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Research Progress of the Role of STAT Proteins in the Heart Disease™
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ABSTRACT: Cell signal transduction pathway JAK-STAT was a major pathway in the cell by the cytokine outward nucleus transfer
signal, which was involved in mediating the cell growth, proliferation and differentiation, inflammation, apoptosis. The STAT proteins
were the core elements of JAK-STAT pathway, and all STAT proteins expressed in the heart, changing the molecular structure of
proteins was able to adjust the biological activity of STAT. Currently, there were many reports about the roles of STAT1, STAT3 in heart
disease, ischemic heart disease, ischemia-reperfusion induced myocardial injury, cardiac hypertrophy, heart failure after myocardial
infarction and ischemic pre/post processing mediated cardioprotective effects, etc, were closely related to STAT proteins. This review
focuses on the research progress of the role of STAT proteins in the heart disease.
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STAT (signal transducers and activators of transcription,

STAT) W55 e T N SR 1, AT 9 JAK BERR AL TG , O

SRR X ) DNA 254, NI &4 ZF A4 922 D16 o FE
Faham, ZERGA & LA SRR, B STAT1 STAT2,
STAT3 .STAT4 .STAT5a STAT5b 1 STAT6 M, Fjif [ STAT
EATECNE A Fik . O A SCEIFSE T STATL F1 STAT3 7E
St C B0 T A VE B L STATL b0 E A VE F 2 B R BAE
P EC LA AR T R s/ O L E W AR i STAT3 TRk
DU ELC AR B 7 >, STATS i AT LATE Fith st 72 rp & 4
YEAT, {HIEK STAT3 #4935 AL [H] 5 5800 775508 s STAT3 K
STATS {E AL AT IR & - M3 BTk R R G0 AY I P o 5t i
OGS, TS gp130-STAT3 XU 7 53 A I 14 0 E S
BB IE EA R L, mIAT WL, STAT 3 76 O JUE i A=

*EAIUE AT TR RHIEE H (BWS12J008)

STAT  H Z LA B B HAT HLRYG 70 5454 , A0 4
— N- AR SERALSS I, — 45 IR iE4 F 38, DNA 255
SEAEE, JEFEARASEEN, SH2 ZERIRAN C- s S A0S A F ek .
Horh SH2 J2& STAT 540 7255 i IX Ak, J2751 Efmfr~r
FEhhe LR E A X B, AR SH2 AT -5 AR B9 40 i P 145
i, I SH2 P 1 STAT HYFERVES. Brfy STAT & H#R AT
PATE 1 [ 95 — 3R A4 ol B v G A 454, {HL STAT2 AU AT LA
STAT1 B S IR R I . TER MR SRR STAT 25 R R Y /1y
b, JUA STAT3 B ICR B A9, X W] STAT3 2%
o EEAME . —Se A SR A i P -, 38 5 - AR
SR AT MK N AR A2 R R BRI (Janus kinase,

YEZ I E(1986-), 2 BiH-AF5E A , 25T 0] : [l AR B A, E-mail : 1410204666@qq.com
ATEIRAEE TRk, B 15 : 024-28897161 , E-mail ; Tzzhang@hotmail.com

(lscke H #1:2014-10-23 232 H #1:2014-11-18)



IREYES#HE www.shengwuyixue.com Progress in Modern Biomedicine Voll5 NO.19 JUL.2015

£ 3795 -

JAK), & Ak i JAKs ST fF— 2B 4 R oy A B 19 15 515 5
FFEE I STAT & M LR AL , 15 1L 1Y STAT AW AHE.
JE R RE S S R i 5 B R ST E
TN 3L &A% 2 AR Y 50,

STAT Z& [ FYAE 5 S A i 390 m] LA L9 Ak, 20 el 40
B F30E 19 STAT 28 [ 7] 75 T 40 7055 30 il ) (suppressor
of cytokine signaling, SOCS) [3&ik,SOCS X LI S (5t iy TE =X
il STAT HAMTIGEIL; WL STAT & il 57 PIAS n] &
AL STAT ZRIRE, & IEBH I —RIA SR &5 5/
SH2 4543k ¥l R i 7T LA JAK 1 STAT 7B [ = Wk, A
M & IR

2 STAT EHA DAL RHE L

AR EAR LG , O MEZE 15 A0 A M2 T BE T KRR BE A S
FLRAANT- WL A 7= A 1) e RERE BRI S 9 o AR FE RO
B ATP R0 5 wg/g/min’, IAERSMED I IE LT , A
BRI AT B3k 10 A58, SR ML TE e ATP i1 E 1k
RHEMUAR . BIRLRIR R Ca® FEix — AL ke O 1 P AR 48
EXFF ATP AE AR AR SRR A B, 1) STAT 2 5%
JuHJE STAT3, A figAs Bh FibLifil i & Ao TEAdR O EZE N 1Y)
TS E LR, 478 5 STAT3 & [ #3k%, STAT3 F
L T R LR R A TR T AT AR SR, A, B
Z WL SLHE SIRT-1 R[5 STAT3 (& e, Wit M STAT3 %
AL KT, SISkt A P2 E D e, HoE ) STAT X 2%
BARE G YATAETAER, RAEEMEAiEh STATI 5%
P — SR U IR A . — FRIRTE R LA S S AL R 1) 3 1)
BRI | (X B2 SOy D AR 4, I RN g B T g it i
FERG NI ATP JE 6 dOR AR/, 5 STAT3 KA], 4 3 H Al
STAT & AR A 22 3 L RGE D, AR AT & 7E O
WGk R 2 STAT1 EH, HHEEEH B T8 ONE R
A D BTSRRI

3 STAT EB MR F BIER

wrsE M, KBGO IEB ML / FRETE (ischemia reperfusion,
IR 473 5 T 5330 STAT f)3 Ak S HLFG SR M 3, 5531 2
XTI T AT caspase-1 Ja BT RYFE R, JE ALY STATI
EMTETOMLL, RS STATI AT B IR 755 04 2 il
JET. 1T STATI1 Y C- KA 5 DNA 254, RN RE H 4204
TERLIE I AR TR A pS3 S5 0E H WL 0 p53 T LU
HUR OUMSE 4 7E—, STATI g p53 *HHT- I &
1 4n Bax 25 BRI PHEM, BFSERI, A A AR5 B F) TEM-
POL A iz} TFN-vy 33 % i 22 FR B R Ak A I 110 i) STAT1 7 4k
s ERE, 5 — R AL R EGCG Wi S 4P 7 SOCSI (13
ik I U BT S STATL iGN, 5 A i E0EER T
AERARN, AR RS E LA STATT $ £F F #Y H
i BRSS9 L AR e N B B A A MR DR 3P 50 RETE A 3
FPRAFLO IELT,

STATI1 Il STAT3 XL IESR L AH S (W VE T , STATI i
HEAMAEIR T STAT3 WM S AN T, Femt bR STAT3
B9/ RO IEZE VR J5 ] R B8 K A SE 453 493 , O ULt 37

ToHCRIEIN, Hsc /N RAFE T F i B = 0, i e UR 4%
FERRAEC WA IR SE A RGBT, DL A h STAT3 ik
NI 25 5% B R FEP A5G, STAT3 52 SAFE(survivor activat-
ing factor enhancement, SAFE) 112 A4 5 22 4H i %543 , SAFE 3%
TR —FNFER G5 P 538 4, i b8 SRFE R+ (tumor necrosis
factor-o, TNF-) 7600 IEFHE IR I BTG o A1, OO LR 4P R0
RIS STAT3, QO HLVE FRE -1 SR TR BT FE) BT )
H.OER, (RO R AR AL SRR R . B,
STAT3 {3 Ak i Se il R B AR R RS E LR R A, HE
AR IO MR AN IR Bz 5 3R BV 2 /0380 40 8
1% STAT3 SEHLAY, DL AR L0 4 M A= i & A PR 94 R 238 oo
STATS L) J¢ STAT3 (-2, feAk, PITERECBECRA 5770 4@ i
EARYAREERAMAEDENR SR MA, W
STAT3 i35, WA ge A B T HAR B 1EMA

IL-6 F i M HAZ AR AT 458 STAT3 & H S35 89.0 UL ERL
N o IL-6 FRG 2 ARALFE — AR LRSS & W3 A1 — N2
R4 A% A% gp130,gpl130 5 IL-6 FIRAI ML IALE & K
T HALJG AT JAK-STAT 1 ERK1/2 825 3055, it ik
IL-6 FHARR S22 AR /N BRURT H B gp130 A 0 fh e
W% STAT3, HILRECOEMAK P, 1A, OB 44 i
ATIL AT LR i IL-6 ST | 1 IS 4 il R (LIF) < e LS
FR# -UCT-D L, =D WUIE K AVE AT . Rosalba 252 {4
HSMIFFEIESE , FERE SR 1O LA 35 A6 STAT3 A 45 LIF
A CT-1 i3k B, I RO LI R A0N

ATLAENFHEH B AT #40:BR(ACE)$% 16 ATIL, ATIL 7E4R
KRR L3t ATI Y 1 B2 IR R FEAE L, v s AR T, 42
0 AR 4EAL . ATIT AT 55 STAT1 Al STAT2 By s gz {b 2
STAT3 iR Z R fk, STATSa Fi b AT B AT @Rk , (I
BERR AL AR AT RS —/ P, 7 VR K BRLO IR PR A
IMIX,STAT1.3.5a.6 J JAK2 Al @2 fk, EL STAT 1.3 il
Sa AT RS KA 7 K2, UR 06 AU 86 STAT HEH L 45
7| STAT3 fil STATSa, WA I BIKE STAT HILg ¥51,
Wit A AW AT TR AR i RS . F = -
I8 555K 3R (angiotensin , AT)- R[5 2R 58 44915 AL 20 U 2E 5
FECO N R FELR Z —.

4 STAT ERTEOHEILT / 5 A3+ B9 R 51 A

H T, JE i 254 T 90 Gl T BN AL PRy v, T 2
FEAR VR JIras s o a4, A IF5EUESE STAT3 #E.0 LR
Prrb R HEOCHEE A . Miriam S5PUR] STAT3 e PR /N U 7.
/R, 5% HE St it i 7040 B4, 45 2R 5 % BRAELAH LG, R BB .0
WU YEH . Lianne SFPIFSTIEST , 1E 5 A EAE O IL#EAT Bl
MR FLLNTEE STAT3 (IG AL LA IL-6/gp130 {55 Ik 2
Y5, HAE STAT3 SBaR.OAE D, B STATS #1 STAT6 @R
IR, ATSASRE P Az O IEOR G TP, ZEXF TR St fi J Ak
AR STAT3 XL LA AR 3 1 S5 s iR il e Ak 15
H P, Hong SFPINESC i i ML J5 AL, STAT3 43 tyr705
BRI L) B G% MR RLARIT WAE G T 3A s, FLIOE 1Y
STAT3 n] i i PI3K jif fk RISK (reperfusion injury salvage ki-
nase, RISK)i A2 A O URIFERT o AN, BT STAT3 Y i
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