BB 4 B2 B Vol.40 No.d
- 392 - 2023 44 H Journal of Xinxiang Medical University Apr. 2023

. ARSI A A R D AR AR B 2 MR RBEIN 1o £ T A A 5 e T gV A .
. [T]. 57 & B2 BeeAR 2023 ,40 (4) :392-396. DOI; 10. 7683/ xxyxyxb. 2023. 04. 018. .

$00800800800800S00S00S00S00S00S00S00S00SI0S00SI0S00SI0S00S00S00S00S00S00S00S00S00S00S0I0S00S00S00S00S00S0O0S0O0S00

AUEAEHFER 2 MPBERILE F-aEFHIALRELRPH
ERMIRIER

R, BES
(LA IR I PR PS5 T

[

B 47100052 9] p RLHE R A5 — B EEBE 0B, TR B 471000)

WE:  TINATE — IR B , o DR A A BIL ] 1 A W o G4 R B DT TS TR A KB, S ST
TETHRHTH P ZAF A . 2 E N TBH R EI LT 4R 8 )5 8 2 (FOL2) FIR AL - (TNF-a) 25 T s
RAE I BEPE S B TRATN . FCL2 1L BTG S AL P AR BT R Al 4] ) B S e S S e e, PR e
LM 32 o TNF-oc 33 S 30 77 0 B 081 T S8 AE BN 8T B2 A B 400 e #4525 BIL Al , Ak 3 i 300 1) 4 A o AR Sl
FGL2 Fil TNF-o 767l Fif 91 4 25 S8 R O FTHEA T 2538 , S BT JHEAE 00 730157 25 092 W b AR O 2 0 35 0 19 TS 7
FHIB T B B

REIA: TRRTH 2P 48 SRR 1 25 RSB 7o

hESES: R651 XEIRE: A XEHS: 1004-7239(2023)04-0392-05

Research progress of the role of fibrinogen-like protein 2 and tumor necrosis factor-o in the occurrence
and development of preeclampsia
ZHOU Qionggiong' , XUE Xiuzhen’
(1. College of Clinical Medicine ,Henan University of Science and Technology , Luoyang 471000, Henan Province , China ;2. De-
partment of Obstetrics and Gynecology , the First Affiliated Hospital of Henan University of Science and Technology, Luoyang
471000, Henan Province , China)

Abstract

recent years, with the deepening of research, immune inflammation plays an important role in preeclampsia. Scholars have

Preeclampsia is a special disease during pregnancy, and its etiology and pathogenesis are not yet clear. In

gradually realized that fibrinogen-like protein 2 ( FGL2) and tumor necrosis factor-a. ( TNF-o) involved in preeclampsia caused
by excessive activation of immune inflammation. FGL2 plays an anti-inflammatory role in the placenta of preeclampsia and
maintains immune tolerance. TNF-a can promote the occurrence of preeclampsia by promoting trophoblast apoptosis , inflammatory
reaction activation and endothelial cell damage. This paper reviews the roles of FGL2 and TNF-« in the occurrence and develop-

ment of preeclampsia,and provide new ideas for exploring their potential use as biomarkers in the screening and diagnosis of
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preeclampsia.
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