458 G A G A G G G A

T /AR MISS (5 . MU /R &7 KU CS S8 7 s BT 7 A G (8 50K F1 7R 5 05 R -5 e XT3 (L AR

X6 ERSERISHKERELER

Table 6 The result of national reference materials for family

No. 3
FEA G5 FRAEKFR R HBBEUR SRR
CNGB030020 Bl M1/M2 peri-/aN
CNGB030019 BIr F1/F2 v A 3p/BY
CNGB030328 T MIFI By E Y 5B
CNGB030021 i M2/F1 B/ [ Y 5B

T s M1 SRR 207 KUK e (i, M2 3678 400 IE 3 e fk  F1 0m
305 MU e a1 F2 3o 3 O IE A e 1k

24 EERZHMATER

IR iE CNGB030010 f) HBB % [R A il 2% S .
B R Z5 3ol M2/F1 (B 38t /8 CNGB030008
T AU S o 4 gV L CNGB030009 4t 77 IE # e
o R BY) 5 H B HE R ARG I 25 2R S g g e
VL2 8., HBB H:[H 1 SNP i B 5247153 f) SNP
£ 854k F IVS-11-654 8 A8 v o5 U 76 X 88 .
*9,

3 it

VR AL TP e PR 35 42 2 6 00 2l 18 A
FRMN ;T AW 2# B S 5 T K e ok i — 1]
BN WI AR o 2 B AR SR 38 Ik IR % 57 A IR
JEIE R WU P55 2 A 3~5 A, E AT B 40 i 4 5
PRIZA Y3, 2800 v 3l s 0 P S A= 015 B o s
TR FE AN B0 ik PR 5870 1 4 IR Al 5 Ak B 4
IR IRBEME AR H R . BHETRERAY 1 (whole
genome amplification, WGA ) jZ i i JF 2 £ 14: Hi
T RG) 1%) F A VR 2 240 L ) R A LR 2H DNAL
Je B2 Fr $ A4 2 B %) DNA SR , B0 46 7 I 3% T
2 51 % PCR (Degenerate oligonucleotide primer
PCR,DOP-PCR) . £ & 4 # (multiple displace-
ment amplification, MDA) , Z K iB Kk ARG AT
3 (multiple annealing and looping - based amplifica-
tion cycles, MALBAC ) %5 £ JL [ 4] DNA ¥
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Table 7 The result of HBB gene linkage analysis

e ok SNP 3TRAR CNGB(A)ISOO20 3HRA CNGB?SOOIQ 35X ? CNGBO.?OS28 3BRA ACNGB(}%()ozl

vt fm )y B R R 07 e R RS FAC T L JVJIfs 2 PR 954
M1 M2 F1 F2 M1 F1 M2 F1

chrll 5039076 T T T TGA T T / /

chrll 5046138 A A A G A A / /

chrll 5051729 T T T C T T / /

chrll 5214597 = TTICATC T T TTCATC T

chrll 5214621 C T T C T

chrll 5220001 T C T T C

chrll 5221825 G A G G A

chrll 5222379 G A G G A

chrll 5232573 A G (&S A A (TN G BRI

chrll 5236851 C T C C T

chrll 5247791 C G C c G

chrll 5247992 C CAAAG CAAAG C

chrll 5248243 A G A A G

chrll 5249004 A G A A G

chrll 5204145 A C A A A A C A

chrll 5308728 T c T T T T C T

T - /R MISS i1 ML 7R 2277 U CDA1-42 5878 (v 15 7R (¥ Y (L B4, B3 5 75 ke [ A o ik 2k DI 7 1) 2 (B

®8 BEXRSEMISHKELER

Table 8 The result of national reference materials for family

No.4
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BELIIRE L H W 4G AE S (ADL) B B BRI b [ BGP L B IE & & 4 85 11 2(BMP2) \BALP] |
ST [ SR FEIN T o (TNFa) L A E 6(IL6) 1 DD M IF LIERE ML . 58 975 , B4l Harris
V743 L ADL T 43 . % J¥ J¢ BGP . BMP2 /K -3 BIG 7 Hr 3 i, AU AW 8 o T R4, PR 4
BALP . TNFa . IL6 & DD /K V36 J7 1 B &~ K, HOBF o8 40 B B AR F X B, 2 R 3 Geib 24 L
(P<0.05) . B 55 41 91 & &L & 2B R 7.25% , W] A T 3 BAL 19 20.00% , 2% 558 G it 24 5 L (P<
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Changes of BGP, BALP and DD levels after treatment with Zhuanggu Huoxue Decoction
in elderly patients with postoperative femoral neck fracture

LI Yu', TANG Hongtao™*, GAO Hui'

[1. Kaifeng Second Hospital of Traditional Chinese Medicine, Kaifeng, Henan, China, 475004; 2. Luoyang
Orthopedic Hospital of Henan Province (Orthopedic Hospital of Henan Province ) , Zhengzhou, Henan, China,
471002 ]

[ABSTRACT] Objective To analyze the changes of BGP, BALP and DD levels after treatment with
Zhuanggu Huoxue Decoction with femoral neck fracture in elderly patients. Methods The clinical data of 134
elderly patients with femoral neck fractures admitted to Kaifeng Second Middle School Hospital from November
2018 to December 2020 were collected. According to different treatment methods, they were divided into a
control group (n=65, artificial total hip replacement + conventional treatment) and a study group (n=69,
artificial total hip replacement + conventional treatment+Zhuanggu Huoxue Decoction). Hip joint function, daily
living ability (ADL), bone density, bone metabolism indexes [ Blood osteocalcin (BGP) , Bone morphogenetic
protein-2 (BMP-2) , bone alkalinity Phosphatase (BALP) ], inflammatory factors [ Tumor necrosis factor-ca
(TNF-a) , interleukin-6 (IL-6) ], D-dimer (DD) and complications between the two groups were compared.
Results After treatment, the Harris score, ADL score, bone mineral density, BGP, BMP-2, levels in the two

groups were increased compared with those before treatment, and the study group was significantly higher than
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the control group, the levels of BALP, TNF-«, IL-6 and DD in the two groups decreased significantly than

before treatment, and the study group was significantly lower than the control group, and the difference was

statistically significant (P<0.05). The total incidence of complications in the study group was 7.25% , which

was significantly lower than 20.00% in the control group, and the difference was statistically significant (P<

0.05). Conclusion

Total hip replacement combined with Zhuanggu Huoxue Decoction in the treatment of

elderly femoral neck fractures can improve the hip joint function, adjust the level of bone metabolism, and

promote the repair of fractures.
[KEY WORDS]

metabolism index ; D-dimer
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Table 1 Comparison of the data of the two groups [ (x+s),n(%) ]
1 . 5 A I s ‘B Carden 431
() (%) e I W PR 9 I 7 7 I 74 IV
ot 69 24/45 62.15+6.19 20(28.99) 24.(34.78) 19(27.54) 11(15.94) 23(33.33) 16(23.19)
XL 65 22/43 61.85+5.78 21(32.31) 23(35.38) 18(27.69) 12(18.46) 21(32.31) 14(21.54)
1l - 0.013 0.290 0.174 0.005 0.176
P - 0.909 0.773 0.677 0.942 0.981
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Table 2 Comparison of Harris score, ADL score and bone mineral density between the two groups (x +s)
il Harris 1143 (43) ADL 343 (43) % B (g/em®)
=Hp n N ~ N N - N N ~ N
YT TR THITH e ERAgil) wIrE

i 69 25.36+5.14 91.45£7.25" 20.67£2.57 59.56£5.24" 0.61+0.05 0.86+0.11°
X HEZH 65 24.77+4.98 81.13+6.23" 21.13£2.19 40.67£3.16" 0.62+0.06 0.72+0.09

i 0.674 8.813 1.112 25.081 1.050 8.035

P1H 0.501 <0.001 0.268 <0.001 0.295 <0.001

T < IRV T, P<0.05,

x3 MABRBEHERKTLE (x£5)

Table 3 Comparison of bone metabolism index levels between the two groups (x+s)

- . BGP(pg/mL) BMP-2(ng/L) BALP(ng/L)
TRITHET BT A TRYTET BIT A IRITET BIT A
WFsedl 69 7.38+1.24 13.24+2.28° 52.05+4.67 71.36£7.39* 69.51+3.15 48.61+2.88"
X 2 65 7.35%1.58 9.82+1.63" 51.63+6.89 63.58+6.04" 68.75+3.29 57.24+2.38'
1 0.123 9.935 0.415 6.649 1.366 18.845
P 0.903 <0.001 0.679 <0.001 0.174 <0.001

5 EAIRIT TR, P<0.05,
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T4 WAHARMEEF.DDAKFELLE (x+5)

Table 4 Comparison of inflammatory factors and DD levels between the two groups (x +s)

o . TNF-a(pg/mL) IL-6(pg/mL) DD (ng/mL)
TRITHT BT A TBYTHT RITIE TRITHT RITIE
0l 69 61.16+9.12 25.98+2.65" 23.41+3.19 7.36+1.59" 427.61+50.19 224.03+22.41°
X AL 65 61.11+9.39 38.11+2.35" 24.25+4.05 13.84+2.62" 429.65+52.83 316.95+34.37°
1 0.031 10.306 1.338 17.422 0.229 18.643
P 0.975 <0.001 0.183 <0.001 0.819 <0.001

5 FABIT TR, *P<0.05,

x5 MAHAREREZRLE [(n(%)]
Table 5 Comparison of the incidence of complications

between the two groups [(n(%)]
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80.4% ; 7t 6.68 mg/L (I FE T, CRP T (1) R AFUE J 80.5% , F8 575N 76.2% ; #F 50.62 mg?/dl* (1l FHA
T, Ca PN ) RAE K 78.3% , S R 75.7% . ZH # Logistic [MH 4745 R WK < 55 7KF PTH. &
CRP .5 Ca™.P"J& DN & &L M 5kl S7 fE B % (P<0.05) . 518 1M PTH X DN B4 14 851k
AT — & PPN E , A5 R YE Jy DN B A 45 AL 2 W ks &4 .

[EEE] BB B0 M7 PTH; ML ; MG

Correlation analysis between serum PTH and vascular calcification in patients with diabet-
ic nephropathy

ZHANG Yan*, HUANG Zhengyan, LI Ziguang

(Department of Clinical Laboratory , the Second People’s Hospital of Hefei, Hefei, Anhui, China, 230000)

[ABSTRACT] Objective To investigate the correlation between serum parathyroid hormone (PTH)
level and vascular calcification (VC) in patients with diabetic nephropathy (DN ). Methods 110 DN patients
admitted to the Second People’s Hospital of Hefei from June 2018 to June 2021 were selected as the case
group. According to the stage of DN symptoms, they were divided into group A (stage 1/1 , n=30), group B
(stagelll ,n=31), group C (stagelV,n=25) and group D (stage V,n=20). According to the results of cervical
ultrasound , DN patients were divided into vascular calcification group (VC group, 46 cases) and vascular non-
calcification group (NVC group, 64 cases) , and during the same period 40 cases served as a control group.
ELISA method was used to detect serum PTH level, and color Doppler ultrasound was used to detect cervical
vascular calcification. The ROC curve was drawn to determine the predictive value of PTH for VC in DN
patients, and multivariate logistic regression analysis was used to explore the related factors of vascular
calcification in patients with diabetic nephropathy. Results The differences in serum PTH levels in different

groups were statistically significant (group D > group C > group B > group A > control group) (P<0.05). There
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was a statistically significant difference in the rate of vascular calcification in different groups (group D > group
C > group B/group A > control group) (P<0.05), but there was no significant difference between group A and
group B (P>0.05). The concentrations of PTH, calcium -phosphorus product and CRP in the VC group were
significantly higher than those in the NVC group (P<0.05). PTH was positively correlated with Ca*.P*, CRP (r=
0.613, 0.751, P<0.05). The area under the ROC curve (AUC) of serum PTH, CRP, and Ca*".P* predicting the
occurrence of VC were 0.811, 0.746, 0.725. Under the cut-off value of 106.51 pg/mL, the sensitivity of PTH
prediction was 85.1% and the specificity was 80.4% ; under the cut-off value of 6.68 mg/L, the sensitivity of CRP
prediction was 80.5% and the specificity was 76.2%. At the critical value of 50.62 mg*/dl’, the sensitivity of Ca**
*P* prediction was 78.3%, and the specificity was 75.7%. The results of multivariate logistic regression analysis
showed that high levels of PTH, high CRP, and high Ca®".P’" were independent risk factors for vascular
calcification in patients with DN (P<0.05). Conclusion Serum PTH has a certain predictive value for vascular

calcification in DN patients, and is expected to be used as a biomarker for early diagnosis of vascular

calcification in DN patients.
[KEY WORDS] DN; PTH; VC

WE DRI AR B AN T, FREDHE DR A s AR
TEAER 7 i, & — AP I g s, O ROJF
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thy , DN ) 24l i o5 B UL A 0L A O R 0, %2 3R
MRS FIR M Ca P AR A, P 1 7 v 5
HEDIRE R H B 40T . DN BFH O M I R AE
F TP M 145 45 1k (vascular calcification, VC) ,
P, DN B VC 1y kAR S EGE T4
flOBE R s FR A . FGTR I e IR AT LA R AR
52 i1 & (parathyroid hormone , PTH) {943, J5 &
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JEETEALRAVE R N T Eahad AR S ek
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PTH 5 56 4R 30 K 85 1k 1 OC 2, 1B sk 1 S 1A
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V5 VC BYAH A
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Z: WO R 95 55 975 119 5 AR % X (Mogenson ) 433
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HH.W21.600S {8 i 7K 548 , & H A BX TDL-400C 2§
OHLCEA 3 500 r/min &0 15 min 2247 , K42 7 cm)
H I3 43 B R, 2 h INAGE I, R AUS800 I 4
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DxI800Access % 4> [ gl il b ¥ 1k 2% & GAX, Dl v
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1.2.4  IMAEESIER A
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Figure 1 Carotid plaque of diabetic nephropathy detected

by color Doppler ultrasound system
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Table 1 ~ Comparison of serum PTH levels in each group (x+s)

2H 5 n PTH(pg/mL) F1a PH
popiisac] 40 47.6 8.5

A4 30 86.1 = 10.8

B4 31 105.3 + 16.6° 198.285  0.000

CH 25 134.2 + 21.3%

D4 24 163.2 + 28.6™

T 0 A LU, °P<0.055 5 A LA, "P<0.055 15 B 4 UL, P<
0.05; 5 C 4 AL, 'P<0.05.
x2 JEAMESUERSBLE (2(%) ]
Table 2 Comparison of the distribution of vascular

calcification in each group [n(%) |

ZH 5 n M (n) % (%) Y PMH
XHHEZH 40 1 2.50

AH 30 7 23.33"

B4 31 8 25.81° 48426  0.000

C# 25 12 48.00™

D4 24 16 66.67"

T XA LR, P<0.055 5 A 41 L3, "P<0.05; 5 B 4L LE, P<
0.05;5 C 4 i, P<0.05,

2.3 VCH45NVCAIkIRIEFr i
VC 2H PTH . 4553 f1 . CRP ¥ J& Y I B i3 T
NVCH , EZRAGIE XL (P<0.05), W3,

£R3 VCAHAENVC AIGKIERBIELER (xxs)

Table 3 Comparison of clinical indicators between VC group and

NVC group (x+s)

203 n  PTH(pg/mL)  Ca*.P"(mg¥dl’) CRP(mg/L)
NVC4 64  865%93 40.3+ 6.1 20.2+3.3
VC4 46 1222 +10.7 56.2+ 6.3 33.1+ 8.4
1 13.419 13.301 11.161
P1H 0.000 0.000 0.000

2.4 PTH 54t PRA8 R B AH G HE

Pearson fH ¢ 43 #7145 4 : PTH 5 Ca’*. P* . CRP
EIE A (r=0.613.0.751, P<0.05). PTH 5 I 4%
FEAL e A AR IE A SE R (r=0.722, P<0.05) .
2.5 [l PTH /KX DN i35 VC Fil M

I ¥ PTH. CRP . Ca**.P* £ 1 Il % & VC
ROC i £& T 1 2 (AUC) 43 %y 0.811. 0.746
0.725, W34 K1,

F4 I PTH K F3F DN £ VC MME
Table 4 Predictive value of serum PTH level for VC in DN

patients
b AUC 95%CI TWHE  REUE R
PTH 0811  0.735~0.894 106,51  0.851  0.804
CRP 0746  0.672~0.812  6.68 0.805  0.762
Ca*P” 0725  0.662~0.788  50.62  0.783  0.757
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Figure 1 ROC curve
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Table 5 Multivariate Logistic regression analysis of VC in
DN patients
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g il lliIg[]

ARB KRBT &FT BHZ O REE

(8 ZE] BH HI0EH 208 BZIRY 1K (GeneXpert MTB/RIF ) 4 A 78 fifi 45 4% 12 Wi K 1L
JEIRITHARINE . FTik bR R R E R SR 2019 451 F & 2021 4F 11 F WGA 1) 96 6l fiti 45 1%
SEE AR R GORE, (S DB IR R G (L Ba A R B 37 | LU AR Ah 25 UK S . GeneXpert MTB/RIF £ AR 73
SHEATRI | A AN [ 7 = B A 30 45 5 5 T %% GeneXpert MTB/RIF % A 5 14 45 245 W0k ) 1) 4 S i 24 114 2%
St BEER PRI IR MR S A R T MR 40.63% (39/96) T 25 55 T M 4 K I B P % 20.83% (20/
96) , 2 F A4 G it # 78 L (£=8.833, P<0.05) ; GeneXpert MTB/RIF 35 A I 55 25 4% A3 A AT i B 2K 39.58%
(38/96) 4t 35 125 TP U K I BH 2R 20.83% (20/96) , 2 7 A HE 248 L (/=8.004, P<0.05) . ¥ 1 574h
IR AL G AE 25 R 0 VE & B , GeneXpert MTB/RIF H7 A M8 45 4% 43 A A TR 4R - Tt 245 114 BlUJ%
B4R 72.22% .80.00% , 45 5 B 43 91 K 81.67% .96.77% ., 451 GeneXpert MTB/RIF 43 A4 il il 2% 1%
SR AT it 247 1) B3R B 55 R 5 B 3430, RS AE SR 2 VR IR AR (B HIG IR S H 1 2 .

[E$ER]  SCRPOE BAZRRY WA ; Bi258% ; IREE I BOAF IR 5 FIAE - 2 5 Al i

Detection and analysis of GeneXpert MTB/RIF technology in the diagnosis and standard

treatment of pulmonary tuberculosis

ZHU Fujun', ZHANG Wei**, GAO Yong®, MA Xiaolan', ZHANG Yumei'

(1. Clinical Laboratory , Funan County People’s Hospital Anhui Province, Funan, Anhui, China, 236300;
2. Clinical Laboratory , No.2 People’s Hospital of Fuyang City, Fuyang, Anhui, China, 236015)

[ABSTRACT] Objective To explore the value of real - time fluorescent quantitative nucleic acid
amplification detection (GeneXpert MTB/RIF) technology in the diagnosis and standard treatment of
tuberculosis. Methods A retrospective analysis of the clinical data of 96 pulmonary tuberculosis patients
admitted to the Laboratory of Funan County People’s Hospital was performed from January 2019 to November
2021, sputum smear acid-fast staining microscopy, sputum culture, proportional in vitro drug sensitivity test,
GeneXpert MTB/RIF technology was tested separately, and the test results of different methods were
compared; the difference between GeneXpert MTB/RIF technology and traditional drug susceptibility testing of
rifampicin resistance was compared. Results The positive rate of sputum Mycobacterium tuberculosis detected
by sputum culture was 40.63% (39/96) , which was significantly higher than that of sputum smear detection,
20.83% (20/96) , and the difference was statistically significant between groups, P<0.05. The positive rate of
sputum Mycobacterium tuberculosis in GeneXpert MTB/RIF detection was 39.58% (38/96) , which was
significantly higher than that in sputum smear detection, which was 20.83% (20/96). The difference between
two groups was statistically significant, P<0.05. Taking the results of sputum culture and traditional ratio
method drug susceptibility test as the gold standard, the sensitivity of GeneXpert MTB/RIF technology for

detecting sputum Mycobacterium tuberculosis and rifampicin resistance were 72.22% and 80.00%, respectively,
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and the specificity was 81.67% , 96.77% , respectively. Conclusion GeneXpert MTB/RIF technology has

good sensitivity and specificity in detecting tuberculosis and rifampicin resistance, which can be used as a

scientific basis for the diagnosis and treatment of patients, and is worthy of clinical reference.
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Expression and significance of serum miR-203, miR-137 and mir-222-3p in patients with
epithelial ovarian cancer

LI Xiangkun*, XIAO Guangjun, CHEN Shu, LIU Yanting, LIU Yulin

(Department of Laboratory Medicine , Suining Central Hospital , Suining, Sichuan, China, 629000)

[ABSTRACT] Objective To study the expression and significance of serum miR-203, miR-137 and
mir-222-3p in patients with epithelial ovarian cancer (EOC). Methods From January 2018 to December
2020, 150 patients with serous EOC were selected as the EOC group, and 160 healthy women were selected
as the control group. The expression levels of miR-203, miR-137 and mir-222-3p in serum were detected by
fluorescence quantitative PCR. The clinicopathological data of EOC patients were collected and the progression
free survival of EOC patients was followed up. Results Compared with the control group, the expression
levels of miR-203 and miR-137 in serum were significantly decreased, and the expression levels of miR-222-3p
in serum was significantly increased in EOC group (P<0.05). The expression levels of serum miR-203,
miR-137 and miR-222-3p have diagnostic value for EOC (P<0.05). Compared with patients with FIGO stage
I ~1I and lymph node metastasis Ny, in the EOC group, the expression levels of miR-203 and miR-137 in
serum were significantly decreased, and the expression levels of miR-222-3p in serum was significantly

increased in patients with FIGO stage Il and lymph node metastasis N, (P<0.05). In the EOC group, the

AR B 22020 vl B T4 R A R A FHFIR AL (20P)283)
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cumulative progression free survival rate of patients with miR-203 and miR-137 expression = median was

higher than that in patients with miR-203 and miR-137 expression < median, and the cumulative progression

free survival rate of patients with mir-222-3p expression = median was lower than that of patients with mir-222-

3p expression<median (P<0.05). Serum miR-203, miR-137 and mir-222-3p expression levels had predictive
value for progression free survival (P<0.05), the area under curve was 0.695 (95% CI: 0.612~0.777) , 0.630
(95%CI: 0.563~0.697), 0.740 (95%CI: 0.683~0.797), the sensitivity was 49.38%, 50.00%, 61.25%, and the
specificity was 81.16% , 66.67% and 76.03% respectively. Conclusion The decreased expression of miR-203

and miR-137 and the increased expression of miR-222-3p in serum of EOC patients have diagnostic value for

the disease and are associated with pathological progress and poor prognosis.
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Table 3 Comparison of serum miR-203, miR-137 and miR-222-3p expression levels in patients with different clinicopathological

features in EOC group (x+s)

I P PR iE n miR-203 i Pl miR-137 i P miR-222-3p i P

AR >55 % 59 0.71+0.34  1.156 0250  0.79+0.32  0.823 0412 1.29+0.41 0.958  0.340
<55 % 91 0.77+0.29 0.83+0.27 1.23+0.35

SN Koz 83 0.77¢0.28 0927 0.355  0.78+0.34 1117  0.266 1.2620.36 0459  0.647
Y2z 67 0.72+0.38 0.84+0.31 1.29+0.44

Jili B =3 cm 79 0.77£0.33 0762 0.453  0.80x0.30  0.957  0.340 1.24+0.44 0.889  0.375
<3 cm 71 0.73+0.32 0.85+0.34 1.30+0.38

EIEAE G1-2 93 0.73x0.31  1.029 0305 0.83x026  0.600  0.549 1.25+0.41 0.591  0.556
G3-4 57 0.79+0.40 0.80+0.35 1.29+0.39

FIGO 431 [~1 85 0.80£0.31  2.219 0.035  0.87x0.29 2524  0.013 1.17+0.48 2265  0.025
m 65 0.68+0.38 0.74+0.34 1.33+0.35

LR Noi 88 0.80£0.33 2166 0.032  0.87x0.30 2371  0.019 1.15+0.45 2712 0.007
Nas 62 0.68+0.34 0.74+0.37 1.34+0.38
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The predictive value of serum NLR combined with fFN and cervical length in late preg-
nancy for the risk of premature delivery
LU Xun*, WANG Jing, ZHANG Wenwen, CHEN Xihan

(Clinical Laboratory, Beijing Chaoyang District Maternal and Child Health Care Hospital , Beijing, China,
100021)

[ABSTRACT] Objective To explore the predictive value of the ratio of neutrophils to lymphocytes
(NLR), fetal fibronectin (fFN) and cervical length on the risk of premature delivery. Methods 39 cases of
preterm women (preterm group) and 52 cases of full-term pregnant women (control group) were selected from
Beijing Chaoyang District Maternal and Child Health Care Hospital from June 2017 to May 2019. The general
conditions of the two groups, the parameters of blood test in late pregnancy, the length of fFN and cervix in
cervical and vaginal secretions were compared. Multivariate Logistic regression was used to analyze the
independent risk factors of preterm birth, and ROC curve was used to analyze the predictive value of this
independent factor for preterm birth. Results There was no statistically significant difference between the two
groups of maternal age, BMI, pregnancy times, parity times, and lymphocyte levels (P>0.05). There were
significant differences in gestational age, white blood cell level, neutrophil level, NLR, cervical length and fFN
between the two groups (P<0.05). Logistic regression analysis showed that increased levels of NLR, fFN and the
shortening cervical length were independent factors influencing the occurrence of preterm labor, and the

difference was statistically significant (P<0.05). The ROC curve analysis of NLR, fFN levels and cervical length
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on fetal preterm birth showed that the best cut-off values of NLR, fFN levels and cervical length were 4.185,

52.035 and 24.570, respectively, and the AUC, sensitivity and specificity of the combined detection were

significantly higher in NLR, fFN levels and cervical length. Conclusion Increased levels of NLR, fFN, and

shortened cervical length are independent risk factors for the risk of premature delivery in the third trimester of

pregnancy, Timely detection of serum NLR, fFN, and cervical length for pregnant women in the third trimester

of pregnancy can improve clinical diagnosis, protect them early, and help to reduce the risk of preterm birth.

[KEY WORDS] Neutrophil / lymphocyte ratio ; Fetal fibronectin; Cervical length; Preterm delivery
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Table 1 Comparison of general conditions, hematological parameters, cervical secretion fFN and cervical length between

the two groups of women (x+s)

Hul n AFR BMI 2R FRR %)

[ RS R 6w v O N 1
(X10°/L)

G553 fFN
NLR (mm) (ng/mL)

(X107/L)  (X10°/L)

FrE 39 32.95+2.68 23.52+2.92 2.10+1.32 0.81£0.33 33.26+2.71 11.52+4.31  7.51£3.70 1.20£0.49 7.82+3.82 27.15+9.06 95.61+51.82

XFHEZL 52 31.87+3.57 23.85+3.11 2.16+1.35 0.78+0.32 39.72+2.35 8.39+2.56

A 1.583 0.514 0.212 0.437 12.150
PAE 0.117 0.609 0.833 0.663 0.000

5.82+2.67 1.41+0.65 4.62+2.25 35.64+7.67 47.53%£25.26

4.322 2.419 1.757 4.660 4.833 5.338
0.000 0.018 0.082 0.000 0.000 0.000
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F2 B EERE Logistic BIJA%5#

Table 2 Multivariate Logistic regression analysis of preterm

labor
AF i BIE SE Wald OR  95%CI P1{§
228 2.198 1.146 3.678 9.007 0.953~85.128 0.055
FIfii/K (X10°L) 1.846 1.123 2.702 6.334 0.701~57.230 0.100
P 4 \[7
qﬂ@ﬂ'ﬂiﬂ@k$ 1.972 1.086 3.297 7.185 0.855~60.374 0.069
(X10°/L)
NLR(X1) 1.352 0437 9.572 3.865 1.126~6.418 0.002
EHRKE(X2) -0421 0.137 9.443 0.656 0.415~0.875 0.002
fFN(X3) 0.125 0.039 10.2721.133 1.052~1.227 0.001
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AR 23 M 4.185,52.035 F1 24.570, BE G H
DY) AUC | B0 FRR S 34 W] B %5 T° NLR L fFN
KB e S B kR I, LR 3 R 1
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Table 3 ROC curve for preterm delivery
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Figure 1 ROC curve for preterm birth prediction
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Expression and clinical significance of STIM1 protein, urine protein and GST in acute
ischemic cerebral infarction

SHI Fangfang'*, HU Jiayun', YANG Yingnan', WEI Huiling®

(1. Department of Laboratory Medicine, General Hospital of Jinshui District, Zhengzhou, Henan, China,
450000; 2. The Seventh People’s Hospital of Zhengzhou, Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To study the expression of stromal interaction molecule 1 (STIM1) protein,
urine protein and glutathione S - transferase (GST) in acute ischemic cerebral infarction and their clinical
significance. Methods 127 patients with acute ischemic cerebral infarction admitted to Jinshui District General
Hospital of Zhengzhou from May 2018 to October 2020 were collected as the study group, and the patients were
divided into the mild group, the moderate group, and the severe group according to the clinical neurological
impairment scoring standard, another 82 patients who underwent physical examination at the same period were
selected as the healthy group. The levels of STIM1 protein, urine protein and GST were compared between the
two groups and patients with different degrees of acute ischemic cerebral infarction. The independent risk factors
that affected the prognosis of patients with acute ischemic cerebral infarction were analyzed. Results STIM1
protein and urine protein in the study group were higher than those in the control group, and the GST level was
lower than that in the control group, the difference was statistically significant (P<0.05). STIM1 protein and

urine protein in patients with different degrees of acute ischemic cerebral infarction: the severe group > the
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moderate group > the mild group, GST: the severe group < the moderate group < the mild group, the

differences were statistically significant (P<0.05). Gender, smoking, and average body weight were not the

factors affecting the prognosis of patients (P>0.05). Age, STIMI1, urine protein, GST, degree of disease and

family history were the single factors influencing the prognosis of patients with acute ischemic cerebral

infarction (P<0.05). Multivariate logistic regression model analysis showed that age, STIMI1, urine protein,

GST, disease severity, and family history were independent risk factors that affected the prognosis of patients

with acute ischemic cerebral infarction (P<0.05). Conclusion The changes of STIM1 protein, urinary protein

and GST levels can affect the prognosis of patients with acute ischemic cerebral infarction to a certain extent,

and it can be considered for clinical application in the detection of acute ischemic cerebral infarction.
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Table 1 Comparison of the data between the 2 groups (x +s)
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Table 2  Comparison of STIMI1 protein, urine protein,

GST between the two groups (x +s)

%] n  STIMI(ng/mL) PR (mg/24h) GST(ng/mL)
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Table 3 Comparison of STIMI protein, urine protein and
GST in patients with different

degrees of acute ischemic cerebral infarction (x+s)

WfE  n STIMI(ng/mL) JR#EFI(mg/24h) GST (ng/mL)
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Table 4 Analysis of single factors affecting the prognosis of

patients with acute ischemic cerebral infarction[ (x+s),n(%) ]
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Table 5 Analysis of multiple factors affecting the prognosis of patients with acute ischemic cerebral infarction

2051 EYEEN PrifEiR wald ¥ {8 OR fii 95%CI P{H
AR (560 % vs <60 %) 0.695 0.263 7515 2.004 1.197~3.355 0.035
STIM1(<14.7 vs >14.7 0.626 0.236 7.281 1.870 1.178~2.970 <0.001
JREEH (FHPE vs FAPE) 0.635 0.196 6.384 1.887 1.285~2.471 <0.001
GST(=72.86 vs <72.86) 0.723 0.365 6.715 2.061 1.008~4.314 <0.001
AR (B2 vs o vs H) 0.753 0.295 7.578 2.123 1.191~3.786 0.021
FigS (F vs J6) 0.813 0.399 6.782 2.255 1.031~4.929 0.009
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A Tg 284 2 T Vo v et S i i e B 5 B
56 &

REER AKK KEE EFEE

(8 E] HM HIIAR g A2 kM E58 (MM) B F N E R SBUEHXR. FiE o
BT 2017 451 H & 2021 4 3 A e A6 i 4 A1 R B B i R 83 191 MM R, Sk [R]85 4 fd ARG 5 o0
R, AT R g 2848 MM BB F IR Ts pr S TR I R . 5% W4 HDL-C .LDL-C /& TC & %
T X B, 22 54 G it 8 X (P<0.05) ;1gG B IgA 7 HDL-C \LDL-C . TC ¥ it F{R TR, Z 54
G2 75 L (P<0.05) ;1gD %! IgM A HDL-C ,LDL-C 4 i Z % T 305 41, 22 34 Ge 27 78 L (P<0.05) 5
IgG T \TgA T 324570 TgD T 1gM A8 35 FU5 AN B 7 B 23 53R 68.57% . 59.26% . 43.75% . 33.33% . 0.00
(P<0.05) ; Pearson A ¢ 17 R B, K [A] Ig 258 MM 45 HDL-C .LDL-C ., TC 5 3% il J§ &2 1E A & (P<
0.05), i AIF Ig 258 MM 3 AR /K OF- 28 S 80K, HAR ML /K 7 MM A8 25 1015 95 25 .

[SEsiA] g2, ZRMEBH8R; g

Determination of blood lipids in patients with multiple myeloma of different Ig types and
its relationship with prognosis

ZHANG Xiaojiao*, ZHU Taigang, ZHANG Feihu, DONG Manyu

(Department of Hematology , Wanbei Coal Power Group General Hospital, Suzhou, Anhui, China, 234000 )

[ABSTRACT] Objective To explore the relationship between blood lipids and prognosis in patients
with multiple myeloma (MM) of different Ig types. Methods A retrospective analysis of 83 MM patients in
the Department of Hematology, Wanbei Coal and Electricity Group General Hospital from January 2017 to
March 2021, during the same period, 35 healthy subjects were selected as the control group. The relationship
between blood lipid indicators and prognosis of patients with different Ig types of MM was analyzed. Results
The HDL-C, LDL-C and TC levels in the observation group were significantly lower than those in the control
group (P<0.05). IgG type, IgA type HDL-C, LDL-C and TC were significantly lower than light chain type
(P<0.05). IgD type, IgM type HDL-C, LDL-C are significantly lower than light chain type (P<0.05). The
proportion of IgG, IgA, light chain, IgD and IgM patients with poor prognosis was 68.57% , 59.26% ,
43.75% , 33.33% and 0.00 respectively (P<0.05) ; Pearson correlation analysis showed that HDL-C, LDL-C
and TC in patients with different Ig types of MM were positively correlated with the patient’s prognosis (P<
0.05). Conclusion The blood lipid levels of MM patients with different Ig types are quite different, and the
prognosis of MM patients with lower blood lipid levels is poor.

[KEY WORDS] Ig type; Multiple myeloma; Blood lipids
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BRE AL  fEA RE Bk E A, SRS E 2 AFH K EE MK A A 45 3k 8 1 (Immuno-
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globulin, Ig) 2 A 734 TgG & [ TgA I [ IgD I  IgM
A IgE B2 4R XU sw R A K AN o i Y SR AR
B, AR 1g 258 MM B 5 s PR R IUAS ], 1eG
HOL, 07 H 50% 2547 5 TgA B MM 6 35 505 K e AR
X It Dy i A , X T RN 2%, TS AN 3
R 1D BB LB W AR AL B B R AR
Yrae ) A e 5 o6 35, 3 I 4 A R SR ) YR T
xf B FE R BAWORBGEE ], E R K
STt ABATI AR AR S e, U 0] 88 Ay i R AF 5% AR
Y BRI AE TSR R N IR A K 1
WA LA N RS e A AR E . A
GEIE LRI AN 7] Tg 2B 22 O i Wil AR 1 Il s
KA R E TR R

1 ARSI

11—k

JYHEF 2017 4F 1 H 2 2021 4F 3 A b st e 42 141
S B IR 83 1 MM AR R4, Hoh 5
52 9, 2ok 31 i), - 44 47 % O (63.59+10.68) %
IgG 74 35 {41, IgA 74 27 {51] , IgD 74 3 {51, IgM 4 1 {51,
TRHERL 16 141] , 1 91 SR SR AN MO L ARG I 3] TgE 3
SERERY N AN IR, TR, e R 35 44 f R AR A
H AR REA, Hod B 21 9], Lok 14 ]SS AR IR
N (62.47x10.25) %, KK 5 1 1 JC 5 e 52
O JFVESFHEESEY R, WM RS
— MR BOR R 22 R TEgE TR L (P>0.05) .

PAFRAE : QA MM L Wb e, 2
R LY 12 Wt B9 bR o) s @ 7E 4% Bt i VR
ez AT IRYT s OB AR A E R BRI A S
@1l R 5 44 58 8 5 QI 191 R e F R Bpi #30
7 o HEBRARIE : OB IF ARG ; @5 IF HAlh
JUENE RSP RE T s IR La kT s @ TR A AE
<6 ™ OB aGR AT . ITA BE &K
R IFEZ R B RIR L ERE B2 5
S
1.2 ik

W 4 MM 8 W02 I EA ST I IR A G 4R
Fi L A9 45 = % B g 2 H (High density lipoprotein
cholesterol , HDL-C ) X% i i§ 75 1 (low density li-
poprotein cholesterol , LDL-C) | H i = Jig ( Triglycer-
ide, TG) . B JIH[# i (Total Cholesterol, TC) , I £
MM & E ST 5 BIAROCHE bR . A MM RS AR
0 5 S A B I VA FR 2 I SR S DK L T AR A, SR

FHAA AL LI %2 TG . TC HDL-C, & FH B 320 2
W72 835 LDL-C, & A FH 4 A sh A4k o i d (A=
PR R AR B A R A D KA IR
o KRR N it A AH O F8 BR 3 Ry A4 A B A5
HDL-C 1F % 75 [l 8’ : 0.78~2.20 mmol/L, LDL-C
1E 6 B M : 1.30~4.10 mmol/L, TG 1E & 3t Fil 0
0.40~1.70 mmol/L, TC 1E i [F : 3.00~5.69 mmol/L.

TiE PERIBRAET M B 5 R T R A0
Ji E B 5% AR L3 K TFE (JR 5y [ 52 HL ik ) M
B BP9 42 2% fif (CR) 5 ML 7% M 2 ik 2> #E ik
50% , 20 h JRE AR 90% L I F F s 24 h 78 200
mg LA T BI04 G5 (PR) 5 175 M & [ 4e %A |
FhE it 5 g/L, JREE 1 L T4 % 24 h N 7E 200 mg
Ph_E BRI E Fa e (SD) 5 1 &2 LLR 2514 B Ry 5 95
i (PD) : & #E 5 40 i bbb 7 T 25%
@M% M 8 176 50 g/L DL b R 40 0 | FH
i 50% , JR A AR =1 em 195 28 36 I it 50% B
% % . CR.PR.SD K5 Rif,PD . & & Nl
JFEAKR . IF S H G kU 6 A~ A, b Ak =
2021 9 7 il 1128 A s G U7 =X, 3k
R TR - RL W
1.3 Geil=ortr

4 R SPSS 22.0 F A4 4 #r , HERORER
i n(%) RN AT 1 K50 5 1E 853 A 11 B9 kR
(2 xs) Rom, PIALE] LU ¢ K56, Z2 4 [A) 47 2R
R 7 225081, PR BT L A8 AT LSD -1 K 56 5 AH 56
P43 M1 % H Spearman #H ¢ 43047 5 P<0.05 N 22 554
giiteriE X

2 R

2.1 AR MR AH SCHE Ar L3R

WM %L 40 HDL-C . LDL-C & TC i # i T %} 18
4, R A GIFE L (P<0.05), &K1,
2.2 WELIANE] g 2R MM BE A SCFE b L g

IgG A IgA %I HDL-C \.LDL-C \TC ¥J . (% T
BREER, 22 A BT X (P<0.05) ;1gD i 1gM
A HDL-C \LDL-C ¥ I X T2 55 R, 22 A 4t it
R (P<0.05), W2 E 1,
2.3 AN[A] 1g 28670 MM 2 F5 40 #r

SRR A Tg 2880 MM 2 35 15 15 B0, 1eG A1 |
IgA &I 255 A 1gD Y IgM AU # UG A B 5 F
435K 68.57% . 59.26% . 43.75% . 33.33% . 0.00, Lt
BESAGIEL(P<0.05), WL%E3,
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x1 WABREFMEHEXIEREER (x+5)
Table 1 Comparison of blood lipid-related indicators

between the two groups (x+s)

2413 " HDL-C LDL-C TG TC
(mmol/L) (mmol/L) (mmol/L) (mmol/L)
WELH 83 1.12+0.36  2.15+0.95 1.41+0.82 3.82+1.36
XFHR4d 35 1.7520.57  3.02+0.02 1.52+0.34  4.93+0.31
t{E -8.089 =5.407 -0.775 —4.788
P{H <0.001 <0.001 0.439 <0.001

F2 WMBAARREIg B MASHIXIERIEE (v+s)
Table 2 Comparison of blood lipid related indexes of

different Ig types in the observation group (x+s)

am » HDL-C LDL-C TG TC
(mmol/L) (mmol/L) (mmol/L) (mmol/L)
IgG 35 0.89+0.35 2.11£1.03 1.2420.58 3.90x1.48
IgA 27 0.92+040 215090 1.51%1.15 1.42+027
BREERL 16 1.77+0.30°  2.89+0.23°  1.55+0.67  4.02+0.91°
IgD 3 1.12+0.39°  1.78x1.18° 1.39+0.33  3.24+1.02°
IgM 1 0.84+0.00° 3.89+0.00° 1.87+0.00 5.66:0.00"
FAH 14.119 8.825 0.570 12.203
PAE <0.001 <0.001 0.685 <0.001

U« 1 1gG M LG, "P<0.05; 5 TgA I HLHE ,"P<0.05; 5 % 5 70 1L
H,°P<0.05; 15 TgD B L4, °P<0.05.

e IgG
87 = IgA
P=0.00 = Eiﬁm
61 -
P=0.00|,_ | - [gM
g =0.00
S 41 P=0.00
§ P=0.00 [
PE0.0011P=0.00 =
2 1
ﬁ% 1HE
o LL1E

HDL-C

HDL-C TG

B1 WRARREIg 5B MASHEXIEIRILE
Figure 1 Comparison of blood lipid associations of different

Ig types in the observed groups

®3 AEIgHEMMEBEREFDH (n(%) ]
Table 3 Prognosis analysis of MM patients with different
Ig types [n(%) ]

4 5 n T R4F TR AR
IeG 35 11(31.43) 24.(68.57)
IgA 27 11(40.74) 16(59.26)
IR HEAY 16 9(56.25) 7(43.75)
IgD 3 2(66.67) 1(33.33)
IgM 1 1(100.00) 0(0.00)
Pal! 5.096
P1E 0.023

2.4 A Ig 4RI MM B LGS TR BT
4 1M 1S A1 24 45 4% (HDL-C . LDL-C . TG . TC) fi
Pearson A J¢ 73 #fr & B, A [A] Ig 25 50 MM 8 &

HDL-C.LDL-C.TC 5 # & filj5 & IEA % (r=0.415,
P<0.05;r=0.386, P<0.05; r=0.476, P<0.05) , TG 5 &
FHUE I AN (r=0.080,P>0.05) , LK 2,

B2 AEIgHE MM EE NS TEHEXERE
Figure 2 Heatmap of lipid and prognosis in MM patients
with different Ig types

3 it
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TRYT R, N ) O T R R R TR AR O, 5
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A, 100G 5 eI B4 1) e A R e e R [ A
VB SE AH DC R E 1 7 AE ] K P S R R A R
BT IR R,

B GE A 83 1l MM 3, Hih 1 g T
HANMIENG , 53 Hh 82 B3 1 5 3 v TeG 1 35 4],
it 1 42.68% 5 FL R W 1gA, 5 T 32.93% 5 1gG B [t
IgA K HABR R 2 3 — 5 5 [ 44 %5 4518 — 2
100 S = T N N A 02 | S e = T 1
Tt N B 11 %5 B AN [R) T 0 oA v 8 B MR AR 1 IR
NRE A, HEEILHIAFE . 15K % M TG, TC.
HDL-C . LDL-C fE Jy fifj & 1f JR A5 K P8 bR . A
AF 5 w3 Ak 0 S % 4 5 % R A A . I A+ S5 F5
bR, KM EELH HDL-C \LDL-C & TC & K T XF
R, TG B WAL T X B4 (H e o i 35 22 5% .
Ui B MM 8 v IR s R N AR R A R RIS
AT REJEL A - MM B 2 B8 400 it R AE LIRS A
W BCHILAAR K 5 359 I, 1 TC by 20 i e 5 2 A
g3 TR G B R AR e Ak
Chauhan 558 3T 4R /N B B B9 A0 , & 0L
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15 DUTE TG ML 25 14 T A7 16 19 458 S IR 11 B 1) 77
TEo NAEEE G N 2% TEH AR AR e TG b
FEEEAEH , R MM B35 TC K- 8L B
KA g3z MM 20 JLBG B e o AHCARF S8 48 i
IgG I IgA % MM & # # TC \HDL-C ,LDL-C 4%
SR BRI, PTRE R A0 B A BE IR A B ok i 221
AT GT 3 — 25 S A AN [) S0 750 8 3 1 B K~ () 22 5]
B 1gG #Y \IgA A HDL-C \LDL-C . TC # 2. # (X F
IREER  TgD & IgM % HDL-C .LDL-C ¥ i Z{E T
BRBERY T TG TC /K F T 3% 25 57 5 HLA o7
MM 3 TG K L 0 % 25 5% . UHR IR
A HDL-C .LDL-C.TC HA 3% 22 5, L F484n 1)
AEAEXT T MM B3 1g R A S ) oA S S,
T AS [R] S0 780 27 ) = 5k H 9l /K P06 B35 22 51 . At
55 IgD %1 MM H 51X 3 ], TgA %I MM (5L 1
B, BEAS /D A R IE . ARG E T RO E
MM #5163, DL o8 4 % ff (CR) | #893 2%
(PR) Bk (SD) A Tis [ 4f, Bt & (PD) |
BRNTGAR, KM 1gG AL 1gA A H2aEA 1gD
A IgM BB ST IS AN R b o ol 68.57% .
59.26% .43.75% . 33.33% . 0.00, i B 1gG #Y & 3 1
Je e 2, OOk TgA BY I PR b X F 2 3
SR 1 W SR U, I W L e AR AT S R
MR 25, LAREAR A 2 2% o A BIF 9048 1 A AH OC 46 b
(HDL-C.LDL-C.TG.TC) f# Pearson #H 3 43 #7 ,
Pearson #3180 , A [A] Ig 287 MM f 3% HDL-C |
LDL-C.TC 58 F W5 R IEMHC, TG 5 B & WG
TC A A, UL AR TR 1g 7 MM R
HDL-C ,LDL-C . TC 45 IfiL fig 0 22 , X 3P4k H 1l
HA—FIRKEME., HDL-C & HBIEE RS
PR E I, MM B EFRA R, FHE A RS A
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HDL-C FEAIG, 155 154 i 7™ K SP RIS, TS AH X
ANHAE . LDL-C Wil yE £ 28, A 05 il , i
9o S B HLAAR Y LDL 32 44 1% 1 K850 L IE 5 A%,
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g BTk, 2 PR BRI BOE RN
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HFHD 7897 %1 B b ovs ' 98 BB I A ¥ 2 B 1L-6 . SOD
y AR A]

FNFH GH®Z LE KRB

[(# ZE] B/ /b7 HEHD 3G 00 IR B v I PRI T A FI A 3R -6 (IL-6) | A Ak B fb il
(SOD) /K-, F5E  PEHL 2020 4F 2 H 28 2021 4F 2 A 8 T A IX N R B BRUSIA 1Y 116 185 R
Ve ER A AR AN [R]85 AT 9k 40 SR et B2 ({13 o I YR 3B T, 52 1) FNOL 28 4 (e 3 2 1L VB AT, 64
B o FeA BRI RIT R B T ETE bR IR £ Z((BUN) LET (Scr) P45 5 SOD . [ ( MDA) 7%
o H Bk i AL i ( GSH-Px) 44 AT~ IL-6 #2455 ¢ Sz 1% 7 1 (hs-CRP) I8 SR FE A - (TNE-0 ) B2 9
KAERAER, R WA BH R W& TR, 2R A5 L (P<0.05) . 1GI7)5 34 A fG
J7 )5 6, 41 BUN  Scr 7K P8GR 1 FEAR, FOUSRZH W3R T X R4, 28 A e a2 i L (P<
0.05), JAJ7)A 64~ , HiZH SOD .GSH-Px /K F-1 25 1 T, HOW AR A &5 % IR 4L, MDA BH & FRAIG, HOURSRE
AT X IRAL, 25 Y Geit#38 L(P<0.05) » JAY7)5 6 1, Wid] IL-6 \hs-CRP \ TNF-o /K V-2 i35 TR,
HERA T S &, 22 B A G E 8 L (P<0.05) . MR BAE J2 A I AR T X R4, 224G 41T
FE L (P<0.05) ., 51 HFHD B4 Fl FAR Y0 IR B s B 3 B T fg , nl B8 R B B AR AR 2 IL-6
hs-CRP \ TNF-a 55 RV K, HAT A (B S AL LSV E LA — 8 e 4 (AR I IR Al

[%#Ei7] HFHD; ¥EIR 7 ; PL%fk; IL-6; hs-CRP; TNF-a

Effects of HFHD treatment on clinical efficacy and IL-6 and SOD levels in patients with
diabetic nephropathy

LI Yijing, ZENG Jilan, YOU Xiaoying, QIN Hongxiang*

(Department of Hemodialysis Room, People’s Hospital of Dazu District, Chongqing, China, 402360)

[ABSTRACT] Objective To analyze the clinical effect of HFHD on the level of interleukin-6 (1L-6)
and superoxide dismutase (SOD) in patients with diabetic nephropathy. Methods 116 patients with diabetic
nephropathy admitted to Chongqging Dazu District People’s Hospital from February 2020 to February 2021
were selected, and according to the different hemodialysis methods, they were divided into the control group
(low-flux hemodialysis, 52 cases) and the observation group (high-flux hemodialysis, 64 cases). The clinical
efficacy, renal function indexes [Urea nitrogen (BUN) , creatinine (SCR) ], antioxidant indexes [SOD,
malondialdehyde (MDA ), glutathione peroxidase (GSH-PX) ], inflammatory factors [ IL-6, hypersensitive
C-reactive protein (HS-CRP) and tumor necrosis factor -a (TNF-a) ] and the incidence of complications were
compared between the two groups. Results The total effective rate in the observation group was significantly
higher than that in the control group, and the difference was statistically significant (P<0.05). 3 months after
treatment and 6 months after treatment, the BUN and Scr levels in the two groups were significantly lower
than those before treatment; and the observation group was significantly lower than the control group, and the
difference was statistically significant (P<0.05). After half a year of treatment, SOD and GSH-Px levels in the

two groups were significantly increased, and the observation group was higher than the control group, MDA

KARA . ERTRERALLER B (DZKJ,2018ACC1018)
VH . ERTRERARERRET, T K 402360
*BAZHEH R #EAE, E-mail : 13678402393@163.com
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was significantly decreased, and the observation group was lower than the control group, the differences were
statistically significant (P<0.05). After 6 months of treatment, the levels of IL-6, hs-CRP and TNF-« in the

two groups significantly decreased, and the observation group decreased more significantly, and the

differences were statistically significant (P<0.05). The incidence of complications in the observation group

was significantly lower than that in the control group, and the difference was statistically significant (P<0.05).

Conclusion HFHD is more conducive to protecting the renal function in patients with diabetic nephropathy ,

which can reduce I1-6, hs-CRP, TNF-a and other inflammatory factors to a greater extent, and has better

effect on antioxidant stress, which is safety and worthy of clinical promotion and application.

[KEY WORDS]

W DR B s o3 A 5 30, A0 (1~3 1) T ] i A
IEAER , T RE A PRI, K 2 0 4 (5 ) 25 4
HLE2ID SN I L LA L LN N R N e |
PRAEEEAR KM AR 5 R UV SE A AR
P, B RARER (L E | L 2 0 iR EEAE ", T
PRI B o 1 2 e 43 Ve I PR R L2
BHGIT , A REA RUPH 1 B 5 1 AL, AARAS |
PR BRE AR . BT, 6K LT 2R
B YT 7k R MGEAT o SR, BG5BT
BT DU IR AT HE R  4E 47 /K F i o 256 L (H
KB 235 RO HR B PR S5 ARE ™ .
AW AN, 538 5 1A HT (high-flux hemodialy-
sis, HFHD ) A T HL A Z AT a4 , BE T A 280 9 4%
SR DY B 90 B g FLINLAE P B2 A4, PR3P R A7 1Y
B DIRE , RO I AR S50 A e 1 R A AR
K50 HEHD 3657 X0 IR B ik B8 i AR 7 28
1/~ % -6 (Interleukin-6, IL-6) | # %8 1k ¥ B 1k i
(Superoxide dismutase , SOD) 7KFAY52 0

1 ABESHE

1.1 — ek

PEHL 2020 4F 2 H % 2021 4F 2 H # R R IX
N B EE BEWOIA 1Y 116 B4 IR v 5 s 58 2 B BF 9
X% AR : OIFFA OBl PRI B IIE 905 1 PR
27 EE R ) IZWihR s @3 ik T 4K B I
e 22 AT MVRAE AT IR YT 5 B L% BT B ] =3 A~
H;@OBESZXEHCEZMEREZE . HRE

HFHD; Diabetic nephropathy ; Antioxidant; IL-6; hs-CRP; TNF-«

e OFFFET BRI OB HE ;s @QABEHT 14
H ™ i AR B H B AR T e R | I
IR B i 2 ; NG i /B 3 . AR AS 7] I Y% 325
M 43 b Xof R 2 (K38 et 1L B AT, 52 5] UL
LA (Tl LA, 64 1)) o PHLH— VTR
i, ZRIGIHE L (P>0.05), W#E 1, A5
LB RO PR B S E T
1.2 RIT Tk

LEN NI SN CE AN e & EP S/
Ik RN, ARG s o) AR , BB AT e, VY LA A
Pl F A R, BRI B BRI R B A L IE TR
SHRE R E 355, T IR 4 SR A 2 1 %
Mr, B FH 18 B Gambro H 25 £F 4E B A 48 [ AL 5 .
Polylux 14L, 5 [ F2 . 1.4 m?, # J€ & %0 . 10 mL/
(mmHg*h) |, WL%ZH % HFHD, [ 1] H A< Jg %
WS A YR E AT A [ AL S FB-170U , R T R
1.7 m®, #E A4 . 30 mL/(mmHg*h) |, W48
B HTIA B B BT Ok 18 3 Uk, B 4 h, I
¥t B 200~300 mL/min , 5% & B ZPLEE , 3%
ZLEAT 6 A BT A B R
1.3 LS bR
1.3.1  IRRITRL

PR EIRYT 6 A H G AR I AR LB )
fE M4 KORS AOIR 0 45 1% B0 AE it PRI S04 AR
WET L A B ARRE AR SE A Ak B T REFE b
TR 60%LA I, MBERE RS MRS I B3 B
Il RAER i35 P B, B DO REFR A T B 40%~60% , 1L

F1 MA-MABLLE (2(%), (xzs5) ]

Table 1 Comparison of general information between the two groups [n(%), (x+s) ]

as il PR TR LLSLES PSR
B @ (%) (4F) 1% 2 7l
Xt R 41 52 31(59.62) 21(40.38) 53.36+8.17 10.57+2.64 9(17.31) 43(82.69)  24(46.15) 17(32.69)
P =S4 | 64 38(59.38) 26(40.63) 54.28+8.39 11.06+2.82 10(15.63) 54(84.38)  27(42.19) 21(32.8
4 0.001 0.594. 0.958 0.059 0.183 0.000
P 0.979 0.554 0.340 0.808 0.669 0.989
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FEIE & 5 S BE IIOBE7E 7.8 nmol/L DAY, A& FiDIR S B

2 4
3 TOR: KR FI DL AR, SRS Ak . AR ik
= (A RO x100% 2.1 AL R

1.3.2 FIIREN L

AR BRI GBI R 3 H NG
I7 I 6 4 H s I R KM AE 8 mL, 2.0 J5 43 15 1M
HREAS, B TR A B P AR . R4 A 3 i 40
JfL 53 B A& T 1fi IR 2R & (Blood urea nitrogen,

BITIG 6 H WS B SR W i g T X% i
H,ZRAGIFE L (P0.05), LE2.
x2 MAMRKTHEE (0(%) ]
Table 2 Comparison of clinical efficacy between the two

groups [1n(%) ]

BUN) . Ifi. i& WLET ( Serum creatinine, Scr) o iﬁafgﬂ n (E?i ) (ﬁ?i ) (E?i ) é(ﬁ?if“—)
N Xt 52 22(42.31) 18(34.62) 12(23.08) 40(76.92
1.3.3 HUALIEA W 64 35(54.69) 26(40.63)  3(4.69)  61(95.31)
[R PR AETRIT R AT 5 6 1 H 123 IR # bk i P! 8.617
P 0.003

B, IS TR IE o IR G 95 ML R A 00 1ok 4R A 40 1L
{L1# (Peroxide dismutase,SOD) A % (Oxide dis-
mutase, MDA ) bt H ki S AL it (GSH-Px ) .
1.3.4 RIEHT

5 bR o7 ik —EoR I i v A % -6 (Inter-
leukin-6, IL-6 ) | # { ¢ Jz I & H (hypersensitive
C-reactive protein , hs-CRP) | i J& 3£ 3 [ F - «
( Tumor Necrosis Factor-a, TNF-a ) o
1.3.5 JFKIE

LA PRI 36 97 B 1] & A0 1 A8 =5 (g i s
OB O 1 GO WL ) %GR il | R
1.4 Gil2Firik

>R HI SPSS 22.0 e i M (0 i AT GE i Ab 3.
THE BRI (x+s) Fom AT K505 THECRE BELL n
(%) Fm AT PR DL P<0.05 N 25 58 G113

2.2 AT RETE bR LA

5¥RIF R L iRIT R 3 H G R 6 4 H
W41 535 1) BUN |, Scr /K - 24 BH & B AR, FOULER 40
A bn T BRI B R K T A, 22 R A St
U (P<0.05), W3,
2.3 AP LR br i

RIT)E 6 H 4B SOD \GSH-Px ¥ 3% I
T, HOWESA = 1 5F BR 2, MDA BH B R34, FLWER4H
TRTFXT AL, 22 A Gt L (P<0.05) . W3 4.
2.4 P RMER T KT R

BITIE 6 N, WAL B # 4 RIERHF IL-6.
hs-CRP , TNF-a 7K~V 34 i 3 T [, H SR B H T
FESTH N, 22 R 22 L (P<0.05) . WK 5.
2.5 WLIFRIE KA

Il 375 B ), R 5% 40 9 i B & A 26 i AR T
YR, 22 A St L (P<0.05) . L3 6,

x3 FHRTAESINEEIERILER (v+s5)

Table 3 Comparison of renal function indexes of patients before and after treatment between the two groups (x+s)

pon BUN (mmol/L) Scr(wmol/L)
) SEpagif] WITE3ANH IR 6 H RITHT aIrkE 31 H BT 6 H
X HE2H 52 25.18+6.37 21.43+6.05" 16.41+4.82" 893.17+154.21 782.62+140.59™ 663.51£132.67"
ML 64 24.83+6.24 18.25+5.68" 11.25+3.14" 896.34+155.62 731.19+128.43" 607.26x122.0564.93"
tE 0.298 2912 6.944 0.110 2.056 2.346
PAH 0.767 0.004 <0.001 0.913 0.042 0.021

SRR AL, P<0.05; 5YRYT IS 3 A B, P<0.05,

x4 WMARTHEREMLIERILER ()

Table 4 Comparison of oxidation indicators of patients before and after treatment between the two groups (x+s)

o . SOD (ulU/L) MDA (nnol/L) GSH-Px(IU/L)
IRYT I WAITIE 6 H YRIT T wIrE 61~ H bEE ] wIr A 6 1A
X 2 52 62.67+3.58 78.06+4.51" 6.38+1.23 4.79+0.96" 185.23+12.61 227.66+14.51°
WL 64 61.95+3.27 84.62+4.96" 6.41£1.35 4160.74° 184.07+12.31 248.69+16.78°
i 1.130 7.376 0.130 3.991 0.499 7.127
P 0.261 <0.001 0.897 <0.001 0.619 <0.001

5 IRYFRT L, P<0.05,
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F5 MARMEFAKFELE (=)

Table 5 Comparison of the levels of inflammatory factors between the two groups (x +s)

o . IL-6(ng/L) hs-CRP (mg/L) TNF-a(ng/L)

B IRIT T BITIE 61 )] =prgifi] BITIE 61 )] IRIT T BT R 611
X} HEZH 52 31.88+4.62 18.36+2.57" 10.26+1.74 7.18+1.21° 50.08+3.98 37.69+3.41°
WMEEL 64 32.17+4.79 12.69+2.31° 10.57+1.79 4.82+0.83" 51.23+4.02 26.58+2.16"

HA 1.130 7.376 0.130 3.991 0.499 7127
P& 0.261 <0.001 0.897 <0.001 0.619 <0.001

H SIRIF AT, P<0.05,

Fo MAHRERERILE [(n(%)]
Table 6 Comparison of the incidence of complications

between the two groups [1(%) ]

A n DIMEFE RO HE R BREXR

XHARZH 52 1-2(23.08) 7(13.46) 4(7.69) 1(1.92) 24(46.15)

WMEH 64 6(9.38) 1(1.56) 1(1.56) 0(0.00) 8(12.50)
pal:! 5.504
P <0.001

3 itip

MLV AT A2 63 7 8 DR 9 650 S A ) —
T3 ARG 1 VG 5 VB BT X B s R
AHAYT SRR T H A MBGERT L™ . DR,
ARG 2 MBBATA YT T RO 5 R AR UL R
AR I im A O o A SCEEAWFFE 53 A HFHD
TRTT X B B 0 S E PR 5 S S8 A ML S )

UEAERE IR R _E XS T L RE w06 5 >R /] HFHD
RT3 A I8 R BRI A TR
i K M TR ARUOR S AL B, RE A B0 E A
B IRARIBIER L, e m B AR IR B AR
BIRIRIT IR A WA R IR YT M R
e T BREA, 25 185K S HEHD 3% 17 JRCH 1K
RPN R N FRER A B R I RR AR, O
A F) T B R 0 HE B BRI JORE R A%, A
AR B4 &5 i RIR T A ROR A ROCR . A SR
7N IRYT IR WEE 41 BUN . Scr /K F- 35 B S A1 X it
£, 3 W] HFHD REA R0 15 I 9 740, 42 05 1
BITROR , 5t S A R — 2

R G SRR T B , DR s e i 1R O 2R
AR P BE  HE 2 0 RAE TR GA L KA
B ke iy 8 B AR ZE AL BT U E TS B i
T TR 18 A W AN R M 5 I AT, T s — 20 fin AL A
S IR A AL I IR N, 7T RE S 2500 i I A R
5 A5 I R AE R R UG . RAE AR
FEAE W UE S < Wl PR i J 3 4552 HFHD JR97 18
REAT S50 2 A B AR AEARAS o AR SCRFF9E 4%

IR, WEE4H SOD . GSH-Px 7K 247 B & 5 T %f
HEZ1, MDA D %4 R -3 b 251K 6 B4, 4
7 HFHD 54 ) T 2hc 3t 0l PRI B s S8 5 DL L 33
K RNVEN, 5 bk w57 45 - —%(, HFHD
B AV 38 S 1 375 BT 1) AE R P R A, B B sk D
B RAE R MR BT | TR A B AR ek AR
HOR = R 1|2 L LB i B N L R o N2
B R KCE BRI, W BR B R N T 7 RIEER T,
A B B S MR AR RS

GZRAE A PRI B AR TS S R
W PrE Y SR ETKR ., AR LN, L
375 ) () UL B8 20 0T J2 0 A R A ] g A T o R 4
$&7~ HFHD R8T 80 I A 3 0F R e Y & 4, S5 Bk
AR IE M. ZE AR < AT A 0 Y By
T B BT IR G LA R, X R 43 19 R E R
Fugad VB R W3, T ] 68 S 30T &RE K A 1
I, 5% 0 325 30 S T HFHD 38 535 R 80, W% B
HEREER , AT A RO bR 20E B, Mg LA & 0E
AR, AR iy 1l 45 958 98 46 OF K0 R A, A R T
i o

25 1 iR , HFHD B A7 1 R4 s s i
HE DR, T KA R IL-6 .hs-CRP  TNF-a
RN T K IF RAE R A HA BP0 3
YEH, HEA —E % et (EA G R (.

5% ik

(1] SRRl #RiE Dy, skoede, 46 2 TOBE R B H ISR |
VEGF b 1 8 PG RS0 26 W s 0 S T2 i b i 411
E5 T LT]. srFi2 W 5iR97 255, 2019, 11(2):128-131.

[2]  Bramham K. Diabetic Nephropathy and Pregnancy [J]. Semin
Nephrol, 2017, 37(4) :362-369.

(3] B2 &F . e o 0 V0375 A X W DR B O R S A oy 9
AR REARS W [T] 06 K& B 25 4 3%, 2021, 14
(15):19-21.

(4] i, ¥3CH, TEY, A5 w3l o ILVRCE BT X B B ' v 4
5 P 0LV 3 AT A8 SR Ak R VORI R S R IR S A s e [T ). T
KRB, 2016,37(18) : 2784-2786.

(T#% 417 R)
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258 I#IﬂﬂﬁﬂéuJLﬁl\EJ Ifi. p38MAPK . NF-kB #&ik
AR S AL Be Il AR 22

FAE ATEM ME BHF R4

(# ZE] H#M IR RGEHELIIERAE (SLE) £ JLINE Il p38MAPK \NF-kB 235 7K - 19 28 £k S IIfi
IRE . Ak 82018 4F 6 J % 2020 4F 12 J B IR sl 7 15 2o JL2E o0 BEBEWRCTA 1Y 94 441 SLE &2 LI
H 4 SLEDAT #4343 314 SLE #8241 (n=52) . SLE {if 31141 (n=42) , 75 BRI WA () 60 71 filt 2 )L ZEAE A Xt
HEAL . R A1 & 1l p38MAPK \NF-kB [ % 35 7K F LU0 (ESR ) 7K LA K IfiL i C 2 v 8 H (CRP) (#hA 3
(C3) #MAE 4(C4) A2 (IL)-1B . IL-6 . Bel-2 AHC x £ 11 (Bax) . 7% 2 e 2 1 2R A< 20k 25 11 /K i g -3
(Caspase-3) /K-, £58 SLE % 312 41 1l p38MAPK \NF-kB 125 1k 7K V- 15 T SLE £ 52 41 M % B4
% BB Gi8 L(P<0.05) ; 4P I p38MAPK . NF-kB (13514 7K - %} SLE 5 15 16 2 B A 2 Wi 4 8, 5 r
B3 5128 1.115.,0.955 ; SLE I sh 41 AT TR 2L L5 IF 67 R LB IF LN & 140 A I p38MAPK \NF-kB
FIRKTH 5 F IR RARLLEE  JCOCT R JC LN B, 22 R A ST 2 L (P<0.05) 5 SLE 1 sl 21 h A1 8 1
P38MAPK #i%=1.115 NF-«kB #i%=0.955 £ # ) CRP .ESR .IL-1pB .IL-6 . Bax . Caspase-3 7K -4 & T4
1l p38MAPK 26ik<1.115 NF-kB #3%<0.955 H.# ,C3 . C4 /KK T-41 & 1l p38MAPK #35<1.115 NF-kB
Fik<0.955 B, EFAGITERE X (P<0.05), 5%  SLE BJLSMNHEIM p38MAPK \NF-kB ik /K F- 14 i
L9518 1 2 AU N T A 56, FRIOE S ROV B AN ARLYE 10T B S AR S A AL

[X8iR] REITELTRIE; p38MAPK ; NE-kB; 44T ; 41 1

Changes and clinical significance of peripheral blood p38MAPK and NF - kB expression
levels in children with systemic lupus erythematosus

FANG Yu, HE Meilin, XIE Xue, CHENG Qin, ZHANG Wei *

(Author Affiliation: Department of Children’s Rheumatology and Immunology, Chengdu Women and Children’s
Central Hospital, Chengdu 610091, Sichuan, China)

[ABSTRACT] Objective To investigate the changes of p38MAPK and NF-«kB expression levels in
peripheral blood of children with systemic lupus erythematosus (SLE) and its clinical significance. Methods
Total of 94 children with SLE admitted to Chengdu Women and Children’s Central Hospital from June 2018 to
December 2020 were selected and divided into the SLE stable group (7=52) and the SLE active group (n=42)
according to the SLEDALI score, and 60 healthy children who underwent physical examination during the same
period were selected as the control group. The expression levels of pP38MAPK and NF-kB in peripheral blood,
erythrocyte septate (ESR), and serum C-reactive protein (CRP), complement 3 (C3), complement 4 (C4),
interleukin (IL)-1B, IL-6, Bcl-2 associated X protein (Bax) and cysteine - containing aspartate protease -3
(Caspase-3) were detected. Results The expression levels of p38MAPK and NF-«B in peripheral blood of the
SLE active group were higher than those of the SLE stable group and the control group (P<0.05). The
expression levels of p38MAPK and NF-kB in peripheral blood had diagnostic value for the disease activity of
SLE, and the cut-off values were 1.115 and 0.955 respectively. The expression levels of p38MAPK and NF-«B

KA A W) E T A RAFHRM LA B (202D019)
Ve A% AR T a4 L& oo ERILE KGR LA, v, AR 610091
*iBAZAE A 5k AF, E-mail : hongbeidangao@163.com
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in peripheral blood of patients with erythema facialis, arthritis and LN in the SLE active group were higher than
those of patients without erythema facialis, arthritis and LN (P<0.05). The levels of CRP, ESR, IL-18, IL-6,
Bax and Caspase-3 in patients with p38MAPK expression =1.115 and NF-kB expression =0.955 in peripheral
blood in SLE active group were higher than those in patients with p38MAPK expression <1.115 and NF-«B
expression <0.955, and the levels of C3 and C4 were lower than those in patients with p38MAPK<1.115
expression and NF - kB <0.955 expression (P<0.05). Conclusion The increased expression levels of

p38MAPK and NF-kB in peripheral blood of children with SLE are related to disease activity and tissue injury.

Activation of inflammatory response and cell apoptosis may be the related molecular mechanisms.

[KEY WORDS]

apoptosis

2 G5 1 241 BT AR JE (systemic lupus erythemato-
sus, SLE ) & i PR 58 AT R |3t 4% R & 3 ] 5 | ke 1y —
KABRENY, RS2 15 ZNE4, M
IR I AL 2 375 A8 I 28 2L L R S B
AT SR A, HETIm IR % T Y SLE J 1
PE T B A SLE %95 1% 8145 54 (systemic lupus ery-
thematosus disease activity index, SLEDAI) , it = 4
SEPEIEOIE T B 2> T AR Y o IE2B4E SLE Y LAl
5T kB T 2 455 SLE & i #H 5% (A5 5 1 %
H v p38MAPK i %  NF-« B 3 76 40 il 3 7= &%
RE SN RY I 45 ke B AR T, SLE /) B P
p38MAPK . NF-«B [ 3 35 1 B] i 38 fin > {H AR ¢
{5518 B{AE SLE A9 th /R i 5k 2 ik RAIE 9 o
PR, ASBIEFEORE LA SLE L X &, 23 Hr 0 A 1t b
p38MAPK NF-«B %3k KT (148 4k Kl R 2 o

1 M&REFE

1.1 X%

PEFE 2018 4F 6 H 2020 4 12 H i 1a] slAR i i 4
JL#E o B BE IR B 94151 SLE HL, 98 A bR i .
OFFE48 R SLE M2 WibnifE™ s QI RGO 84
) B BUAI B K A AR 5 B 8L W3 N 01 7]
Ho HEBRARME : D4 32 1 3R 3 At e s il 590 3R
I7 s QA I A B B et ; A I |
2SR . AR SLEDAIE43 ¥ A 411 SLE i
JL43 9 SLEDAI $1-43<10 437 #J SLE f25E 2H 52 1] L) K
=10 4311 SLE TG sl 42 6l . 53 B[R A 1) 60 4]
ft R )L BEAE Xt BEZH . SLE & 5E 40 R 5B 1k 19 i)
Pk 33 4], AR 347 (9.39+1.32) % 5 SLE 2H 1% 3h4H
B PE 15 1] Atk 27 B, AR AT 44 (9.61+1.44) %
X B2 o 3B P 24 ) Lok 36 191, AR F- 34 (9.14+
1.22)% . 3 —MFERHIY IR, 2R BRI E
M (P>0.05) . AWFFERIFERBEICHIZ: LS AL

Systemic lupus erythematosus; p38MAPK; NF-kB; Inflammatory response; Cell

1.2 AME I p38MAPK \NF-kB ik 7K - fr) Al

HCAM R K i 3~5 mL, 2R F 42 1l RNA $2 HU
71 B B ik 1f B9 RN R A cDNA A A3t 711
AT R % (LA RNA AR & 1l cDNA , 2R 7%¢
Y€ 1 PCRAAF & 517 cDNA FEA 1 p38MAPK |
NF-kB A 7K ¥ A A I, 247 7™ 4% F HE 3R] 6 id B
BREATRI A

55 BN EbK I 3~5 mL , >R F Ficoll 43 &5 4k
Jeil M B AZ AR, I SRR AR S 1, AR R N
Tk Jie B e rh kA T HL VK, H %% PVDF RS A 1 h, 5%
A p38MAPK . p-p38MAPK .NF-kB ., B-actin —Ji it
B, H I E —HOFTEBER SR R (LI RAEL
A) ) o RS I A SRR K A T E AT
1.3 SERE AR bR ARSI

BCHRE ek i 3~5 mL, SR FZE A5 H {0 ©
J v % 1 (C-reactive protein, CRP) . #MA& 3(Comple-
ment3, C3) . #MA 4 (Complementd, C4) , 2k H IfiL 1L
(Erythrocyte sedimentation rate, ESR) 43 # 13 4 I
ESR , £4] " 2 BRASCESlf FH 350 I 5 EA T ARG 484
1.4 G RAE P B T 03 A T

HUCHME B I i 3~5 mL, & B8 1005 B0 4 B
MY 5 >R FH T BB 0 95 WA o 2 a5 & (b 7 ol IR
H] ) K 14 2 (interleukin, IL)-1B . IL-6 . Bel-2 #f
7 x 25 1 (Bcl-2 associated X protein, Bax) | 75 2 it
R 1) R A& R 2 F /K % 1 -3 (Cysteinyl aspartate
specific proteinase-3, Caspase-3) [ & & , 3 " 1% 4%
R3] & Ul B B AT A DA
1.5 Gt ririk

K1 SPSS 21.0 i AF AT Kt b #L o0 #r , 14
BERLLA (3 £5) o, Z 2 18] HO SR F 7 22 73 #r (i
— A JEAT LSD-t WM LL#5¢, P 4[] L Bk T ¢ A6
5, Wik iE sk H ROC 1450 #1. LA P<0.05 K4
ZRA5IFE X,
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2 #HR

2.1 3 4%l #F S A Il p38MAPK \NF-kB ik 7K
1) s
5% HR4H g, SLE FeoE 44N I p38MAPK

NF-«B ) mRNA ik 7K ¥} p-p38MAPK .NF-«B
& A RIBKTF, ZR LRI E X (P>0.05),
SLE 7% 3l 2H 41 & Il p38MAPK . NF-«B ) mRNA 2
5K K p-p38MAPK  NF-kB it 2 A 26 ik I 5L 4%
I, 2254 e it X (P<0.05) 3 5 SLE @ 4 L
&5, SLE 1% s 2H 4} & 1l p38MAPK .NF- kB ) mRNA
FikIK - K p-p38MAPK  NF-«B (1) 45 [ 3¢ 15 i)
o, 2R AR L (P<0.05), LR E 1.

*®1 3AZREIEM p38MAPK NF-kB Fik /K FH)

EbB (x+s)
Table 1 Comparison of p38MAPK and NF-«kB expression

levels in peripheral blood among 3 groups (xxs)

g5 p38MAPK ~ NF-kB  p-p38MAPK  NF-«kB
mRNA mRNA H HA
XHELZH 60 1.00£0.31  1.00£0.24  1.05+0.17  0.74%0.15
SLEFAEH 52 1.0520.27 0.96+0.32  0.98+0.19  0.79+0.18
SLE{f 34 42 1.20£0.37% 1.23+0.31° 1.83+0.34® 1.51+0.32®
FAH 3.484 3.774
P1H 0.008 0.004 0.000 0.000

H: HX R Lh#,"P<0.05; 5 SLE o 4 L3, "P<0.05,

p-p38MAPK 42 kD

Pp38MAPK 42 kD

50 kD

NF-xB ‘- e —

42 kD

Bactin ’- —

AIBAL SLEEUEAL SLE i 54l
E1 34A%i{F5MNE M p38MAPK NF-«B I E B &7
Figure 1  Protein bands of p38MAPK and NF-kB in
peripheral blood of 3 groups

2.2 AME I p38MAPK \NF-kB ik 7K F-i2 W SLE
eI TG B ROC £ 431

A1 JE 1l p38MAPK NF-kB 2 1k 7K S 24 %} SLE
W TE TG S B2 (B (P<0.05) . W& 2 K 2,

%2 4ME I p38MAPK NF-kB %7k £i2 BT SLE fH151E
Zhi ROC B £ 53 4
Table 2 ROC curve analysis of p38MAPK and NF-«B in
peripheral blood in diagnosis of SLE activity

T
HIE g)" (g

0.538~0.776  1.115 76.19 69.23
0.648~0.853  0.955 83.33 65.38

oy AUC 95%CI

p38MAPK  0.657
NF-«kB 0.750

P38MAPK NF-kB
100 100
E:( ®
2 50 2 50
wooc w2
™ Y
0 50 100 0 50 100
HE SR (%) 145

B2 ROC HiZE
Figure 2 ROC curve

2.3 SLE i shdl sp ARG R FRAE 5 p38MAPK |
NF-«B Fih 7K1 LA

SLE I s 21 i oA R LLEE 5 01 5605 8 A 0F
LN 3% i 40 i p38MAPK . NF-kB 2 ik 7K -2
e TICHBRELEE JCRT R JCLN (B, 2R A 40
AR X (P<0.05), L33,
%3 SLE&ZNE R AR K FFIEEZE p38MAPK . NF-«B

RIAKFHILLE (xxs)
Table 3 Comparison of p38MAPK and NF-«kB expression
levels in peripheral blood between patients with different

clinical characteristics in SLE active group (x+s)

W REEAE 22k n p38MAPK NF-«B
TH 2L B % 11 1.04+0.42 1.07+0.45
72 31 1.30+0.28 1.32+0.28

18 2.310 2.153

P1a 0.026 0.037
KR & 22 1.10+0.32 1.08+0.32
72 20 1.31+0.34 1.340.35

18 2.062 2.515

P1E 0.046 0.016
LN = 23 1.09+0.31 1.12+0.31
72 19 1.37+0.38 1.38+0.38

18 2.631 2.443

P1E 0.012 0.019

2.4 SLE i sh4l # A6 p38MAPK NF-kB # ik
B LR EIRR L

SLE i 8l 4+ #hJE] 1 p38MAPK £ i5=1.115,
NF-kB #1£=0.955 £ # 1) CRP ,ESR /K- ¥ & F
A1 JE 1ML p38MAPK 2 35<1.115 . NF-kB % jA<0.955
B, C3 . C4 K- IR T A1 E 1l p38MAPK R iA<
1.115 NF-kB #3i£<0.955 2% , 2R AR ITHFE X
(P<0.05), WFEA4.
2.5 SLEi#sh4l A p38MAPK \NF-kB ik
HITE RAE ST BR B HL AR

SLE i zh 40+ #1 & 1 p38MAPK £ i5=1.115,
NF-kB 2 i£=0.955 f& # [ IfiL & IL-18 . IL-6 . Bax .
Caspase -3 7 1 ¥ /&5 T 4P i Il p38MAPK 3% ik <
1.115 NF-kB #£1k<0.955 & , 2 R A G i 5 &
(P<0.05), W35,
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#4 SLEFEZNADARE p38MAPK NF-kB Fik BH LI
ERRRAILLE (vs)
Table 4 Comparison of laboratory parameters between
patients with different p38MAPK and NF-kB expression

levels in SLE active group (x+s)

B " CRP ESR C3 C4
s % n (mglL)  (mm/h) (gL)  (gL)

P38MAPK =1.115 32 22.31+5.34 35.68+7.41 0.71+0.15 0.20+0.05
<1.115 10 15.72+3.51 22.47+4.62 0.98+0.17 0.31£0.07
A 3.647 5.299 4.817 5.507
PAH 0.000 0.000 0.000  0.000
NF-kB  =0.955 35 23.09+6.11 36.11£8.12 0.680.14 0.2120.04
<0.955 7 14.94+3.34 20.93+6.14 1.02+0.20 0.29+0.08
1 3.406 4.668 5455  4.011
PAH 0.002 0.000 0.000  0.000

%5 SLEFEZAHTE p38MAPK NF-kB FiA BE 5
RIERF TR (v£5)
Table 5 Comparison of serum inflammation and apoptosis
indexes between patients with different p38MAPK and

NF-kB expression levels in SLE active group (x#s)

— N IL-18 IL-6 Bax  Caspase-3
1) YA IS
fivhs ZES (ng/mL) (pg/mL) (ng/mL) (ng/mL)

p38MAPK =1.115 32 2.95+0.54 93.49+13.85 2.93+0.62 5.01+0.89
<1.115 10 2.03+0.45 74.52+15.41 2.33+0.51 3.32+0.91
tH 4.873 3.683 2.774 5.585
P 0.000 0.001 0.008 0.000
NF-kB =0.955 35 3.02+0.51 96.41£12.93 2.88+0.60 5.12+0.83
<0.955 7 1.92+0.52 73.32%14.57 2.40+0.71 3.15%1.08

{8 5.194 4.228 2.877 5.456
P {E 0.000 0.000 0.024 0.000
A A
3 it

SLE A& s MLl &2 2% , H A A 55N R SLE B &
AR B A B AR T I O PO RAE RN LA
M T AR g R A US40 45 . B E & SLE #ix
B UL IR 22 LAY, AH 5 0 FERIAF 5T 3IF 55 SLE /N KR
B 45 5 p38MAPK \NF-kB 2% ik 14 i fir - &
[ 9 SN AR T A OGP T 47K p38MAPK |
NF-kB Wi 2555 0l i85 5 SLE B &0 . AWt
¥ LA SLE 8L X4, 3 o K6 I A1 & il A 45 5 43
FRIRM T KW E T W5 S5 SLE &
oG F , S fa Rl )L 3E KRS 19 SLE /B L ER A, i
shiY) SLE & JLAMNE 1L+ p38MAPK \NF-«B #Y £ ik
IS4 S 14 i — 2P 3 ROC 1243 Bk 5k
H1JE I p38MAPK .\ NE-«kB %I SLE 5 {5 i 8 H A7 —
SETSTEMIZIM T E, DL 2582 7R p38MAPK NF-xB
T A O B O 5 TR B 1 SLE 1Y R R A G H

p38MAPK . NF-«B £ 21 Ky 14k SLE 5 155 1 8l 1)
T Y/

SLE 119 & s 1 2 v B8 J Je bk DG  E IE A 4
B ZA-HENE S, RAE R A T R e A
SLE & s 1 2 v 41 21k % 101405 A7 O 1 s B A
512l p38MAPK M NE-kB W 515 53 B& 75 2
S5 I L T P 4 R OGS T AR SR L UE
S 2 SLE £ LA E il p38MAPK \NF-«B
() 22k 39 hn, #F L LAk 153 Bt p38MAPK , NF-«B
FIL5TE s SLE SBLA s M FE X R ]
A AEAIFIHFPLLBE G T & (LN (1975 31 SLE i
JLH, A JE I p38MAPK  NF-kB i) 2 1k 7K S 488 &
B I R IE PRAE IR 9 8 L3 N, 22 BH p38MAPK |
NF-kB k815 SLE 2 ik 5617 B 2 41 21
JIE 250 3 A K

TE SLE i 1% & e A Ak i 72 o, 98 0 S5 i S 2
UL T B SR T e G 22 TSI 2 R bR & AR AR AL
{3 4% CRP .ESR 4 F} 15 LA J2 C3 . C4 B REAR
AR R SIS AR RV I R R e A 2 A
IS REAE — E FLIE 1 W SLE %9 3o Bt v 4 28 1o 245
ZEAL T BOARE SN AR T P RR . ARE
5838 3 43 1 p38MAPK \NF-kB ik 5 5256 % 5 5
()5 Z ] 1« B % p38MAPK \NF-«kB 2 A1, 1%
4] SLE # JLAY CRP & ESR f) T+ .C3 I C4 K
FEAIR o 7E S0 R N PG o s p  IL-18 \IL-6 24
GNE SN G B R B A2 4 40 A PR 5 A A0 O 1
WOE L B, Bax S 5 ERIRE R T B
g AR 2Ok AR P Al M B R C YRR IR TS
Caspase-3 . 5| E 498 =1 AW 8 1 40 My
p38MAPK \NF-«kB 1A 5 24 A 1240119 %
Z A BEE p38MAPK \NF-kB ik, 7% 3 1Y)
SLE & JLAY IL-1B.1L-6 . Bax , Caspase-3 7% & 1
e DL g5 ERM, 7R T 2 ] SLE 19 & s i F2 h
p38MAPK NF-«B &1k 34 il 5 T i 4 4 S 1w A 4
PR T A A G

Z5 b ik, SLE /& JLAMH il p38MAPK \NF-kB
FEIRIKOTHE 05596 1 16 2 LU I A G, 3K
TG SR AE SN K A BRI 1 S 5 22 AH 5 1 4 T HIL L
p38MAPK .NF-kB X} SLE 1% 1% 51 B4 2 Wi i,
AKX FA BRIl SLE SR 15 89 50 Fhrak
Yy ABARWEIE B 43 B 25 v p38MAPK \NF-kB 12 Wi
N TR SRR SRR 2 R R R YRR &
HE1k ROC 142k 3545 5T HAR (1) 12 Wi ik T 1
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Fre P eF 4 Ak 8 i VEGE . TGF-B J¢ IL-8 .1L-13
IKFE-55 i Dh e A< M

Zled FH O ERE AW REE

(# ZE]1 BB WF5ERe R MG A 4 A 835 v o 48 09 i A KB (VEGF) Vb ZAE K-8
(TGF-B) K M4 £-8(IL-8) . AN F-13(IL-13) /K P 5 IThABAEOCHE . Ak eI m T B s B 22t 1
MR B 2019 45 4 A & 2021 4F 4 H KR MEIEF iR 113 BIFE R WFoe 4L, A1 R AR i F o s I
F 13 W R IRLH . LA BE LR WK, I3 VEGE . TGE-B M IL-8 IL-13 /K-, It B EHS b 1y i 1 ¢
(FVC) 55 1 BRI IS BUFEVT) I KU i (PEF) o S b4 & Il 2T 4k 4k £6 % 1l 7 VEGF . TGF-8
FIL-8 IL-13 /K5I TREA G . S6R  PIALAREY M HL R TTHR 55 & SRR 1 0 b g, 22 538
TG X (P>0.05) . WFFE4LIME VEGE \ TGF-B & IL-8 \IL-13 /K3 B & & T X RS, 2 594 51
2 L (P<0.05) o B 58 410 Ui BE 5 A% FVC \FEV1 \PEF 35 & 1K X 38, 2 R A Gt 2# 2 L (p<
0.05) . WFFE4li s VEGF . TGF-B J% IL-8 . IL-13 7/KF 5 fiti Ty G4 5 FVC \FEV1 . PEF £ & 2 11 #H 3¢ (P<
0.05), Ifil{& VEGF . TGF-B } IL-8 .IL-13 4 Al it £ 18 FR K 0.861 (95%CI : 0.663~0.921 ) , Far il 4/ i TE
E(P<0.05), it F5 R VEIGLT i Ak 55 1L VEGE . TGE-B M IL-8 . IL-13 /K ¥ 5 il ol e 47 % 35 17 AH ¢
P A W DL b S T AR T LADEAL SRS, iR ST AR R T SR S 5 A

[EER] R MELFAedl s AN A KET 5 RKE T8 A ER-8; A ER-13; liThhe

Correlation between serum VEGF, TGF - 3, IL-8, IL-13 levels and pulmonary function
in patients with idiopathic pulmonary fibrosis

LI Hengyan', JIA Qi', YAN Yugin', ZHAO Linna', YIN Zongbao®*

(1. Respiratory Department of Beijing Longfu hospital, Beijing, China, 100010; 2. Emergency Department
of Haikou People’s Hospital , Haikou, Hainan, China, 570208)

[ABSTRACT] Objective To analyze the correlation between serum VEGF, TGF - @, IL-8, IL-13
levels, and pulmonary function in patients with idiopathic pulmonary fibrosis. Methods 113 patients with
idiopathic pulmonary fibrosis in our hospital from April 2019 to April 2021 were selected as the research
objects, and 113 cases of research volunteers in the same period of physical examination were selected as the
control subjects. The baseline data, serum VEGF, TGF - 8, IL-8, IL-13 levels, forced vital capacity (FVC),
forced expiratory volume (FEV1) and maximal expiratory flow (PEF) of patients with idiopathic pulmonary
fibrosis and healthy controls were compared. The correlation between serum VEGF, TGF - 3, IL-8, IL-13
levels, and pulmonary function in patients with idiopathic pulmonary fibrosis Objective were analyzed.
Results There was no significant difference in age, sex ratio, body mass index, and underlying diseases
between the two groups (P>0.05). The serum VEGF, TGF - B, IL-8 and IL-13 levels in patients with idiopathic
pulmonary fibrosis were significantly higher than those in the healthy control group, and the differences

between two groups were statistically significant (P<0.05). The pulmonary function indexes FVC, FEV1 and

KRR hdh T AT PR (2011-SWK-06-132/3% 2 2011-61)
M 45 1. AR T A E A, 6 100010

2w WARKERESH, Ed, e 570208
*BAEAEH B F £, E-mail : chaobao851024@163.com
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PEF in patients with idiopathic pulmonary fibrosis were significantly lower than those in the healthy control
group (P<0.05). The levels of serum VEGF, TGF - B, IL-8 and IL-13 in patients with idiopathic pulmonary
fibrosis were negatively correlated with the pulmonary function indexes FVC, FEVI1 and PEF (P<0.05). The

area under curve and confidence interval of serum VEGF, TGF-f3, IL-8 and IL-13 were combined detection of
0.861(95%CI:0.663~0.921) had higher detection value. Conclusion The serum levels of VEGF, TGF - 8, IL-8

and IL-13 in patients with idiopathic pulmonary fibrosis were significantly negatively correlated with lung

function. Monitoring the above indicators can evaluate the patient’s condition and provide reliable reference

information for the diagnosis and treatment of the disease.
[KEY WORDS]

RE VI 2T AL — e v AT AT 4R
PEI] U f 22 , R FEBEE N DS AR PR, ik
PERLTAEAL B R R 5 ETHER Y 5%
14 S BRI Ry A TP % R DRI , A PR A
M RE R S SR S e e, T | AR 4L AE
FLR NP s TS AR PR AE R K il 2T 4
AT HRAE 54%0~70% , PALLEAF N 5~6 4. H
BIZEBRTE NG IR EATS L2 Wa Y7 o & B AR
A, HBERE G e | Dl J8 A TR i, S A
AR A RIS 2 WY I e A A 2 o i
JilS £ 44— B RY R LG PR 3R T A SR AR A 45 )y
TR 28 S8R, 32 B A 0 2T M) U B R
WSR2 A BARYT A 2 T N R 2, KZ
BB E RGN Z L v WD RE T R, DB
SLAMEINE  AHOCHUN S AR IR R ARHE
FEIIATAR AP I ET LA R T v I A N R AR A
“F (vascular endothelial growth factor, VEGF) .41k
H K A F-- B (transforming growth factor-3, TGF- B)
K A4 % -8 (interleukin-8, IL-8) | 141 % -13 (inter-
leukin-13,IL-13) /K-F- S il SHEEAH OCHE . FRIEUNT .

1 MN&E5FE

1.1 W4

BEHAY 5T R AR R e B 1 TN R R B 2019
AF 4 H 2 2021 4F 4 R R RIS EF 4 A RS 113
YENBIFFEA , R 30A fat B (ARG (R F 5 R S A 113 il
Xt RA o ANARRHE R - OFF G CIRFE) S 9 It
FF R 2T A AL B 2 Wi bn e s @4 AR AE (28
T RE I IEE ;s OBIFSE B it Bt Bk 5 4 % F H
T R Z I B A PR AT . HEBR bR fE Dy . O FE i
O AT R BB s @ AR DTG s Ak U sk EL A R
b2 il 55 R A A B B B R @™
0 VB DIRE S R O Al g 45
HEPIEH o R RNERTE BRI TR,

Idiopathic pulmonary fibrosis; VEGF; TGF-$3; IL-8;1L-13; Pulmonary function

1.2 Jik
1.2 WAL TR

WA B B2 R} A A 3 B S o SR AR I
PR, 0 e SR B v B O R AR B e O
THEAS BIR TR A, Gt A BB AE e
1.2.2 KM VEGF . TGF-B & IL-8 .IL-13 /K

JIT A 52 A6 il R S s I T L SmL,
FE TR R RO AR B AR I VE R AF R, 245 1
it B B 3% W [ 48 55 (enzyme linked immunosorbent
assay, ELISA)il*E Ifi.#% VEGF . TGF-B )¢ IL-8 IL-13
KGR & T AR SE AR Y TR IR | ™
4% R H A T4
1.2.3 W& i fg

JIT A 52 5 A A A i 2y R 1 IR I, 1 I
WP RSUS e KA, IR A, IEEE L, R ] S-980A
JIi 2 5 G W 4SS A7 i 2 Sk AR At A< P e DU 3R
YSUIE ST T 75 45 B 41 7 Jifi % 2 (forced vital capacity ,
FVC) % 1 7 H] J1 M 45 L (forced expiratory vol-
ume in one second, FEV1) 1 KIS i & (peak ex-
piratory flow, PEF) .
1.3 Giiteoh

K HI SPSS 23.0 GE T2 A WUAS X & 4is k47
BT, HHECR R n (%) 53R, L BCR T  fa g,
A ES TR E R (2 £5) R A A
R U GEORE I £ K 56, 457 P i 2 4 Ak iR
L3 VEGF . TGF-B J% IL-8 ,IL-13 /K F- 5 il T g 41
KSRk H Pearson AHC43ATT, P<0.05 3R 22 A 48

N9
2 #R

2.1 PIHRL TR L

P L A A P 0 B R T R B B ke R R
W TE IR, 2R B RGE 2 X (P>0.05), UL
%1,
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F1 MAEXRABLE (v+s)

Table 1 Comparison of baseline data between two groups (xs)

J] il 1 =% S L it}
aml v wey) TN ‘?@fﬁf“ il
WFFTZH 113 61.624.9 62/51 22.9+2 4 17/96
YR 113 60.8+5.3 67/46 23.1+2.0 14/99
2l 1.178 0.452 0.681 0.337
P{H >0.05 >0.05 >0.05 >0.05

2.2 [fil7% VEGF . TGF-B & IL-8 \IL-13 /K*F-
WFFE4LIL7E VEGE . TGE-B % IL-8 .IL-13 /K-
3 TR 22 A SRR R L(P<0.05) .
W2,
£2 AN VEGF. TGF-B K IL-8.IL-13 7K ELLE (x+s)
Table 2 Comparison of serum VEGF, TGF-3, IL-8 and

IL-13 levels between two groups (x+s)

2151 VEGF TGF-f 1IL-8 1L-13
T () (pg/mL) (pg/mL) (pg/mL)

W94 113 3.18+0.37 652.84+127.90 219.43+25.62 25.74+2.03
SHRZH 113 1.26£0.21 307.51+72.16 189.47+21.64 14.09+0.95
8 47.974 24.997 9.497 55.254
PiE <0.05 <0.05 <0.05 <0.05

2.3 filiY)fE+E 5 FVC .FEV1 PEF L%
5% 41 o) g 4% FVC \FEV1, PEF 3 i} & I%
TXHRE IR G A L(P<0.05) . W& 3,
®3 WAMINEEIEHR FVC.FEV1.PEF Eb%& (x=5)
Table 3 Comparison of FVC, FEVI and PEF between two

groups of lung function indexes (x+s)

215 n  FVC(L) FEVI(L) PEF(L/s)
FrR e b4 113 1.5120.29  1.48+0.25  2.86+0.34
fide R X AR 2H 113 2.46+0.31 2.10+0.37  4.52+0.43
Zic 23.790 14.759 32.190
PAH <0.05 <0.05 <0.05

2.4 RAEHT 56T RE 0 A S

WS4 I35 VEGE . TGF-B & IL-8.IL-13 /K- 55
Jiti 1 € 5 1 FVC,FEV1, PEF 2 I % 1 ] 5¢ (P<
0.05), WK4.

R4 RN EEME VEGF. TGF-B.L-8.IL-13
KESHTREE K S
Table 4 Correlation analysis between serum VEGF, TGF-f3,
L-8, IL-13 levels and pulmonary function in patients with

idiopathic pulmonary fibrosis

FVC FEV1 PEF
i H
r{H PiE r{H PiE r{H PiE
VEGF -0.361 0.000 —0.297 0.000 -0.320 0.000
TGF-B -0.237  0.001 -0.319  0.000 -0.289  0.000
1L-8 -0.384  0.000 -0.420 0.000 -0.367 0.000
IL-13 -0.573 0.000 -0.342 0.000 -0.318 0.000

2.5 il VEGF.TGF-B & IL-8 IL-13 %% 2 Wi
VINERRTE

VEGF . TGF-B .IL-8 .IL-13 #] EL5 —E 2 W
WA, BEA A6 0.861 (0.663~0.921 ) 12 Wi 1 B 5
(P<0.05), WLFE5,K 1,
%5 IMi% VEGF,TGF-B & IL-8.IL-13 B ROC B %k (x+s)

Table 5 Area under ROC curve of serum VEGF, TGF-j3,
IL-8 and IL-13 (x+s)

WiEH ~ AUC 95%CI  REU¥ PR PiE
VEGF 0667 0.595~0.738 0.715 0.786 0.000
TGE-B 0621 0.543~0.702  0.790 0.842 0.000
IL-8 0611 0.542~0.683 0.809 0.891 0.000
IL-13 0762 0.681~0.847 0.874 0.927 0.000
1.00
VEGF: &
0.75 TGF-B: m
g IL-8: @
i 0.50 IL-13: %
AR : A
0.25

0 0.25 0.50 0.75 1.00

5
B 1 miEHEFRR ROC fiZ&

Figure 1 ROC curve of serum indexes
3 itit

TR I 27 2 Ak 20 S RSB, H TR 185
S R T b i 18 A 47 B A B UE IR R
WG 2 A DR AR IS, = L B A5 A R T8 P T 3
9 i Y0 B 485 AR ZE L | B ZT A 40 i SR A R A £F 4
o TE TR AN ) PR Bk 3 1 [N 38 22 TR Hp it
P Il b Rz S F RS O TR, b B AR A
N FRAF AN & AR [ SRR A, S BR 2F 4 ik
F EAF AL o0 WSR3 AR 4 A AL ROA B
TR, e 2 FEET AR | W8 o3 BT 1 Bl 45 R e 3R
FyRese s, O A RGBSR R R
T AN E A A it e rh R
FAEH , BT AR SRl 2L 2F AR AL B L) Ky
R RV AEAL B IR TAERIES AR

W9 45 3 W78 VEGE ROC il 46 F 1i 2 ik 5]
0.667 I} A2 Wi, VEGF & — M R e
PRI AE PN B A A K PR, 8 TR AR A 1L A3 i
PESGIN A0SR I B AR |04 N R AN RS 2B
FNMAETE B, A T2 A A B HILE S, A 4G
HAENBAAALRIE b R — e BRI IVELR
G 3 VEGE ZERTEFE A A A INEUIiZH 21
N 2B T BAYERRA | BHIBTIRZH 21N VEGF 3Rk e
SRk R R iA S HINE 4E4k. TGE-BROC &k~
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RGAE] 0.621 B BA 2B , TGF-B J& T4t
K FBEGENZ IR HE T, B W T fE &
VAT SERE IS AR , 76T AU M o1k LA K T 240 i 55 Fn 3
et it g 2 G ZMVER AR s HAT T figid
13375 5 1 e b Bz A M % A b Rz -] 70 o 40 B
b, T2 5 il ) B2 e i A= AR A A R
FWFFTUESE R RN EIREF AL 255 117 TGF-B . VEGF
PRk AR PR R T ROCR Y bR . IL-8
ROC £k Fi A% 0.611 . IL-13ROC 4k R i A
IEF 0.762 B X4 & IR 4L A 2 Wi (i, TL-8
REMESEAE 1 T b PR 20 B e A ) SO R ot o R4
FEGLFYEAL , 1M IL-13 BE4% B Hz ol HE d TGF-8
PR AT B4R . DA A TR FRIGE A A AG )
PrE 5, ROC 4k T A RERE A2 0.861, M N
ZIRRER BT AL P AT SE A2 T I e

O et U AT & R e, 4 o4 1 s et OB | B
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The relationship between ApoA -1 level and UPDRS score, MMSE score and cerebral
white matter microstructure changes in patients with Parkinson’s disease

SHI Jing"*, HU Jun'*, LUO Kailiang', JIA Shaohuan®, SHEN He’, HU Zekai', LIU Xinhao', LIU Ting'

(1. Department of Rehabilitation, Shanghai University of Traditional Chinese Medicine, Shanghai, China,
201203; 2. Department of Rehabilitation, Baoshan Branch, Renji Hospital, School of Medicine, Shanghai Jiao
Tong University, Shanghai, China, 201203)

[ABSTRACT] Objective To explore the relationship between ApoA -1 level and UPDRS score,
MMSE score, and white matter microstructure changes in Parkinson’s disease (PD) patients. Methods A
retrospective analysis of the clinical data of 83 PD patients admitted to the Rehabilitation Department of Renji
Hospital Baoshan Branch of Shanghai Jiaotong University Hospital from June 2020 to October 2021, and 40
patients who came to our hospital for physical examination during the same period were selected as the control
group. The levels of ApoA-1 in the two groups were compared, the UPDRS score was used to evaluate the
mental behavior, mood, daily activities or motor function of the two groups of patients. Magnetic resonance
diffusion tensor imaging was used to examine the changes of white matter microstructure in the two groups of
patients, and Person correlation was used to analyze the relationship between ApoA-1 level and UPDRS score,
MMSE score and partial FA value in white matter area. Results The ApoA-1 level and MMSE scale score in

the PD patients were lower than those in the control group, and the UPDRS scale score was higher than that in
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the control group, and the differences were statistically significant (P<0.05). the FA values of different areas

of the white matter in the PD patients were lower than those in the control group (P<0.05) The level of ApoA-1

in PD patients was correlated with UPDRS, MMSE scale scores, and FA values in different regions of white

matter (P<0.05). Conclusion

PD is manifested as a decrease in the level of ApoA-1, which is closely

related to the changes in the patient’s cognitive function and white matter microstructure. Clinical detection of

ApoA-1 level is of great significance for judging whether the patient has cognitive impairment.

[KEY WORDS]
Simple Mental Status Checklist; White Matter Microstructure
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Table 1 Comparison of ApoA-1 levels, UPDRS and MMSE
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05 n ApoA-1(g/L) UPDRS T4 (4r) MMSE T4 (43)

PD4l 83  0.89+0.08 16.88+1.79 21.70+1.85
XHHRZH 40 1.12+0.10 2.40+1.41 27.48+1.43
tH 14.20 44.85 17.36
P{H 0.000 0.000 0.000
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PD 2H £ 35 i [ A ) X Ja FA (BP0 Tt R 2H
B ERE IR X (P<0.05), ILER2,

®2 WABREMARTEEEFAHEILRER (v+s)
Table 2 Comparison of FA values in different areas of white

matter between the two groups (xts)
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F LR 0.62+0.03 0.640.03 2,597 0.011

2.3 PD i% ApoA-1 /K5 UPDRS .MMSE # %
PEA T A A [] X sk FA (B 0 A0 S 5 #r
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Table 3 Correlation analysis results of ApoA-1 levels in PD

patients with UPDRS , MMSE scale scores and FA values in

different areas of white matter
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2 P I AR 0.620 0.000
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ORI A 0.596 0.000
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Relationship between the changes of SICAM-1, RDW and vWF levels and in-stent reste-

nosis after PCI

CUI Yaogang'*, LV Xiaoning®’, PANG Ran®

(1. Department of Cardiology, General Hospital of Yima Coal Industry Group Co., Ltd., Yima, Henan,
China, 472300; 2. Department of Internal Medicine-Cardiovascular, General Hospital of Yima Coal Industry
Group Co., Ltd., Yima, Henan, China, 472300)

[ABSTRACT] Objective To analyze the relationship between the change in the levels of soluble
intercellular adhesion molecule-1 (SICAM-1), red cell volume distribution width (RDW ) and von Willebrand
factor (vVWF) and in-stent restenosis after percutaneous coronary intervention (PCI) and adjuvant treatment
with rosuvastatin in patients with coronary heart disease. Methods The 124 patients with coronary heart
disease who were treated in this hospital from July 2018 to January 2020 were selected as the coronary heart
disease group, the patients were followed up for 1 year. According to in-stent restenosis in the follow - up
records after PCI operation, they were divided into the restenosis group and the non-stenosis group. 91 healthy
patients who had a comprehensive physical examination in our hospital during the same period were selected as
the control group. The changes in SICAM-1, RDW and vWF levels between the two groups were compared,
and the multivariate logistic regression was used to analyze the independent risk factors that affect the
occurrence of in-stent restenosis in patients with coronary heart disease after treatment. Results The levels of
SICAM-1, RDW and vWF in the coronary heart disease group before treatment were higher than those in the
control group, and the differences were statistically significant (P<0.05). The levels of SICAM-1, RDW and
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vWF in the coronary heart disease group increased 2 weeks after treatment, and the difference was statistically

significant (P<0.05). The differences were statistically significant in age, BMI, history of hypertension,

history of diabetes, low -density lipoprotein cholesterol, SICAM-1, RDW and vWF levels, and smoking

between the restenosis group and the non-stenosis group (P<0.05). The abnormal increase of SICAM-1, RDW

and VWF levels are independent risk factors that affect the occurrence of in-stent restenosis after treatment in
patients with coronary heart disease (P<0.05). Conclusion The changes of SICAM-1, RDW, and vWF in

patients with coronary heart disease after PCI and adjuvant treatment with rosuvastatin are closely related to the

occurrence of in-stent restenosis. Clinically, it is necessary to closely monitor the changes in the levels of the

above indicators and intervene in time to reduce the risk of in-stent restenosis.
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Table 3  Analysis of multiple factors influencing in stent restenosis in patients with coronary heart disease after treatment
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Effect of CYP2C19, GPla, ABCBI gene detection on antiplatelet therapy in stroke pa-
tients with diabetes

FENG Yan, YUAN Lipin, QI YAwei, LI Xue*

(Neurology Department, Henan Provincial People’s Hospital, Zhengzhou, Henan, China, 450003 )

[ABSTRACT] Objective To explore the effect of CYP2C19, GPla, ABCBI gene detection on
antiplatelet therapy in stroke patients with diabetes. Methods The clinical data of 108 stroke patients with
diabetes who were admitted to the Department of Neurology of Henan Provincial People > s Hospital from
February 2019 to January 2021 were analyzed. According to the CYP2CI19 genotype, they were divided into
slow metabolism type, intermediate metabolism type and fast metabolism type. According to GPla Genotypes,
they were divided into TC type and CC type; according to ABCB1 genotype, they were divided into wild type
and mutant type. According to the number of mutations in CYP2C19, GPla and ABCBI genes, they were
divided into group A, group B and group C. All patients were given routine treatment for stroke and diabetes,
and thromboelastography (TEG) was used to detect platelet function, platelet drug inhibition rate, and
neurological function after 1 week of clopidogrel treatment. Results The results of genetic testing showed that
108 patients were grouped according to CYP2CI9 genotype, including 18, 48, and 42 patients with slow
metabolism, intermediate metabolism, and fast metabolism, respectively, grouped according to GPla

genotype, including 48 patients with TC type, 60 cases of CC type, grouped according to ABCBI genotype,
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including 39 cases of wild type and 69 cases of mutant type. There was no significant difference in the inhibition

rate of antiplatelet drugs, MAADP and neurological function among patients with different CYP2C19, GPla

and ABCBI genotypes (P>0.05). Patients were divided into groups A, B, and C according to the number of

gene mutations detected, including 19 cases in group A, 48 cases in group B, and 41 cases in group C. There

was no significant difference in the inhibition rate of antiplatelet drugs, MAADP and neurological function

among patients with different mutated gene numbers (P>0.05). Conclusion

Different types of CYP2C19,

GPla, ABCBI genes did not affect the efficacy of antiplatelet therapy in stroke patients with diabetes.
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Figure 2 The detection of different genotypes of CYP2C19,
GPla, ABCBI

2.2 AN [m] 3 R AR RRCE BT A /N Al 245 ) A
MAADP i £ Dy e /K175 00 b

AJA] CYP2C19 ,GPla ,ABCBI F:[H AU 5 4 1L
JNBR 25 4 2 MAADP #1289y i K O 14 24 5
TG it2rm L (P>0.05), W1,

x1 AREFEBBEFM/NRAYINE Z MAADP FHETREKFERLLE [n(%), (x+5) ]
Table 1 Comparison of antiplatelet drug inhibition rate, MAADP and neurological function level in patients with different

genotypes 255 [n( %), (x+s) ]

S| n I/ 25 I 2R (% ) MAADP (mm) NIHSS #F45 mRS 45
CYP2CI19 P2 A 18 11(61.11) 40.85+18.20 2.01+0.50 2.33x1.01
AR 48 23(47.92) 38.11x14.33 1.98+0.43 2.10+0.81
P 42 19(45.24) 39.77+16.35 1.800.32 1.97+0.79
LIF A 1.317 0.239 2.820 1.171
PAH 0.518 0.788 0.064 0.314
GPla TC & 48 23(47.92) 39.25+16.59 1.76+0.35 2.10+0.97
CCHl 60 30(50.00) 39.89+17.20 1.80+0.52 1.95+0.81
LIF A 0.046 0.007 0.000 0.000
PAH 0.830 0.873 29.594 3.227
ABCBI Wi A= 7 39 18(46.15) 40.87+17.99 1.79+0.35 1.97+0.80
GEAR Y 69 35(50.72) 37.29+15.62 2.03+0.49 2.32+1.03
LIFAE 0.208 0.003 0.000 0.000
PAH 0.648 0.201 31.702 1.196
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Figure 3 Grouping of patients with different numbers of
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Table 2  Antiplatelet drug inhibition rate, MAADP,
neurological function in different groups [1n(%), (x £s) ]

3] i/MEZ5%  MAADP NIHSS mRS
AT WRE%)  (mm) Wi i

A4l 19 9(47.37)  40.29+19.30  1.9520.62 1.9620.65
B4l 48 23(47.92) 4042+19.78  1.99£0.76 1.99+0.81
C#4 41 21(51.22) 36.74%15.69  2.02+1.00 2.09+0.91
7IF 1 0.123 0.508 0.046 0.229
PAE 0.94 0.603 0.955 0.796
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Expression of ABCC3, PEBP4 and Anxa7 in glioma and their relationship with pathologi-
cal features and prognosis

ZHAO Shupeng*, MA Jiwei, WANG Xiangyang, HU Chaoshuai, LIANG Jianing, GE Like, ZHAO Xinli
(Department of Neurosurgery, the First Affiliated Hospital of Xinxiang Medical College, Xinxiang, Henan,
China, 453000)

[ABSTRACT] Objective To study the relationship between the expression of ATP binding cassette
subfamily C member-3 (ABCC3), phosphatidylethanolamine-binding protein-4 (PEBP4), Annexin-7 (Anxa7)
and pathological characteristics and prognosis in brain gliomas. Methods The glioma tissues of 88 patients with
glioma who underwent tumor resection in the First Affiliated Hospital of Xinxiang Medical College from May
2016 to June 2018 were collected as the experimental group, and normal tissues adjacent to the tumor were
collected as the control group; according to the prognosis they were divided into the survival group (n=51) and the
death group (n=37). The expression of ABCC3, PEBP4 and Anxa7 among the groups was compared. The
relationship between the expression of ABCC3, PEBP4 and Anxa7 in glioma tissue and pathological
characteristics and prognosis in brain gliomas was analyzed. Results The positive rate of ABCC3, PEBP4 and
the negative rate of Anxa7 in the experimental group were higher than those in the control group, and the
difference was statistically significant (P<0.05). The degree of differentiation, distant metastasis, TNM stage of
ABCC3, PEBP4 positive and Anxa7 negative patients was higher than those of ABCC3, PEBP4 negative and
Anxa7 positive patients, and the difference was statistically significant (P<0.05). The positive rate of ABCC3,

KA B T H o ESFAHEE R T B (LHGJ20200503)
VEH A% . 37 % B FIRG — W B ERAMZ I, T, 4 % 453000
*ABATAEF AR, E-mai : wtong22288@sina.com
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PEBP4 and the negative rate of Anxa7 in the death group were higher than those in the survival group, and the

difference was statistically significant (P<0.05). The degree of tissue differentiation, distant metastasis, TNM

staging, ABCC3, PEBP4, Anxa7 were independent risk factors affecting the prognosis of glioma (P<0.05).

Conclusion The positive expression rate of ABCC3 and PEBP4 in glioma tissue is high, and the negative

expression of Anxa7 is high. The three can be used as effective indicators for the prognosis of patients with glioma.

[KEY WORDS] Glioma; ABCC3; PEBP4; Anxa7
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F*1 SCIS4A . THERZH ABCC3.PEBP4 B Anxa7 FIEERELE: [(n(%) ]

Table 1 Comparison of ABCC3, pebp4 and anxa7 expression between experimental group and control group [7(%) ]

ABCC3 PEBP4 Anxa7
21 51 n
FH-P A FH-P 5K [{ER i 5K
SR 88 80(90.91) 8(9.09) 75(85.23) 13(14.77) 12(13.64) 76(86.36)
Xt iR 4L 88 15(17.05) 73(82.95) 21(23.86) 67(76.14) 70(79.55) 18(20.45)
V! 96.634 66.825 76.812
P1H <0.001 <0.001 <0.001

e AjﬂABCCS BH@%%L,BﬁABccsrﬁﬁi%L cjjAnxaﬂSH éi%L DjvjjAnxaﬂiﬂri%%L EﬁPEBPMH&i’éL F >4 PEBP4 [
PRIk,

1 FERXERYE  ABCC3.PEBP4 K Anxa7 RIETER (SP,x400)
Figure 1 The expression of ABCC3, PEBP4 and Anxa7 in brain glioma (SP,x400)
2.2 SHTER S BR 4H 2 rh ABCC3 . PEBP4  Anxa7  TNM/43ME T ABCC3.PEBP4 [ 3%, Anxa7 [
FRIR 59N BUERIE ) O 2R BE DR ZeAbFEFE \ TNM 434015 F Anxa7 [
ABCC3 PEBP4 [HH B E MR dmibitete . PREE  EZRHASIHEE X (P<0.05), W32,

®2 SR REAL B ABCC3.PEBP4, Anxa7 Rix SREHEMNXE (n(%)]
Table 2  Analysis of the relationship between the expression of ABCC3, pebp4, anxa7 and pathological features in gliomas [1(%) ]

ABCC3 PEBP4 Anxa7
Pl * P P P
IRHZH FEE (n=80) FAME(n=8) Pl FEE (n=75) B (n=13) i Pl B (n=12) BIPE(n=76) A
AR <504 45(56.25)  4(50.00) 0.115 0.734 41(54.67)  7(53.85) 0,003 0.956 7(58.33)  41(53.95) 0,080 0.777
=50%  35(43.75)  4(50.00) 34(45.33)  6(46.15) 5(41.67)  35(46.05)
el % 46(57.50)  5(62.50) 0.075 0.785 42(56.00)  8(61.54) 0.139 0.710 6(50.00)  42(55.26) 0116 0734
“© 34(42.50)  3(37.50) 33(44.00)  5(38.46) 6(50.00)  34(44.74)
HEVUME  mrk 29(3625)  6(75.00) o 32(42.67)  11(84.62) 9(75.00)  31(40.79)
PAME 51(63.75) 2(25.00) 4559 0.033 43(57.33)  2(15.38) 7803 0.001 3(25.00)  45(59.21) 1892 0.027
BIAEA  <3cm  41(51.25) 3(37.50) 0550 0458 41(54.67)  10(76.92) 9952 0.133 5(41.67)  40(52.63) 0499 0480
>3cm  39(48.75)  5(62.50) 34(45.33)  3(23.08) 7(58.33)  36(47.37)
AL R H 51(63.75)  2(25.00) 1559 0.033 46(61.33)  4(30.77) 1210 0.040 3(25.00)  46(60.53) 5301 0,021
o 29(36.25)  6(75.00) 29(38.67)  9(69.23) 9(75.00)  30(39.47)
TNMAH T~ 55(68.75)  2(25.00) 41(54.67)  2(15.38) 4(33.33)  55(72.37)
6.101 0.014 6.842 0.009 7.147 0.008
M~V 25(31.25) 6(75.00) 34(45.33)  11(84.62) 8(66.67)  21(27.63)
iR A /J\ﬂ%%*ﬁ 42(52.50)  5(62.50) 0.292 0,589 40(53.33)  9(69.23) 1135 0.287 8(66.67)  42(55.26) 0519 0450
JNIEE o 38(47.50) 3(37.50) 35(46.67)  4(30.77) 4(33.33)  34(44.74)
2.3 4fF4H FET-4H ABCC3.PEBP4 . Anxa7 3 3 e
AL L
P TG 18 0070 i A A4 (n=51) M BET-4H (n= AT N, AN [R) 901 1 o988 1R AR W 24T 3

37). JET-#1 ABCC3.PEBP4 [HE R J2 Anxa7 [ B A EMERIL, BAKIG K il ik R 5e 68 fs —
PR AFH S, 25051228 X (P<0.05) E(nﬁxﬁl%,fﬂﬂﬂ?ﬂfiﬁﬁﬁﬁmfﬁﬂﬁf HIE®
W3, HAN FREW , S FARVIBRSCER" . Hit,
2.4 FERNN R R R WS MO ER R r Xk IR JR R A O AL ) B A A f“ATﬁ@Eﬁ

Logistic [N %  HLAUMERRE 0P EEE L ENIMIFGEIESS , B i A A &
Ak GEAMER () INM 43I (T~ IVi) .LABCC3  J&1F 28 1 IR R 40 i DR 7 L [R) /I 45 51, ik
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®3 HFAFETHABCC3PEBP4 B Anxa7 RIXERLE [n(%) ]
Table 3 Comparison of ABCC3, pebp4 and anxa7 expression in survival group and death group [n(%) ]

ABCC3 PEBP4 Anxa7
215 n
[HH: B FH: B [H: B4k
ey ea:cl 51 43(84.31) 8(15.69) 39(76.47) 12(23.53) 11(21.57) 40(78.43)
LT 4 37 37(100.00) 0(0.00) 36(97.30) 1(2.70) 1(2.70) 36(97.30)
Vel 6.384 7.387 6.481
P14 0.011 0.007 0.011

R4 R REREWENMEREER

Table 4 independent risk factors affecting the prognosis of patients with glioma

. NS EASE i

- OR i 95% CI P OR i 95% CI Pl

SRR EE (R IRk vs =431k 1.992 (1.405~2.823) 0.024 1.763 (1.407~2.209) 0.007
AL (7 vs TC) 1.432 (1.151~13.238) 0.008 1.992 (1.405~2.823) 0.004

TNM - (TI~IV 5 vs T ~1137) 1.640 (1.901~16.806) 0.003 2.373 (1.758~3.202) 0.002
ABCC3 (A vs B 1.642 (1.588~1.698) 0.001 1.756 (1.369~2.252) <0.001
PEBP4 (B vs BA:) 1.258 (2.290~17.518) 0.017 2.372 (1.052~5.352) <0.001
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BEEEE T Yes MG B 16K 5 Wnt/B-catenin 5 1Y)
o F2 B Holm AR P L

FAE KA

[ E] BW WF5ENE T Yes #HCHE I (YAP) %15 5 Wnt/B-catenin i [# 1Y 5¢ 2 M HIG AR
RN, Ak EEE20174E1 H 2 2018 4F 12 7 WA 7E #1048 QDT VL X v B R Be 42232 F AR UIBR (1)
155 B g 5 3 (108 491 1V R 58 X6 42, [ JROJ 55 8 =5 om (%) TE 55 AL A0 BRA o RGN % e £ 20 S0
21 YAP  Wntl \Wnt3a ., B-catenin [ %35 7K, 43T YAP 335 55 185 e 98 9 LR AiF &% Wntl . Wnt3a
B-catenin & 35 1Y G & | il 17 105 6 98 R0 3 100 TG 20 B A A7 0 RN AR AR L L A0 BT YAP 263k 5 A A7 LS
HKXR, GRS YAP 515 % K mRNA %k K F1 5 TS 4140, 294 Gt X
(P<0.05) ; eI YAP & 365K B E R 3020 2% T3-T4 3 Ik UV 6 R 1Y LL il T YAP (IR s 53, i
421 Wntl \Wnt3a , B-catenin [ mRNA ik 7K & T YAP A& R B, B 2 H ) BEUCHE R
AR T BB ATERIACT s YAP LRIA B, ZEFARITFE X (P<0.05). it i
YAP 3k K105 Wit/ B-catenin 18 B0 Ko BRI R A A7 ] 46 84 0% .

[REIA] WM ; Yes A ; Wnt/B-catenin il 5 FUS

The relationship of Yes associated protein expression and Wnt/3-catenin pathway in blad-
der cancer and its clinicopathological significance

LI Jianjun, YU Changli*

(Department of Urology, Jiangxia District Hospital of Traditional Chinese Medicine, Wuhan, Hubei, China,
430200)

[ABSTRACT] Objective To study the relationship of Yes associated protein (YAP) expression and
Wnt/-catenin pathway in bladder cancer and its clinicopathological significance. Methods The patients with
bladder cancer who underwent surgical resection in Jiangxia District Hospital of Traditional Chinese Medicine
from January 2017 to December 2018 were selected as the research objects (n=108). The expression of YAP,
Wntl, Wnt3a, B3-catenin in bladder cancer tissues and adjacent tissues were detected. The relationship between
YAP and pathological features, Wntl, Wnt3a, [3-catenin expression was analyzed. The progression free
survival and overall survival of bladder cancer were followed-up and the relationship between YAP expression
and survival prognosis was analyzed. Results The high expression rate and mRNA expression level of YAP
in bladder cancer tissues were higher than those in adjacent tissues (P<0.05). In patients with high YAP
expression in bladder cancer, the proportion of pathological grading Ill , T3-T4 stage and lymph node metastasis
were higher than those in patients with low YAP expression, mRNA expression of Wntl, Wnt3a, [3-catenin
were higher than those of patients with low YAP expression, the cumulative progression free survival and
cumulative overall survival rate during follow-up were lower than those in patients with low YAP expression
(P<0.05). Conclusion Increased expression of YAP in bladder cancer is associated with activation of Wnt/
[B-catenin pathway, pathological progression, and shortened survival time.

[KEY WORDS] Bladder cancer; Yes associated protein; Wnt/B-catenin pathway ; Prognosis
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Figure 1 Immunohistochemical staining of YAP in bladder
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x1 BHEALAREFHAR YAPRIEKFHLE
[n(%), (x+s)]
Table 1 Comparison of YAP expression level in bladder
cancer tissues and adjacent tissues [n(%), (x+s) ]
HIURIR n YAP &A% YAP mRNA £ kK

Bt algl 108 76(70.37) 2.42+0.45

g A 108 36(33.33) 1.00£0.21
VAR 29.670 29.717
P 0.000 0.000

R2 BEBUE YAPRRIZSERIEBE G KRBERFIER
Bt [n(%), (xxs) ]
Table 2 Comparison of clinicopathological features between

low expression and high expression of YAP in bladder cancer

[n(%),(x+s) ]

e A I B4 i YAP & £k 72l Py
(S 3Rk

5 % 56(71.79)  22(28.21) 0.273 0.601
& 20(66.67)  10(33.33)

AR <60 % 34(73.91)  12(26.09) 0.482 0.487
=60 %/ 42(67.74)  20(32.26)

JEL [~0 24(55.81)  19(44.19) 7.261 0.007
1 52(80.00)  13(20.00)

T 400 T1~T2 26(59.09)  18(40.91) 4.531 0.033
T3~T4  50(78.13%) 14(21.88)

e S 39(61.90)  24(38.10) 5.197 0.023
b 37(82.22) 8(17.78)

2.3 YAP LKL w35 19 % bt 6 240 21 b Winy/
B-catenin i A9 L %5

YAP 55 3 35 (1 155 e 6 240 2L b Wnel | Winit3a
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e, 22 A GETF 8 L (P<0.05) . WK 3,

R3 YAPRRIZSBRAKBEEAL D Wil \Wni3a,
B-catenin mRNA FiLKFEHILLE (v +s)
Table 3 Comparison of mRNA expression of Wntl , Wnt3a,
B-catenin between low expression and high expression of

YAP in bladder cancer tissues (x+s)

YAP HEHH£IA n Wntl Wnt3a [-catenin
ik 32 1.67+0.31  1.58+0.34  1.52+0.30
(oS 76 2.09+£0.32 2112039  2.18+0.41

tHE 6.285 6.688 8.218
PH 0.000 0.000 0.000
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Figure 2 K-M curve of progression free and overall survival
in patients with low YAP expression and high expression of

bladder cancer
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5 (P<0.05), EMEEAAY7 5 18 14 H RBC . Hb & HCT /K V- B 5 T A A4, 2 58 G145 L
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0.05). Z5it  THALIE B TR BURI R A S5 S AR P B Oy X, IR R I2 TR R, WA S0 D
RBC .Hb il HCT i 2k .
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Application of exploratory laparotomy combined with intraoperative enteroscopy in diag-
nosis and treatment of gastrointestinal bleeding and changes of RBC, Hb and HCT

WU Tianshan, YANG Jie, MA Hongfei, GUO Fei*

(Emergency Trauma Surgery, Xinjiang Medical University, the First Affiliated Hospital, Urumchi, Xinjiang,
China, 830054.)

[ABSTRACT] Objective To explore the application of laparotomy combined with intraoperative
enteroscopy in the diagnosis and treatment of gastrointestinal bleeding and the changes of RBC, Hb and HCT.
Methods From February 2019 to April 2021, 89 patients with gastrointestinal bleeding admitted to the
Trauma Emergency Center of the First Affiliated Hospital of Xinjiang Medical University were selected as the
research objects. In the same period, 30 patients with gastrointestinal bleeding who underwent routine
colonoscopy were selected as the control group. The differences in surgical conditions and curative effects
between the two groups were compared, and the changes of RBC, Hb and HCT before and after treatment were
analyzed. Results The total effective rate (94.38% ) in the observation group was significantly higher than that
in the control group (50.0% ), and the difference was statistically significant (P<0.05). Before treatment, there
was no significant difference in the changes of RBC, Hb and HCT levels between the two groups (P>0.05). The
levels of RBC, Hb and HCT at 1 week and 1 month after treatment were significantly higher than those before
treatment (P<0.05) , but the levels of RBC, Hb and HCT in the observation group were significantly higher
than those in the control group at 1 week and 1 month after treatment , the difference was statistically significant
(P<0.05). The levels of RBC, Hb and HCT in patients with moderate and severe bleeding were significantly

lower than those in patients with mild bleeding, and the difference was statistically significant (P<0.05).
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Conclusion

Patients with gastrointestinal hemorrhage can adopt laparotomy combined with intraoperative

colonoscopy. The clinical diagnosis and treatment rate is relatively high, which can effectively reduce the loss of

RBC, Hb and HCT.

[KEY WORDS] Laparotomy; Intraoperative colonoscopy; Gastrointestinal bleeding; RBC; Hb; HCT
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Expression and significance of FIB, ALP and microcirculation indexes in elderly patients
with hip fracture

CUI Yang, XUE Hui, LI Xingyao, MA Guoju*

(Department of Orthopedics, Baoding Second Central Hospital, Baoding, Hebei, China, 072750)

[ABSTRACT] Objective To investigate the expression and significance of fibrinogen (FIB) , alka-
line phosphatase (ALP) and microcirculation in elderly patients with hip fracture. Methods Second Central
Hospital of Baoding city, Hebei Province 118 elderly patients undergoing hip fracture surgery were divided in-
to groups according to whether postoperative healing was delayed, 20 cases in the delayed group and 98 cases
in the normal group. The FIB, ALP, and microcirculation index levels of the two groups were compared, and
the FIB, ALP and microcirculation index levels were analyzed. Correlation and the relationship between FIB ,
ALP, microcirculation indexes and delayed union of elderly hip fractures after surgery, ROC curve was
drawn, and the value of FIB and ALP combined microcirculation indexes in the detection of delayed union of
elderly hip fractures after surgery was evaluated. Results The FIB, plasma viscosity, erythrocyte aggregation
index, and erythrocyte rigidity index of the delayed group were higher than those of the normal group, and the
ALP level was lower than that of the normal group (P<0.05) ; In elderly patients with delayed healing after hip
fracture surgery, FIB was positively correlated with microcirculation indexes, plasma viscosity, erythrocyte
aggregation index, and erythrocyte stiffness index, and ALP was negatively correlated with plasma viscosity ,
erythrocyte aggregation index, and erythrocyte stiffness index (P<0.05) ; Logistic regression analysis showed
that FIB, ALP, plasma viscosity, erythrocyte aggregation index, and erythrocyte stiffness index were the in-

fluencing factors of postoperative delayed healing in elderly patients with hip fracture (P<0.05). The receiver oper-
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ating (ROC) curve was drawn and evaluated The predictive value of FIB, ALP, and microcirculation index levels

for the delayed healing of elderly hip fractures after surgery. It is found that the combined prediction area under the

curve of each index is the largest, and it is greater than 0.9, which has good predictive power. Conclusion Con-

clusion Abnormal blood rheology and bone metabolism are the internal causes of delayed healing of elderly hip

fractures after surgery, Clinically, the detection of FIB, ALP and microcirculation indicators can predict delayed

healing after surgery, and actively take reasonable treatment measures, which will help improve the prognosis.

[KEY WORDS]
blood cell rigidity index
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FFGEi2E 50 SPSS 21.0 AbFREHE , 3%kt
P ()3, 20 10] LU AR ST FEAR £ 62500 5 T H4R7%
BHH (%) 3R ¢ K R Logistic 22 4 2 [0 45
RU53 AT FIB \ALP R M8 05 5 & RS g IR S
FEIR AL 56 £ 3 K Pearson A4 43 4 FIB . ALP
LG IATE AR AT B A DG s 1 3208 TAEFRIE
ith 2k (ROC) 15 3| il £ 11 FL (AUC) , £ % FIB #1l
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2.1 4] FIB \ALP fHIEAFE bR K - HL R
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X1 TIHFIB.ALP.HEMRIEFRATFLLE: (v +s)

Table 1 Comparison of FIB, ALP and microcirculation indexes between the two groups (x +s)

2H %1 n FIB (g/L) ALP(U/L) IM2E 5 (mPals ) TR AR FR AL 2T 2 i M P4 2
FIEIR 21 20 3.27+1.04 232.64+50.12 1.84+0.58 5.27+1.74 7.26+1.25
IEWA 98 2.12+0.65 325.87+76.37 1.21+0.40 3.01+0.92 5.31+0.78

tHE 6.435 5.225 5.908 8.395 9.088

PiA <0.001 <0.001 <0.001 <0.001 <0.001

2.2 FIB.ALP 57{1E 48 bRk B AH AR

BAEHR B PR 5 IR A B FIB 5 UE
RFE bR ISR 0 B L 21 240 i 2R A i kL 20 2 e M
BRI LR, ALP 51 3¢ 26 5 | 41 40 o 58
A5 F6 B L0 40 B WM i B S A OC OC R (P<
0.05), %2,

2 FIB.ALP 5B fE#RK F B4 K 1%
Table 2 Correlation between FIB, ALP and

microcirculation index level

FIB ALP
i 5
rfi P{H r g P
iR %0 0.592 <0.001 -0.574 <0.001
M RAETREL  0.607 <0.001 -0.603 <0.001
LA EC 0.614 <0.001 -0.592 <0.001

2.3 FIB.ALP f{ff ¥ 6 Ar K V- 5 2 AR50 5 3
A5 HER A5 & R B9 Logistic [F1H 4347

DAARIFFE 9 A A0 B P R AR IR
A NS B (RAE . 5=0,J2=1), 1% 1 F FIB,
ALP | Il 3% 76 B | 21 40 i 58 S5 46 55 . 20 40 i W 4
BOoh A A8, E4T Logistic 101154381, 5% FH #iy A 8]
A9 A\ S50, 45 9 57K FIB L ALP . Il 3¢ B BE 2140
L 3R AL Bk 20 200 G D A RO S A T AR
H ARG HER A A 2 R 2 (P<0.05) . WL 3,
2.4 FIB.ALP . (7 ¥ 48 45 K VX 2 AF 5B 4
AR5 IR A i T AN (E

#4 ROC i £8 , P4 FIB . ALP | 1 #145 #1
KX 2 AT B - T AR S5 A R A A T AN
KINAFEARIE ST AUC ik, H>0.9, B4 BT
AL HE (P<0.05), W4, K1,

&3 FIB.ALP.RIEMEIRK TS ZEMABFMARFE
IREIA X & B Logistic BJF 44
Table 3 logistic regression analysis of the relationship
between FIB, ALP, microcirculation and delayed healing of

hip fracture in elderly patients

H# Bfi S.E. {4 \)’;g ORMH 95%CI Pl
FIB 1.753  0.314 31.163 5.771 4.125~8.074 <0.05
ALP —0.657 0.174 14.260 0.518 0.394~0.682 <0.05

3% 1.740  0.384 20.540 5.699 3.981~8.159 <0.05
TR AESEEL 1706 0.362 22.221 5.509 4.025~7.541 <0.05
LTANERIPEFE S 1,720 0.314 30.018 5.586 3.874~8.056 <0.05

WA . FIB L ALP I 2% 26 5 21 40 it 38 45 48 50 . 21 41 Jif W 4: 45
B DS HECR B <P %5=1, = V34 5=2,

100 F ;
| —ALP

80 | FIB
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Figure 1 predicts ROC curve
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Table 4 the predictive value of FIB, ALP and microcirculation index levels on delayed healing of hip fracture in elderly patients

EiEan AUC 95%CI Z14 W HUSRE (%) FRRRE (%) PiA

FIB 0.827 0.746~0.890 4.695 >2.91 g/L 75.00 94.90 <0.001

ALP 0.826 0.745~0.890 7.155 <291.5 U/L 85.00 7347 <0.001

I3 7k 0.807 0.724~0.874 5.355 >1.62 mPa/s 65.00 84.69 <0.001

212 i IR AR AR AL 0.859 0.783~0.916 5.697 >4.32 70.00 94.90 <0.001
2T 241 B WP A 0.738 0.649~0.815 3.339 >6.75 60.00 88.78 <0.001

A T 0.938 0.878~0.974 12.335 90.00 90.82 <0.001
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CK19.CRP. ALB f5il%} 85 B g A NG )7 S0 11
B &gl

AR Eoh RLH ek

[(¥§ ZE] BM WH5EMEMA 19(CK19) .C-R M FE 1 (CRP) | 18 1 (AIb) A X 45 AR5 97
OB RTEAE A, AiE YR 2018 4F 3 & 2020 4F 3 A i HREE R IR AL 5T 40 35 B R A 1
112 P20 R S T AR TEAS 12 0 45 B R i BB AR X 4 o FeBA 7 i a RO A7 8 AN IR 1) s
) CK19 .CRP . ALB 7K, %] ROC #h £k 434t CK19 . CRP , ALB 6 i %+ 45 W 9 A S5 s &) T 4 4
&R JARITE BN CK19 . CRP \ALB /K FE0RIT R NI, 25 B ST L (P<0.05) . YT A
CR 57 f4] \PR 33 f4i] .SD 13 | \PD 9 #§i], 145 5% N 80.36% . CR+PR 4 CK19,CRP /KX T SD+PD
4, ALB 7K 5 F SD+PD 4, Z 73 A G228 L (P<0.05) . BTSSR , AEA7 A 88 41 (78.57%) .
HEAF CK19 . CRP X TAUT 4, ALB & TAUT -4, 2 5 B A Gt it 5 L (P<0.05) . ROC MIZ5 #7454 ik
7 ,CK19 .CRP \ALB = 35 ¢ A e il FU 0 25 1 iz 98 AR5 A7 ] B U5 19 R i ZE i AL (AUC) 2y 0.807 L Uk
FEH 0.917 455 0.925, ¥ F R — I (P<0.05) ., 538 CK19.CRP.ALB B4 1 I 615 v 1 Hb 15
48 B 8 B AR5 AT Y7 RS PPAl ER 3 S (AT .

[X#i7] Z5EM%; CK19; CRP; ALB; RJ510I7

Evaluation value of CK19, CRP and ALB detection in postoperative efficacy and progno-
sis of colorectal cancer

ZHAO He*, WANG Chong, ZHANG Wenjing, LU Xiaohua

(Department of Colorectal Oncology, Beijing Shijitan Hospital, Capital Medical University, Beijing, China,
100038)

[ABSTRACT] Objective To study the evaluation value of cytokeratinl9 (CK19), C-reactive protein
(CRP) and albumin (ALB) in the postoperative curative effect and prognosis of colorectal cancer. Methods
112 patients who were diagnosed with colorectal cancer by clinical and surgical biopsy admitted to Beijing
Shijitan Hospital, Capital Medical University from March 2018 to March 2020 were selected as the research
objects. The levels of CK19, CRP, and ALB of patients before and after treatment and with different curative
effects and different prognosis were compared, and the ROC was drawn to analyze the predictive value of
CK19, CRP and ALB detection on the prognosis of postoperative colorectal cancer patients with chemotherapy.
Results  After treatment, the levels of CK19, CRP, and ALB in patients were decreased compared with those
before treatment, and the difference was statistically significant (P<0.05). After treatment, 57 cases were CR,
33 cases PR, 13 cases SD, and 9 cases were PD. The total curative effect was 80.36% . The CK19 and CRP
levels in the CR+PR group were significantly lower than those in the SD+PD group, the difference was
statistically significant (P<0.05). After the follow-up, 88 patients survived (78.57% ). CK19 and CRP in the
survival group were lower than those in the death group, and the ALB level was higher than that in the death
group. The difference was statistically significant (<0.05). The ROC curve analysis results show that the area
of the lower curve (AUC), sensitivity, and specificity of the combined detection of CK19, CRP, and ALB in
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predicting the prognosis of patients with colorectal cancer after chemotherapy were 0.807, 0.917, 0.925,

respectively, which were higher than those of a single detection (P<0.05). Conclusion

The combined

detection of CK19, CRP and ALB can accurately predict the efficacy of postoperative chemotherapy and

evaluate the prognosis of patients with colorectal cancer, and it is worthy of clinical application.
[KEY WORDS] Colorectal cancer; CK19; CRP; ALB; Postoperative chemotherapy

48 T g g e A ST PR o S R AR
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AR 45 B R O R R W Y e XA
JE A A 4 4 il ™ T U R T G W 4 B
R UL, SNREF R e IARA , T AR S 45
B AT I RIEIT  IE R B A TR
SR I AR L 38 2 I 7 PR s s 4 K S A G
SR EAT £ IR T RO B TS R B B 5T
TN, 20 A B L DR AR A R T AR R R T
HEAEH , fi 5 F1 19 (cytokeratinl19, CK19 ) J&—Fh
KL B 1 v 3k 8 b, A1 8 I A 40 i B A 4%
W CK19 mRNA [ 7E I, B b il Jed 58 3 4k 9 1)
CK19 2 = Rk K WRA SCHRIESE , 25 B
J6i BB B BY C- 2 ] 25 1 (C-reactive protein,, CRP) 7K
ST T I (Albumin, Alb ) 32 88 52 0 H P 55
L AR SC T EAMFSY CK19 B4 CRP ., ALB #6
Xt 45 L e AR e AR 7 A5OR TUE PEA H ) N A
1B, BHGEI T .

1 ABSHE

1.1 — ek
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1.2.3 CK19.CRP.ALB il J5 %

AR RAE RN , REH RSB
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10 cm, 23 B M3 , B —20°CARFE o SR FHEGIE fo i 1
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2 #HR

2.1 HFIBITHIG CK19 .CRPALB /K- HL#
IRIT I , B 1Y CK19 . CRP, ALB /K- 453h
SPHT TR, 2 A ST L(P<0.05), WK1,
*1 HBERITHIIG CKI9.CRP.ALB /KFLEE (v+s)
Table 1 Comparison of CK19, CRP and ALB levels of

patients before and after treatment (x+s)

Fisf [ n CK19(U/L) CRP(mg/L) ALB(g/L)

FE il 112 5.26+1.33 19.48+4.84  43.25%5.15

BT A 112 3.161.06° 13.26+4.87°  29.78%5.18"
1 13.067 9.587 19.515
PiE <0.001 <0.001 <0.001

: SIRITHTA ., *P<0.05,

2.2 A[FEYFREH CK19 .CRP . ALB /K- Hh#%

1RY7 )5 CR57 9] \PR33 4] .SD13 i .\PDO ], &
%%k %k 80.36% ., CR+PR 41 % i CK19.CRP
JKFHH AR T SD+PD 4H , ALB /KF- B i = T SD+
PD 4, =5 A G158 L (P<0.05), W32,

®2 AEFTREE CKI9.CRP.ALB KFLLE (x+5)
Table 2 Comparison of CK19, CRP and ALB levels in

patients with different curative effects (x+s)

415 n  CKI9(UL) CRP(mg/L)  ALB(g/L)

CR+PR 90 2.59+1.11 12.11£3.21 30.45+3.27

SD+PD 22 5.49+1.26 17.96+2.65 27.04+2.64
1 10.694 7.907 4.538
PiE <0.001 <0.001 <0.001

2.3 AT B IRYT I CK19 .CRP.ALB /K-
FhAs

Bl U5 45 R fS, A A R 88 B, AR R
78.57% ., AR HF CK19 .CRP /K VB A% T-4E
240, ALB /K P 3 TAE T4, 2 F A Zit
X (P<0.05), W3,

%3 AEWGEEHETE CKI9.CRPALB KELLE (x+s)
Table 3 Comparison of CK19, CRP and ALB levels in

patients with different prognosis after treatment (x +s)

21571 n CK19(U/L)  CRP(mg/L) ALB(g/L)
HETRA 88 2.45+1.23 12.13+3.55 31.02+5.26
T4 24 5.76+1.89 17.40£3.79 25.23+4.63
tHH 10.310 6.354 4.945
PiE <0.001 0.001 <0.001

2.4 CKI19,CRP ., ALB S A5 ) Kz 156 45 A6 I %o} &5
IR AR G AT B TS 1) T A A

ROC £ 5 #7454 2.7~ , CK19 .CRP \ALB —
FIA R TN ZE A G AT B TR B Rl

28 AL (AUC) N 0.807 AHURRE M 0.917 F5 57 K
0.925, ¥ & T4 (P<0.05) . W34 K1,

&4 CKI19.CRP.ALB 5346 M 5 BX & 46 MU X 45 B W7 788
REHTT BE R BN MHE
Table 4 The predictive value of CK19, CRP, ALB single
detection and combined detection on the prognosis of patients
with colorectal cancer after chemotherapy

%%

AL TR PR Cut-off {H HUBE F5 57 % AUC  95%CI sk PiE

CK19 2512 0.898 0.886 0.796 0.687~0.905 0.784.<0.001
CRP 24.65 0.791 0.835 0.6450.515~0.775 0.626<0.001
ALB 23.14  0.846 0.825 0.656 0.521~0.792 0.671<0.001

CK19+
24.89 0917 0.925 0.8070.704~0.911 0.842<0.001
CRP+ALB
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ALB
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145t

B 1 CKI9.CRP.ALB EX&#ailixt & B AR ST
B E T T 18 i 2
Figure 1 The prognostic value curve of combined detection
of CK19, CRP, and ALB on the prognosis of postoperative

colorectal cancer patients undergoing chemotherapy
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IfiLi APN . visfatin #11 Haptoglobin 5 PCOS .44 IR $7
B e R SRR 3 5
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[# ZE] B WFILIEIREER (APN) (AR R (visfatin) (255 BRI A (Hp) KV 5 2 ® P HLL5 5
fIE(PCOS) i & Z AP (IR F8 B IR IR L. F7ik 3EHE 2018 4F 2 H % 2021 4 3 A p AT i B2
BEi2 34 1Y 102 i) PCOS B3, 43 J9 B JPE 2 ( BMI=23 kg/m?, 47 51l ) F1E AL i 28 JE N JRE 40 ( BMI<23 kg/m?,
55 14i]) \IR 41 (HOMA-IR=2.69, 52 f§i] ) Fldl: IR 21 (HOMA-IR<2.69, 50 14| ) , % 143 [ ) et B 5 2% 96 il 4
o X BB A A W) N BF I3 APN | visfatin  Hp /K-, 3 = 5 IR $8500C R O IR (09 T AR (i
%8 FPG. AL 2 (LH) . visfatin . Hp .HOMA-IR . 25 Jif J3 /% 25 (FINS ) . LH/5P 0 #2825 (FSH) R T
AR (BMI) K- JIE B2 > 0 P 2H > X BRZH , APN 7K - & I JhE 20 <3 0 bk 4 < B2, 2% T 00 Sii 2
H X (P<0.05). Ifi{ APN /K75 HOMA-IR 2 £ AH ¢ (P<0.05) , visfatin . Hp 7K -5 HOMA-IR 5t iEAH ¢
(P<0.05). IR 41 H3# BMI.FPG LH visfatin . Hp .HOMA-IR il FINS /K- i 3 %5 T4) IR 4, APN /K F-
BEMRTIEIR 4, 22 S WAH S T% 5 X (P<0.05), BMI,APN . visfatin, Hp 3 5% & PCOS ## IR k=
B FERSE I K (P<0.05) o IiL{E APN . visfatin ,\Hp = B4 9 #28 F i FL (AUC) i DL K e 5 B 35 v 12—
FEFRFIIN (P<0.05), 451 PCOS HFHHIELE ML T APN | visfatin , Haptoglobin 7K - 5 3 254k , =45 Al
fieZ 5 PCOS B IR 1 LA & R A il i LR v T An B IR 19 &2k .

[k#i7] HEEKE; visfatin; Haptoglobin; 24P L5 GAE ; B & ZAKHT

Relationship between serum APN, visfatin and haptoglobin and IR index in patients with
PCOS and their clinical significance

WANG Xuebo*, WANG Aibing, SUN Hui, YANG Jianmin, YANG Ran, LI Yingxia, GUO Aigqin, NIU Dong
(Department of Gynecology, Nanyang Central Hospital, Nanyang, Henan, China, 473000)

[ABSTRACT] Objective To study the clinical significance of serum adiponectin (APN) , visfatin
(visfatin) , haptoglobin (Hp) and insulin resistance (IR) index in patients with polycystic ovary syndrome
(PCOS). Methods 102 patients with PCOS diagnosed and treated in Nanyang Central Hospital between
February 2018 and March 2021 were selected. They were divided into the obesity group and the non-obesity
group, the IR group and the non-IR group. Meanwhile, 96 healthy volunteers were selected as the control
group. The levels of serum APN, visfatin and Hp in different groups were detected. The correlation between the
three indicators and IR index, and their predictive value for IR were analyzed. Results The levels of fasting
plasma glucose (FPG), luteinizing hormone (LH) , visfatin, Hp, HOMA-IR, fasting insulin (FINS), LH/
follicle - stimulating hormone (FSH) and body mass index (BMI) decreased in sequence, while APN level
increased in sequence from the obesity group, the non-obesity group to the control group, with statistically
significant differences among the groups (P<0.05). Serum APN level was negatively correlated with HOMA-IR
(P<0.05), while the levels of visfatin and Hp were positively correlated with it (P<0.05). The levels of BMI,
FPG, LH, visfatin, Hp, HOMA-IR and FINS in the IR group were significantly higher than those in the non-IR

group, while APN level was significantly lower than that in the non-IR group, with statistically significant
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differences (P<0.05). BMI, APN, visfatin and Hp were risk factors of IR in patients with PCOS (P<0.05). The

area under the curve (AUC) value and specificity of serum APN combined with visfatin and Hp were higher

than that of single indicator (P<0.05). Conclusion There are abnormal changes in serum APN, visfatin, and

Haptoglobin levels in PCOS patients. These three may be involved in the occurrence and development of IR in

PCOS patients. It is expected that the above serum indicators can predict the occurrence of IR.

[KEY WORDS]
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fH; DL P<0.05 h 2R AH G248 L.

2 HFR

2.1 PCOS 45 5 X A i R A5 b5 L3

FPG ., LH . visfatin, Hp. HOMA-IR . FINS , LH/
FSH 1 BMI 7K« B B 2H > F AT JBE 41 > X B 4
BAPN 7K F-: JE R <JEAEREAL <X BRA, 22 39 A
Giiterm L (P<0.05), WK1,
2.2 iy APN, visfatin . Hp 7K *f- 5 HOMA-IR #H
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F1 PCOS BESWRAIGKIEIRILE (x=s)
Table 1 Comparison of clinical indicators between patients

with PCOS and the control group (x+s)

®3 JHPCOS BE RKKEAMERSH
Table 3 Factors leading to IR in patients with PCOS

st B{H  SE{H waldyfi OR{H

95%CI P1H

I X iR ZH AEREAL EARREAL
i (n=06)  (n=47)  (n=55) [0 P
AEIS (%) 26.28+3.81 27.1524.03 26.53£3.20 0.861 0.424

BMI(kg/m®) 24.162.32 26.82+3.62" 24.95£2.11" 16.090 <0.001
FPG(mmol/L) 5.03+0.43 5.61+0.58" 5.33+0.62" 20.098 <0.001
LH/FSH 0.92+0.24  1.95+0.65° 2.31+0.76" 134.508<0.001
LH(mIU/mL) 5.68+1.51 14.64+5.31° 12.84+4.45" 122.257<0.001
E2(pg/L)  60.45£8.54 56.28+10.43 58.02+12.93 2.760 0.066
APN(pg/L) 13.1244.62 8.92+3.25" 11.51+3.72" 16.705 <0.001
visfatin (ng/mL) 14.51+3.85 18.55%3.58" 16.1624.02" 17.633 <0.001
Hp(mg/mL) 1.32£0.27 1.79+0.29" 1.42+0.36" 38.840 <0.001
HOMA-IR  1.54+0.52 3.40+1.02° 2.10+0.92® 89.333 <0.001
FINS(pU/mL) 7.24+2.12 13.65£5.26" 8.87+2.87" 59.354 <0.001

S MR LA, 'P<0.05 5 5 AR RELH L5, "P<0.05 .,
2.3 [ IR H MR I R A8 A LA
PILH R EARRS LH/FSH E2 /K- IS
(P>0.05) , IR # # % BMI, FPG. LH, visfatin., Hp.
HOMA-IR FI FINS /K- 8 275 T IR 4, APN /K F
WEMRTIEIRA, 7650 78 X (P<0.05), W2,
*2 AREIREREBEIGKIEIRLE (x2s)

Table 2 Comparison of clinical indicators between patients

with and without IR (x+s)
b IR41(n=52) FEIR4YI(n=50) +fH PMA

(L) 27.063.84 26.56%3.41 0.694  0.489
BMI (kg/m®) 26.49+3.28 24.12+3.39 3.589  0.001
FPG(mmol/L)  5.670.62 5.24+0.58 3.614  0.001
LH/FSH 2.22+0.69 2.06+0.74 1.130  0.261
LH(mIU/mL)  14.88+5.49 12.41+4.18 2549 0.012
E2(pg/L) 56.13+10.38  58.35x13.24  0.944  0.347
APN(pg/L) 8.62+3.18 12.08+3.84 4964  <0.001
visfatin(ng/mL)  19.29+3.35 15.15+4.31 5.428  <0.001
Hp(mg/mL) 1.75+0.31 1.43+0.35 4.829  <0.001
HOMA-IR 3.57+1.26 1.87+0.67 8.459  <0.001
FINS (wU/mL)  14.17+5.26 7.85+2.34 7.786  <0.001

2.4 PCOS H# IR KUK i 4 & 0Bt

LA PCOS & # & 1 &A4E IR S A8 &, DU |
BMI . APN . visfatin . Hp % #§ #5 0y H 22 & , #F 17
Logistic [7] 5 7041 , 2% S & 75 BMI, APN , visfatin ,
Hp #2015 & PCOS 3 IR &AM falks [N & (P<
0.05), W33,

APN  1.649 0.550  8.989 5.202
visfatin  1.592 0.446 12.741 4914
Hp 1.663 0482 11.904 5.275
BMI 1.395 0.612  5.192 4.035

1.770-15.287  0.003
2.050-11.777 <0.001
2.051-13.568  0.001
1.216-13.390  0.023

2.5 [filj& APN . visfatin , Hp 7K F- %} PCOS f# # IR
DAL B L A {1

ROC 4k & 71k, 24 APN<7.61 wg/L . visfatin>
16.41 ng/mL 5 Hp>1.54 mg/mL i} , PCOS H # IR
I M RS Y386 K5 1MLV APN  visfatin . Hp — & Bk &
2R N AR (AUC) {8 DL S e 5 B 4 g T 20—
BRI (P<0.05) . L% 4 FIE 1,

10 BT
— APN
0.8 - - visfatin
Hp
2 06 — AT
= — 5%
0.4
0.2
il
0 0.2 04 0.6 08 1.0
14551
B 1 Imi& APN,visfatin,Hp 7K Xt PCOS £ IR K&
BT i 2%

Figure 1 The prediction curves of serum APN, visfatin and

Hp levels for IR risk in patients with PCOS
3 it

JE B3 TIn T PCOS & 1Y o R, s gt , B
il 30%~60% 1) PCOS &3 M NEJE L Pk, 7™ B 52 i
BRI L ERYAEEE ™ . 1980 4E Burghen 1 U2
IR 2 5 PCOS Y &4 , i J5 1IE5E IR 5 PCOS % 1)
FHE IR 19 & A= 38 PCOS H AR L K A= 5t 3
AEFEAS ™ . 20T AT i PCOS 3 IR & £E 1Y 1L ¥
PR A S K

[ 2 F9T R L 50% L) | 1 PCOS B 17
IR, T AERE S & AN WA 52 i
FETE IR, R HR 2y H 50.98% , 43 3t [ K F
[ii] B A BF 5% 38 2 7 A B 5 B AR B PCOS B3 1Y

Fz 4 IniEF APN, visfatin, Hp 7K FXF PCOS 223 IR XU #9 T3 iU ) B
Table 4 The predictive value of serum APN, visfatin, and Hp levels for IR risk in patients with PCOS

A AUC FrifEiR 22 95%CI R FRS AWHE P1H
APN 0.730 0.050 0.633~0.827 0.519 0.860 <7.61 png/L <0.001
visfatin 0.733 0.049 0.637~0.830 0.827 0.600 >16.41 ng/mL <0.001
Hp 0.795 0.044 0.708~0.882 0.808 0.680 >1.54 mg/mL <0.001
AT 0.889 0.031 0.828~0.950 0.712 0.920 <0.001
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UAE ¢ &5 M8 13 B2 F W B 1R 97 & CSP HB & 2 1l
B-HCG Kz AMH 1350

IE* [{LA HmP k4

[ ZE] BH BWRTEIIKBHE (UAE) G IS NS IR YT 4R 400 (CSP) 5 220 . A
LB MEAE MR R (B-HCG) MATH i R (AMH) 20, F7ik  $EH 2015 4F 2 A % 2020 455 At
T XA LA BE A 1 91 151 CSP #4343 9t RA 2 42 191 O i W ey ) 5 LB 4 49 19 (T 8
Jok BELUBIT -+ s 45 R e ) o HEE LR T S5 RS 72 h RS R (PCT) i C S0 2K 1 (Hs-CRP) 5 FL# A
AT S A 7d 2200  B-HCG /K-FA5 4k s RATE AR ST 3 4~ H 90 S e [ {2 0Py A= K 343 (FSH) (M B (E2) |
AMH 28R R (LH) |5 R E iR, ZE5R  ARATHALRIEFE bRk i 22 57 41T
R X (P>0.05) , R S5 M2 R IEFR AR /K T Z BT BIBE AL, HWER 4R J5 PCT \Hs-CRP /K FIL T X JR4H , 22
S G L (P<0.05) . RATPIALZEHR B-HCG 7K i 22 F RG24 5 L (P>0.05) , R 5 4] 2
i . B-HCG 7KV 17 B i BEAIR , HOW S AR J5 220 . B-HCG /K- B AR T X5 BRAH , 22 5 A e it 3 L (p<
0.05), AHTEARJE 34~ W40 S0y REHE R FSH.E2 . AMH \LH 522 2 RG22 L (P>0.05) . WEE
BT s e R S sk ) | F 2 S S ) L B-HCG 5 B B ) S 1 0o R4, 22 A G124 3 L (P<0.05) . £5if
UAE B4 8 850 Ei6T7 CSP Al A RIS BRI AL, L S B S D RS M /N, I RS FF AR 1L 55

[X$EiR] T EshIkBEWT; BB e ; BYREDR; 2200 ; B-HCG; AMH

Effect of UAE combined with laparoscopic uterine aspiration on progesterone, 3-HCG
and AMH in CSP patients
WANG Xue*, SHANG Wenjin, HAN Songyun, ZHANG Hong

(Department of Gynecology, Maternal and Child Health Hospital of Tongzhou District, Beijing, China,
101100)

[ABSTRACT] Objective To investigate the effect of uterine artery occlusion (UAE) combined with
laparoscopic uterine aspiration on progesterone, human chorionic gonadotropin (B-HCG) and anti- Miillerian
hormone (AMH) in patients with scar pregnancy (CSP). Methods A total of 91 CSP patients admitted to this
hospital from February 2019 to May 2020 were collected and divided into the control group 42 cases
(laparoscopic uterine suction) and the observation group 49 cases (uterine artery block + laparoscopic uterine
suction). Procalcitonin (PCT) and hypersensitive C-reactive protein (HS-CRP) were compared between the
two groups 72 h before and after surgery. The levels of progesterone and B-HCG were compared 7 days before
and after surgery. Ovarian function [follicle - stimulating growth hormone (FSH) , estradiol (E2), AMH,
luteinizing hormone (LH) ] 3 months before and after surgery were compared. The disease-related recovery time
was compared between the two groups. Results There was no statistically significant difference in the levels of
inflammation indicators between the two groups before operation (P>0.05). The levels of inflammation
indicators in the two groups after operation were lower than before, and the levels of PCT and Hs-CRP in the

observation group were lower than those in the control group. The differences were statistically significant (P<

AR A AR TP EHARAREITAR A (J]2015-21)
A 45 db W 8 K da 4h AR R da A, b 101100
*i@AEVEH : 5, E-mail : shileidagege@126.com
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0.05). There was no significant difference in the levels of progesterone and -HCG between the two groups
before surgery (P>0.05). The levels of progesterone and B-HCG in the two groups were significantly reduced
after surgery, while the levels of progesterone and 3-HCG in the observation group were significantly lower
than those in the control group, the difference was statistically significant (P<0.05). There was no significant
difference in ovarian function indexes FSH, E2, AMH and LH between the two groups before operation and 3
months after operation (P>0.05). The disappearance time of uterine cavity masses, menstrual re-fluid time, and
B-HCG negative time in the observation group were shorter than those in the control group, and the difference
was statistically significant (P<0.05). Conclusion UAE combined with laparoscopic uterine suction in the

treatment of CSP can effectively remove the lesions, and has little effect on the patient’s ovarian function,

which has high clinical value.
[KEY WORDS]
B-HCG; AMH

IR 4T I (Scar pregnancy , CSP) 245 HA i &
77 2R P I IR R IR Y I, TR R
F I L R R A R R I A O
B, E AT R A A . RS WO RIGE
WRRTT Oy ORI I R E SRR E A E eI
KR, BEAE R IR BE R AR e, IR IR 58 T ikt VIR
IRYTTE CSP Lk 2  (HA W5 s S itk
TTEEARIT I WA 80 i S A Ol T S 2
FERE XSG I, X BB TE A AN B2 ™, FE 3lifik
FH T (Uterine artery blockage , UAE) J&7/ 77 FHiE K
I Y FEBEARCTE B, Xl R DD R XU
AR X, FE CSPIRYT g s I L™ . A
Y N IR B R AT EDW T R IR &
BB N 5T 0, FE CSP YR YT A — & By H A
"o ASCE T UAE 3G I8 58 T R IR 7 X
CSP B #2295 B AR M B 3% & (human chori-
onic gonadotrophin, B-HCG) M #i i #1145 & (Anti-
mullerian hormone , AMH ) F¥J 520, FI4RIEAN T .

1 RN

11—k

YEHL 2015 4F 2 J & 2020 4F 5 A AL 508 N X
TSR AEBEUSIA 1 91 191] CSP (25, 43 Jy Xf B 2 42
B O B T WGEr ) 5 B 4l 49 ) (6 sl ik L
Wi+ JEs B N IR ), WL P24 4 % (28.26+2.36)
%300 R (1.3320.68) T ; K BEZH - Y4 1%
(28.35+2.18) %, V- 34 73 W - ¥k (1.3620.44) X, P
H— R L 2= RS B L (P>0.05) , B
B . MARE: OLFE  ORE A .
B-HCG K& 12, 45 & (h e id ™ Rl ) h A ¢
CSPiZWibs "™ s @RI E 7= 348+ 5 N i )

Uterine artery blockage ; Laparoscopic suction ; Scar pregnancy ; Progesterone ;

H AL QIR A58 125 % AN [ & 15 ;@ CSP 43
RIS AL, HEBRARE : DA I BN @l
IRGERHE s @G I A G AL R . A5
2B R AR By s A
1.2 JaIrorik

X HRAH < i P 2238 5 e 75 SR A JR o L L
BE T E M EATIT, IR A i+ EIR R
WOE N R 5 B eI B, Al T e R At
VIR, REREE GV, IR S H 2859 100 mg .

WG AE T AR FBEARBUD M, A7 R BRI,
VA Seldinger i AT S A 7280, e A il i =
AT B N ShIVARAE, DT i s s Ry 1
fiff R B IR ) SEAE O, MR e 53 1
B K H NS 100 mg TEA R XU Sk , B
AT TE , 58 BUE X ZE AL 1k it L, IF ST
B RIS, ARG 2~3 diF TR E TR

A5 W8 YUY, YR ER R DT 3 4>
H L BEVIECER ] 2020 42 8 H 3145,
1.3 il s AH W Y S 56 1
1.3.1  FARHFIE RIAEFR IR LR

ARHG 1 d BeARJE 72 h Al B IR L 3 mL, £
FH AR 4 G 928 J2 BT AR BOBUPE A4 e o0 325 s Y0 o8
%5 Z i (Procalcitonin, PCT) , i 5% fi | ¥ 9141 4=
PIH AR A B> w) 4 2L 5 ol P Tl 10K A 92 2 A O 7
C [ W % H ( High-sensitivity C-reactive protein ,
Hs-CRP) , i & i LIRS #H A 28 ml AL
1.3.2  TARATE 20 . B-HCG /K- L L

TEARF L d BOARJE 7 d G Ik I 5 mL, {if
R 27 G R I 22 B | B-HCG , KX 5 g 27 [
4 H B ML A O AT (ECL2010) , 6 i
A AL L
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1.3.3  FARHIE NI REFE bR LKL

TEART L d ARJE 34 H A &8 kw5 1)
555 d R UK R I, 2R HCRE K 0L 5 mL 5]
il R A VA A DU B S RE o DN BL T RE 4 AR LA
fi2 B ¥ A K i & (Follicle Stimulating Hormone,,
FSH) . #ft % (Estradiol ,E2) . AMH fi¢ # 144 ji 3
(Luteinizing hormone ,LH) .
1.3.4  PHLALZIRAH RS I 8] LR

AR BB O A 2808 LU ) B-HCG #%
FH ]
1.4 ik

K1 SPSS 20.0 etk BEAT S0 #r , i
FERERH (R 25) 3Ron R e 4656 5 LA P<0.05 4 22
SHEAGIHFE N,

2 HR

2.1 P TFARHEG RAEFE bR LA

ARATPH RIEFR IR KT LU 2 7 RS &
S(P>0.05) , A J5 W 41 R AE F8 br 7K - 488 2 i H R
%, HWMELAH A5 PCT  Hs-CRP /KK T % B4,
ZERAEGIFRE L (P<0.05), &R,

x1 WMAFRBEREERLE (vxs)
Table 1 Comparison of inflammation indexes before and
after treatment between the two groups (x +s)

PCT (ng/mL) Hs-CRP(mg/L)
AHif A AH A5
XPRAZL 42 121.25215.94  76.2629.33"  22.16+5.19 12.21+2.31°
WELL 49  123.62+1524 48.25+9.64" 21.94+5.13 8.66+2.14"

1l 0.724 14.023 0.202 7.604

PH 0.470 <0.001 0.839 <0.001

1 5 R AR]T LA, *P<0.05,

2.2 AT ARHETG A . B-HCG /K- LA

ARHT P22 | B-HCG /K- L8 22 R L4 it
227 X (P>0.05) , RJG P44 L B-HCG 7K-~F-H &
FEAK, HOWERZH AR 5 220 L B-HCG /K7 B S AR T X
MR, Z R A G E X (P<0.05), K2,

Al n

2.3 WHFARETIE I I REFE b L3
FARHG 5 P4 P ) BEFE Fr FSH \E2 . AMH |
LH b b 2 S LG 242 L (P>0.05) . L 3,

x3 MAFARBEIMEINEERIRLR (x£5)
Table 3 Comparison of ovarian function indexes before and
after treatment between the two groups (x+s)
BREIMYER H g B-HCG #% ]

45

Hif 1) (d) A i) (d) Hif 1) (d)
X 2 42 27.23+4.16 39.26+4.20 20.15+3.26
WL 49 25.29+4.11 37.19+4.11 16.69+3.31
18 2.232 2.371 5.873
PH 0.028 0.019 <0.001

2.4 PRZE B AH K A2 I ) L A

W2 2H e s P e 3 2 i TR | 3 2 5 i pE]
B-HCG %% BR[04 T XF R4, 2 R A F T2 E X
(P<0.05), W4,

F4 WARKHEXKERBELLE (x+s)
Table 4 Comparison of disease-related recovery time and

complications between the two groups (x +s)

Zf il (nmol/L ) B-HCG(pg/L)
ARHIT AJF N[} AJF
YFIRZ] 42 28.16+6.22 6.52+1.33° 582.64+26.38 122.64+20.64"
WELLH 49 29.25+46.94 5.31+1.16° 580.33+27.54 105.69+20.31°
18 0.783 4.635 0.406 3.393
P 0.435 <0.001 0.685 0.002

SRR, *P<0.05,

iRl

3 it

llfi PRGYT CSP 7 B A6 SR UE £ A A & 2 I
PETF R KEEAB AR . ML TN H 6%
2 YIAE J2E R H OP L P BP0 | 5T P T
H PRI ER S AMH 43 167K S 0] X6 D5 P4 B R 4
JF B PR AR, BFST B, FSHLH \E2 /K- nl {E
SR VA OISt £ D RE RN s e £ PR A R RE D B R
fehrte s FWFFE LB, XA CSP & 2w i iR
i F B ke 2B B IRIT A ARIE 7d

X2 WHEFAREZE.B-HCGKFLLE (v+s)

Table 2 Comparison of changes in levels of progesterone and B-HCG before and after treatment between the two groups (x#s)

1) . FSH(IU/L) E2(pmol/L) AMH (ng/mL) LH(IU/L)

} AT VN A HiI P NE A HT N A Hi P NE
XIEZH 42 7.31%236  7.22+2.49 335.16+14.22 328.51+14.52 3.19+1.24  3.20£1.16 7.55+2.61  7.50+2.18
WEEH 49 7.33x216  7.24%2.15 336.25+14.61 327.95+14.35 3.17+1.44  3.18+1.85 7.53+2.18  7.52+2.55

tH 0.04 0.041 0.359 0.184 0.070 0.060 0.039 0.039

P{H 0.966 0.967 0.720 0.854 0.994 0.951 0.968 0.968

1 5 R AR]T LA, *P<0.05,
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% FSH.E2 . AMH LH ¥/ Ff F [%, 3 > A J5 K
SR AE S s B AR T O AR R B B
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5 B KB A F T 5 U S B R RO B
U, AR AT DU T R b L8 G R 5 457 1) T 4
O, HE— 28 & TIRYT B et X R op i
DIfesgml/ N AT, A F AR S ARG 1 34
H FSH.E2 .AMH .LH It Z 5 K4 it# B X, 5
RBFIT LS BARST , $E R UAE BEA I8 I B2 W B iR
70 £8P S T R R /), 43 B D R R 4 Y AR
MR~ AT A VI BR B IV

ZE AL AT BR Ay B, R AR PR AR B R G
R A R B R R R A IO AT R I FE 2
2 DMERRSE R IR, e e B Y 2 TR B A A
WA ER, TR SRR L 2K ™. B-HCG
5 Za 0 —pE I8 T4 R, EE R IR £ )2 i
O3 TEAEIRZ LIS 22 I ) B-HCG &k =
TEH ZKF, an SR B I N AA AR5 BR 0 S A M 1
T B-HCG /K -2 Hr8e T i, 7 I AR ml 46
D CSP BIRYTF SR . LA oY ow il 8
By ok BEL U AR 56 5 W IR YT CSP AR, AN AT LAY)
bR T B RUR AL AT IR 2L, a8 v] LR BRI E S ™ f5
A A SR o nT RE S DRBRR AL IR R 220, Q15
N LTV I, T 5 A BR CSP YR AL, fiff B-HCG 7K
SRR S B EE T AR Y, RS 4 i
28 | B-HCG ¥4 B I FEAIR , #2078 B B 36 7 5
KA UAE IR YT 30 A 2000 B B8 B kL, T E8 41
ZE 1 . B-HCG FARFR BE T, Al g 5 AR IR
kb BRI ¢, 5 _ IR R A ALY

FARIGIT AT 51 5 R R A 2451403
R 2B e F Rt okt %2 . PCT . Hs-CRP ¥
S LR 9 0E N B A P 5, 1 AT AR LA
M S E KA T AR A B i AR, S 3R
i S INEE 5 Ji5 o5 DO Al - AR A4 88 BE 1 B 23
Yl AR T, WEE 4R JS PCT  Hs-CRP 7K
AT B, SR B BRI E AR N . W
LB T I pe s R B[] L H 2R R ] L B-HCG #%
BF Bsf [i) J T X6 FR 4L, $27% UAE BXA R I B2 IR
7 CSP Il RY Y 50U, il A IS T BR AT R 4120, XHE
R R A B Lo

Zx L ik , UAE K& 1 5 55 B iR Y7 CSP 1]
AR08 Bk, TR 22 TR A B-HCG /K, X i
N EL DI RERZ MR /)N e RV FH (B 5
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CD44 5 CA125 55 -AE G5B PE it R i Gy SB35 A Y
ISR FLPE R &
RiEA R R Ik

[ ZE] BB BEM T (CD4) SHEUIR-125(CA125) 5 B AR5 1 MRS 4 Jk g F 5 AR Iy
MIRIERPELC R, Fik WP 20154F 7 A 2 202045 7 A VT IRAE Un 5 T A S 2 i 1 5 1) 235 A 1 e e 9 e
FEA 120 B WRERAL, VA 120 F (E AR S0 VR A 6T IRAL, X & 1) CDA44 . PBMC RNA #E4 7RG 5 [
Xf THP-1 008535 , 3404k 0 B WEL A, #E4T CRU S8, 438 o MK , FEA7 5 W20 M i k3 s 4G
M CA-125 7K, 58 HME I PBMC H1, ZeK ISR 41 AY CD44 . CD44mRNA 7K 5 3 5 T X R AL, 22 57
AT EE L (P<0.05) o Z56 FF BB CDA4 i A E W4 i )5 , 3 J8JG 13 CRU, 25 B0 1 48 i
(1.12+0.02) F# T X R 22 R G247 L (P<0.05) o A L WEANIERT , WS H 45 F8 b 35 = T X TR 4
ZSA G2 E L(P<0.05) MG, WAL IL-10 Fahrint IR 4, 25 e840 L (P>0.05) , TNF-a /K
3 TR (P<0.05) , LA TNF-a FIHUAG , MEZH CD44 /K- i 25K 1% B 2H (P<0.05) o /Y7 T, Ui
£ CA-125 /K-8 3 5 TR, 252 A Gei 245 L (P<0.05) , CD44 5 CA125 5 A 45 1 A M i 5 Jgk
e BB IR I RAE G RIEMIIC(P<0.05) . 518 45PEIE 2 R 1 CD44 5 CA-125 Rk 51k I &
ikt G2 g AR A AR — 7 5T

[X$EIR] LR MEMBER s IR RIEfE; KRR

Relationship between CD44 and CA125 and inflammatory immunity in elderly patients
with tuberculous pleurisy infection

ZHANG Haiyan'*, FAN Hui*, ZHANG Si', WANG Yonggin’

(1. Department of Infection, Rugao People’s Hospital, Rugao, Jiangsu, China, 226500; 2. Department of
Oncology, Rugao People’s Hospital, Rugao, Jiangsu, China, 226500; 3. Department of Infectious Diseases,
Weifang People’s Hospital, Weifang, Shandong, China, 261041)

[ABSTRACT] Objective To investigate the relationship between CD44 and CA125 and inflammatory
immunity in senile patients with tuberculous pleurisy infection. Methods A total of 120 patients with
tuberculous pleurisy infection in Rugao People’s Hospital of Jiangsu Province from July 2015 to July 2020 were
selected for this study. A total of 120 healthy subjects were selected as the control group CD44 and PBMCRNA
were detected in the patients. At the same time, THP-1 cells were cultured and differentiated into macrophages,
and CFU values were counted. The pleural effusion was isolated and macrophage stimulation test was
performed. CA-125 level was detected. Results In peripheral blood PBMC, the mRNA level of CD44 and
CD44 in the observation group were significantly higher than those in the control group, with statistical
significance (P<0.05). After macrophages were added to CD44 infected with Mycobacterium conjugate, CFU
was calculated after 3 weeks, and there was no statistically significant difference in mycobacterium tuberculosis

load (1.12+0.02) compared with the control group (P<0.05). Before the addition of macrophages, indicators in
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the observation group were significantly higher than those in the control group, the difference was statistically

significant (P<0.05). After the addition of macrophages, IL-10 in the observation group were not statistically
significant (P>0.05), and TNF-a level was significantly higher than that in the control group, P<0.05. After the

addition of TNF-a and antibodies, the level of CD44 in observation group was significantly lower than that in

the control group, P<0.05. Before treatment, the level of CA-125 in the observation group was significantly

higher than that in the control group, the difference was statistically significant (P<0.05). CD44 and CA125

were positively correlated with inflammation and immunity in senile patients with tuberculous pleurisy infection

(P<0.05). Conclusion The expression of CD44 and CA-125 in patients with tuberculous pleurisy is correlated

with the changes of inflammatory immune response in vivo.

[KEY WORDS] Tuberculous pleurisy; Infection; Inflammatory immunity ; Relationship research

SERZAE AR RN 25 A% — R 3802 FR 25 A% ST
AT Ry (BTG Yt , IR FERE it A MR 30
R FEERBRRIEA, o B B E 2 IR
o | A 1 e s RO T O i — o R T M e ZE L0
B IR RZ O TR EEES S — RS
(A AR 25 6 2 R A s 45 LA 38 38 e 2 1 B
W, 3K — S X TR 45 A% . DAMEAROCHORH
KT I 245 A M P s e a2 W B A — o Y R R
B R T A AR e i & I 0L, R )
T AR R R R A LN O I R A2 W 2 R
MO 22 o L T2 A R A2 W Ty ATy TH &
il TR I I DR S B e 5K Y e K ) R, 5 B 43
(Adhesion molecule, CD44) EHURNGEWR ) 255
LI 200 BTG Ak b I S e 0 RS A ) —Fh 2 R
F S T A G N o R FER AR
RSO T ,CD44 H KREREVARSE
RN S SO o Ak B EE T i - 125 (carbohy-
drate antigen , CA125) fiz - Il R A58 & BLAE R
— PP A AR Y, S 5 R A R,
R T — S 118 HE VRS T 2 R B ) Jo
— BRI m K RIS o (R B PIRN ) A B R A
Y JE T , BEAE LR SO 45 A% M I R AR B g R 3 AR TN
AR D RTRE I, (1) e A Ol . SRRGE T

1 ARSI

1.1 — R

PEFE 2015 4F 7 H & 2020 4F 7 Lo A st
N R B B A B 1) 445 A 1 e I ¢ J e JR 3 120 61
gL, Hod 55 65 i, % 55 ], ~F- ¥ 4R34 (65.0+
4.1) % JEFEEH(3.421.7) 4, HeE ) 120
151) ft B A A A R X BR 4, Horp B 63 ), & 57
B, SEHIAER (64.8+3.0) % . i BE R K EY
2B ANE R

IYNBRUE BB IR RPET Y £ Light FRife™
BE BRI IRSE SR, 45 AR AR A 5P
PURRFFBRASHIN AT 7112 5 Ze3sb I DRA T 1 s 2 A, % i
F KA WRERZA S BRPRUE : kiR i AL A
ARRWFFE , AFAE ™ A R G A E ™, ANBEN 52
FEBEZRYT o AMFSE S AE BEZS P A A
1.2 FHiE
1.2.1  ELISA A 55 1) CD44

F 96 FLH 50 mmol/L 2% w175 fi 40 i P
fE R 4C KA, 77 BRAEAR AR AR 5 2171k
UL A 100 L i i B HEF 7RG R, e X B A A
ANJEWEE 2 h, kA5 9 i L RE AR YR IO PBST 1%
Ve, A ¥ R E , R IEATE VR ERAE R A
OPD . {1 , W5 ARAF A B F 490 nm P37 4544 F
HATRLI
1.2.2 A1 I 5 4% 20 B (Peripheral Blood Mono-
nuclear Cell,PBMC ) HF 2 Ht RNA £l

Xof B IV RE AR T AT ARG D, 0 S RNA ¥
JF 5 ik — % cDNA, CD44 5| ¥ ¢ %) 5/
ACAACTGGTGATGGAGACTCATCC-3'
1.2.3 THP-1 40fifa¥5 5% , 3ok b B 40 i

FH 25 ¥ AT B H37Ra " (H: MOI {84 5) Ji& e
THP-1 411, &Y J5 K CD44 (¥ FE 543k 10 ng/
mL) JilA , 58RI PBS ¥ LiE vk 2. R4S AU AE
AL GE R IR B AT I 221597, 3 d i, SDS (MR
280 0.7% ) FEAEA HR A AR B E A T RO TR
JE BRI LB T RS T, ST R %
38, G BRI TS A% AT I 1Y CFU(E ST .
1.2.4  ZIA 2 o7 25 5 MK

HEAT A0 B R R R S . R THP-1 4 35005
S E WA M, R T 6 fLAR, R B 414 B A
0.5 mL g 7K , 3L TNE-a fhFl, 7 24 h J5 % T3k
130y _BIE AT BURAA , I ELISA £ .
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1.2.5 ELISA K illl CA-125 L)} W E48 47
X EEIRIT 1.2.3 H AN, B Rk L 5
mL, A %05 85 M3 5, i ELISA s %6
AR CA-125, HBHMEAE A 35 U/mL P L.
1.2.6 BETERRMK & DL LS5
FREEIRIT 1.2.3 A RN, T LI X Ot R K
A, BT R AR 2 W g O R AR T 4
TR/, B Z R PR
1.3 Guitefabs
K H SPSS 26.0 B4 k47 B dls 434 , 15 7oKL
PA(x£s)2n, P LB ¢ K056, THEC7ORHH n( % )

W& wTX A, 22 R A 515 L (P<0.05) , 1
A TNF-o PRI , WER 4] CD44 7K I IR T
TR, Z R A G #E L (P<0.05), L3k 2,
2.4 EAF S5 K%M MR g8 IR gL BB OE IR T TR
CA-125 7K LA

TBIT R , WL CA-125 /KT & m TXF R4,
ZRAGERE XL (P<0.05) 5 1/Y7 545 ] A 4
(7K, 2= 5 Geit2#m L (P<0.05) . W33,

R3 WAHEE CA-125HIKTF (v+s)
Table 3 Levels of CA-125 (x+s)

it R RIS PR S 2 HAE 3HE
T, R H PR A R R H IR R T ik AL 6.0£25  0.00£0.00  0.00:0.00  0.00£0.00
L P<0.05 £5 2 R G T2eE X, WL 582+8.16 69.15:21.03  40.15£13.23  17.42+4.12

i 10245 36.020 33.020 146.317
2 Z£B PAi 0.001 0.000 0.000 0.000

2.1 W4 CD44 /K1y Fik
Ab T A JE OB A A B b, WS Y
CD44 ,CD44mRNA /K- g & i T XA, 2 7
GiiteFE L (P<0.05), W1,
2.2 CD44 5 F WEFF P& 1Y ¢ RS
ZERAT IR () CD44 WP i A B W40 i )5 , 3
JilJE 1T CFU, HZ5 % AT TR 2 (1.1220.02) FHEL
TR, 2R TG FE L (P>0.05),
2.3 CD44 5 IL-10 . TNF-o R4 G R 71 5% £
TNF-o H AT A I A NG 7K AT, 5 41 4% 35 A

2.5 CD44 5 CA125 5 %4745 k% M i i 4R Jak e £
VR PR 8 SR AE S5 A DG 23 AT

CD44 5 CA125 5 ZAFE 55 8% M i i 98 SR g i
H R P A) RAE g S IEAH 2E (P<0.05) . ILER 4.

R4 CDMUECAIZ EEFERMMIRRBLBEER
B RAE RZHBXES T [(n(%) ]
Table 4 Correlation analysis of CD44 and CA125 with
inflammatory immunity in senile patients with tuberculous

pleurisy infection [1(%) ]
TH Nl r {8 P1H

BEETXEAA, Z 246425 X (P<0.05), CA-125 5] 77(64.2) 0.384 0.003
TNF-c PORIBL AN A NG K5 , WAEAL IL-10 F5 478 Cou it W) om0
N N LN 46(38.3
XFRREH , 22 RG24 L (P>0.05) , TNF-a 7K F-
&1 I3 CD44.CD44mRNA BI7K FfER (x£s)
Table 1 Plasma CD44 and CD44 mRna levels (x +s)
1] CD44.(ng/mL) CD44mRNA (ng/mL )
YRIT I WWIT1THAK 2 & 3HXK YRIT WIT1TAKE 2 &K 3HEK
Xif M 2H 120 0.54£0.42  0.00£0.00  0.00£0.00  0.00£0.00 0.52+0.17 0.00£0.00  0.00£0.00 0.00=0.00
FUE=34| 120 516£0.16  5.90+0.42  4.92+042  3.84x0.42 5.42+0.75 4.90£0.35  2.76x0.17 1.12+0.50
1 15.425 153.884 128.323 100.155 14.234 315.746 177.849 24.538
P 0.001 0.000 0.000 0.000 0.001 0.000 0.000 0.000

F2 WMARREREFKEER (x£s)

Table 2 Levels of inflammatory factors in the two groups (x+s)

1 . CD44.(ng/mL) IL-10(pg/mL) TNF-a(pg/mL)

T A 7K Rip I A MK 5 T A 7K A I AN K 5 Jon A K i A MK 5
popiieE| 120 0.67+0.21° 0.83+0.64 33.49+6.42* 65.14+3.42 42.30+9.152" 66.75+11.47
MEEL 120 8.72+2.14° 12.48+3.45 97.1329.18* 108.42+24.10 188.12+21.03 271.42+30.20

i 4.120 8.427 19.452 10.758 25.752 22.727
Pl 0.008 0.000 0.000 0.000 0.000 0.000

a: SMAMK G A E, P<0.05,
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CD44 1E R HIL AR P AT A 1 PR s 4 R £ 1Y)
T X GRE SN 1) A B AR A A — S AR U
FHM . AR UHFSE T & B, WAL Y CDA44 7K - i
FE T XA, g — 25 1 4P A I CD44mRNA 7K
I A1 S R R K P R 3R X 0] BE R R AR R A
CD44 FER P 1 235 5 FR 3 R 17 22 B0 — 8 110 DR B
P ORI A ST L 3 4 H LSS AR R L s
W EIZAE AT 1 K1 O, ) 1w 45 3] T HIESE . i
CD44 J& 15 5 FE IR A H] /) SOE T e M8 A —
KF AR K I AZE A G i CD44 7K
-8 35 T, A CDA4 7R 12000 1Y & A TR AR — 8
PRESEPE . AT R 2SO IR N T 4t~ A=
K TNF-a, DI Z )R8 00 2 5 AR 4k, i 11155
KICDA4 Fik . SHTINK el — i IR TS5 A%
BT R B RN Y EE AT TR A A5 3] T A R ek
e Halm NI, B A N 5 AT TR T 5 | e B R AE
By S LA 2 T AR ) FEE ], TNF-o0 FH I 7K PR
1%, Fe 2 HOR Y CD44 AR IS0 T, 5256 1
CD44 Kl KPR, 7E F v an S T IA
ZHB ] fE 5 TNF-o 845 P38MAPK AU AT A
— R R R L HLH S S AR
CD44 BT G 7K T R TR ZE B R A RIASE o

CA-125 FEI IR Z 9 R 2 5 g A B3 G
B o (RSETEARBISE T A2 IR 83 1) CA-125
KT A R o B A /K 3 g v, LB AR 2 34>
HIEEXPEIRYT AR AL AE bR i /K- B 5 AL (3
SEAA X R, LB PR ACEAT 38 5 , BRI 28R AE iR
FRN IR ZAFEB R MR IBACOPIRES A h X
PG EEAE T, BREA SRR T R
0, HAC = AN 4 22 | 3 2 K IR 2 4
] S 4. CA125.CDA4 1% F 2 6] 5 Hi i 7K 52 1EAH
5 HEM BRI =030 2 b — 20450 I N 4 i,
325 CA-125 S PTRE M P R 7 Az
FERE G A BB R L T, RIS KT &
BHEWAIRET ,CA-125 SR EHHFY B T8
MRS AR Y, — 5 T S e A0 3
SRR AR S B R, S — R R
PR G155 0 T R, Tt S A M I 48 S E S AR
X Hc 2 , HLIHS S0 3 AR i A7 AE WK R KA B i
PR R 2 — o A SO A N gE b it — 2 &
B, CA-125 X F U EE %M i 1 4 £ 11 R 12 T

5T, J R WK AP T TR S R
H BT o B TS 0T e, shAs W
CA-125 RS B i I S it — e i Bl 5 R
iE 7 R TR LA — 8 7 A AN, DA 25
B UL T CA-125 X T A5 ME R AR (91l R AT
RAEGIEAFAE—RE FI I

ZE LTRSS R R R FR K 1) CD44 Rk
A N 1) 9 0 328 I N7 78 AR A AE — 38 1 G IBG , 485
RGBS RZIBIT T, CDA4 K R A, i
) 98 E S REFE b AL AS B T ks, X rT RE R 45
R AT B 38, 5 UK Y TNE- A 7K S T 55 10 38005
CD44 %35 (H 2 H BRI A5 S P v 75 DF 5 5 1mi
BIAS WL CA-125 5 45 4% 7% Ji 55 48 B4 I IR 363 97 AN
GAE G EAEAE —5E [ I, X F 02 B3 1 I IR
TG A — 2 B, (AT T o — PR R .

e

(1] FEE, kRl , 2R0G, 55 . 23008 b6 A R I X 45 42 P g i
R I2 WM EBEST (7], P E DA R 56 A=k, 2021, 31
(16) :1935-1939.

(2] sRZENE, XU &, Bttt T, 45 . A IR AR 23 CD44 fE i
SER% B AE RN B R IEACE VE R BALRIRESE (7). o e e
R, 2019, 35(2):213-219.

[3] 9k, skizdy, ANk, % . /K ADA 2 ADA [n] T.f§ /£
RN T 2 W (B [T ). 1 R T R A2 i B2
Wi, 2020(2) :11-14.

(4] Hoid, SOHT, H/NID, A5 R RSN A kR 12 W 45 A P g
JER G PRI [T ], KE B 2%, 2019, 34(3) :221-224.

(5]  BrEMg, . PRy, A2 -10 26045 m i ,
i 0V R R 45 A e ) o R vl 1% 2 kI R R L [T .
SR EERBE IR R AR, 2020, 17(4) :139-143.
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RERRCPE R L e e BR R A MAOK P e BuRZ DA
2l ih

%,’EEEI* ;ﬁxfi;l ivﬁfl‘&{l‘z

(8 ZE] BH WU ek 585 (HSP) UL BRI 1 AMAZKE bt du ik A fk . A3k
HEHR 2019 4F 2 H % 2021 4 3 A 753 B R B Be JLINEHE 2167 19 92 Bl HSP LA FFE X4 . Il
W, EIUE R JLEE 41 BN IR, h A 2 S e Bk B 1 (IgA IgG IgM) AMAIK - (C3 .C4) Byiizdiin
By 225, PPA TgA TgA/C3 XF HSP B2 Wi (H. 58RI TgA KF B 38w T AL, 2R A G
X (P<0.05) ; Fi4H TG IgM /K- L5 22 55 R 40T 24 7 L (P>0.05) . P4l C3.C4 LA 22 R g2 X
(P>0.05) ; WELLH TgA/C3 i 38 = X IRAL, 22 34 Ge it 24 L (P<0.05) o WSS P iR BH I % g 25
TR, 22 5 Gt 4 8 L (P<0.05) . ROC 45 #T 87w , IgA (IgA/C3 K P IR 4 X+ HSP (112 W B
H—EME(P<0.05), Z5it HSP LK IgA IgA/C3 855 , PUAL AR K I 5 2 B, H 1gA . IgA/C3
X HSP kA BA — w12 Wi -

[EEIm] b foh: S0 IR 1 5 AMA; PPk

Detection and analysis of immunoglobulin, complement levels and antinuclear antibodies
in children with Henoch-Schonlein purpura

DONG Lei'*, ZANG Lei', WANG Jiaojiao®

(1. The First Department of pediatrics, Funan County People’s Hospital, Funan, Anhui, China, 236300;
2. Laboratory of Funan County People’s Hospital, Funan, Anhui, China, 236300)

[ABSTRACT] Objective To investigate the changes in the levels of immunoglobulin, complement and
antinuclear antibodies in children with Henoch-Schonlein purpura (HSP). Methods A total of 92 children with
HSP who were treated at the Department of Pediatrics of Funan County People’s Hospital from February 2019 to
March 2021 were selected as the research objects. During the same period, 41 healthy children were selected as
the control group. The differences in immunoglobulin (IgA, IgG, IgM) , complement levels (C3, C4) and
antinuclear antibodies were compared between the two groups, and the diagnostic value of IgA and IgA/C3 in
HSP was evaluated. Results The level of IgA in the observation group was significantly higher than that in the
control group (P<0.05). There was no significant difference in the levels of IgG and IgM between the two groups
(P>0.05). There was no significant difference in C3 and C4 between the two groups (P>0.05). The IgA/C3 in the
observation group was significantly higher than that in the control group (P<0.05). The positive rate of antinuclear
antibodies in the observation group was significantly higher than that in the control group (P<0.05). The ROC
curve analysis showed that IgA, IgA/C3 and the combination of the two have a certain value in the diagnosis of
HSP (P<0.05). Conclusion Children with HSP have higher levels of IgA and IgA/C3, and the antinuclear
antibodies are all positive, and IgA and IgA/C3 have certain diagnostic value for the occurrence of HSP.

[KEY WORDS] Henoch-Schonlein purpura; Immunoglobulin; Complement; Antinuclear antibody
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1 B0 PE 22 9% (Henoch-Schonlein purpura, HSP)
JH DA PR, EEA R T ILE KRR R
5o HSP 2SR BT B A0 1 A T 0 1 R
i, S BORK R A S O T R A RAE AN oM, A
— A . T R T e e Ak
T HLIE AN . AR 22 A BRVESR , AR i
LA RRMEER , 2m KIG YT 5 I B D88 L
i R, B A B IR s, g A
-7 AFFREY] HSP WAL SR titef &%
VIR, LA WA AE W] 5 A S5 D e 25 L.
T bk A AR AR PR ARG Lo SR BREE 11 BRMA
TENUAR S e o Bt vh R ¥ YU AR . TR A
BRI 5 N N I B S e  2 i N (ER G
HSP 857, H L& A B B PUIARAAAE 85 7] LI
YUMo 7 A R R E T o AT ST R
I SR R LA ST &, BT e Bk R T
FMATKF R BTAZ PR A, S im PRET X IG 7 it
HEARYE . HoEWT

1 RS

11—k

PEHL 2019 4F 2 H % 2021 4F 3 A7EFLpg B AR
B B )L INRHESZIG ST 19 92 155 S5 vk 229 L BF
FX G, Hrh B a8 ], 2o a4 B, F- A
(8.51%1.58) %, T-[mII , %k Hiefdt e JL 28 41 51 Sy Xof
W2, 55 21 B, e 20 ], SF- Y 4% R (8.26£1.19)
Yo P — B R 2 5 G EE L (P>
0.05) o ABFRLF G RERE .
1.2 A SHERbRE

PABRIE - Q2GRS W, Y75 3 b 22
FHOCIZ Wb E" s Qi AR B2 32 W5 B O R 1R 97 3k
T H FNG YT s @R ERE , BIE R @¥f —
RBEP KB s AR YITE 14 B LI T s @Fr A AR
W A B R HEBRbRE : QA ™ EA 5
Mo AE s @ E B I ST 5 s QLA S M
@A I ARG ; OA FiE L © ik b
1T EGR AT .
1.3 Jrik

G REEREE I AMAAKCERGI - a1
jRR A EH PRI 5 mL, L1 3 000 t/min &0,
20 min J&5 B LT 40 B, B0 24208 13.5 em, CE
TF-80CH IR P - AE. 4 A S AP (E
PRI SRR MR B A RN R ) SR UG RE L

PR AE 1gA \1gG . IgM . C3 . C4, I35 1gA/C3
{H o B &0 T Abmt b P AR KB A R F] L A
KA T A B UL B R

PURHTARAGIN : B N 33811 = R 25 I
Jkifit 5 mL, 30 min /5 #4720 184, LA 3 000 r/min
Bl B2 13.5 em, BHE]SH 10 min, J5BRE
BHF-20CHE PR . SREURE e ok i iy
R 1LY 98 AR 0 4 0 SR FH i IR £ 2% b
W (1:100) K LA F#E 5 b, F RIS T AR
Y i L% Hep-2 40 M0 #% R KRR SEAT R &
30 min J& #EFT %k CR A PBS 2% i) , 2B A 45
G AR SR BT 5 455 2O I BTN 1gG it
M AW R R L AT ORI E , 30 min 5 E 7R
H{ORE LR > N E = 111 i e 10 L X 5 5 N 23
Yo biik. B & W T A0 R R B A 4 R 2E R
FABR A B A OCHRAE ™ 8 S ST UL R
1.4 Gile#Jrik

4 R H SPSS 22.0 Jx 47 Bt , 1HECEE >R
n(%) 2N AT K se s T B R (x£5) %
TN, ALIE] FE R ST AR AT ¢ K50 5 SR 2 TAE
FEAE 4 (ROC 14k ) 73 A1 IgA (IgA/C3 X} i Pk
SR L W, th £ T AL (AUC)0.7~0.9
A — 2 HERRTE , AUC>0.9 I HERPE R 5 . P<0.05
hERBHRITFE L.
2 #Z£R
2.1 WZH SRR R E K A

WELLH TgA KV 208 T IR Lh 22 R

4i it L (P<0.05) ; W4 1gG  IgM 7K - b #K 2
FRG 2R L (P>0.05), WK1,

x1 FHEBKEALRR (v+s)

Table 1 Comparison of two groups of immunoglobulins(x+s)

2H n IgA(g/L) IeG(g/L) IgM(g/L)
WL 92 2.21+0.64 8.06+2.41 1.49+0.46
bopicEil 41 0.98+0.29 9.46+2.32 1.41+0.37
1 11.761 0.782 0.981
P <0.001 0.436 0.329

2.2 WA AMAKT A

W4l C3.CA [ 22 = T4 it 2 & (P>
0.05) ; WLEL 4 1gA/C3 .3 /= T X IR, X R A5
P L (P<0.05), W2,
2.3 WP L

W55 20 P Sm FH M % BT SS-A PHME R Bt
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F2 WAMEKFLRE (v£5)
Table 2 Comparison of complement levels between the two

groups (x+s)

4151 n C3(g/L) C4(g/L) IgA/C3(g/L)
pUE =S4t | 92 1.21+0.14 0.22+0.06 1.58+0.41
X R LR 41 1.19+0.23 0.23+0.04 1.09+0.21

18 0.617 0.974 7.231

P14 0.538 0.332 <0.001

SS-B FHE BT SCL-70 BH MK it PM-SCL [H 4

R PLPCNA FAYER Huaz/ IMA TR P &

PR PUALE AR MRS  ANA FHPE R W25

TXPRRA, ZRA G EE L (P<0.05) . W33,
=3 WMAMZRELE (n(%)]

Table 3 Comparison of two groups of antinuclear antibodies

(n(%)]

Il 5% 4] A 4
wean 0 IS cu e
Pt Sm PHEZ 9(9.78)  0(0.00) 4.302 0.038
BT SS-A BHEHR 13(14.13)  0(0.00) 6421 0.011
$i SS-B fHME 16(17.39)  0(0.00) 8.106  0.004
i SCL-70 fHYER 9(9.78)  0(0.00) 4.302 0.038
PM-SCL fH MR 16(17.39) 0(0.00) 8.106 0.004

HT PCNA [ %
B IMA BRI %

14(15.22) 0(0.00) 6.973  0.008
19(20.65) 0(0.00) 9.879  0.002

P E A PR 12(13.04) 0(0.00) 5878 0.015
YRR E AR 10(10.87)  0(0.00)  4.819  0.028
ANA [HPER 24(26.09) 0(0.00) 13.051 <0.001

2.4 IgA IgA/C3 Xt etk S 8 L2 Wi (B

ROC [l £k 43 #7 2. 7% , IgA | IgA/C3 Xif HSP i}
2 Wi i {5 AUC 43 %1 4 0.848 . 0.835, HL A — &
WA M LU RESRE N IgA
100.0% . 56.1% , IgA/C3 A 51.1% , 100.0% , H-AT —
LW E .

# IgA IgA/C3 4 A Logistic [0l )T AU | 58 i
I 2R H0 A5 6 A D ) B T B3 2R B A A
M=IgA+(0.835/0.848) *IgA/C3 , G 1143 Hri5 1B &
B, o —2 ROC M WoR , & il AUC
0.909, fHURJE F5F 571N 66.3% .100.0% , HE R B4
I I A %5 1R (P<0.05) o W4 &1,

F4 IgAJgA/C3 T B LR B ILHIS I E
Table 4 The diagnostic value of IgA and IgA/C3 in children

with Henoch-Schonlein purpura

2%

WRIH AUC SE. 95%CI  HUBEE RERIE fop  PIE
H

IgA  0.848 0.035 0.780 0.916 1.000
IgA/C3  0.835 0.036 0.765 0.904 0.511
FHITEE S 0.910 0.024 0.862 0.957 0.663

0.561 0.561 <0.001
1.000 0.511 <0.001
1.000 0.663 <0.001

1.0

LR
0.8 —IgA
IgAC3
N R ey
R -y

0.4

0.2

0 02 04 06 08 10
-k

B 1 IgA.IgA/C3 3B EILMISEHM{E
Figure 1 The diagnostic value of IgA and IgA/C3 in

children with Henoch-Schonlein purpura

3 iTig

b R SR R L BRI A B e, HSP
ML R Ay 7 JER 259 O 1T AR | i R R
WA B RESE & R, HSP (LA S e ThBE
VA, PUR A I 22 T IR B 4 i BE T RE R AL
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Relationship between changes of VK level and unexplained gastrointestinal bleeding in
neonates

YANG Xue*, ZHAO Xujing, WANG Xiaoli

(Neonatal Department of Yuncheng Central Hospital, Yuncheng, Shanxi, China, 044000)

[ABSTRACT] Objective To observe the cord blood VK1 and VK2 levels and coagulation function
levels of neonates, and analyze the relationship between VK1 and VK2 levels and the neonatal gastrointestinal
hemorrhage of unknown origin. Methods A total of 100 neonates who were delivered in Yuncheng Central
Hospital of Shanxi Province from June 2018 to February 2020 were selected as the research objects. According
to the condition of newborns at birth, they were divided into infants with unexplained gastrointestinal bleeding
(bleeding group,n=11) and newborns without gastrointestinal bleeding (control group,n=89). The correlation
of VK1, VK2 with thrombin time (TT) , prothrombin time (PT) , activated partial thromboplastin time
(APTT) , fibrinogen (FIB) , D -dimer (DD) levels. The relationship between VKI and VK2 levels and
unexplained gastrointestinal bleeding in newborns was explored. Results The levels of VK1, VK2 and FIB in
newborns with unexplained gastrointestinal bleeding were lower than those in the control group, and the
difference was statistically significant (P<0.05). The levels of TT, PT, APTT and DD were higher than those in
the control group, and the difference was statistically significant (P<0.05). VK1 and VK2 in neonates with
unexplained gastrointestinal bleeding were positively correlated with FIB levels (r=0.458, 0.483, P<0.05), and
negatively correlated with TT, PT, APTT and DD levels. The area under the ROC curve (AUC) of VK1 and
VK2 were 0.868 and 0.913, and the sensitivity and specificity for predicting unexplained gastrointestinal
bleeding in neonates were 0.8198 and 0.7611, 0.8912 and 0.9205, respectively. Conclusion VK level has a
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certain predictive value for neonatal gastrointestinal bleeding of unknown cause, and is closely related to TT,

PT, APTT, FIB and DD, and can be used as an important indicator for clinical monitoring.
[KEY WORDS] Newborn; VK1 level; Coagulation function; Gastrointestinal bleeding
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Table 1 Comparison of VK levels and coagulation function index levels between the two neonatal groups (x+s)

2151 n VKi(ng/mL)  VK.(ng/mL) TT(s) PT(s) APTT(s) FIB (p.g/mL) DD (mg/L)
i 12 11 0.22+0.05 0.19+0.07 20.02+2.78 18.03£2.02 72.56+3.73 151.59+7.58 3.65+0.98
X 2 89 0.36+0.08 0.35+0.05 17.56+2.15 16.11+2.43 65.08+4.11 175.26+8.03 1.35+0.64

18 5.654 9.555 3.463 2.512 5.746 9.275 10.544

P1a <0.001 <0.001 <0.001 0.014 <0.001 <0.001 <0.001
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(P<0.05), W2,
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Table 2 Correlation between VK1 levels and levels of coagulation function indicators in newborns with unexplained gastrointestinal

bleeding
WiH TT PT APTT FIB DD
L
r {8 P1E r {8 P{H r {8 P1a r {8 PH r {8 P1E
VK, -0.446 0.006 -0.502 0.011 -0.493 0.015 0.458 0.008 -0.514 0.009
VK., -0.411 0.003 —0.498 0.010 -0.417 0.008 0.483 0.002 -0.492 0.005

2.3 VK5 LR R R TS ALIE H I e 5

VK, F1 VK. ) ROC it & T i 1 (AUC) K
0.868.,0.913 , X5 A= JLAS B Ji K9 AR 38 H i ) Foaii]
A AR S B 43531 4 0.8198 Fi10.7611,0.8912 Fll
0.9205(P<0.05), VLA 1.
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Figure 1 The ROC curve of VK, and VK, predicting

neonatal gastrointestinal bleeding of unknown cause
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(8 ZE] BR =R (VSD) LI ik 84 Ik (BNP) | B % -C (Cys-C ) M f& 45 %
FEHAH S K (CGRP) K- 5 il sl bk = e (PH) B9 & & . A3k #EHR 2018 4F 4 H £ 2020 4 5 H i F 44
T BH TN B 5 B UACYA Y 41 49 VSD LR S VSD 4, LA K ] i 1 38 1) VSD 4 Jf PH R JLE A
VSD & 3 PH 41 . M4 il 3h bk FE oK VSD & 7 PH 4150 MR BE A A p i BE 4L o H 45 W 41 L K A ) i
KT 73 9% i L BNP | Cys-C J2 CGRP /K °F, 3 HF BNP . Cys-C K CGRP 5 fifi 51 Jjik J 23 9% AH e 1k DL K
SEVSD A PHINEKRINE ., &R  VSD 4 Jf PH 41 BNP, Cys-C /K F- 2 1 i 5 T VSD 41, CGRP
HEALT VSD 4, 2 R H G L (P<0.05) . FREEH 17 4, s fE 21 21 4], o5 2 41 BNP  Cys
-CK Y B TR 4, CGRP B Bk TR 4, 2 R WA it 2 8 X (P<0.05) . £t Pearson K 4
A%, BNP ., Cys-C 5 Jiifi 31 Ik JE 3 2% 5 1E 4H ¢ , CGRP 5 i 3 Ik JE 43 2% 5 17 AH 56 (P<0.05) . 4% 7T Lo-
gistic [ 9 43 H7 AT 1, BNP J} 5 . Cys-C FF 5 . CGRP F&AK  4E #b <6 % & 3 VSD & I PH 1Y 20 7 16 [
A # (P<0.05), £51& VSD & Jf PH # IiLi% BNP JI & . Cys-C Jt& .CGRP T[4, BNP . Cys-C & CGRP
TE—EFERE A F0N PH & 4 .

[R$A] = EEH; BNP; Cys-C; CGRP; fili sl I

Relationship between serum BNP, Cys-C and CGRP levels and pulmonary hypertension
in children with ventricular septal defect

LV Zhigang, MA Shufeng*, LIU Lijuan, PAN Shuming

(Department of Pediatric Critical Care Medicine, Puyang People’s Hospital, Henan Province, Puyang, Henan,
China, 457000)

[ABSTRACT] Objective To analyze the relationship between serum brain natriuretic peptide (BNP),
cystatin-C (Cystatin-C, Cys-C) and calcitonin gene-related peptide (CGRP) in children with ventricular septal
defect (VSD) and pulmonary hypertension (PH). Methods A total of 79 children with cardiac VSD were
admitted to People’s Hospital of Puyang City, Henan Province from April 2018 to May 2020, which were
divided into 38 cases in a combined group and 41 cases in a non-combined group according to the presence or
absence of PH. The levels of BNP, Cys-C and CGRP in children with and without PH and different pulmonary
artery pressure grades were compared, and the correlation between BNP, Cys-C and CGRP and pulmonary
artery pressure grades and the risk factors that led to VSD with PH were analyzed. Results The levels of BNP
and Cys-C in the VSD combined PH group were significantly higher than those in the VSD group, and CGRP
was significantly lower than that in the VSD group, with statistical significance (P<0.05). There were 17 cases
in the mild group and 21 cases in the moderate-severe group. The levels of BNP and Cys-C in the moderate-
severe group were significantly higher than those in the mild group, and CGRP was significantly lower than that

in the mild group, and the differences were statistically significant (P<0.05). The Pearson test showed that BNP
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and Cys -C were positively correlated with pulmonary artery pressure grading in recent years, and CGRP was

negatively correlated with pulmonary artery pressure grading (P<0.05). Multivariate Logistic regression

analysis showed that increased BNP, increased Cys-C, decreased CGRP, and age <6 years were independent
risk factors for VSD complicated with PH (P<0.05). Conclusion In VSD patients with PH, serum BNP and
Cys-C were increased and CGRP was decreased. BNP, Cys-C and CGRP could predict the occurrence of PH to

a certain extent.

[KEY WORDS] Ventricular septal defect; BNP; Cys-C; CGRP; Pulmonary hypertension

%8 [A] fF B 462 ( Ventricular septal defect, VSD) &
FRIELFERR G I == Al b 2 B A 58 4, 2 e IR DL
(1 5 K AR O WEA L o 3R 56 K M0 I i B AR
50% , Ho A1 40% 1) 8 L& JF HAb B A7 72 .
VSD & R EUE L. YR = vl 1 IR A ™ Y
me A8 LA 1 B AR a4 . il 3 ik R R (Pulmo-
nary hypertension, PH) J& VSD f& # & UL %) I A& i
Z—  5REWBRITHOR G A BV R, K
A iy S &L PH KR AEHLR X B AR
7 TG A B S, Ii4M AR (Brain natriuretic
peptide , BNP ) £ 7E T-0 ULAH A o, 7 1L 9 A9 4
KO 50 ARF R 7 BLE B 2 I R PEAL O
REM Z M40 . B4 & -C (Cystatin-C, Cys-
C) Al 7E i A A 20 M N 335, B IR 42 20 L Y
AP K i B AR T, R 20 AR 5 S AN TS S Y
SPIEVE R PR R o R AT 3R A DX AH DG IR (Cal-
citonin gene related peptide , CGRP ) J& &7 Ifil & 1%
Z K, i T Z R A AT o AR 3 5, DT A
K, PH I 5 & Jé 1 CGRP % Y #H G,
AR SCRf 1% VSD LI BNP Cys-C J&
CGRP ik K, rtr =W T 5 PH & &, LI
M AR B iR VSD & 51 PH 2 it BSR4 , JT Ry o
R B B IR AL

1 BREFE

1.1 — R

YEHL 2018 4F 4 H % 2020 4F 5 F ] B 45 W P T
N B EEBEWCVA Y 41 41 VSD B LYE R VSD 41, L)
K A U va 19 38 151 VSD 4 3 PH & JLYE & VSD
S PHA . VSD &I PHASE 24 1, 2 14 4], °F
P4 (6.59+2.16) % ; VSD 2 5 26 1, 2 15 1], F-
YIAE% (6.8742.55) % . A — ek LI 2E 57
LG22 L (P>0.05) , BA Al tutk . A#F5R%
Bt = A A0 P2 By it i

PABRAE - DI R FRH 2% @ LY A %0

WA R SE , 2 B AE F 2 B % X 24l R i
12 X 2R ARG A AT UL fili 250 B R e 22 5 ol it 2 H i
W2, il 3 ok B 2t Il 171 S0 ki, B & ) 0L < il
FTERIE IR, A4 O IR s @VSD & PH 414
A B il 3 ik v 12 W 55 3R 7 8 R (2021 [z )
S Wibr o™ s HEBR AR 1E : DA I 12 4 BH 28 M fiti
Ygi AR JE A4k AL SV LT ER KR 5 @
T H A JE PR B 512 1 PH ; @& A7 A8 Ho A0 I 52
W s DG ARG E I 2
12 Fik
1.2.1  PH /A

R 4 R85 R P O Bl TR AG I 45 5 4 IR S5
J7 R B bk Fe AR I 30 ik ks VSD & 9F PH
HIEFT 5390 B B - i 3l KR 35~45 mmHg,
JE < Jili 8 ik >45 mmHg .
1.2.2 BNP.Cys-C }2 CGRP 7KK

T B E ABE G N # bk i 5 mL, £
A H 10 em WY ELOAHLE A, F# 3 500 t/min,
k8] 5 min, B 375 B —80° VKA N Rk, il FH 40
JEPE G BNP, {45 o 36 [ HE 15 A ) 4 flk 4
H #5343 M (AXSYM REF: 37000) , i3 X
I EIRF, 2 F 1 0~30 pg /mL; 8 F ok KL f s
e A BT A Cys-C |, K {245 4 72 [ BNProS-
peed 4= [ 8l R 8 F A BT A LB, &%
{H : 0.51~1.09 mg/L ; fiff F i 506 57 32 1% 45 ] CGRP,
R G R AR A R R, S .
100~600 pg/mL. JIr A $#AE 1 ™4 4 B i fic 42
VLI ET
1.3 Gl )ik

K FH SPSS 18.0 3K 4 #E 4T B it 43 Hr , i i 5%
BERH (R +5) R, R e K56 5 T BCRORER H n
(%), R K5, B H Pearson K 5% 43 By
BNP ., Cys-C J CGRP 5 fiili 8l Jik < 53 G AH S 1 ; fff
2 JC Logistic [1)4 43 H75% Wi VSD 4 Jf PH i 1
R 2, DL P<0.05 S HAS IR L.
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2 #ZR

2.1 WiZH BNP.Cys-C & CGRP /K 45

VSD 4 I PH 4 BNP . Cys-C /K -3 8] & 5 F
VSD 41, CGRP ] Ik F VSD 41, 2= R A Gi it
H X (P<0.05), WFE1,

#&1 W4 BNP.Cys-C & CGRP /K FLEEE (x+5)
Table 1 Comparison of BNP, Cys-C and CGRP levels

between the 2 groups (x+s)

41 51 n BNP(pg/mL) Cys-C(mg/L) CGRP(pg/mL)
VSD 24 41 45.25+10.26 1.12+0.32 68.49+10.49
VSD &) PH# 38 88.72+15.41 3.58+1.20 27.36+4.65
tH 14.858 12.655 22.223
P{H <0.001 <0.001 <0.001

2.2 A[Efitish bk Hs 5392 i& JL BNP  Cys-C J2 CGRP
K He A

BRPELH 17 ), pE A 21 4], b 4 BNP,
Cys-C 7KV 8 2 = T2 4, CGRP B AKX T-4%
JE, =R AGEE L (P<0.05) . W32,

*x2 AEMEhAKES % E)LBNP,Cys-C & CGRP 7K F
l:l:i’f (xxs)
Table 2 Comparison of BNP, Cys-C and CGRP levels in

children with different pulmonary artery pressure grades (x=s)

205 n  BNP(pg/mL) Cys-C(mg/L) CGRP(pg/mL)
BEH 17 82.67+10.26 1.89+0.16 40.50£5.12
FEEA 21 93.63+13.54 4.96x1.22 16.75+4.44
HE 2.755 10.277 15.311
P1H 0.009 <0.001 <0.001

2.3 BNP.Cys-C & CGRP 5 fiii 3 ik & 4> 2% A
Ktk

2% Pearson K 4 7] 1, BNP | Cys-C 5 fiffi &)y
ik FE 43 9% SR 1E AH % (r=0.751 . 0.862, P #J <
0.05) , CGRP 5 Jiiti 3 ik J& 73 9% 2t AH OC (r=—
0.411, P=0.05) .

2.4 W VSD &I PH fE R I R 0 br

222 TG Logistic [81J4 53 #7 1] A1, BNP , Cys-C F}
1= .CGRP [EAIX AF ¥ <6 & )& 53 VSD /7 PH 1Y
M7 fERE 2 (P<0.05) . WL 3.

3 it

VSD &3 PH & 097 LLEST im0 (R IR Sy
F, R R E OE A RS W, SRR S 2T SR
POESTIENEES 8

BNP 7E.0 2 WL & IF 53 W, 02 S0 T e
A SFE bR, ZE IR R o Tz, 2 4 Bz 0
FIEEE R EEAR AR . Cys-C N2 e & R 25 11 1
PR Z b — 5L, R AR T o i B
FIBT, AT S LB /INER ) 28, S o B /N BR A AR
FEFRY o DAERFSR & B, 26568009 LA B U IR 45 ) S+
WA E G R R, Cys-C Rk LiE, H
Cys-C K- L I AT 3G 0o 28 BE (1) JREJE ol 00 WL i
PERRAL, A SR H H O FF kDI BEA 227,
CGRP S0 55 98115 Bk, L7 45 s v, o J
HE O R PP N sy ' . CGRP & —
Tl I A9 49 K, G I A T T LU R 5
e FP Wy i, HAE T3 A 95K 7], CGRP AJ
R0 b i 20 Ik 5 M K SRE SR HLAA B T i AR
M5 A A s . DIERFSTIESE , CGRP Al {
e LBk i Zh BE AR &, X0 L R G R P
FH™', BH#f BNP,Cys-C 2 CGRP — % 7£ VSD &
I PH LR35 B R 3, aT R I R 27
57 VSD 4 f PH 42 (L5 1Y B 5%

A, AR A A JF PH &L I
BNP Cys-C J CGRP /K- V-3 ik ¥ 5% , -5 Jf PH
# BNPCys-C /K F-H] i i T VSD 4 , CGRP /K *F-
DB S KA o AN TRl Bl ik O o s L, R 2
BNP ., Cys-C 7K-F- ¥4 B & 15 F4% B 2 , CGRP H i A%
FRE4 . HrEE R : QVSD XFHLFAC I 1 4

&3 W VSD & PHHERE RS
Table 3  Analysis of risk factors affecting VSD combined with PH

R NS ZINZE B
) OR {H 95%CI PiE OR fH 95%CI P{a
(=6 % vs <6 %) 1.642 1.223~2.203 <0.005 1.431 1.149~1.783 0.026
TR (5B vs %) 1.164 0.564~2.399 0.615
BMICIE % vs 5% ) 1.525 0.921~1.441 0.154
(R vs ) 1.121 0.849~1.481 0.738
BNP(IE# vs FH) 1.675 1.268~2.212 0.003 1.747 1.254~2.433 <0.001
Cys-CIEH vs FHim) 1.469 1.109~1.971 0.015 1.780 1.424~2.226 <0.001
CGRP (1L # vs F#1I%) 1.663 1.299~2.129 0.002 1.675 1.268~2.212 <0.05
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P AT, B CGRP X0 L R G AR BV FH A, 7]
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FEHUVE T, il i A8 s 4 66 1 34, AT 42 #F PH &
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ik CEA .NSE . PTN 7K *F-£5 2 Wi 525 i 9 1) vz H
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AR wmAkH® FARA

[ ZE] B HHHEA I 7% 8 IR (CEA) i 4 J0FE S 1 B AL il (NSE ) N 230
M (PTN) A B HIZ Wi il I RN B . ik IS 2 5 71 26 U % B 2019 4F 3 H % 2021 4 8 H
2 1 ST SR 100 461 (i ses 26 ) s B0k J g S5 3 40 9 ( RLPE 2R ) ARG 7 B3 40 1 g X BB £, 463
=2 F & 17 CEA NSE.PTN /K-, Jf 43 7 A [ g B 27 28 40 TNM 3 3 | 43 fb 50 32 it i 8 58 v
CEA .NSE .PTN 7K F- 1) 25 5, 3 LU B2 45 SR A Sy & Am e 1T 55 =R 6 Ar sl 22 306 & 17 FH %8 59132 Wi il
FERI R, S8R 2 5 % 1Y M CEA \NSE . PTN /K14 3 & T R X R4, 2 5 2
A G 78 (P<0.05) ; il ig g 5 i 9% 952 £8 2 () I3 CEA (NSE . PTN /K- 25 [ LS T2 5 L (P>
0.05) 3 {6404k T34+ IV 54 i 98 52 3% 119 1. 3% CEA (NSE . PTN /K i 25 55 T th 204k o 1 39+ 10 339 i g 22
22T RASEE L (P<0.05) ; 1ML3E CEA %5 Hi2 Wil 1 AUC K 0.689 . RBE N 57.00% 5 57 1
H 75.00% ; NSE % 51112 Wi fili 9 1) AUC by 0.647 \ RAGUS K 45.00% 4753 1% 4 80.00% 5 PTN 45 51112 Wi fili Jii
1 AUC 4 0.616 . R N 60.00% 455N 62.50% ., il CEA .NSE PTN -4 i ] % 5152 W i 9 1Y
AUC K 0.841 . REFSE N 74.00% 555 M 85.00% ., £5i8 117 CEA .NSE PTN 4 1 1 % 5132 W fii
P ELAT 3 v A PR A o
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Detection of Serum CEA, NSE and PTN Levels in Early Diagnosis of Lung Cancer

LI Fuyu'*, TIAN Chunyan®, LI Taotao'

(1. Department of General Oncology , Qinhuangdao Fourth Hospital, Qinhuangdao, Hebei, China, 066000 ;
2. Medical Department of Qinhuangdao Fourth Hospital, Qinhuangdao, Hebei, China, 066000)

[ABSTRACT] Objective To explore the clinical value of combined detection of serum carcinoem -
bryonic antigen (CEA) , neuron specific enolase (NSE) , and human multiple protein (PTN) for the diagnosis
of lung cancer. Methods A total of 100 lung cancer patients (lung cancer group), 40 patients with benign lung
tumors (benign group) , and 40 physical examination volunteers who were diagnosed in the Fourth Hospital of
Qinhuangdao City from March 2019 to August 2021 were selected as the control group, and the two groups
were tested. Serum CEA, NSE and PTN levels of patients were analyzed, and the differences in serum CEA,
NSE and PTN levels of lung cancer patients with different pathological types, TNM stages, and differentiation
degrees were analyzed, and the pathological results were used as the gold standard to calculate the three
indicators alone or in combination to identify Clinical value in the diagnosis of lung cancer. Results The serum
levels of CEA, NSE and PTN in patients with lung cancer were significantly higher than those in benign group
(P<0.05). There was no significant difference in serum CEA, NSE and PTN levels between lung

adenocarcinoma and lung squamous cell carcinoma (P>0.05). Serum CEA, NSE, and PTN levels in patients
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with poorly-differentiated and stage II+IV lung cancer were significantly higher than those in patients with well-

differentiated, stage I + I lung cancer patients (P<0.05). The AUC, sensitivity and specificity of serum CEA in

differential diagnosis of lung cancer were 0.689, 57.00% and 75.00% respectively. The AUC, sensitivity and

specificity of NSE in differential diagnosis of lung cancer were 0.647, 45.00% and 80.00% respectively. The

AUC, sensitivity and specificity of PTN in differential diagnosis of lung cancer were 0.616, 60.00% and 62.50%

respectively. The AUC, sensitivity and specificity of serum CEA, NSE and PTN combined in differential

diagnosis of lung cancer were 0.841, 74.00% and 85.00% respectively. Conclusion The combined application

of serum CEA, NSE and PTN in differential diagnosis of lung cancer has high clinical value.

[KEY WORDS]

Lung cancer

AR s, TR E R 43 M X AE 2018-2020 4
[E fii 5 £ SF- 347 % 995 % 85 35 600710 5 N A4, fili
Tl W R AR AR T R B AR ] A B R
TR AR AL AR DR IHOE T 2 g A
M5 Wl i 50092 W I i B R PR yG Y A &
S S, AT LA R R b i 9 AR A e TR B i 42
B o LT = MR H8 b 1 A 53, RE6E S L 100 fi
I (14912 W 1 (AR 4l A AUE 5% 0 A5 s T iR ( Car-
cinoembryonic antigen, CEA ) J& 4 51 1) i b 7
Y, FE I AN MR S 3 ) Ak R v R A0 P AR SR T
BB R0 B B T DA i i3F CEA 1 T
il 28 T 5 5 4 M5 18 {6 T ( Neuron-specific enolase ,
NSE) 3= % Hy T4 28 Y5 M 40 Jf 5 35 b 28 P9 43 16 4
i, 25 B L R AT R R IAEAS [ S ALY
Jifi JiE H B, NSE 39 fBr A s A 230 1 (Hu-
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Table 1 Comparison of serum CEA, NSE and PTN indexes

among the three groups of subjects (x +s)
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Table 2 Comparison of serum CEA, NSE and PTN levels
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P 0.672 0.579 0.465
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Table 3 Clinical value of serum CEA, NSE and PTN levels
in differential diagnosis of lung cancer

WizE RieH

i H Bl AUC RAUE 15

(%) (%)
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Predictive role of combined detection of 3-HCG, CRP and TNF-« in intrauterine infec-
tion in premature rupture of membranes

DI Hongli, HAO Shulei, YANG Caifeng, LIU Peng*

(Department of Obstetrics, Baoding Second Central Hospital, Baoding, Hebei, China, 072750)

[ABSTRACT] Objective To analyze the predictive effect of serum B-human chorionic gonadotropin
(B-HCG) , C-reactive protein (CRP), Tumor necrosis factor- o (TNF-a) combined detection in the early
intrauterine infection of premature rupture of membranes. Methods The clinical data of 124 pregnant women
with premature rupture of membranes admitted to Baoding Second Central Hospital from January 2018 to
August 2020 were collected. According to whether they were co-infected or not, they were divided into the
infected group and the non-infected group, and 52 pregnant women who gave birth in the same period were
selected as the control group. The serum levels of 3-HCG, CRP, and TNF-« in each group were analyzed. The
levels of serum B-HCG, CRP, and TNF-« in pregnant women with premature rupture of placenta infection and
their correlation with the degree of intrauterine infection of premature rupture of membranes were compared.
The receiver operating characteristic curve (ROC) was drawn to analyze the predictive value of combined
detection of 3-HCG, CRP, and TNF-«a on intrauterine infection in pregnant women with premature rupture of

placenta. Results Among the 124 patients, 58 were complicated with intrauterine infection (infected group).
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The levels of B-HCG, CRP and TNF-« in each group: the control group <the uninfected group <the infected
group, the difference was statistically significant (P<0.05). Among the 48 pregnant women with premature
rupture of membranes and intrauterine infection, 21 had mild infection (mild group), 18 had moderate infection
(moderate group), and 9 had severe infection (severe group). The serum levels of 3-HCG, CRP and TNF-« in
pregnant women with premature rupture of placenta and intrauterine infection : mild group < moderate group
<severe group, the difference was statistically significant ( P<0.05). Correlation analysis showed that serum
B -HCG, CRP, TNF-a« levels were significantly positively correlated with the severity of infection (P<0.05).
The ROC curve analysis results showed that the diagnostic cut-off values of 3-HCG, CRP, and TNF-a were
33.84 mIU/mL, 10.89 mg/L, 537.12 pg/mL, respectively. The combined detection of 3-HCG, CRP and TNF-a
had higher area of lower curve (AUC), sensitivity and specificity in predicting premature rupture of membranes
complicated with intrauterine infection than single detection ( P<0.05). Conclusion The serum levels of
B -HCG, CRP and TNF-« in pregnant women with premature rupture of membranes and intrauterine infection

were abnormally expressed. Combined detection of these factors could help improve the predictive value of

premature rupture of membranes with intrauterine infection.
[KEY WORDS]
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Table 1 Comparison of serum levels of B-HCG, CRP and
TNF-« in three groups (x+s)

4 n B-HCG(mIU/mL) CRP(mg/L) TNF-a(pg/mL)
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T SR IR P, R R A LR, P<0.05

22 ARG 21 B-HCG .CRP \ TNF-«
S
A8 191 Jify 5 SR OB N R 2 vh R SR

B 21 ) CRRRE L), P RER e 18 (9 (PR ),
YL o i (RBEA) o SRR RS I B N e 22 1
IfL7% B-HCG ,CRP  TNF-a /K- : 55 i 41 < JE 4 <
HIEH, 2RI GRS (P<0.05) . W32,

R2 ARBFEEZAMF B-HCG.CRP, TNF-a 7K

PEB (x+s)
Table 2 Comparison of serum 3-HCG, CRP, and TNF-a
levels in pregnant women with different degrees of infection

(x+s)

% n B-HCG(mIU/mL) CRP(mg/L) TNF-a(pg/mL)

BE4 21 28.28+5.14 19.87+4.01 599.15+99.36
hEEL] 18 52.65+8.26" 31.54+847"  724.34+134.95
EEH 9 124.5519.43"  42.34+9.67" 1343.81+254.14"
F1{4 280.110 36.490 79.160
P1a <0.001 <0.001 <0.001
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2.3 IIEA A PR - Y E AR B A DG 3B
7% B-HCG .CRP . TNF-o 7K - 5 Jf s /™ # i
JEE 4 5 I 3 IE A OGO R (r=0.624,0.598 ,0.608 , P=
0.001.0.012.0.003)
2.4 B-HCG.CRP TNF-a % i B R w22 104 90 5
PR f1 T A1 (L
ROC 243 #r 45 3 2 7%, B-HCG ,CRP, TNF-«
2 Wi it B AE 43 %1 4 33.84 mIU/mL . 10.89 mg/L .
537.12 pg/mL, B-HCG .CRP . TNF-o I & K 0 i

FEC LR 5 I P JBRGL F hR AR (AUC) R |
RS A TR — K (P<0.05) , WFE3 5K 1,

%3 B-HCG.CRP.TNF-a XPAIE R ZHAESHER
BRI BN M E
Table 3 The predictive value of 3-HCG, CRP, and TNF-a
in pregnant women with premature rupture of
membranes with intrauterine infection

BT BURE RRRE AUC 95%CI P1H
B-HCG 0.806 0.807  0.849 0.753~0.945 <0.001
CRP 0.776 0.832  0.805 0.697~0.914 <0.001

TNF-a 0.753 0.831  0.674 0.544~0.804 <0.001
=HA 0.931 0906 0.870 0.774~0.965 <0.001
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ROC curve of 3-HCG, CRP, TNF-a on premature

rupture of membranes with intrauterine infection
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Predictive role of CD25, CRP and TLRs in children with bronchial asthma complicated
by infection

ZHU Qionggiong'*, XU Xuanxuan', WEI Zhenzhi', ZHAO Xiyan', ZHOU Qin®

(1. Department of Children’s Emergency, Sanmenxia Central Hospital, Sanmenxia, Henan, China, 472000;
2. Department of Children ’ s Emergency, the First Affiliated Hospital of Zhengzhou Medical University,
Zhengzhou, Henan, China, 450052)

[ABSTRACT] Objective To analyze the expression of peripheral blood CD25, CRP and TLRs in
children with bronchial asthma and their predictive value for co-infection. Methods 90 children with bronchial
asthma admitted to Sanmenxia Central Hospital from January 2019 to May 2020 were selected, and according to
whether they had co-infections, they were divided into the combined group (n=32) and the non-combined group
(n=58). At the same time, 64 children who had physical examination during the same period were selected as
the control group. The levels of CD25, CRP, and TLRs in different children were compared, and the risk
factors affecting bronchial asthma in children and the predictive value of detection of CD25, CRP and TLRs in
children with bronchial asthma were analyzed. Results The levels of CD25, CRP and TLRs in the study group
were higher than those in the control group, and the difference was statistically significant (P<0.05). The levels
of CD25, CRP and TLRs in the peripheral blood of the children in the combined group were higher than those in
the uncombined group, and the difference was statistically significant (P<0.05). White blood cell value = 3.0x
10°/L, abnormal increasing of CD25, CRP, TLR4, and TLR3 were independent risk factors affecting co -
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infection in children with bronchial asthma (P<0.05). The area under the curve of CD25, CRP, TLR2, TLR4
and the combined detection of the four in the diagnosis of pediatric bronchial asthma with infection were 0.918,

0.949, 0.878, 0.905, and 1.000, respectively. The area under the combined test curve was the largest (P<0.05).

Conclusion

The levels of CD25, CRP and TLRs are highly expressed in children with bronchial asthma

complicated by infection. Combined detection of the above indicators is of great value for the diagnosis and

condition assessment of bronchial asthma complicated by infection in children.
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Changes of serum c¢Tnl, CK-MB and CRP levels in patients with myocardial infarction
and their relationship with myocardial microcirculation

ZHI Lizheng'*, YU Hongbin®, DONG Bo'

(1. Department of Emergency, Beijing Shijitan Hospital, Capital Medical University, Beijing, China, 100038;
2. Department of Thoracic Surgery, Beijing Chaoyang Hospital, Capital Medical University, Beijing, China,
100020)

[ABSTRACT] Objective To explore the changes of serum cardiac troponin (cTnl), creatine kinase
MB (CK-MB) and C-reactive protein (CRP) levels in patients with myocardial infarction and their relationship
with myocardial microcirculation. Methods 90 patients with myocardial infarction admitted to Beijing Shijitan
Hospital, Capital Medical University from June 2018 to March 2021 were selected as the myocardial infarction
group. According to the presence or absence of electrocardiogram ST - segment elevation, the patients were
divided into the ST-segment elevation group (STEMI group, 38 cases) and the non-ST-segment elevation group
(NSTEMI group, 52 cases). And 80 healthy people who came to the hospital for physical examination during
the same period were selected as the healthy control group. The levels of serum c¢Tnl, CK-MB and CRP were
detected in each group, and the relationship between the above three levels and myocardial microcirculation
status was analyzed. Results The levels of serum c¢Tnl, CK-MB and CRP in the myocardial infarction group
were higher than those in the healthy control group (P<0.05). The levels of serum ¢Tnl, CK-MB and CRP in
the STEMI group were higher than those in the NSTEMI group (P<0.05). The input branch diameter, output
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branch diameter and blood flow velocity of nailfold microcirculation were shorter or slower in the myocardial

infarction group than those in the healthy control group (P<0.05). The input branch diameter, output branch

diameter and blood flow velocity of nailfold microcirculation in the STEMI group were shorter or slower

compared with those in the NSTEMI group (P<0.05). The microcirculation indicators in the myocardial

infarction group were negatively correlated with serum ¢Tnl, CK-MB and CRP (P<0.05). Conclusion The

levels of serum cTnl, CK-MB and CRP in patients with myocardial infarction are higher than those in healthy

people and they are negatively correlated with myocardial microcirculation. They can be used as reference

indicators for clinical diagnosis of myocardial microcirculation in patients with myocardial infarction.

[KEY WORDS]

protein; Myocardial microcirculation
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QE. %IJ n ﬂzﬁg ‘@%’J [% I"Uj_i *EEUV‘] [E'—J Iﬂ[HE
B (%) % 5’8 Jc i o H "
STEMI 41 38 68.48+8.02  27(71.05) 11(28.95) 23(60.53) 15(39.47) 21(5526) 17(44.74) 23(60.53) 15(39.47)
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DVT RAEH B M E.

[EEIR] BEM DU, D - R NARGIGEIRETIA 25 B ; RSB AR s TRk 4%

Relationship between four coagulation indexes, plasma D-D and NT-proBNP levels and
postoperative DVT in patients with colorectal cancer

LU Xiaohua'*, TIAN Hongmei’, WANG Chong', WANG Mengjiao'

(1. Department of Colorectal Oncology, Beijing Shijitan Hospital, Capital Medical University, Beijing,
China, 100038; 2. Department of Nursing, Beijing Shijitan Hospital, Capital Medical University, Beijing,
China, 100038)

[ABSTRACT] Objective To study the relationship of four coagulation indexes, plasma D-dimer (D-D)
and N - terminal pro - brain natriuretic peptide (NT -proBNP) levels with deep venous thrombosis (DVT) in
patients with colorectal cancer after surgery. Methods Totally 106 patients with colorectal cancer diagnosed
and treated at Beijing Shijitan Hospital affiliated to Capital Medical University were selected between September
2017 and February 2021. According to the presence or absence of DVT, the patients enrolled were divided into
the DVT group (n=24) and the non-DVT group (n=82). Four coagulation indexes, plasma D-D and NT-proBNP
levels were detected before surgery, and their predictive value for DVT was analyzed. The influencing factors of
postoperative DVT were analyzed. Results The APTT and NT - proBNP levels in the DVT group were
significantly longer or higher than those in the non-DVT group, and the TT and D-D levels were significantly
shorter or lower than those in the non-DVT group, with statistically significant differences (P<0.05). There were

no statistically significant differences in PT and FIB levels between the two groups (P>0.05). The AUC value
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and sensitivity of combination of four coagulation indexes, plasma D-D and NT-proBNP levels were the highest

in predicting postoperative DVT (P<0.05). Age, intraoperative blood loss, postoperative chemotherapy, time in

bed, four coagulation indexes, plasma D-D and NT-proBNP levels showed statistically significant differences

between the two groups (P<0.05) , and the other indicators showed no statistically significant differences

between the two groups (P>0.05). Postoperative time in bed >3 d, abnormalities in two or more of the four

coagulation indexes, D-D level <1.51 pg/mL, and NT - proBNP level >94.79 pg/mL were risk factors for

postoperative DVT (P<0.05). Conclusion The abnormal changes of coagulation four items, plasma D-D and

NT - proBNP levels are all related to the occurrence of postoperative DVT in patients with colorectal cancer.

Monitoring the changes of the above indicators is of high value for predicting the occurrence of DVT in patients.

[KEY WORDS]
surgery; DVT
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Pt 1) BURAR R L T AE R A AR SR AR i I
P JE A A 0 Th s BT — 2 i Im IR 3 X (H
[ N HXE TR 5 DVT 19 38000 A0 8 i Je b 9 i
AT 5B PR HEE I DU I | 1fi 3% D-D \NT-proBNP 7K
x4 i A I I R JE DVT 1 Uil A
VAN DVT f S S 4 7 v

1 RS

11—k

TE£E 1 AR B R 2 B E b mt 22 45 5 B 2017
AE9 H #2021 4F 2 23R 1Y 106 0145 H e B4
Hodr 5 70 191, 2 36 fil 5 F- 4R % (52.78+8.59) &
PANHE : OFF G 45 B is Witn e, Q¥ A
B #2576 s R 45 B A MR 1A AR T s @B H Il IR
PR SR @A BERT 1 A H P e s, HE
B bn o OB Y e E B QA IR R4
P ;@ A B R g & @R FT#12 DVT

Four coagulation index; D-dimer; NT-proBNP; Colorectal cancer; Laparoscopic

HOFIFFHAMEEME . RiEEERG LS K
4 DVT 43 5 DVT 41 (24 f] ) 1 4E DVT 41 (82
B) o AW LB B2 e PRZE b St A, 320k
# o A w2 B R
1.2 ik

WAE T A R AR PR ARG AR S I
KAE G —ETORE, RATA ARG 1 d BUR #2516
# ik 5 mL, & T &4 1/10 4652 0.109 mol/L ##%
R ENPLBE W 1Y 14 B, 3 000 r/min 250> 10 min, Y
£ FEW O, #Ee) . R4 A ShEE 53
RE AL N1 PO 20 [ 5 11 f )i Bsf ] ( prothrombin time , PT) |
8 7345E 1ML 7% T A [7] ( Activated partial thromboplastin
time, APTT) . ¢ Iffl. fiff 5 (8] (thrombin time , TT) F1 £}
# 5 H )7 (fibrinogen , FIB) | 7K -, >R FH BEFIC 0 558 W
BRI 1l 2% D-D 7KK, SRk H FLAR 22 2 S G siE 3 At
R NT-proBNP /KF- o A S5 AT IR KO G
Ar, 70 B AHE S A /N R TR K, LS IR R
R KAE B AR LIRS 00 T # bk 3= 12 5l 9k
45, AT TGS ke, IR 7 B R/ YL S LI
TGO, DVT S WibsifE S %M 5630k
1.3 Geil2#oir

SKHH SPSS 20.0 e o iidis . THECEORIA
n(% )R AT BUESNERIE R 5 TR
(x+5)FR AT K% ; K H Logistic IHSMTEMA S
DVTIEMMZ N ER s R AE TAEMZ (ROC) 74T
BRI 1f12¥ D-D \NT-proBNP 7KEXA)G DVT HY
TMAE, L P<0.05 M2ZEFA G IH2FE L,

2 HFR

2.1 UYL E BRI DY | 1% D-D \NT-proBNP 7K
T
DVT 4 % APTT NT-proBNP /K i % 7 T
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EDVT 4, TT.D-D KV B E R TAE DVT 4, 2 5%
YIAE 48312278 L (P<0.05) , B4 5234 PT \FIB /K-
S ILGI 2R X (P>0.05), W3R 1,
2.2 BEEILPYI | (L% D-D \NT-proBNP /KX A J5
DVT (% 15 A

HE I VU | 1% D-D . NT-proBNP /K - B4
M A J5 DVT B9 AUC 18 DA J 80 B % fm (P<

0.05), WER2FE 1,
2.3 ARG DVT I A B K &40 bt

DVT 41 f& 4F#r=65 % . ARk I1=150 mL .
ARG TCHE B ARST ARG BN [E]>3 d BE 1 Py 55 A7
TEWI S VL b 5% . D-D<1.51 pg/mL NT-proB-
NP>94.79 pg/mlIL kA% 0 3% & TIEDVT 41, 2 5
IS L (P<0.05) . WL 3,

®1 WABFRMMNIA, M2 D-DNT-proBNP K FLL % (xxs)
Table 1 Comparison of four blood coagulation indexes, plasma D-D and NT-proBNP levels between the two groups (x +s)
Vx| n PT(s) APTT(s) TT(s) FIB(g/L) D-D(pg/mL) NT-proBNP (pg/mL)
DVT 41 24 13.62+1.44 42.27+4.16 14.76+0.85 4.45+1.07 1.38+0.35 108.48+27.73
JEDVT 41 82 14.15+1.26 38.35+4.22 15.37+1.34 4.83%1.13 1.83+0.48 91.34+25.19
t{H 1.754 4.015 2.106 1.466 4.277 2.866
PiH 0.082 <0.001 0.038 0.146 <0.001 0.005
%2 BEMILT, M D-D,NT-proBNP 7K £ 3t R jF DVT B #4 1E
Table 2 The predictive value of four coagulation indexes, plasma D-D and NT-proBNP levels for postoperative DVT
bR AUC bRk 2 95%CI EUR Fi s U P{H
PT 0.607 0.068 0.472~0.741 0.625 0.610 <13.76 s 0.113
APTT 0.825 0.044 0.739~0.911 0.708 0.817 >41.92 s <0.001
TT 0.658 0.053 0.553~0.762 0.917 0.439 <15.65s 0.019
FIB 0.470 0.069 0.336~0.605 0.542 0.622 >4.87 g/ 0.659
D-D 0.692 0.055 0.584~0.801 0.625 0.732 <1.51 pg/mL 0.004
NT-proBNP 0.660 0.062 0.538~0.781 0.750 0.549 >94.79 pg/mL 0.018
A 0.897 0.031 0.836~0.958 0.958 0.720 <0.001
1.0 B3 Ry Ry
| P 3 itk
081 F o & — APTT
[ e d - T N 5 ~, ~, Y
=Rl liE: oo [l SMIT 5 i 8 I AR AR T AR ARG AR SR AR AR
B 049 [ S — NT_proBNP N N N D L.
= S BB M4 R JG DVT %2853k 15%-10%" [
' WALA WL R DVT Je I8 52 45 B ARG AR 6

0 02 04 06 08 1.0
155k

ROC B &k
ROC curve

2
Figure 1

2.4 WA DVT kAN ZHRE ST

PIRJG A &4 DVT IHA = (&4 DVT=1,
KK DVT=0) , IEH R A A gt 5
Fe bRk H AR B RAE (AE <65 2/ =0 =65 % =1; R
2 1f1<150 mL=0,>=150 mL=1; R 4 BhfbirA=1,
To=0; A J5 BRBS[E] >3 d=1, <3 d=0; 5E Ifil. PU I 14
1EH =0, — T 55 =1, I &% UL I 5% =2; D-D<
1.51 pg/mL=0,>1.51 pg/mL=1; NT-proBNP>94.79
pg/mL=1, <94.79 pg/mL=0) , #F17 Logistic [7] I 4>
B, 285 5 8 7 AR5 b R B 8] >3 d L #5E it Y 35 A7 7 PR
W& LA F 5% D-D<1.51 wg/mL.NT-proBNP>
94.79 pg/mL JE M AR J5 DVT % A4 B fE R R R (P<
0.05), W34,

ARG EIFLAE . HATGK B2l g as
T PR 2 W DVT, 125125 1 38 B s Dk %) A 1)
SR RN L 30 1 4R AE e R A B A A, 2
Hlob e TR A IR 3o i B B IR — 2 Y
i ) P A B8 56 A A5 17 75 8 A A e sf ], L34
(AR PR AR A2y PRI N B, L, A
& TN DVT [ AE bR s AR A 220
AWFFE 109 il B E R JGE R IZ2 W DVT 24
i, % %k 22.02% , W = T R DR T s, I
Ji PR T R 9 191 4Rk A A S TR R . Rees 5%
NS 2 B R R A B ke RIS DVT &
ARG TR B AT R AR T AR
ARG EE4&TT ARG DVT KA X . s T
AR B SR AN/, AR A rp {9 <O o] el T ik
M2 , M S DVT 1 & 4R AREF5E 45 R
$278 DVT (B A7 AEEE I DU I L )2 D-D /K- 54,
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®3 HMARBEDVTEEABERRDH [(2(%) ]
Table 3 Single factor analysis of postoperative DVT [1(%) ]

N R

51

5 13(54.17) 57(69.51) 1.949 0.163
& 11(45.83) 25(30.49)
AEHS

<65 % 13(54.17) 66(80.49) 5.357 0.021
=65 % 11(45.83) 16(19.51)
A 1 (mL)

<150 5(20.83) 37(45.12) 4.578 0.032
=150 19(79.17) 45(54.88)
g o7

HA 14(58.33) 51(62.20) 3.795 0.284
Te- 2k 5(20.83) 15(18.29)

Vet ] 3(12.50)  15(18.29)
EA. 3 2(8.33) 1(1.22)

P B AR

g 20(83.33) 77(93.90) 1.963 0.161
ZHR AR 4(16.67)  6(7.31)
P 2 IR R

T1 1§ T2 6(25.00) 11(1341) 1851 0.174
T3 ¥ T4 18(75.00) 71(86.59)
N SELT E2

H 14(58.33) 34(41.46) 2133 0.144
7T 10(41.67) 48(58.54)
TNM 43+

I~13 11(45.83) 39(47.56) 0.022 0.881
M~V 13(54.17)  43(52.44)
AR

54k 5(20.83) 13(15.85) 0.327 0.568
thE sk 19(79.17)  69(84.15)
NEYI N

H 15(62.50) 67(81.71) 3.911 0.048
g 9(37.50) 15(18.29)
A BMAR R[]

>3d 12(50.00) 17(20.73) 8.003 0.005
<3d 12(50.00)  65(79.27)
1. DY 5T

HEH 4(16.67) 61(74.39) 22.353 <0.001
— IS 9(37.50) 17(20.73)
W L - S 11(45.83)  4(4.88)

D-D<1.51 pg/mL 19(79.17) 24(2927) 19.173 <0.001
NT-proBNP>94.79 pg/mL  16(66.67) 27(32.83) 10.586 0.001

x4 EWMAREDVIEENESEZSH
Table 4 Multivariate analysis of postoperative DVT

(5 B SEHOR{E 95%CI  P1H

ARG EMNRR ] (>3 d) 1.039 0.435 2.826 1.205~6.630 0.017

AR I DY IR0 LA SR 1.194.0.324 3.300 1.749~6.228 <0.001
D-D<1.51 pg/mL 0.937 0.286 2.552 1.457~4.471 0.001
NT-proBNP>94.79 pg/mL  0.837 0.307 2.309 1.265~4.215 0.007

SER-REEANGRAIEL . W FR A i A I
B TR RO R T RS B A5 PO R S B
VA, TR A5 B 09K A BOX b1
R BEMLARGE A LS, 2 S U i I AL, A
A ST ATLAR IS Sl AR 9 A 2095 05 2R 48 H T ik il

¥, D-D 7K P T i 3 AR N AEAE A% DL R i
Ao BRIMPYIF A, PT HAPTT 43591 52 e SN 50 R 4 5
U5 10 343 478 5 1ML R~ 1) 5 R 4 L T TT 2 P AR
WE I AR B e W] 38, FIB 2 IS i i 19 5
1, i DVT &35 5 H 3UEE i pu 35 /K - 2L ) D-D 7K
V5. BEAEC A 5K U] NT-proBNP ZK-F- 5
AT AT IR A T R A A RS (H L S R R AR R
J& DVT &A= 06 & i TeWF5e il o 3 Logistic
1 53 B, A BE I Y 30 A A PR 30 1 D | S
D-D=<1.51 wg/mL NT-proBNP>94.79 pg/mL J& 5
ARJG DVT AR faRs RIZR , JE AR5 ™ 4% Wl 5k
IM.PY35 . D-D 1 NT-proBNP /K-,

AHFFE I 7R BN B A AL 2 A2 DVT B
MR R Z—, 58 8% N WG R A — 3
S H W R E T ARG, BN ] E K 20 T
52N 32 BR, LA AL T4 st PR 2, S0fdt i ok il o7 22 1%
T, WG DVT K& AR KR . BE4h, ROC il 4k 45
SR BRI VY I | 1M 3% D-D \NT-proBNP 7K 3Bk 4 i
WA JG DVT # AUC {8 DA K B0 B B e, 5 T
IR FEAR T T4 B E R TR B DVT (i
DA B o A2 B —F5 A5 19 T B ) 13 13 02 A R
(), 6 I PR SE B T A, BB A BE I DY 35T . D-D
FINT-proBNP =& L[] fiijill DVT & /£ .

g5 Ik EE 1 P I | 1L 2% D-D Al NT-proBNP
K-S0 T m ¥R R 2 B R R E R R R
ARJG DVT &R R R %, 5% DVT kA B A
—2E W TR, H =5 A 1) P 8 e o e

RSN
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HBE PR e S LTS 5-HT . NO . MMP-9 }% CGRP
B T0  11s A 25:

FRAEr BEE RIIT &K

(# E] B HTEs-2akk(5-HT) . — &R (NO)  F i 48 & [ il 9 (MMP-9) M 45
F LA (CGRP) AP X A E M50 (VM) B E IR L. Ak #EHL20194F 9 H % 2020 4F 9
3 RN 27 B T % B e B B M 1Y) 60 91 VML R B R F ST, 60 {1 RS N 53 g X BRZH . A6l 2 21
IML3% 5-HT \NO \MMP-9 K CGRP /K- ;10 SEWFFE 4L 14 A N D Sk T B 11 8 2 AR AT - 24 435 S sk i) i
SR EIRRLRE , AT 1L 5-HT \NO \MMP-9 2 CGRP /K -5 VM fE ks MIZEI R, R %
M35 5-HT KK T X B4, 1fiL 55 NO .MMP-9 J CGRP /K- T-5%F B4, % R ¥ H Goit % 5 L (P<
0.05) . WFFE AR Sk IR K AEIIIR (8.052.53) WK/ H |, KAERFEAT ] (17.2625.44)h, VAS 7143 (6.98£2.31) 41 ;
%5 RAESIR (5.38+1.72) /A, RAEFRSEITE] (25.88+8.12)h, L3 5-HT 7K -5 8 35 0 Sk 0 Mo ik 1) &
PEBRIR -2 R 0] S VAS PE4 24 52 A 56 5% & (P<0.05) , 11 1fil 35 NO .MMP-9 & CGRP 5 i # i 3k
I DL () AR T B4 2L i ] S VAS PF 43 B R IEAH G OE R (P<0.05) . #5181l 5-HT . NO,
MMP-9 }; CGRP /K- 5 VM [ ERERFRBEAH G, AT RESZ IR TPAN 19V 7E S H 16545

[X8R] ATt skom; SR ake; — SR A EE A 9; M5 23 I AHDCIK

Detection and clinical significance of serum 5-HT, NO, MMP-9 and CGRP in patients
with vestibular migraine

XU Xiaohui*, DUAN Zhihui, CAI Weiwei, LIU Hailin

(Department of Neurology, Luoyang Central Hospital Affiliated to Zhengzhou University, Luoyang, Henan,
China, 471000)

[ABSTRACT] Objective To explore the clinical significance of serum 5-hydroxytryptamine (5-HT),
nitric oxide (NO) , matrix metalloprotein-9 (MMP-9) and calcitonin gene-related peptide (CGRP) levels for
patients with vestibular migraine (VM). Methods A total of 60 patients with VM admitted to Luoyang Central
Hospital Affiliated to Zhengzhou University were enrolled as the study group between September 2019 and
September 2020, while other 60 healthy controls were enrolled as the control group. The levels of serum 5-HT,
NO, MMP-9 and CGRP in both groups were detected. The frequency and average duration of headache and
dizziness within 1 month, and migraine degree in the study group were recorded. Results The level of serum
5-HT in the study group was lower than that in the control group, while the levels of NO, MMP-9 and CGRP
were higher than those in the control group (P<0.05). The frequency and duration of migraine attacks, VAS
score, frequency and duration of dizziness in the study group were (8.05£2.53) times/month, (17.26+5.44) h,
(6.98+2.31), (5.38+1.72) times/month and (25.88+8.12) h, respectively. The level of serum 5-HT was
negatively correlated with the frequency and average duration of headache and dizziness, and VAS score (P<
0.05) , while the levels of serum NO, MMP-9 and CGRP were positively correlated with the frequency and
average duration of headache and dizziness, and VAS score (P<0.05). Conclusion The levels of serum 5-HT,

NO, MMP-9 and CGRP are related to the severity of symptoms in VM patients, and may be potential reference

EAMA T h EFAE AT RIS & 50 B (LHGJ20191203)
Ve Bds AR K2 W% % TR s B AP 2 WA, 7T d & 471000
*BAEAVEE F B4, E-mail : xuxiaohui7811@126.com
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indicators for disease assessment.
[KEY WORDS]

Calcitonin gene-related peptide

A EEVENR LT (Vestibular migraine, VM) 2 ik
I A L — RS AL 2 i Sk R Y 10.3% ~
21%" . VM W5 |k BE RG22 LR, IR 323k
IR XY ERZ 2 B MRV ERZ 2, X R R H R AR
T RAME . T2 )| TR 2= b, ]
REZ TR MRS H- SRt AR 3 B A i oG
H SRR, 5 S w2 E0R2 ™ BB, I AT T
SRR FE B AR BRI R S W . H
N SRR & AT RE S 5-F2 A1 (5-hydroxytryp-
tamine, 5-HT) . [45 2 5L K A0 5 iR (Calcitonin gene-
related peptide, CGRP) %5 #ff 25 3% Jit 19 25 il 2. 2 A8
K A2 dE i, — % {b & (Nitric oxide,NO) .
FL I 45 J& 25 1 ¥ 9 (matrix metalloprotein-9, MMP-9)
AT RES ORI AS | 2R Rk 45 ) e a5 , DT 3
TSI R & A VM B &I HIL I -5 38 38 S 19
R — B TR B 2Rz AL , PRI b3 P
WAl RS HiEEE 2 538 VM B kA4 R g
WA SO R BT VM B 1ML 5-HT .NO . MMP-9
J¢ CGRP ZKFARHIE , I AT FLm R B S, LIS VM
B AR AL RO IS A B A SR S 3

1 ABSHE

11—k

PEHL 2019 4F 9 H Z 2020 4F 9 H M K2t E
T BHHL EEBEISTA Y 60 5] VM B A sE 4, Horp
5 244, 2 36 4] 5 V- AR (39.13+5.11) % . A
b o - QY45 G CHit e M Sk W 1276 & A 38R
(2018) ) HAH 2 Wikn it ; @2 i H I A CT 2%
MRI S5 K5 A5 TG T 22 P P Je e 45 LA A T i
S QAR 18~70 A % s @ E>1 4F ; O ALLHT 1
A WARIEZ A DGRYT s OBL A BE S, B AR
KeAhR o HEBRARIE : O kML L ImEd: Sk L
I SR A LA S TSI s @k il JERYLA5 5 | & 14k
KA s OMAC P E B s @& ISR T
Fr Jil - TR P 43 W90 S R e B R s © &
I VB GODIBER R @B TFRE P  AEAE N
BRI IO AE F V88 % s D20 HFLTIO 4 s @R
HAE 25 PRSI s o 7 e IR T AR g A 1)
60 flfil e N 51 A Xt BRAL, Hod 53 22 4], £ 38 4l 5 °F

Vestibular migraine; 5-hydroxytryptamine; Nitric oxide; Matrix metalloprotein-9;

PIAFE% (30.86+5.02) % o L] — 00k LR 25 5 0
it (P> 0.05) B . ARPBEeHEZE 04
CmE I H , IR ES S,
1.2 KaHeds Mok
1.2.1 MLVE A 4R A

KA 2 AN RS IE R K 10 mL, 250705 |
T8 o R FH B I G 728 W BP9 4 I 1l 375 5-TH . MMIP-9
K CGRP /K- i & 240 [ 1 JE B 2R YR
ARRAF . IIE NO K2R FH 66 B T
1.2.2  LIF ML A REARFE BRITAL

SR 1) 4 8 2O A T 4 R A T Sk 0 I
1, 2 2 VEATUR RN - B4R SR st ] ) A, A LS H N
RAEDECRHE
1.2.3  fi kIR FE B TEAG

K AL 58 A5 3T 4392 (visual analogue scale,
VAS) " PPAGBIF 5T 21 B O Sk R RO R, R
43 0~10 43, 3 (B BRI R P T B
1.3 Gtk

K HI SPSS 22.0 e it A AT G, T
BERLLA (% £5) R, W GORNEAT IE S MR 50,
LN AR 45 A I R A Ho AL ] Ty 2555, SR M
FEAS I ST ¢ K 6 Hb %88 R 2H (8] 22 57 5 SR ] Pearson
AH SEME 23T 1L 5-HT \NO .MMP-9 2 CGRP /K ¥
5 VM B Sk i S % & 2 R) Y A DG, DL P<
0.05 F/R 225 BA G2 L

2 #HR
2.1 WigH Iy 5-HT .NO MMP-9 f CGRP 7KF-H 85
9T 40 5 3 13 5-HT 7K 7B A T % R4

1M ML 75 NO . MMP-9 } CGRP 7K *F- B 1 & T X%F #g
A4, 25 MB G FE L (P<0.05), WE1,

£1 WAME5-HT.NOMMP-9 & CGRP /K FLLEE (v=s)
Table 1 Comparison of serum 5-HT, NO, MMP-9 and
CGREP levels between the two groups (x#s)

wsl n 5-HT NO MMP-9 CGRP
(pg/L) (ng/L) (pg/l) (ng/L)
BT 60  80.49+15.93 101.35+21.27 192.57+40.82 59.02+8.95
XTHEZH 60 112.96+18.54 47.08+9.31 108.93+29.61 45.13+6.73
t{H 10.289 18.105 12.847 9.608
P{E <0.001 <0.001 <0.001 <0.001
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2.2 VM B I Sz a2 R AEMIR T RS
6] & VAS W53 15
W55 20 VM B8 35 D Sk i & AE AR R (8.05+
2.53)IH | KAEFRR ST 8] 2 (17.26+5.44) h, $E0
FLIE VAS 143 4 (6.98+2.31) 43 s BFFE2H VM %
%5 B AR (5.38+1.72) K/ A, K AEFREEI} ]
H9(25.88+8.12)h,,
2.3 [fiLi% 5-HT .NO ,MMP-9 } CGRP /K*¥ 5 VM
ISR
Pearson FHSCEMTES S B, M35 5-HT /K5
VM B35 I I SA AT SFS43F 2L [H] S VAS PF
I3RS 5 2 (P<0.05) , 1M 1fiL 1 NO . MMP-9 A7
CGRP /K5 VM f835 f SkJi 1 A A AR - JA4p
INHR] K VAS P4 IEADCOCR (P<0.05) . WK 2,
£2 I 5-HT.NO.MMP-9 B CGRP k£ 5 VM &
RLBHIXR
Table 2 The relationship between serum 5-HT, NO,
MMP-9, CGRP levels and migraine in VM patients

i RAER S ] VAS T4
ol P FE P F P
5-HT —0.348 0.003 -0.307 0.017 —-0.329 0.010

NO 0429  0.001 0.309  0.016 0.298  0.021
MMP-9  0.397  0.002 0.318  0.013 0.312  0.015
CGRP 0.337  0.009 0.408  0.001 0.326  0.011

2.4 i 5-HT .NO .MMP-9 2 CGRP /K75 VM
eI PSES

Pearson FHOCHE /3 Hr 45 2R B |, LVE 5-HT /K-
5 VM 3 L2 0 S AR P 2455 5 P[] 42 12
M 2% 2% & (P<0.05) , T L i NO ., MMP-9 K&
CGRP /K155 VM 35 12 22 (9 A AR IR P-4 15 45
[ 42 S IEAH GG & (P<0.05) 0 WL 3.

%3 I 5HT.NO.MMP-9 % CGRP k5 VM B&
ZENXE
Table 3 The relationship between serum 5-HT, NO,
MMP-9, CGRP levels and dizziness in VM patients

sk KAEHR SRR ]
r{H P i P1H
5-HT -0.337 0.009 -0.326 0.011
NO 0.272 0.036 0.330 0.010
MMP-9 0.263 0.042 0.304 0.018
CGRP 0.372 0.004 0.280 0.030
3 it

P Sk 9 03 2 bR TS VML A 3y — Rl ke R 1Y
PRI, I K Z AT — Tl T BE 01 Db Sk T A 5% 4 S 34

CEAAE, BE W AR RE R Sk 2 R0 il O PR A0
HHXF VM 8 &ALl F R R A
A I T B A SR L AT PR RS T R
RHLEIAEAE—E FH L Ak

5-HT 78 i Bz J2 50 0 28 2 ok o4 1) /K7 e
1o, LA A — T o ] e o 42 38 o 5 ot 2 4 1 1 B
F oy B TR ORS00 2 B i 3 45 7 T
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Application of hepatic artery intervention combined with embolization in patients with liv-
er cancer complicated by hypersplenism

ZHU De*, ZHANG Jungi, YANG Jun, LEI Naijun

(Department of Oncology, Central Hospital of Bazhong, Bazhong, Sichuan, China, 636000)

[ABSTRACT] Objective To investigate the effect of hepatic artery intervention combined with
splenic artery embolization on portal vein hemodynamics and T lymphocyte subsets in patients with liver
cancer complicated with hypersplenism. Methods A total of 104 patients with hepatocellular carcinoma and
hypersplenism admitted from July 2016 to July 2019 in Central Hospital of Bazhong were selected and divided
into two groups according to the random number table method, 52 cases each. The control group was given
hepatic artery interventional embolization, and the observation group was given hepatic artery intervention and
splenic artery embolization. The peripheral blood leukocytes, platelet count, liver function indexes [alanine
aminotransferase (ALT) , total bilirubin (TBIL) ], portal vein hemodynamics (portal vein diameter, portal
vein contrast agent peak time), T lymphocyte subsets (CD4*, CD4"/CD8") , serum tumor markers [ Golgi
glycoprotein 73 (GP73), alpha-fetoprotein heterogeneity-L3 (AFP-L3), transforming growth factor-B1 (TGF-
B1) ], and the occurrence of complications before and 7 days after operation were compared between the two
groups. Results On the 7th day after operation, the peripheral blood leukocyte and platelet counts in the
observation group were higher than those in the control group, the serum ALT and TBIL were lower than those
in the control group, the peak time of portal contrast agent and the diameter of the portal vein were shorter than

those in the control group, and the differences were statistically significant (P<0.05) ; 7 days after operation,
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CD4", CD4/CD8" in the observation group were higher than those in the control group, and serum AFP-L3,

GP73, TGF-B1 were lower than those in the control group, the differences were statistically significant (P<

0.05). There was no significant difference in the incidence of pleural effusion and portal vein thrombosis (P>

0.05). Conclusion Hepatic artery intervention combined with splenic artery embolization in the treatment of

liver cancer complicated with hypersplenism can effectively reduce the liver function damage of patients with

hypersplenism, improve portal vein hemodynamics and immune function, and reduce the level of tumor

markers, with high safety.

[KEY WORDS] Hepatic artery intervention; Splenic artery embolization; Liver cancer; Hypersplenism

Portal vein hemodynamics; T lymphocyte subsets
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Expression levels of AEMAb, ACPAb and AHCGAD in infertile patients and their corre-
lation with reproductive hormone content
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[ABSTRACT] Objective To investigate the expression characteristics of anti-endometrial antibody
(AEMAD) , anti - cardiolipin antibody (ACPAb) and anti - chorionic gonadotropin antibody (AHCGADb) in
female infertile patients and their correlation with reproductive hormone levels. Methods A total of 89 female
infertile patients in Tangshan Maternal and Child Health Hospital from January 2019 to April 2020 were selected
as the research group, and 89 women who participated in routine physical examinations during the same period
were selected as the control group. The basic data of the two groups were collected, and blood samples were
drawn to determine the positive rate of AEMAb, ACPAb, AHCGAb, reproductive hormones [pituitary
prolactin (PRL) , luteinizing hormone (LH), follicle-stimulating hormone (FSH), estradiol (E2) ] levels. The
reproductive hormone levels of patients with different AEMAb, ACPAb, and AHCGAD expression in the study
group were compared, and the correlation between female infertility risk factors and reproductive hormone
levels and the positive expression of AEMAb, ACPAb, and AHCGADb were analyzed. Results Pelvic lesions,

miscarriage or postpartum complications, dysmenorrhea, mental stress, education level, positive AEMADb,
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ACPAb, and AHCGADb were all independent risk factors for female infertility (P<0.05). The levels of PRL, LH
and FSH in the study group were higher than those in the control group, and the level of E2 was lower than that
in the control group (P<0.05). The levels of PRL, LH and FSH in the positive expression of AEMAb, ACPAb
and AHCGAD in the research group were higher than those in the negative expression, and the E2 level was

lower than that in the negative expression (P<0.05). Conclusion The positive rates of AEMAb, ACPAb and

AHCGAD in infertile patients were significantly increased, and were closely related to reproductive hormone

levels, which could provide a basis for clinical screening and treatment of infertility.
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antibody ; Female; Infertility ; Reproductive hormone
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Table 4 Comparison of reproductive hormone levels in patients with different expression of aemab, acpab and ahcgab (x +s)
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Analysis of current status and influencing factors of HPV infection in 6 620 married women
YUE Fan, HOU Xiangping*, XIAN Min, WEI Ce

(Department of Laboratory Medicine, Alar Hospital, First Division, Xinjiang Production and Construction
Corps, Aral, Xinjiang, China, 343300)

[ABSTRACT] Objective To understand the infection status of human papillomavirus by screening
healthy married women aged 35 to 60 in Arla area, and further analyze its influencing factors. Methods From
May 2020 to April 2021, 6 620 healthy married women aged 35 to 60 in the Arla area were selected as the
research subjects. HPV nucleic acid detection and genotyping were performed by fluorescent PCR-reverse dot
blot; female Questionnaire on influencing factors of human papillomavirus infection to investigate the
influencing factors of human papillomavirus infection in women. Results Among the 6 620 women examined,
the positive rate of HPV infection was 14.34% (949/6 620) , of which the positive rate of high-risk type was
10.09% (668/6 620) , and the positive rate of low -risk type was 2.34%. (155/6 620) , the combined type
positive rate was 1.90% (126/6 620) , superinfection and triple infection were the most common in mixed
infection; in high-risk infection population, HPV subtype infection ranked the top 3 in order HPV52, HPV16,
and HPV58. Among the low-risk types of infection, HPV54 and HPV61 are the most common. Whether women
are infected with HPV is related to age at first sexual life, educational level, smoking, frequency of sexual life,

number of sexual partners, condom use, There were statistically significant differences in cleaning behavior
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after intercourse, cervical erosion degree, and low immunity (P<0.05), but there was no significant difference

in the number of marriages, drinking, number of induced abortions, and regular physical exercise (P<0.05) ;

logistic regression analysis showed that the age of first sexual intercourse was <20 years old (OR=1.940), the

frequency of intercourse was =4 times/week (OR=1.814) , severe cervical erosion (OR=1.598) , smoking

(OR=1.509) and low immunity (OR=1.371) were independent risk factors for HPV infection in women.

Conclusion The high-risk HPV infection subtypes of females in Alar area are mainly HPV52, HPV16 and

HPV58. Among them, early sexual life, high frequency of sexual life and smoking are the risk factors for

female human papillomavirus infection. Relevant departments should rationally formulate effective intervention

measures based on the above risk factors, vigorously publicize the health promotion and education of human

papillomavirus and vaccines, and reduce the infection rate of female human papillomavirus in the region.

[KEY WORDS]

age; Influencing factors

it 2018 4 —IUE HUR AT S R A WO
U IR RAE T 15~44 % 4F I BE A R W iy
(5 A, BT A S 38 = A, ™ b 3R 1 £
A ar R H G FR E R U I A UL HPV K
RIS T2 Al o I NG B N 2
(Human papillomavirus , HPV ) /& — Ff (R DNA g
B, LR TR AN I Y L AR, o 2 R L
Timtt, R R AT AR . HPV 24
TN B B0 08 & R 2 A I 808 KU 19 5
i, 3R] 43y v fE A (4 HPV16 . HPV18  HPV53
&) R f& & (4n HPV6 . HPV11  HPV61 55 ) B4
4 R 240 HPV JE YL 1 0y B B 1 1, PR BILAAR B s
ARG, RO RS, R RO E L
Ap LB, D A TR B R X B s I
2 HPV &R R B 5 i PR 2, LA B AR B 7R
PR X HPV B Ge 3, ek /b e #51_1 Bz o4 R 74 e 33
RN KA

1 #RE5HZ®

1.1 —Bgek

PRI 2020 4F 5 J 3] 2021 4F 4 H [8] B /5P H X
35~60 J& % B IS R 10 £ 6 620 B A BF 5T X 42, F
PR (43.15£12.56) % . U AbRHE : OE I LoPE;
@M 24 /N TE AR TG HLAE A 230] 4T iR ;
@72 h WICHEAT I s sk 45 25 o HEBR A5 o
OF & FUEF ARG & ; QMBS TGk il A 58
BHETE . BFIT AR P2 B S R, T A 1
BB MR A
1.2 MRk
121 brAREE

Z A6 U e A, B AR BB 2 bk

HPV infection; Fluorescent PCR-reverse dot hybridization; Women of childbearing

R BRIE , oo B R B A, U B S i e rE
20T e 3~5 B8 45F R 10 s, PRI B e
3~5 [, 45 B 10 s, g5 BUHE B Sl - FL AR A7 AE
LR AR
1.2.2 %)t PCR-J [i] 5 4430 1

I AZ K 2 1) 0 U PR A VR 2 B4 i B DNA, R
A HPV K8l & (K T MMy AR A
RS ], G700 44 B« N L Sk 0 o 1 A T A T R Ak
D23 R 700 &, MRS « 24 N3/, A e it 5 .
orc00402 Fll orc00505 ) F1 3 K 4 34 43 (Be M 22 745 BB
AFD4800) X} HPV DNA £ 47 PCR 4" # Jf- il =& H:
JE 4, e RO a5 R AT 4 8, R AR AR (50
L) : WK Z 30 wL,DNA FEZR 20 L, P71 4
f: 50°C 3 min UDG i 2 )i , 95C 11 42 ¥ 5 min;
94°C 2 1k 20 s, 55C I & 20 s, 72T HEfif 20 s, 3k
40 MG ; 72°CHEA 7 min, SZIBE ST FPE FEPE
X HR B B P A 95C T A 8 min , K 40 3
2 min, #R J5 7685 A8 P 58 B 7 W TE 22 28 (M
FINSIE A ) N LS T80 5 B A% PR R I B 56 PR 43 78 K 7
B)EMNIHEE R, 5 HPV 2 B 4% () N sz A= 4
N FL S 988 5 5 A% R ARG I B 32k R 500 &) 64T
JR1R) B AR BE , A4 58 5 I IS Ak A 25 A W 5 pod
PEATEES o
1.2.3 Lot ANFLI I 2 B 52 e R 2R R 2 R 45

AR AR IR e R R (] 2 & S 1 4
FEPE AR WA R A I AR N T 7 R
PEAB B Rl R e RGN
2o UL LAY BE TG A G A 173
5,0k, AP rEE
1.3 Gtk

K FH SPSS 22.0 F A 47 54 4317 5 1HEC5 kL



- 514 - BTEWSIEITAGE 20224E3 #5144 4533 J Mol Diagn Ther, March 2022, Vol. 14 No. 3

Phn(%)%oR , KR Ik ; ok H 2 B &R logistics
[ =52 0 X6 L N LSk 9o o 2 SRR % 1) 2 i) R 3R A
F143H1 5 L P<0.05 S 22 S A e it o

2 &R

2.1 BTRPLF X 35~60 J& % B 45 4 i 11 & HPV
YL BUIR

TEZ AL 6 620 £ 14 v, JLAG ) HPV AR
Ye Ry 14.34% (949/6 620) , Horp i £ 8 fHAE R R
10.09% (668/6 620) , 1% i % BH 1 22 2.34% (155/6
620) , 5 IFRIPH TR 1.90% (126/6 620) , IR B YL rh
DL R J = TR N L 5 T = fE R N
b, HPV W AR YL HETE | 3 1 AK I8 HPV52,
HPV16,HPV58, 7EAIL fi Bk e A #f i, LI HPV54,
HPV61 f i W, W& 1,

F1 FRAERFKX35~00 % BIEREAKX HPV BT A
2% [n(%) ]
Table 1 Distribution of HPV infection subtypes in healthy

married women aged 35~60 in Arla area [1n(%) |

& 5 HPV S i &7 HPV B
52 131(19.61) 54 39(25.16)
16 110(16.47) 61 29(18.71)
58 70(10.48) 36 20(12.90)
18 65(9.73) 44 18(11.61)
53 63(9.43) 43 15(9.68)
45 61(9.13) 11 13(8.39)
56 60(8.98) 42 10(6.45)
63 60(8.98) 6 9(5.81)
39 48(7.19) 11 2(1.29)

At 668 ait 155

2.2 HPV R KHE nHr

2 Pk HPV &R GL 5 75 78 91 IR A= T AF % L3
ORI PR AR TR R PR B R
i R 55 SV VEAT O CE TR AR g R
AT IR, 22 A Gu it o L (P<0.05) ; TR
SEURUREL UG N T OB AR B
I, 2 RS F R L (P>0.05) . ILE& 2,
2.3 HPV &Y logistics 2 [ Z /4T

PLHPV &Y AR, PR A B XHAE A
AR, 7 E A ZH K logistics [ AR A 25 51 5
7N, WIUNE A 6 AR I <20 % (OR=1.940) V£ 15 J
R =4 W/ (OR=1.814) | & J¥ & #i g 12 (OR=
1.598) W 4H (OR=1.509) . %3 Sk F (OR=1.371)
Pl s N RS o s, B2 VA (18 Sl S e
L3R 3,

F2 HPVEEMBEEXEERSH [n(%)]
Table 2 Analysis of factors related to HPV infection (n(%)]

s n  HPV LB~ PIE
WA TS <20 3205 534(16.66) _
’ 20.369 <0.001
(L) 21~ 3415 435(12.73)
SRS UK 1 4403 636(14.44
AU (1444) 0 201 0531
=2 2201 333(15.12)
o I 2665 358(13.43
AR NEzEY T ( ) 5175 0022

B 3955 611(15.44)

(v eli] s 1951 300(15.37)
1.209 0.271

N 4669 669(14.32)

% i . 1812 312(17.21
Wt i ( ) 13.302<0.001

N 4808 657(13.66)

P 3 AR R 2~3 3994 524(13.11) .
, 18.563 <0.001
(/) =4 2626 445(16.94) 7

JER N/ ¢ 0 3033 464(15.29)
(%) 1~2 2354 323(13.72) 2.656 0.264

=3 1233 182(14.76)

YN 1 2675 424(15.85
FEFHB AR ( ) 5.286 0.021

=2 3945 545(13.81)

hE2p 4 e 2765 444(16.05
el = ( ' 7666 0,005

w5 3855 525(13.61)

i) I AT 4044 415(10.26
R REiT N A ( ) 390 0.006

¥ 2576 554(21.50)

AR 7 ] 1964 313(15.93
AR T B P ( ) 3773 0591

7 4656 656(14.08)

e Y=y Yy i3 2707 346(12.78
€I Y=yl %EPEZ ( ) 19,629 <0.001

o 3913 623(15.92)

yiF B 3803 603(15.85
SBIIRT - (1585) " 618<0.001

5 2817 366(12.99)

R 3 HPV Bt logistics ZEZEHH
Table 3 Multi-factor analysis of HPV infection logistics

H7AE & BfH SE Waldy* P OR  95%CI
S ;
PIRAE A AR 0.663 0.148 19.846 0.000 1.940 1.449~2.597
<20 %
1 0.596 0.142 17.431 0.000 1.814 1.371~2.400
HIEEHEEL: 0469 0.136 11.863 0.000 1.598 1.223~2.087
2 (A 0412 0.115 12.702 0.000 1.509 1.203~1.893

FAE ST 0316 0101 9.634 0.001 1.371 1.123~1.674

3 it

B S S — P R G0 Y M B, HPV R
Yo HE BHUR P 2 — ;X b H At & R s B
ATy e BRI IR B SR S — R eT DL L
ME— IR A MR HATHFIY R, R
172 WA B S e A HPV R G Y fa R [
R (R FAR KI5 &0 SRR E K
BEABE KB AN FE HPV BG4 HPV 257l
KL R WA AN T R AR5,
AR P X B IS 10 HPV L PR, 3B His



BNTWiERIrel 20224E3 4 5144 4531 T Mol Diagn Ther, March 2022, Vol. 14 No. 3 - 515 -

Ml R 2R, B AE S BT R i R DX #0098 B 3 B 4 B 4t
S , WTTFEARAS b IX HPV JE e

FEAZ KL 6620 45 02 i, A Y HPV PH A J3&
Yo N 14.64% , 5 WE AT OB s 4 B R AR X
AR HPV [ YL 7K (14.02% ) AT AR T A3
X % P HPV B fHME 4 (25.6% ) ' o fa 7l
FHM: %0 10.09% , IR fE 8 BH 1 2% 2.34% , & 5 B FH
PER 1.90% ; 78 = fE RYB e A HE P, HPV 7 g e
HEAERT 3 ALHK VK HPV52 ,HPV 16, HPV58, 5 EELE:
WA DU Lt fa HPV 2800 — e 22 3, 78
1% £ AV e A#E R, L HPV54, HPV6] fie 4% L,
TR A e rp DL H R R — F R YL i o I

PLHPV Y N A &, iR E B X HENA
Ap g, A £ R & logistics [A] JF AR A 25 8L 5
AN WM AR TG AR IS PR AR T AR SRR R
WA G328 TR 2 2 e N 3L Sk o8 e B SR e 1)
SLfERIRER . 20 5 LU B2 g RGN E B
P AB R A K R, HEAT M ARECA AR, A TR
PR RS . 20 2 VRt R 2 it e e
AL S AT RE 0 B AL R, B T HPV SRS
KBS 5 HLAe PEAE R4 PR AR TR I, BLIACME 2 oK
- b Tt AP R S e T g, AR LA A
AEVE 4 HPV , 341 1 HPV e iy KU ™ 2R 3%
iRt A R B R AR B s
BT HPV B g KRS AR 2N A
FEH MR TR AR AT BRI R e T, AL
ANBETHBE HPV B, i85 Al BB 175 & AR i HPV J5k
e BB RE TR B R — ARG M S N R S P R
JiE T LR AR . FEIE R IE AL, 1A nT 4
FRH A BRI, RACBORUEY , S Sk
A RAE B A, BH A SR BT & AR T, ST
F W], HPV SR Y 5 P A BT 19 el 2S5 % U0 I
RO, E BUBE S T R, A ol B A TR BE 1
]S, S0 LA S8 S 7, HPV 5t A B e LA 5
di s T AR E R T RS A AT
A=, WA AT R e SORS VR R A AR ) e T
IR B Sk A e, 338 10 T HPV B i XU, HL
W RE 1R R AT AR s T AR & B HPV R 3 1 2
Y e A AR

ARG IR K& B G PE JIIK T S HPV SBR[ 52 M)
&R, A I e 1 5 TR AR 1Y
S, DI REAR N, 45 5 32 B HPV [,
AP HPV %2 1 2 — R Hil Bl HPV JE L A 3Lis 42

HETE A 24 58 Hoah AT 5% 4 % 00 R0 4 7,
B 58 N T AR NBEEERR ™, HPV Sy 19 By 32 22
W I R TR AR AE R /N335 HPV FHZ L1 A
JF 20 % B TR AR UKL, B L AR, AT LA
77 A HPV FL A, I & 75 BH T HPV J2% 44 19 1
A2 BardeE o~45 F @ik N0 BEGE 3212,
AR R & 2020 4F TR E HPV 52 1 422 F R AN
2.24% , AL Tt SRR

g5 LT BT R A IX Lotk HPV & 6 IR e
A 32 % L) HPV52., HPV16. HPV58 i T, & 1 !
HPV B A I B i & 301 1 R 9 A8 1) FE 22
fERE R o Hod kA 6 B AR T AR = AR
B3N R YN DS e S S e S
AR | AR I R 224 B A A S T R e, K
T EAL NFL LR M R EA AT T
VR, BEARAS 1l IX Lo N LS IR s iR e R

Sk

[1]  Arbyn M, Weiderpass E, Bruni L, et al. Estimates of inci-
dence and mortality of cervical cancer in 2018: a worldwide
analysis[J]. Lancet Glob Health, 2020,8(2):e191-e203.

(2] FEK, Bon, Bl 55 75 805 A FL 0N 2 A 58
P T T & K R (T ) [0 ] 0 i R e
2019,25(6):718-735.

[3]  de Martel C, Plummer M, Vignat J, et al. Worldwide burden
of cancer attributable to HPV by site, country and HPV type
[J]. IntJ Cancer, 2017,141(4) : 664-670.

[3]  Clifford GM, Tully S, Franceschi S. Carcinogenicity of Hu-
man Papillomavirus (HPV) Types in HIV-Positive Women :
A Meta-Analysis From HPV Infection to Cervical Cancer[J].
Clin Infect Dis, 2017,64(9) :1228-1235.

[4]  de Sanjosé S, Brotons M, Pavén MA. The natural history of
human papillomavirus infection[J]. Best Pract Res Clin Ob-
stet Gynaecol, 2018 ,47:2-13.

[5]  Cohen PA, Jhingran A, Oaknin A, et al Cervical cancer[J].
Lancet, 2019,393(10167) : 169-182.

[6] ShiN, LuQ, Zhang J, et al. Analysis of risk factors for persis-
tent infection of asymptomatic women with high - risk human
papilloma virus[J]. Hum Vaccin Immunother, 2017,13(6):1-7.

[7] LiK, Li Q, Song L, et al. The distribution and prevalence
of human papillomavirus in women in mainland China [J].
Cancer, 2019,125(7) : 1030-1037.

(8] Wang J, Tang D, Wang K, et al. HPV genotype prevalence
and distribution during 2009-2018 in Xinjiang, China: base-
line surveys prior to mass HPV vaccination[J]. BMC Wom-
ens Health, 2019,19(1) : 90.

(F#% 520 )



- 516 - BTEWSIEITAGE 20224E3 #5144 4533 J Mol Diagn Ther, March 2022, Vol. 14 No. 3

. a
.’I,/a H e

PCT.CRP.EOS . NLR X{ 12 P:PH € Pk il 52 P el
AR5 T VT A K PR

HEM KR EHF

[ ZE] BB HFRBEEEE(PCT) (C-J W& [ (CRP) FERRMERLAN I (EOS ) | rfv kL 4l i/ itk
U0 20 JH (NILR ) %88 e oL 25 14 i 5 9 22 1 7 5 ( AECOPD ) £ 0 15 1A K T8 M AN 18 . s
BERAR FE I T Boe P I A e B L LL 5 B 2019 4F 1 % 2020 4F 12 A IIE 19 AECOPD #3197 #4]1%
SR, PR I PR R0 B Bl K i A3 A 43 A e B (TE NI 0, n=27) T B (b I e o - o A=
TG, n=60) K T J& 20 (22 Pk P 08 A AR R FE I, n=110) , 1 [7) 390 3k [z £t BRE AR A6 25 50 491 (R IEH)
HR A B 7155 UK A B 5 9 A H INBET RN BUG A B FA1G 3 TR RAT, LR RIS A [ 1505 1%
3 PCT . CRP,EOS . NLR 7K, 1 W I A DU 3505 A5 B0 S A R E . 455%  WF5E41 PCT.CRP.
EOS \NLR 7KK F X M4, 22 S A7 i 11242 X (P<0.05) . WF58 4] PCT .CRP ,EOS . NLR /K FL %5,
BREHASTEHSETH, 2505 H2F 5 L (P<0.05) . Tiljg A B8 #4 PCT .CRP .EOS .NLR /K- 5 F
)a R B3, 22 5578 G 2% 5% X (P<0.05) . PCT ,CRP ,EOS \NLR 7K - B & F50 00 5 45 0 751 5 AS R
R R 89.70% , F¢ 5 FE Tl 84.50% (P<0.05) , #5i& PCT.CRP.EOS .NLR £ & Fifi 3 175 i =5 32 3
i, % AECOPD H& 45 1l J5 A 0 22 Fl A i

[RIE] C-RWEF; MG I MgER AR A0 5 18 ks 20 i 55 90k B 40 LU A 5 49 PR ZE 1
il 5 9

Prognostic value of PCT, CRP, EOS and NLR in patients with acute exacerbation of
chronic obstructive pulmonary disease

HAN Huishan, ZHANG Cheng, WANG Lizong*

(Department of General Medicine, Yijishan Hospital affiliated to Wannan Medical College, Wuhu, Anhui,
China, 241000)

[ABSTRACT] Objective To explore the prognostic value of procalcitonin (PCT), C-reactive protein
(CRP) , eosinophils (EOS) , neutrophil (neu) to lymphocyte (lym) ratio (NLR) in patients with acute
exacerbation of chronic obstructive pulmonary disease (AECOPD). Methods 197 patients with AECOPD
treated in yijishan Hospital Affiliated to Wannan Medical College in Wuhu City, Anhui Province from January
2019 to December 2020 were set as the observation group. According to their clinical manifestations and arterial
blood gas analysis, they were divided into mild (no respiratory failure, n=27), moderate (acute respiratory
failure - no life risk, n=60) and severe group (acute respiratory failure - life risk, n=110), 50 healthy persons
who came to the hospital in the same period were selected (control group). According to the follow-up, death
within 9 months after admission was set as poor prognosis and survival as good prognosis. The levels of PCT,
CRP, EOS and NLR in patients with different conditions and different prognosis were compared to judge the
value of the above four indexes in predicting poor prognosis. Results The levels of PCT, CRP, EOS and NLR
in the study group were significantly higher than those in the control group (P<0.05). In terms of PCT, CRP,
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EOS and NLR levels, mild group Moderate group There was significant difference in severe group (P<0.05).

The levels of PCT, CRP, EOS and NLR in patients with poor prognosis were significantly higher than those in
patients with good prognosis (P<0.05). The increased levels of PCT, CRP, EOS and NLR were 89.70% and

84.50% (P<0.05). Conclusion

The severity of PCT, CRP, EOS and NLR patients increased gradually,

which has important predictive value for the prognosis of AECOPD patients.

[KEY WORDS] CRP; PCT; EOS; NLR; AECOPD
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W5 s @A FEIHABAG DI RE 55 # 5 @A IO 1l 5 %
W T ERE MO A QT 3 N H BT IR TFA
1.2 ZWitsif

DA 1 BH 2 1 il 5 05 3k 2 12 97 48 B (2018
) )T R bR O TR RITCR T 5, R
R HAEAERR 3 2B, WP RIE, B R R
Bfth o] PP 2y, A W B M PR AR REAE . A
B AR T QAR R g 3 K, Bl 1) B
Bio M2 I AR WA S , U2 i ] A I
55, PE [R] A 9E K X 2R 45 S /R il S 3 R
ZAL IR A B @R D R R A b SR
&7 5k 24 J5 P <45 1 (forced expiratory volume in
one second, FEV1) 5 I J1 Jifi i & (forced vital ca-
pacity , FVC) H{<70% WS 25 5<80%
1.3 Hik

T 98 0 42 138 R s RS T il BB Jok i,
5 mL & T EDTA HuEE , r A FEAS 4T 20 min B
DA (3 000 t/min, 5048 10 cm) o FFEEAS L
F-80CA R, 12 /BRI 58 56 . % A= k3 Br
CCH L2 W™ fh LA RA A, S 7600
Series ) FHAN AR H A7 77 &0 22 CRP., %4 A shfk
5 R G AHRE S WA IR T 3 7=l A g s 2 TR
ey A BR 2 7] Maglumi 1 000 plus) JH#E A PCT iz,
G (v E B A MR A R A ) D5 4 9%
B PCT ., 3 1 41 B 53 BT A CHI VT A 7 B2 97 4 b
A R\ H] BC6800/BC6900 ) Kz AN 2% it 2 i 771 1l &
NEU 5 LYM .EOS % & , It A A A< 446 I 19 1K 5
BOEYIMH . NEU 5 LYM 8045 R 58w 1
{8 NLR,
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1.4 WMEHFER

(DPCT .CRP EOS /K-, 5 Jir 4 AF 58 X 42
Il % PCT ., CRP /K5 EOS % i , 4 #T AECOPD
BHE R HUS A R ALY PCT.CRP KF5
EOS %4, I PCT .CRP .EOS %} 1 il i Jj5 A~ &
i, @NLR4axi{E . @R NEU.LYM
i ,NLR=NEU/LYM . 4r#T AECOPD (% {i
PG AN R NLR 48X, JA W7 T 7 765 A
RME. ORI . LB oA H b5 s, Bt
JG 9N HWNIET TG AR .
1.5 Hiiliabsg

HI SPSS 22.0 F 44k B3 #r Ge i+ il o T4k
TR n (%) R, R ¢ W55 il N IE S 73 A1 1

PR (2 +5) TR AT K50 5 AR BN IE 2S5 A
TH OB T B (Uo7 BB B8 ) Fom L AT AE S8
K 56 5 IR IE 250 A 22 43T Bk H g B R &
ANOVA J7 258 , AR IEZS 43 i 22 4l F = %%
BT AE SRR 56 5 AH % a6 TR R FH Logistic [7]
P43 HF 3 857 23R 3 TR F il 28 (ROC) 38 5%
PCT ., CRP,EOS . NLR X i J5 AN K {9 #0415 .
P<0.05 KRR EFAGTITFE L,

2 FR

2.1 4] PCT.CRP.EOS .NLR [t
5544 PCT .CRP .EOS .NLR ik /K - 13 3 75
TR, 25085152 L (P<0.05), W1,

&1 WA PCT.CRP.EOS.NLR bb2s [ ARy (4 ArBEE) ]
Table 1 Comparison of PCT, CRP, EOS and NLR between the two groups [ median (interquartile distance ) ]

4151 n CRP(mg/L) PCT(ng/mL) NLR EOS(10”/L)
X HEZH 50 1.15(0.83,1.58) 0.11(0.05,0.17) 0.65(0.54,0.83) 0.13(0.08,0.18)
ol 197 10.30(5.16,22.57) 0.21(0.05,0.52) 4.85(3.29,8.76) 0.20(0.00,0.51)
2 1H 102.642 13.172 118.866 5.832
P14 <0.001 <0.001 <0.001 0.016

2.2 A[EE TS ## PCT .CRP.EOS NLR H 4

AN [R5 % He %% PCT . CRP.EOS .NLR /K F- It
BOUREASTEAS>HEEA, ZRARIMFE S
(P<0.05). W32,

%2 A EIEHRE PCT.CRP.EOS.NLR Lb3%
[(xxs)/HRAE (M AIEERS) ]
Table 2 Comparison of PCT, CRP, EOS and NLR in
patients with different conditions [ (x +s)/median

(interquartile distance ) ]

CRP PCT EOS
2H I
- n (g (ng/mL) NLR (10°L)
2.64 0.19 0.13
é ¢ ¢
REAL 27 T526:TLIL () G0 00y (0.05,0.38) (0.28,0.36)
10.20 6.09 4.0
RE 4] P o« *
AL 60 32.93£22.26° (< (<) 00 (3.94.1006° (245,606
. 0.52 0.20 0.20
[ 4] p #
EEAL 110 63584487 (10" 208 (0.10.056" (0.00,0.30°
Flpft 65.484 62.029 34.505 12.079
P <0.001 <0.001 <0.001 0.002

T 5 R, °P<0.05; 5T EE4L L, "P<0.05,

2.3 ¥ AECOPD [ TilJ5 A R 2 & 4t

PR ZEL TR AR ) A5 OR PR | v I
JE) e, 22 R I8 X (P>0.05) ; 55 s ir 4
A, 75 A B 40 PCT .CRP.EOS .NLR 7K 3B & B
171 (P<0.05) . Logistic [543 Hr 25 5L A 0 PU 5 £8 A5
T & UG A RAER: I ZE (P<0.05) . TLE& 3~4.

&3 AECOPD 2EWEARSEEZESH [n(%) ]

Table 3 multivariate analysis of poor prognosis in patients
with AECOPD [n(%) ]

T A R 41 T R4l .
A
H= (n=29) (n=168) rH P
i g 6(20.70 54(32.1
B = ( ) (32.1) 1532 0219
w 23(79.30) 114(67.9)
1A 2 18(62.10 87(51.80
i - ( ) ( 1051 0305
w 11(37.90) 81(48.20)
531 3(10.30 42(25.00
P 53] % ( ) ( ) 3014 0083
T 26(89.70) 126(75.00)
IR e 14.(48. )(47.60
WEIRpE 2 (48.30) 80(47.60) 0,001 0948
w 15(51.70) 88(52.40)
EE 2 16(55.20 92(54.80
R ( ) ( ) 0002 0967
= 13(44.80) 76(45.20)

CRP(mg/L) 31.70(20.13,114.50) 8.58(4.54,20.70) 42.899 <0.001
PCT(ng/mL) 3.00(2.34,30.10) 0.16(0.03,0.36) 64.825 <0.001
NLR 10.20(5.46,42.38)  4.47(2.96,7.36) 21.170 <0.001
EOS(107L)  0.30(0.05,0.65)  0.20(0.00,0.30) 8.573 0.003

#4 FEARR Logistic @34 47

Table 4 Logistic regression analysis of poor prognosis

f6br B S.E.fH WaldfH HHE Exp(B) 95%CI PfA

CRP —-0.036 0.009 16.810 1 0.964  0.948~0.981 0.000
PCT -0.284 0.105 7.305 1 0.753  0.613~0.925 0.007
NLR -0.044 0.019 5.387 1 0.957  0.923~0.993 0.020
EOS -2.088 0.852 6.011 1 0.124  0.023~0.658 0.014
T 4.701  0.665  49.980 1 110.006 0.000
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2.4 PCT.CRP.EOS . NLR Al 5 B4 F i J5
AN K ROC k5 #r

PCT .CRP .EOS .NLR Bt & il 7t J5 A K R A
& 4 89.70% , 5 5 M 84.50% , At T B — K (P<
0.05), W5 K2,

&5 PCT.CRP.EOS.NLR 858 & Fl/ER R A
Table 5 The poor prognosis predicted by PCT, CRP, EOS

and NLR alone and in combination

25
54k AUC SE fi *ng cut-off {H UKL Fi5t [ 95%Cl  PIH
H

CRP 0.857 0.031 0.615 12445 0.966 0.649 0.796~0.918 0.000
PCT 0.968 0.014 0.918 0775  0.966 0.952 0.942~0.995 0.000
NLR 0.768 0.053 0.419 8425  0.621 0.798 0.664~0.872 0.000
EOS 0.668 0.063 0.313  0.605  0.141 0.899 0.544~0.792 0.004

A 0.937 0.022 0.742  0.896  0.897 0.845 0.893~0.980 0.000

—Z — 1
[ [LIESTEERT
08 J —CRP
| PCT
i NLR

g 0.6 f —EO0S
Ba
041 ~ s

0 02 04 06 08 10
1-F 5k

B 1 ROC iz
Figure 1 ROC curve

3 it
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RIEAE A AECOPD ik &bl , il Bk o &R
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EAE e i P B R 5 B i 5 i ALP L IGF-1 .
SICAM-1 J% B-CTX K F-ytae

HEE T X BRT KA

%

[# ZE] Br WITEHEREEITFEEME - 1 8K e R B um ik (B-CTX) | 8 14 # B2 A
(ALP) | JBE 5 Z A AE K -1 (IGF-1) . A W] i 1 40 f 7] 26 B 23 F -1 (SICAM-1) K F- 5 B8 & B i B
WA KFR . Ak HEE20184F 1 H 2 2021 4F 3 H i E R & Bk U1 B A7 9 8 22 F ARG T IR
HE YT RE 123 6], % 123 i 8 E AT REUT AR R RS R AR BT IR R @A 4 o AR 41 30 4] L IEH A
A 03 ] (X BRZH ) 5 % LE W 2H AR 3 TR B0 )5 A [ ) 1) 50 19 X8 B 43 | I % ALP . IGF-1 . sICAM-1
I B-CTX 7K 5 5% Z2 e M VA T3 43 H X 25 i iE43-5 8 I A% E 31 . BMI Al 7% ALP IGF-1 .
SICAM-1 . B-CTX %5, &R MERABERE LAH ARG 240 H B9800 X L3515 W28 T XF
WA, 22 55 B G20 3 L (P<0.05) 5 AR F, 28 38 4 F%) FR ZH A9 1L 7% ALP . IGF-1.sICAM-1.,B-CTX %%
ERHGIT2ER XL (P>0.05) s K J5 2 4 H  SER AL HIMTE SICAM-1 13 TXFHRAL, 1f13# ALP . IGF-1.3-CTX
T XA, 22 RIH G248 L (P<0.05) ; ZIRLE AT 85 R B n cEF T RS EE &
i X £ 3F 43 5 ALP L IGF-1 ., B-CTX £ iF # 56 (P<0.05) . 5 AR J5 4t | sICAM-1 £ 7 4 ¢ (P<0.05) .
it LERFRFEIARE ALP IGF-1.B-CTX /K & sICAM-1 /K V28 4k ] B8 5 B i 8 A 5.

[kEiR]  B- T BUMIFR BN s BPERERREG ; B RAE A -1 APV P40 M ) 2B 50115
L=gi

Correlation between postoperative osteophytes and serum ALP, IGF-1, sICAM-1 and

B-CTX in elderly patients with tibiofibular fracture

CHEN Jinfu'*, WU Duoqing®, CHEN Yuxing®

(1. Department of Orthopedics, Chengmai People’s Hospital, Chengmai, Hainan, China, 571900; 2. Department
of Rehabilitation and Reconstruction, Orthopaedic Medical Center, Haikou Hospital Affiliated to Xiangya
Medical College, Central South University, Haikou, Hainan, China, 570208; 3. Department of Orthopedics,
Hainan West Central Hospital, Danzhou, Hainan, China, 571700)

[ABSTRACT] Objective To investigate the relationship between serum B -CTX, ALP, IGF-1,
SICAM-1 levels and callus formation in elderly patients with tibial fractures. Methods A total of 123 patients
with tibial fractures treated by open reduction and internal fixation in Chengmai County People’s Hospital from
January 2018 to March 2021 were selected, 123 patients were followed up, and they were divided into the
delayed group of 30 cases according to whether the patients had delayed fracture union. 93 patients with normal
healing (control group) ; The X-ray callus scores, serum ALP, IGF-1, sICAM-1 and B-CTX levels at different
time points before and after surgery were compared between the two groups. Multiple linear regression method

was used to analyze the relationship between X-ray callus score and age, gender, BMI and serum ALP, IGF-1,
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SICAM-1 and B-CTX. Results The callus X-line scores of patients in the delayed group at 1 month and 2
months after operation were significantly lower than those in the control group, and the difference was
statistically significant (P<0.05). Before surgery, there was no significant difference in serum ALP, IGF-1,
SICAM-1 and B-CTX between the delay group and the control group (>0.05) ; Two months after operation, the
serum SICAM-1 in the delayed group was higher than that in the control group (P<0.05), and the serum ALP,
IGF-1 and B-CTX were lower than those in the control group, and the difference was statistically significant (P<
0.05). The results of multiple linear regression analysis showed that the callus X - line score was positively
correlated with ALP, IGF-1 and B-CTX in elderly patients with lower extremity tibial fractures (P<0.05), and
negatively correlated with postoperative infection and SICAM-1 (P<0.05). Conclusion The changes of ALP,

IGF-1, B-CTX and sICAM-1 levels in elderly patients after tibial fracture may be related to callus formation.

[KEY WORDS]

factor-1; Human soluble intercellular adhesion molecule-1

BEErA S KEEIN 15% 24, )8 Tih
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Table 2 Comparison of callus X-line scores at 1 and 2

months after operation between the two groups (x+s)

25 n AJF 11 H ARG 24 H
JER A 30 0.830.40 1.52+0.66
X 2 93 1.78+0.42 2.60+0.28

18 9.222 8.099

P{H 0.000 0.000
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KA, HE R 2 FXT B 41 19 1L 3% ALP |\ IGF-1 .
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Table 2 Multiple Linear Regression Results

i B1A SEfH t{H P
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TR T 2.557 2213 1.335 0.181
ENEEES -4.109 2.885 2.029 0.045
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3 g

F BT R DL B T R D PR A AR
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Table 2 Comparison of serum ALP, IGF-1, sICAM-1, B-CTX between two groups (x+s)

- . ALP(U/L) IGF-1(ng/mL) sSICAM-1(ng/mL) B-CTX (ng/mL)
AR ARJF 241 Nl ARJF 241 AR ARJF 241 AT AJG 24~ H
FEIRZ] 30 74.3+8.3 85.3+9.1 207.8+44.6  310.4+57.8 304.8£79.6 212.7+48.2 0.40£0.07 0.45+0.06
XHEZH 93 76.0£6.6 96.1+10.3 212.448.0 351.2+60.3 297.3+75.0 144.8+32.7 0.410.06 0.52+0.08
& -1.149 -5.131 —0.464 -3.254 0.469 8.737 —0.762 -4.405
P{H 0.253 0.000 0.643 0.001 0.640 0.000 0.448 0.000
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COPD Jf RF £ NIPPV Ji5 Fib.D-D. .S S5 4k
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J7 I L A 15 (Fib) (D- AR (D-D) MBS EW A L SITIREm X R, Ak K201844 HE
2021 4F 2 H T B BB K B8 AU 5 28 32 B Be 1R 97 1 98 151 COPD 43 9 RF MR/ N 58 41, 26 L[]
1 86 1] f R AR 35 1 b it BRA . HL AR AIF 9 L3R YT AT JE 5 % R4 Fib . D-D | i< 2 5k [ 3 ik it 48053 &
(PaO.) . Bl ik ift — 4 fkfe 73 F (PaCOy ) | i By [ J1 i i 12 (FVC) . — b 1S4 L (FEV, ) .FEV/
FVC |; 43 #1 COPD 4 Jf RF [ Fib .D-D . L A4 ST RE M AH M. 455 Fib .D-D . PaCO, /K F- : B
FEAVRTT B> W55 43497 J5 > %1 40 , PaO, .FVC .FEV, .FEV/FVC 7K - . i 58 41 1A 7 Bl <WF X 4697 Je <
X HRAH , 2% 5 G5 2 X (P<0.05) , COPD 3f RF 3 Fib .D-D .PaCO, 5 FVC .FEV, .FEV//FVC £ ffi
#H2% (P<0.05) , Pa0, 5 FVC \FEV, \FEV/FVC £ IEM 5% (P<0.05) ., £5i€ COPD 43 RF B & i V) fg %
P23 5% WA Fib . D-D | Il LS4, SR BUNIPPV 697 )5 BEA R0GE [ G D 6E <S40, 4 Bh T8 5 0
W RGeS, VA I s RS

[£3A] NIPPV 47T ; PaCO,; Fib; COPD 457 RF; ifidifig

Relationship between the changes of Fib, D-D and blood gas parameters of COPD com-
bined with RF after NIPPV and lung function

YANG Qian'*, WANG Huiting®, YIN Yuedi®, JIN Mingyue*

(1. Department of Critical Medicine, Beijing Shijitan Hospital Affiliated to Capital Medical University,
Beijing, China, 100038; 2. Department of Spine Surgery, Beijing Jishuitan Hospital, Beijing, China, 100035;
3. Department of Vascular Surgery, Beijing Jishuitan Hospital, Beijing, China, 100035; 4. Department of
Respiratory, Beijing Shijitan Hospital Affiliated to Capital Medical University , Beijing, China, 100038)

[ABSTRACT] Objective To explore the relationship between the changes of fibrinogen (Fib), D-dimer
(DD) and blood gas parameters in patients of chronic obstructive pulmonary disease (COPD) combined with
respiratory failure (RF) after noninvasive intermittent positive pressure ventilation (NIPPV) and lung function.
Methods The clinical data of 98 COPD patients with RE who were treated in Beijing Shijitan Hospital,
Capital Medical University from April 2018 to February 2021 were selected as the study group; another 86 cases
who had health examination were selected as the control group. Compared The levels of Fib, DD, and blood gas
parameters |[arterial partial pressure of oxygen (PaQ.) , arterial Partial pressure of carbon dioxide inartery
(PaCO,) ], lung function [ forced vital capacity (FVC), forced expiratory volume in one second (FEV1), and
FEV1/FVC were compared between the study group and the control group before and after treatment. The
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correlation between Fib, DD, blood gas parameters of COPD combined with RF and lung function was

analyzed. Results Fib, DD, PaCO. levels: before treatment in the study group > after treatment in the study
group > the control group. PaO., FVC, FEV,, FEV/FVC levels: before treatment in the study group < after

treatment in the study group < the control group, the difference was statistically significant (P<0.05). Fib, DD,
PaCO, were negatively correlated with FVC, FEV1, FEVI/FVC, and PaO, was positively correlated with
FVC, FEV,, FEV/FVC in COPD patients with RF (P<0.05). Conclusion Impaired lung function in patients
with COPD and RF can affect the levels of Fib, D-D, and blood gas parameters. NIPPV treatment can

effectively improve the patient’s lung function and blood gas parameters, help the recovery of the patient’s

respiratory system, and reduce blood hypercoagulability.

[KEY WORDS] NIPPV treatment; PaCO.; Fib; COPD with RF; Lung function
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®1 WRARTHIESARAFib,D-D.Pa0.,PaCO, K FLLE (x+s)
Table 1 Comparison of FIB, D-D, PaO, and PaCO, levels between the two groups at admission (x+s)

20 n Fib(g/L) D-D(mg/L) PaO,(mmHg) PaCO,(mmHg)
W A IRYT T 98 4.51+0.38 1.59+0.43 50.46+5.82 59.56+5.72
W AIRYT A 98 3.88+0.29° 1.21+0.37* 70.33+7.49" 44.79+5.96"

X HR4H 85 3.57+0.35" 0.87+0.29% 73.42+9.86" 41.83+3.47"

FAH 182.48 86.17 241.94 310.30

PAH <0.001 <0.001 <0.001 <0.001

E - GHEFEAA YT T ELEL, P<0.05 5 SHFTEALAYT IR WAL, "P<0.05.

2.2 WA AT A 5% B4 FVC .FEV, .FEV/
FVC /K s

FVC.FEV, .FEV/FVC /K . i 58 41IR 7 i <
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Table 2 Comparison of FVC, FEV1 and FEV1 / FVC

levels between the two groups at admission (x+s)

20 n  FVC(L)  FEV.(L) FEVJ/FVC(%)
WEEAIAIYAT 98 1.7520.33  1.02+0.21 45.37+9.86
WHRAIBITG 98 1.98+027°  2.59+0.35'  74.19+10.95

X HE2H 85 2.17+0.31" 3.08+0.42"  82.46+12.33"

FAE 43.84 974.42 202.52

P{H <0.001 <0.001 <0.001

1 ST AIRITET LA, "P<0.05; SHF5E 4037 i, 'P<0.05,
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K(P<0.05), W33,

%3 COPD &7 RF &% Fib.D-D. S S 5 thsE
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Table 3 correlation analysis of coagulation function, blood

gas parameters and lung function in patients with

COPD complicated with respiratory failure

sk FVC FEV, FEV./FVC
r {8 PE r{l PH r{H P
Fib —0.427 <0.001 -0.387 <0.001 —-0.543 <0.001
D-D -0.487 <0.001 -0.449  <0.001 —0.546  <0.001
PaO. 0.478 <0.001 0.468 <0.001 0.427 <0.001
PaCO, -0.453 <0.001 —-0.397 <0.001 —-0.524  <0.001
3 it
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FE B 0 ST bR = AL S T RE T R, g8 HR A
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Clinical application of non-invasive prenatal genetic testing technology in fetal chromo-
somal aneuploidy detection

XUAN Shuxia, XIE Xiaolei, CHEN Chen, LIU Yanmei, LIN Jinduan, LI Fuguang, PAN Yizhen, TANG
Qiaomin, YIN Weiguo*

(Department of Laboratory Medicine, the Sixth Affiliated Hospital of Guangzhou Medical University,
Qingyuan People’s Hospital, Qingyuan, Guangdong, China, 511518)

[ABSTRACT] Objective To evaluate the application of non - invasive prenatal gene detection in
prenatal chromosome aneuploid detection. Methods The clinical data of 6 535 pregnant women who underwent
non-invasive prenatal genetic testing (NIPT) in Qingyuan People’s Hospital from October 2017 to June 2021
were collected. High - risk pregnant women underwent amniocentesis for karyotype diagnosis while low - risk
pregnant women were follow-up by telephone. Results A total of 88 high-risk fetal chromosomal aneuploidy
were detected in 6 535 samples, with a detection rate of 1.35%. Among them, 68 cases were diagnosed with
trisomy 21 (T21), trisomy 18 (T18), trisomy 13 (T13), sex chromosomal abnormalities (SCA) , and rare
chromosomal abnormalities (RATs) by prenatal diagnosis. There were 18, 5, 8 and 1 cases, respectively, and
their positive predictive value (PPV) were 72% (18/25) , 83.3% (5/6) , 40% (8/20) and 7.14% (1/14) ,
respectively). The positive detection rate of the elderly group was higher than that of the young age group, the
difference was statistically significant (3’=13.005, P<0.05). The positive detection rate of Tang screening high-
risk group was higher than that of borderline risk or single - index abnormal group, and the difference was

statistically significant (x°=18.565, P<0.05). Conclusion NIPT can detect fetal chromosome 18 and 21
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aneuploidy quickly and accurately, but the PPV of chromosome 13 is low. And the detection and effectiveness of

SCA and RATS need to be improved and optimized. The risk of chromosomal abnormalities in the elderly and

high-risk population is increased. These people should be paid more attention in the application of NIPT.

[KEY WORDS]

prenatal screening; Prenatal diagnosis
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Current status of detection and identification of carbapenem-resistant Enterobacterales
LEI Jing', LIU Zeshi', GAO Xinghui*, TANG Yiwei’*, GENG Yan'*

(1. Department of Laboratory, the Second Affiliated Hospital of Xi’ an Jiaotong University, Shannxi, Xi’an,
China, 710004; 2. Cepheid (Shanghai) Commerce and Trade Co., Ltd, Shanghai, China, 200030)

[ABSTRACT]

Timely detection of CRE in clinical laboratory is very important for nosocomial infection prevention and control.

Carbapenem - resistant Enterobacterales (CRE) infection spreads rapidly in China.

In CRE, carbapenemases are the main contributing resistance mechanism. At present, CRE detection include
phenotypic and genotype methods in the laboratory. Phenotypic methods detect the activity of carbapenemases
through the hydrolysis of carbapenemases on carbapenem drugs or inhibiting carbapenemase activity by
inhibitors, or screens colored CRE colonies by adding substrates. Genotype methods include targeted gene
detection and next- generation sequencing, which detect the encoding carbapenemase DNA sequence. In this
paper, the detection and identification methods of CRE were studied retrospectively.
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Genotype detection

Carbapenem - resistant Enterobacterales; Carbapenemases; Phenotype detection;
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control and prevent, CDC ) ¥ CRE #& S K i /& LA T
T — 2% - O R FF 1R B 405 X W0 e 55 mg 55 B By
e O 3 R B2 B AT ] — Tl i 7 R 0 S BT
TR 24 W) Tt 245 5 0% SV JHe 55 i R AR SRR P A I 1 240 T
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7R T R W i R CRE i 25 5 35 22 1 L,

Ho A it 25 HL I 38 B 45 Ab B AL 2R sk 2k Bl 8 A8
P 1a] AmpC Jiff 5 T 38 B - P4 Bt fie i 1) R 35 L Ab
HER R Gl ik AR Ambler 43 T 4 2%
T, nlR kT B A B AID =25, I
* 1,

Table 1  classification of carbapenemases

e CE T LA ) AT R
A o WA BRI Z oA v A
(4B KPC W kT AR AR R W2 R

\ IMP ke Rk " . s

B % A . KW BRI R R o

] VIM e NN Sy . i i LG IE

(SR N P RADIE IR - P

D% OXA8 I B R K Rt
o : SATa S N3]t 2k AR
(22 % R ) OXA-23 AT ASTK AR 1% S 6L T R 2 (AT 5] OXA-48)

3 CRE REHKEM A%

3.1 Carba NP4

Carba NP i 56 & 2015 4F CLSI # 7 () %t CPE
TP B T o A TR ) 5 B T P — A s,
Ji B Sy Bk 7 B M T K i ST e 15 e IS 5 B0 W PH
H AR M & A B A8k o P48 , Carba NP 5
or I Az FF B E A B RN 28 5 SR 1 ™ KPC \NDM
VIM . IMP 4 i T %5 s Bl ) 52 505 F0RE S 3 44>
90% , {H Hi T OXA-48 X 5 T B 4 25 25 W 7% vk 5%
55, R R B AR ENHEAM., Hit, Carba
NP iR 55 7F OXA-48 1= Jit A7 X 3k (4n 4+ H-F A A
HAR M XA ) AN B kil A 87 53 4h, i 4T Car-
ba NP 2t 5 i BE F JF 2 25 14 b5 5 55 0 17 181 Ak 1%
F%o WEET T, N FEEURN i (55 37 FE B T A
TERTIN VIM 5 OXA-48 7776 B B4 , il ] MH -
B it 4 T Bk [7] Bsf 48 47 OXA-48 Fil NDM/VIM fif
SRR
3.2 o Rk &I I KI5 I

2017 4F , CLSI #E 77 2 R ik T 55 M K% 1l 3
(modified carbapenem inactivation method, mCIM )
JHF K CPE, 2018 4, 3/ T EDTA B K ik &
5 M K 3% 38 56 (EDTA -modified carbapenemase in-
activation method, eCIM ) , H 35 ik 77 25 45 il ] 7K fifg
2% K5 e LU e EDTA ] il 4 I B- PN Ik Jie il 7% 1
Y B B, AT DA 2 R R AL . PSR I, mCIM
I CPE 19 2 82 FRE 55 22 1 2 100% 5 eCIM . IX.
O3 22 TR T R R S 4 51 Oh 100%

95.1% , MBLs HJ R # B 1% 5 &y 98.4% FI
100% , 5 15 0 T Ak [7] I 77 7 22 %2 1R 1 A1 MBLs,
eCIM BB 45 A0 B2
3.3 T g M Tl AT T ) 1 iR i

HR A 3- 2 BE AT R A 20 ke DU 2, 18 ] 43 3] 41
] 22 2 1R Tt R 46 Ja B - DA T Mg Tl 0 2 1 S 3L, ) )
VBT -7 D) T o 7 il 2 AR (L T AG T OXA il ™ . BF
GEAR 7N, T A e T 00 ) ) g i K A ) PR —
U TR MR 19 R B0 R 100% , 55 5 )% >98.8% , A6l 7]
i 7 22 2 FR T 1 MBLs 1) R 855 4 96.8% , 7 57 FE
H 100%™
3.4 JFUikHAR

LI A B IO A I H AT A (R] BT 3% (matrix-
assisted laser desorption ionization time - of - flight
mass spectrometry , MALDI-TOF MS ) J& it 4F & R
A JR R R 1) — oA I A= W K Ay 1) BT B,
BN A 2 PR i PR G A 1% 3 A 4 3 e
JE £ FURE G BB T 55 M S 245 W) 45 A0 1 S BTG
W ) A 7E . 454 B AT HESE 45 R, MALDI-TOF
MS $ AR K KPC fiff Y R 858 TRy S B2 49 0l o
85.1% 1 100%"*"*' . H Hif MALDI-TOF MS 7£ It J7
T 1Y I 98 A7 7 S o 1 EL IS 58— b E A ) #8457
Wi, HEAT I K AR T B ST TR 25 WS TR B
JF 5 TSR 1225 b, FLR I R0 75
[ A [A]
35 sk

AR FREL T T N T I R G ) 1) S 0]
W, R IR R B bR 4w A 0 R e AR T
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PR, AR H AR PEA A 2 IR, W AR v B 4
Sy CRE. AR, A K& T A CRE
A= 5y, 4 Brilliance CRE .bioMérieux chromID
Carba, CHROMagar Colorex KPC &5, W i fiff 5% 3
B, 5 PCRAALL, LA I 3 %l i (0 1555 i i) SRR 53-331)
N 17.6%~78.0% .89.8%~91.0% il 56.0%~83.7% ,
S A 60.0% ~87.1% | 76.0% ~95.0% il 70.0~
92.1% , (X OXA-48 (R RE 1A Fid st
WG A, — 2857 e (] BY B 75 % 4 i (NDM-1) T8 % )

AEAKRAR ™, CREREGI 5. Wk 2,
4 HmEEFBERIGN

T T B M It 3R DR R G ) 2 A T A 0% 2 1 ik
T % % B 1) DNA J¥ 81 o 3 2R 5 i A 46
A e 5 PR R RN AR . S5 RA TR A
B R IRy % T A 34 T 0% S 00 5 BH 0 ik i B O
it 55 DR D, R 00 S RE PR, TS AR D 5 45 HOR DR
PR R, N BE A A 3 R A RS R AR
W23,

2 CREREWRNTE
Table 2 CRE phenotypic testing methods

Ji ik M fE) (h) P £ RYE (%) FERE (%)
‘ - - . . 2 b ke b2 L R K - i
Carba NP i& %5 A~6 i FLPRE 5 5 1 U (e g;ﬁ‘ﬂ 5 Tk 4 OXA-48 B 52 5 3¢ >90.0 >90.0
WA
mCIM/eCIM 18~20 FTEA RT R IREUN aG RRE AERT >98.4 >95.1
TRIGREVRA o o0 e, 2 TR BEI I 5 T K OXA i >06.8 >08.8
HEBE ~ PRVE TR B 5 2 32 1=y im TR 5 H Ko {1 X .
A 1~2.5 s o FCHU T 2508 W JC 88— b Ak 5 i >85.1 >100.0
N BE A K - . 52 =
W E R R 18~24 6l KPC 1K Z % MBLs ; ffij TH“; 4 ﬂiﬁfj OXAAB il HSHMANS 500010 60.0-05.0
1) 550 e 5
%3 CREMHERWRNAE
Table 3 CRE resistance genotype detection methods
WIREA JER AT it ] FEA
Ml 5 R A PURPLALS £ KPC, NDM, VIM, IMP, OXA-48-like <15 min Ik
FELPE Il 855 5% 4
Carba-R I 1 PCR KPC, NDM, VIM, IMP, OXA-48-like 50 min HR T
, . I BBk
BD MAX SZHF PCR KPC, VIM/NDM , OXA-48-lik <3h o
oLt ike BT
LightMix Modular Carbapenemases % # PCR KPC, NDM, VIM, IMP, OXA-48-like <2h s
BT
ePlex BCID-GN panel % PCR KPC, NDM, VIM, IMP, OXA-48-like 1.5h FEPE il 355 52 40
Verigene Gram-negative blood culture test ~ DNA {441 KPC, NDM, VIM, OXA-48-like 1h FHE 1L 15 579
BioFire FilmArray BCID2 % PCR KPC, NDM, VIM, IMP, OXA-48-like 1h PRV 145 554

4.1 FHARIEEITHER

it 0 88 )22 BT AR — i AT B T A B g Sy
fitkh, FH A 7 PR A 00 PH -t 5% 77 9 DA e 4l R 7
R B . AR, AT R T R R HE
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O.K.N.V. Fl 4 % & 8 3 ], 7] X blaxec . blaxo .
blaw . blany (RESIST -4 O.K.N.V. A fig £ 1 )
Blaoxas HEAT AL o WIS 7, g e % 2 AT B R K
DB 75 R e T 17%) 2R A0 AR S 188 19>92.0% , {H 24
Y A5 2 Fhak DL - S AL S B e SR A ik
SLRRAS I 21550 4 Fil 750 DT 7 A6 R R R
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Carba-R Assay #& — Fl ¢ & 5t PCR &l 7
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T B M 2 DR 1) 5 BEPE AT B 2R 43 301 R 96.0% FTi
99.7% , S\ I PEAT & 2 43 0 O 94.0% F1 98.0%
AN, 1 301 3 HFRAS T, Carba-R Assay 5 PCR J5
BAHEE , H P — BOR A M — SR 5 5 92.9%
H1 86.7%" T AGH ) i 7 JE % P A R BH 14 ot 5% 7%
Yy}, Carba-R %5 5% £ 4 100% , NG-Test CARBAS5
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4.3 BDMAX

BD MAX J&—fh Huil il  RIH]  4x A sh i 2 &
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4.4 LightMix Modular Carbapenemases Kits
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Mix Modular Carbapenemases Kits 5 Xpert Carba-R
RrEE R —20
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4.6 Verigene Gram-negative blood culture test
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T[] R OB
4.7 FilmArray BCID2

FilmArray Blood Culture Identification2 (BCID2 )
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Mif 25 3 0 — I 5% 27 BCID2 % 5E 2k 4 il
1 R AR R S BE 5300 98.8% 1 99.9% , A il
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4 & K 41 9l J¥ (whole genome sequencing,
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