BEREMKZFI 2024 £ 49 H5 11 #5 (Journal of Chongging Medical University 2024.Vol.49 No.11 ) — 1361 —

ZEIR  DOIL: 10.13406/.cnki.cyxb.003625

A EEE 5 I U

BRI L ET L IRGR, B
(LARIETTHR R R AT TE A e, I RTEE 1500405 2. 38 JE VTP R 25 R~ i 2 — BR Be 1B — Bk, I /RIE 150000)

[ Z)AaE 2 R—Fh A S AR AN E U AR P . T 2 A AR EL A N R B R . 5T,
0 S A i A A0 ) R AN S Pl 2 e MR ROV o BERRE Y OB AN G 45 Y B SR 2R R IRES S A 56, Al
SRR MR ARG i) LA K Z BRI o AR SCEs A BB OE SOk, 2R A0 M R HL S TE R AT IR R AR R
RGBSR

[ SEIF MM TEE s 75 IR SR A0 5 12 R AN 5 i 458 5 S R

[hE S 2£S]RT714 [ EktRER]A [ ¥efs B #1]2024-04-25

Cellular senescence and pregnancy
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[ Abstract]Cellular senescence involves a stress—induced program that leads to terminal cell cycle arrest. The effects of senescence are
evident in many physiological and pathological conditions. Studies have shown that cellular senescence plays a decisive role in the
development and progression of a healthy pregnancy. Premature senescence of maternal and fetal tissues (decidua and placenta) is as-
sociated with many adverse pregnancy outcomes, including recurrent miscarriages , recurrent implantation failures, fetal growth restric-
tion, and pre—eclampsia. This article provides a thorough review of cellular senescence and its relation to normal pregnancy progression
and adverse pregnancy outcomes through a comprehensive analysis of the latest literature on the topic.
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