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Fig. 1 Various stimuli of senescence converge on common two signalling pathways

&1

1.3 “E=ErER
T AR A R A
JrTH: RN A S B S AR, S

B p53 SEAEN ALY IO, VR A s kR,

R ERIGE p53 FA p16/Ink4a-RB 15 S 1BEE5 | FeMpRRZ

BELLE I ) AN RS 1) A R, 30— ARAR A4 s A O
Bl S5—J5mm, BEESERIII, RSP kA5
i AR A I S AE R AT, PR
AN R R R TBOE I 1, BRI a2



2012; 39 (3)

I# % ARRZESREZAN *259

LU AIRE, FARNAEE L. WX G, 4
W32 B A T AR R N G 5, BT
WG B AR () 3 2 e e 0k DA R AR
14 IEMARREENIER

O 7 KT 3 22 ) 5 vk R B ORI
EATFVN Y TP =ANEIR. ERESEEGT
Fean AR LASST A TTRE R AN, K
I S T R i I IR 1] R 2 2 KA L S 22 1K o 1
L BEEPWRN T £ OB Sirtuin 5 3EET)
KFR, TR ILEE R G SIRT1 Hl SIRT6 2541 1 52
R R EEEH, Sirtuin B E RN HEEAH
SEPIIP AT YA T R AL T e v s AN M T T AR
RIRI— ﬁ“‘Tﬁ.%&%@iﬁEﬁd\’\ﬁziﬁiﬁ WA IR
(valproicacid) 1 5 1A 27 2 (rapamycin), & 45 H Jii ik
R BT 3 A SRS BN 2 — 4%
Wrig itz

2 REMEERIER

21 REAMEMARHIFER

i H, Baker SEM5E R T — A K 2 ) 2
WET,  ABATTIE 3 Bk /s AR Y B0 38 52 40 i R D S
ST B, ZBRA (BEEY (Science)22E VTN
2011 )+ KRt e,

w

BubR1 $lBA/IN

MU, WU iR R U 2
TEAS E AR 5 B s . AR —
e, MR R Z bR LI N p 16" J5 Bl F 3K 5))
ILZRIK FKBP-Casp8 M EGFP (WL, 41X — JFiki
TN/ BUSZRE BN I 0 32 H 3Lk T R ) AR BE R 4
G A X — ORI /N B, K X SN R AR
(Rl INK-ATTAC ¥R NEH) S O KAEFEZR
BubR1H/H /) i 24253 %] BubR1H/H; INK-ATTAC
N, AN S R AR HES ARG
T 0 v 2 Ak MR AN FKBP-Casp8 1
EGFP JER. /N34 I B DK 5 1 254 AP20187 )
WOEJH T ARG EE 1 Casp8 SRS (A ) 24 R B
P, R —RIE ISR, /SRR N IR R 2 AN i
BRI B . ARG AT TVPAG T 25 B 2o 5 2 40 i
ANERUIR) =00 B AR, RSN 240 IR
BAEANBRRE K. B SR L, T E K
L, AR BRZE 1 /)N BRI T ABORT A T SR R 0)
PUEZ TSI 2 I —/ R AR AN
Bee, ke T REE R ML R 2 4, JF REAEIR
BB KB, Ak, 2R B TR
R IR Z, HP=E TR matar. A g
gE PR, R A R R, 2R
/N BRI 73 iy - 0 B AR EE IR B B RE (] 2).

AL

Lo M@ -2
D @ &

1E 5 DiRe 4

%%Mh%@pwmmﬁ%@m BN /

pl6"e BHPE4H i

KN Heibr

Fig. 2 Experimental procedure used by Baker et al.
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The differences and relations between cellular senescence and senescent cell
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Cellular Senescence and Senescent Cell
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Abstract Cellular senescence is a process that leads to a growth arrest. Some of these cells are cleared after being
in a state of alive but lose the ability to divided long time, while some cells (named senescent cell) accumulate
in aging tissues, secrete agents that stimulate the immune system and cause low-level inflammation, which
may disrupt nearby tissue structure and function even promote cancer progression. A recent report in Nature by
Baker et al. introduced a method of delaying aging process by clearing senescent cells in mice. The findings raise

the prospect that any therapy that rids the body of senescent cells would protect it from the ravages of aging.
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