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Current Research Status of Cellular Senescence

Zhao Huan, Zhou Bin*

(The State Key Laboratory of Cell Biology, Institute of Biochemistry and Cell Biology, Shanghai Institutes of Biological Sciences,
Chinese Academy of Sciences, Shanghai 200031, China)

Abstract As one of the hottest biological research topics, cellular senescence has a close relationship
with embryonic development, normal agingprocess and age-related diseases. Study along with cellular senescence
development continuously thorough, its essential role in biological field receives more and more attention. To
provide a useful reference of this field and push the research more deeply, the concept, mechanisms, cellular
markers and relationships with diseases of cellular senescence in current status are briefly introduced in this review.
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1 RERZRIME HEAGHE B, AN B — i RO e R A
19614F, 3 [ A ¥ %% 7 Leonard HayflickfE #&  ZEuby, AL 40 A A HIHE N 1 — Fhe AN m] 3007 ) 45 i

HPEETRIE T AR RET e dn M K0, B4 Tafe RSEIMEERR), B E OCR 1 40 ) 73 i A0 4

5 BBl I G (I AES: 91639302, 31625019) %5 W1 i

*ERVER o Tel: 021-54920974, E-mail: zhoubin@sibeb.ac.cn

This work was supported by the Natural National Science Foundation of China (Grant N0.91639302, 31625019)

*Corresponding author. Tel: +86-21-54920974, E-mail: zhoubin@sibcb.ac.cn
X2 HH i) 1) 2017-05-24 17:17:50 URL: http://kns.cnki.net/kecms/detail/31.2035.Q.20170524.1717.004.html




688

RFAIGRIR -

(cellular senescence)/2 15 i # I [H] (1) #E 7 B 1f i 4
TN J 7B, 4 B PR T AR T ) e RT3 B RE R
SXIBW R A SEAR, AT 2 0 e B, i AR
- AR RO S S S A R
2 0 3 2 = S A A I i 6 4 A 5 R ) SR A
52 A TR (WIDNATR A%« Gy 105 45 74 (1) 232
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Fig.1 The main signaling pathways of cellular senescence
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