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The role of cold-inducible RNA binding

protein in a variety of stress reactions

CAO Hong-Wei', HUANG Qing-Yu’, ZHANG Lei'*
(1 School of Life Sciences, Tianjin University, Tianjin 300072, China;
2 School of Life Sciences, Inner Mongolia University, Hohhot 010021, China)

Abstract: Cold-inducible RNA-binding protein (CIRBP) was the first cold shock protein found in mammals, which
could be highly expressed with mild low temperature, hypoxia, ultraviolet radiation and other conditions. CIRBP
was a stress-response protein involved in many biological and disease processes. Under stress conditions, CIRBP
could up-regulate its expression and relocated into cytoplasm from nucleus, which enabled cells to respond quickly
and adapt to changing environmental conditions by stabilizing specific mRNA and promoting its translation. This
review summarized the recent discoveries in the regulation of CIRBP expression under pressure and its involvement
in stress response during pro-inflammation, anti-apoptosis and tumorigenesis. In addition, the possible mechanism
of CIRBP in cell stress response was discussed, which provided theoretical basis for the diagnosis and treatment of
related diseases.
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binding protein, CIRBP) j& RNA 4542 X % (RNA
binding proteins, RBPs) 1] 5 J§ #% ## #% & H (hnRNP)
WA A, WA ARIEZEZEE A18 (hnRNP A1B),
AT U T R AR mRNA [ 1 ok Bt 55 Fb B
A1, RLLE 1997 4R, CIRBP g5 1 2L 3h V41
SE Y S I L E RSk P ANA IS ERY A
St B RIEUR R, BEOT IR — D
SE N A RTOR S S E AR Y, CIRBP /£

i3 73 A R RO N H 3 AR S R4 4
EARACT MR RIS, Al FERER AR . SREAUN
W SR AR IR TR B RS Y. TE S
WokAE T, CIRBP B 1 £ 5 D e s A 1 BRIk oK

i EER: 2022-03-11; 1&EIHHA: 2022-04-25
BEEWE: HEHESUATRITH (2016YFD0500300);
RELTT F AR} 25 I H (17JCZDIC33900)
*BIE/E&: E-mail: zhanglei@tju.edu.cn



1182 ERE R

344

P b2 BRSSP EA Ah, 38 TR B A A R B 4
PRI P I 5 7 ™, A5 400 B R I8 5 IR B4 5 i
H PR S N o fE IE 3 AR FIRAS B 2614~ CIRBP
2 5N Z R AR B AR, AN AEE A
AT AR A U kg L e L
R gt U s OAE R — R Z I REE A
I R 7 AR AR AR 2 s 1 Ak B UYL i
EEA P S, BAE EE R IERRE AN E .
R, ASCHERDT T CIRBP F 43 14 P Ak 4%,
7 L FE R b 4 Sk CIRBP 2 5 M U B 4 %
AE R A A PR T AR P R SR AIE T RIS 7R T
PURIBEAT 270, 30 D9 3dE— 5 BT AH G5 8 A i Bl
NS> F1297 55 07 TR HEH 1) WA «

1 CIRBPHI FHi4%

CIRBP %M gmig /b 2 M AR H, EEHER
[P FLE AL (CIRBP-S) AHX 73 F i &/ 18 kDa, %
172 MRS ; KA (CIRBP-L) M4 T i & N
32 kDa, % 297 /> %K. CIRBP & i N ¥
RNA H il % # (RNA recognition motif, RRM) Fl C
Ut & o H & R 1 [X 3 (glycine-rich domain, GRD) &
A 2 %, Hod, RRM 210 A # RNA 45 & X 35,
A5 24 a- BBER 4 AN CPATI B- S, BA
BEAGAR S U A MM, CIRBP-S A4 4ty
4= CIRBP [HFFJi 5 52HE (open reading frame, ORF),
I CIRBP-L f£ % T — MR F L ILHEWS TN E T
X, 2P EE K CIRBP Sk K, H C X
EANRER B, ot atEER . HEE
EJE, CIRBP-S [#liXa % T CIRBP-L, i
TE N ] i CIRBP-S FAR R =F B A 4455 5 )
CIRBP 7K, 20 RIS 5

CIRBP 5 2[RI W% 5 WA 9%, B nTL
J# T RRM &5 #4355 5 8 mRNA 73 7 (1 57 3 5L 37
i UTR X454, 5 RNA 20 PRI FM e, 4
iR ks =] S s S NV ST ) VEZ 8 )
55 P, XA T2 d, CIRBP X & & AU &4
(AU-rich element, ARE) [1]J7 41 B = FESE M),
P2 N ARE 45 &5 . HE&H ARE ) mRNA i
WARKaSE, 1 VEGF. TNF-o. IL-3. IL-6, IL-8 2&
SR 7 E A XAMRAE, EA1S ARZ 3 mRNA
B A 1f) RBPs 454, R SR AMIMATE BUE & W Ad 1%
fil, VUERHME R JE R ) ik U8, BRI, 2B R A
W, CIRBP 5 & & ARE [] mRNA 55 45 &,
P HR e v DR g B8, kT R PR 2 I AR

Drfie *. CIRBP JRIE5i ) Arg-Gly-Gly H5 7 51 i¢
S EEFEMEEAEN, #m5S RNA K465
ML E Az, If B CIRBP & 7] fE4E 94> TEE1E &
ETNRE, N E ARITE . A%, e P ik
4b, CIRBP (125 [ )51 45 16 728 HE 20 W vh i FE AR ~F
- H. CIRBP £ [5] 55 TLR/NF-kB 3 # H (1) % 3 2 [A]
AAMPIFRIER X, $27~ CIRBP 1£ 456 &
P IS A] g LG B AR T RE

CIRBP #3740 i 7€ 37 5 He 1% e MR A k.
TE B A BUIRASH, CIRBP F 247 T4k, miE
5258 AN 2 S S U AT W %% 31 CIRBP M i #% 5
FoAEIPRE A P R hnRNP Al & A2 HL
BRI T, 1 ORI T BEAR A i A 5 ORI X
WSS RS S M9 51 Y, 2 )5 ARk
HiE oAt RNA 455 81 B v R IR 5] D RE I A% o1 %
A5, 41 hnRNP K (heterogeneous nuclear ribonuc-
leoprotein K).HuR (human antigen R) 1 SR £ [ (serine/
arginine-rich protein), X655 K 5 A £ B g 44
mRNA 541 % K e 70 20 ghah, RO I
xCIRP2 % [ /1) C ¥ RG4 45 #)38, (‘& & Arg Al Gly
(KX 3 ) A% R A5 S IR ™, i FLd 2
A TR Z R AL E 1 (protein arginine methy-
Itransferase 1, PRMT1) H B AL AE FH A7 5, X HoR
% xCIRP2 ¥ 4% 5 % # 7] fig 5 H F B A A7 78 K B
ZJ5, Aoki % PIHFSEN, FEML AT AdOx
AL B (T SE G A0 ) B R L AR i ) 2 3 B0 xCIRP2
HIHL AR R 2 2], $eoR TR E R PR U
FAl y xCIRP2 Jf 51 A1 8 T b 75

2 CIRBPHIFRILIFIE

CIRBP [f)id ik 2GR o KIMRHE AT
BIE SR EZ A NI R R . 4 FL B A
HAb T DA EIRER AT, L P B A R AR
W 57 B, H > BA R 5 B A ) mRNA % 5% K
B R IE K K 3 in U0, Nishiyama 25 U fif
FLRI, RN R 4R A 15 7R IR A 37 °C BRI 3
32°C, CIRBP ] % i& 1 in. Wellmann % " % #j,
TERRE (8% O,) B & (1% O,) B &M T, WAk
AR T 1 RBM3 il CIRBP [ Ak Fif. Yang
Al Carrier™” #7218 CIRBP i [ 48 A1 2% i) 3 i v 6 35
I H A% 5 A E A - De Leeuw 25 48] 0.5
mmol/L V. fifl 2 £ &b BE NIH3T3 40 jfo J5, {2 T
CIRBP W% i #% %, 4 )5z 7 () CIRBP Eb A5 ¥ 3%
Wm. R, HRTX CIRBP o 22k i 2 HL
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B 7T 3 LA R AR AR T 7]

KZH mRNA (2] 90%) #KIHE & m7G TE4
R AZ AR B F LB R B B B B S k. AR AE
A FERER I, 48K 38 70 mRNA R HE 4R 14 #
PRI TS, FERIBEACF RS Hoh, D
B N R AZ KR AR 3E N AL A (internal ribosome entry
site, IRES)™ £ %71 i) mRNA 474 A {5-31F A &% H. & 2%
%, Al-Fageeh Al Smales"” #f 57 & ¥, CIRBP f{]
K535 (CIRBP-L) £ 32°C IR AUKIR &1 F SR
BB RIS MR E M, R I IRES FEVETE, &
# i 1 CIRBP [z (ARIA /K. SL[ER, CIRBP
] LRSS B S BERE ST, BALT
20y =)l w1 B U S R B =PI R A S5/ L 2 N
A& IRES 751 CIRBP mRNA 45k, ] LA
FEARIR A 2o E e B,

4k, Sumitomo 2% P2 A T — o AN
¥ B 64 (mild-cold responsive element, MCRE),
G A AT A G I P A B 32 °C A L S 4 i R )
FERRIE . BT AR R MEEA 1 (specificity protein
1, Spl), MCRE F B F1E 32°C F/5% CIRBP ik,
Gotic % W B FT #8581 —Fh i 4% CIRBP ik (¥ 57
I AR 1 1 B S S T T LA, L R OR
CIRBP mRNA )i JE MR PE AR 22 32 252 B R 1)
VAT, LA E CIRBP pre-mRNA Jl T il #4
mRNA [ ELG] LA A5 B R ik . CIRBP &N
KRB R FERE MR OC B, AR B b R B
LTy B 1 S 5 M4 2 (CIRBP-S) £248 B, sz,
CIRBP [ 22 it s R F2 AL ] 910 1) 200 L PR e 137 24 55

5.
3 CIRBPSRLHR KL

CIRBP 2 5 4t SR LIS o 32 R 5
BU5, CIRBP MM M 40 fUT#, X H AR
K—#B4 CIRBP #f 2542 31| N UKL (stress granules,
SGs) 1, SGs HTE B A K & mRNA 12 i
FER B SR EE, AN SR e AT AR EAE AR 7
YL JE OB A R 5 R A iR — e AR A BT
MIRBEIE SRR, SGs 2% 0 PR LAV & 1E (1
O A= BEE B, 1A) B 60 25 (1) mRNA 22 B K 28
JHCE B SR R B CIRBP £ SGs % R R P4 i (1 i 72
ot B AR, AR A A I R M B (TNF-a
HIL-8). JEEJEAH ISR 7 (HIF-1a AT TRX) LA K 41 A
Je 39138 55 B3 (A cyelin ET) 55 22 A4S B 30R B
mRNA, M5 Hfa e v S e .

CIRBP it i i 3 vk 40 g A A5 = 1 757 3 iy
(extracellular regulated protein kinases, ERK) i& 1% /-
S P TR R U RS AR AR 408 2B [ (thioredoxin,
TRX) Z 5 H MR Y, P g 6 52 2 sk 4a
WA E RSB EMETG. SiEEA
(reactive oxygen species, ROS) 7E 41 iy J5i Hh ik 2 F 5
J5 . 2 N BT REEOR A BT AT S A O R BT )
Kiks, AN AR S E A RN (UPR) FEGEE—
WK R R A R s ), T TRX T A3 gk 8 K
ROS SR AORF 4 i b6 52 55 404 St AR ™ A8 i 4 4%
TEGARIR IS E R (DHCA) 51 (14 11 38 457 13 X3 1fs PR i
JEAFIFIRF T, CIRBP tH#%IE B 7] 78 e #2 rh 4
Fela B R, B ER M.

fEfFERMSE, CIRBP 776 HLAEA b B 5473 (1)
WEDIRE. — EVa N SR N B R, iR
(1) R 2 W ATLAAR 3 AN ] 3 e () i, 51 e —
B SO TR, AR R R AR
3.1 REREMRL

CIRBP 1F 4y — Fh 7 2 1 43 £ #H 5% 70 15 X
(damage-associated molecular pattern, DAMP) % 2,
fie 3 28 1 4 i PR - 2k o1 AR AH 23 i 451 4%5 . Idrovo
2 CURF AR, 78 KPR s s ie i v, B
CIRBP & {5 M4, SEAAETHIE . Qiang 25 ¥
WEFTkiE, 4 CIRBP & H /LA 4ME T B Wk 40
PRI 4 41 i [l 7 TNF-o F1 HMGB1(high mobility
group box 1), KA NE S B I 5] RS BN P H 2R 4545
L CIRBP Hy I LI 470 48 i 7 CIRBP 3 %, 7]
IR e GRS 20E . RPN ESEE . Rajayer
2 BV B R, CIRBP AERE 51 AR M4 RRE R R
5, R CIRBP g fixi H {2 28 48 i Kl -+ TNF-o 1
IL-1B R IEW D

CIRBP A] /£ 4l N A J5i 2 5 JORE R 1115 .
Brochu 25 & AR N2 56 28 1 ) CIRBP W 7E T
WEHERR A 3 B sk AR B, G312 2 40 A
T IL-1B. IL-8 FE IR FE K+ 15 5 85 [ TNFalP6,
P27 T CIRBP A 3 55 J R 42 1 745 98 R ) 2 A0 2
Mo A TR, EREE, Juan £ PYSESE, fEA NI
AT, CIRBP 3§5& 1 & AELHA T TNF-a, IL-8
1 TL-6 mRNA [FJFeE M, IR T RPIRTE 28 0E S o

TESRE AR AL H,  CIRBP @ i 1% B A4 7 1
BTG EAMRAL, 52 R R 4 (B2 iR
FNEAZ AN, ) IR Y Toll ¥E52 44 4 (toll-like receptors
4, TLR4) 4559t k#Thae . TLR4 NE WK S5
DAMP fith 2 98 i e N2 S R ) 32 4, 38 AR a4l
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Bh % & 5 MD2 (myeloid differentiation protein-2) 45
G TLRA/MD2 55, A8 M5 v s A4 v,
CIRBP ik TLR4/NF-kB &2/ FHAE FHl o il
BRI 2545 P Al W T RIS CIRBP 2 5
WG NF-xB I8 2 DL 7 8% 7% 10 4T 4 40 i o IL-1B8
2k B, NF-«xB S50 8 A kB 454, LIEiE
MERA R AFAE TR . 35461 NF-xB N 255
PR N B IGE R R, [kBa BRI 2Rk
TR ARJ0E, f8 NF-kB — SR Sk T 340
Mtz 5RMEAHCERS ARG %, reEZM
RIEA TR, FHRBEHLR G B & 3658 . Brochu 25
I 5E B~ FAE CIRBP ik {# LPS % § 11 IxkBa
BERE AL 2>, 9 H NF-xB ] DNA 454 3% P 21,
5 9] 2 % pS0/p6S S E A&k, CIRBP it ] i i
TLR4A B 45 5 4 0 S8, R 3T & 8 E i B
IRE1a-XBP1 & 45K P it I RS 5 5 98 0 I R %
HE—# Y, XBP1 NIRRT,
UPR (IRl R F. — H XBP1 #flz1k, IREla
() M 5T 25 A4 38k W] DA 33 48 TRAF2 5K 3% INK
IKK, MM 53 AP1 A1 NF-«xB ¥ 5 K7, B
KAE RIS PRI, &S a0 .

4k, Yang % UL, CIRBP A 5l B
15 P B2 41 g - NLRP3 (NOD-like receptor protein 3)
RYENMEI B A TS S N AT,
oM. [FRAE R —ME e R ¥, R
A CIRBP & 1 4% B TH 5 W W 2% & A 75
(PRRSV) /8 4% 41 i 11 2 JE (R - 1) 32 3k A4 AL B
B, $% CIRBP 7745 2 I #IE RN . CIRBP
TEAR 28 RE 2808 o /R FVE LR 1.

32 MERE

CIRBP 5 s kA% UM, Pifthid — R
BER, ERTAIE . dilpdE. LS. BRIRES S
R oiE W i 295 . A CUEHE 2 W CIRBP H A7 {2 i3k
Jibgg & AE fRVE . tn CIRBP {4 ROS #1241 CD133
FIE I UL 3t B 1 R B

I R 4R AR R 2 5 A BRI 40
SHEEBUA A KERNBLR, s
Tk 5 ) 2 S P DR T (i e 4 A ) K A A, T
W N RAE LR . CIRBP (R B A S 7 A 41 g
Hh R M TS (R R TR 5 s R A A R B2
CIRBP #] A58 ERK1/2 [k B2 1k 54 K, 1 3
RER S6 T A AL B A R T 4E &5 &
(elF4E-binding protein 1, 4E-BP1) 1 5 41 Jitg J& 11 & 14
WM, T SR G A A K R R A, (R A
G,/S Mty . Jian 25 P R 3 CIRBP &t ERK1/2
5 5 @47 T A & 3 cyclin D1 A FE AR
DR p27 [1IZRIE DA /I R 2 4980 441 i e 3 3

b Jz - 1] %44k, (epithelial-mesenchymal transition,
EMT) Fil7n % BRI 1R 28 R B 1. Lee %5 BV HiIH
CIRBP w3 % ERK # p38 4Rk EMT SC4
TR 7 Snail ik, Snail 1 5145 %5 5 (A )5 50
TH ) E-box FE/7 I 5 2 KRS A, M A 45
FEAMRIELLE S EMT.

Lu 2 B i 58 2 T CIRBP 76 A\ e (BCa)
K 4E A, CIRBP 7£ BCa 4 23141 il £ it % ik
DL 3k 88 55 AN 4 7% . (F BCa 4i g 7, CIRBP 1] i
it 45 & B 5 S BT -1a (hypoxia inducible factor-
la, HIF-1a) mRNA (] 3'-UTR [X 45 M 1 34 558 HIF-1a

1 CIRBPFE(RAER N FHIER

ot CIRBP#ik AHIH T 1EH 22 ik
S PEARTECIRBP  FA1I Gr-13:iEM%, CD31%ikm, £WHEN CIRBPHZ INdifi s, SESAENIE [6]

AN LT
RAMAESEMA T
TR S B IO TG

B TNF-ofIHMGB1

INERE NS R IR AV =

CIRBPHIFSAE S B S BB A R4 [45]

2 28 AMA P FINF-ofIIL- 1331k [ CIRBPIE A % M, MM F AN KAE [46]

SEANE BT AN WA 5 T 40T SRR FIL-1B. IL-8 CIRBPAE 4L N/ 5 2 5 R4 73 [39]
HITNFalP6 % ik
ARSI RN TR HE5ETNF-a. IL-8FIL-6 mRNA3-UTR CIRBP{E AN T # A mRNA,  [20]
IR T 92597 (3 PR AN R 2 pVEIER S ESEn A
JiliFR A RO TLRAFI R ELNFKB p65&4#fn;  CIRBPiEII TLR4/NF-kBi&/ SR 0E.  [2,47]

S A5 A
NS A BRI The

AEAN MR 7 MRS T

VA IR I S A 55 4 e I 2 0B
NLRP3 4 PE/AMERE FIE 5, £
ST f5 caspase- 1351t TL-1PBEAURN %

FhV T G T AN ZH 2%
PRoE I B A CIRBP I JE I NLRP3 % 1 [48]
RG-S N AT, FETE 5
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FIEWFEE . HIF-1o 0] E0E 2 Pl 225 R 1 % 5%
41 VEGF. C-MYC #1 OCT4 £&, PTGIS & HIF-1a [
—ANEEEED, gD AT SRR ARG, D — AR A
A7, HidFEwTHH] BCa 40 1G58 . HIF-10 7]
JH 5 PTGIS Ji 2l + X 35k (1 6 58 = S e A (hypoxia
response element, HRE) &5 4 17 #i2 15 . DNA [ H &
oK, 3k T ) % R R R 2k, R B CIRBP 1]
AeAE NI F i 5 HIF-1a 8% S R B Sl 36 1A .

HAEIRAR ML, CIRBP [6] ik B A 41 K]
fIfEH, CIRBP R &Ik J5, B w4 4 A1
<4 [ N-cadherin #21% B 2 [&4%, E-cadherin 7K T~}
=, FF H AKT {5 5 18 #% ¢ B 85 1 AKT 1 GSK3p
HIEIRIAE 1 KT T . CIRBP 78 5 e 40 2 I 3R
i, i ik CIRBP R 401l ' Je 40 i f 484 i N e 7 B0,
[Fif, i CIRBP ) 3@ i i 75 MAP2K4-mRNA
f16 R s ek A0 3 1 3t O SRR 1 & 8 B CIRBP 7
Ji9eE e A= H A FH A LR 26
3.3 HUATEH

CIRBP i 7 4t i 1 T 5 2 Ff B0 2% 18 40 5%
CIRBP ] MAPK/ERK1/2 2 Bfi& 15 1 NF-xB i&
2, M3 Bel-2. Belxl /- S HIHLIA TS, 1) Bax.,
Bad /(¥ caspase-9 {& M AN BRI T Wu %5 B
FEARIR G T O R AT K BB R B 7 B, 7R
IR, CIRBP fzissgm, Hisid Fif Bel-2 #1 R
il Bax. caspase-9 F caspase-3 LA 11 1] £ i 44 7 T

B, RIFEEBERMELRIER. CIRBP FFEAEN
KBS T HE AL, PIAEARIR YA TT A OR3P L X S i 22,
M ROS 72 4= I BH Wr caspase & i 14 1) 40 B 4 1
55 P, Zhang %5 " i8R, 7EWAREE S K
B B R & o, =ik 1) CIRBP A TS Akt Fl
ERK #ES, FHWTZERAET (5 S, BEm Ry ahsic.
Sakurai % " BF 75 K B, CIRBP 7E{I% i) 8 R i ik
% ERK 32 124014 caspase-8 [1i& 1k, ; CIRBP i& 3
o NF-«xB [1)3& 1%, 2F 1 #0 caspase-9 [F¥iE, &
P40 i 5 %% TNF-0 55 S0 T Lee 25 Y [
7% B, CIRBP Z5 DNA iiffi R Bt . 3%
ik CIRBP B&AK p53 [1/KF, #Eim T~ e 98 02 5
(Puma, Noxa A1 Bax) Fl1_FiAHTIH T-HEH (Bel-2. cIAPI
A1 Bel-w), [£AK DNA 447 S FI 400 98 12 Liu
5 R R B, CIRBP J# 1 0 PISK/AKt 8 12 R Uk
> H,0, I FIIIET . thAh, BT IR SR K
Z i bk itk R0 A b B AT R I CIRBP K 1A, CIRBP
5T RAEMRZ W E Y, FiH CIRBP /£ GC2-
spd & BR 2 i iR 2208 TR B A VG PR L PRI AR
Wos R AR R T, ZR B CIRBP X #4385 50
e RE 0 B — e R AR R %Y, CIRBP
TEPCIR T A FH ORI 0 W3R 3

4 RESRE
CIRBP f& bt L OR<F IR U N R, AE

%<2 CIRBPEPE . EFHIER

o CIRBPFiE XK T 1EH SR
INERIEFR R AT 4E Thi ERK 12884k, A& Heyclin D1-  CIRBPIE T BMUSERK /212 S E#  [52]

ik B

AN I L - T

CDKAKS &M S 1 1

ANERBERE R AL AL, 586
AL T PR3 il 11 AR

WORERKMIp38i&ft, feidtSnail#ik, #l CIRBP#HERKAIp38i& 2t #EMT [54]

&) 51 3% AG(EMT) 4% 2 2 (ERIE R, SRR &R E K
A
/IN BRI A ARG YA W18 Heyelin DI A =, #%  CIRBPIEITERKI/2(E 5@ RAEHENR [53]
[A-Fp2 74 ik PRI AP 200 Al 11 3 4
N AR =1 HIF-lof ik, JF@id 583 7 XHRE  CIRBPH]fEf A SR b —Fsgr [50]
7548 T fI PTGIS# ik Fw AN, o FHIF-1laf3%,
] FHIEAL PTGIS [y 21k
JHes AN ROSHIZ, CDI33&iAMm CIRBPf#'ROSHI 22 FICD133&IA 14 /i [50-51]
DA 9 1 % T
W9 FAAG RS A G E (AN-cadherin# ik A, CIRBPTE B HZ I RIATH, CIRBP [55]
E-cadherinZK P14 57, | AK T8 % T 2 3 T ) e 4T B B R A RS
Feb I 1 p-AK THIp-GSK3PI £ ik
Y HL e BEA P TTMAP2K4 mRNA 155 & PEAIEH 2% N CIRBP# L 8 TTMAP2K4-mRNA  [56]

A R M MR TR 2L B S0 P e
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73 CIRBPAEHURATERMIAR
TR CIRBPEIE AHKH T 1EH R
RIEIRIT O TheE fBcl-2, TifiBax. caspase-9f/ LR G T FHCIRBPE LA 2k [57]
(EPNERE St caspase-3 PRI T A% R A B LA 2 (R4 1
GRIAIT R T Fdf T 2m i P R R A CIRBPYE N B 7405, EARIRIAITH  [58]
oA i LR AR 5 AT 1) 2 AR Ak TRAP LSRR, 32 i
WAREFE SR BOm AKCRTERK 842, BELIT 28 ki 44 L IICIRBPHIGI ML LT, MR [59]
A2 TG T AES PRL I
IR AL = BWORERKIEAZ, il caspase-8 3G CIRBPYEARIT A4 Nl id ERKAINF-kBi&  [60]
b HEENF-BROE N, H0H PR 41 D 4 52 TNF-ais S O 240 T2
caspase-9 1 i
DNA#I TSI The PS3FILPEAC, FURIET- & Puma. CIRBPZ: 5DNAHS s Riid F2 [61]
ot NoxafliBax, RHTI T K Bel-2,
cIAP1fl1Bcl-w
H,0, S 1aii  Fe WS PI3K/ Akt 4% CIRBP A LIX 4 R 80 45 4747 1 [62]
T
ARSI A FRIK TGE-B2FITGF-B3 )% i5 Fif CIRBPX 4 ST S 350 AR A 40 4 R [63-64]
K ARy EH

41 i 3 3l SRk 2 S AR N 2 R AR ) 2 R B A 0
F#o CIRBP f77EHEAE AN 453473 R X L Th g, & FE
(1) L S AT ARG LR G 52 B0 40, R ok g 1 B2
WS N TCVEW G, 25l R —S AR, H R
E R A

CIRBP i . ¥ 2 N R 4 75 S m ik, @it
B A TUKP RO FRAIHESE SRR
Mo ZHfIN CIRBP /F A RNA £E18, AldsFrkssa
H % mRNA [#] 5" 8 3-UTR, S0 H %5 5 £ ik
7 38 17 35 B 4 3 LT R R B 2 A B AN e T
IR TP T/, 1 HiE 2 51404
MG 52 R AMR AR T . BVAS SR B ISR AL,
CIRBP ] DL# 73 W 0 40 f 41, 1E > DAMP i T4
HEIRE SN, T2 25 2 P 2 FS 1 98 R AH 5C %
. % T CIRBP % i (1) % & 1] 5 451, 7T LA
N CIRBP & — M 2 5 2 M4 Jf (5 5 388 % 1) 38 H
PR MR, BAEEQORFME. Fik, 4m
T RRAE R I RLE AR R S CIRBP 1 Zhiag, A
Bl T 38R A R O B R T is . i Ao
[T BN 38 3o Bk 4 W PR 0 5 #5443 A, 8 tH CIRBP ]
BB 2 R I T R I A b 5 ', AL 50k
SEERE F A A7 TS AN S IR I B DA 5% 1, IR R
MG RV PRSRISYT SRt 7 2emt, T —0
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