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Abstract:

Signal transducers and activators of transcription 1 (STAT1) is one of the key molecules in Janus

kinase (JAK)-STAT pathway and plays an important role in innate antiviral immune response. In the process of

antiviral immune signal transduction, STAT1 can form homodimers or heterodimers with STAT2 and transfer

to the nucleus, enhance the transcription of interferon stimulated genes, and ultimately play an antiviral role.

This review summarizes the activation process of STAT1 after virus infection, the effect of host or virus

encoded proteins on STAT1, and the research progress of STAT1 regulation drugs, which provide theoretical

reference for further research on the role of STAT1 in antiviral and viral infection.
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STAT1. STAT2. STAT3. STAT4. STAT5a.
STATSb KX STAT6-LAN B, H 57Ul Ja
FEYR B R pomP S IS, Hh, STAT1E
BT INEE S HIAK-STATE 518 M s0& h K 1%
1ER .

1 STATIEFHRESEBEFRIER

1.1 STATIHRI

STAT1H R IELE T E. 19574, Wk
B, A8 F A IR G IO SE R e RN G 2 7
Hr— B A AR R A i B A ST, Rk A
LRNTIERST, Bif5, BN GRENE LR ST
e 2 R3S N e (interferon stimulated  response
element, ISRE)&&HIEE, KIMHAH HAH—Fh
HEHRETHRRoLB G RERIE, HWHasN
RN N GHES “F3(interferon stimulated genes
factor 3, ISGF3). HFi3M, B T2 osbFE I [H]
B, ISGF3JeE4 i A 3, Z e
AR R, Ak, ISGF3 4 HSTAT1(HIX 7 1
J5 984000, 91 000)FISTAT2(FHRT 43 T i & K
113 000)%5Z AN E AR E S . BT XLy
B2 40 M 5T P RS 54 T R A A P
R R T, MOz e NESESS
HEFOROE R T,
1.2 STATINHSHTFHERESER

FE 56 R A P O 4 3R] DU O TAK -
STAT# %1 K FE 2 X HEEEH, 7 H H R
1AL MR, MAFH R A BESTATIM,
FRH, STAT1H T AR M L B BT U] m] 7= A
MR STAT1oMISTATIP!Y., Hidt, STAT1a
750N R IR R IE A Y, RSTATIHEE IR, W
IEJETEY 701, ST27RAEMMRIMAEi; STATIBH
TN RAEERRIEA R, RAYT01E RGN .

I BT3RS A THR 20 15 5l g f A
— 85, HHELAMZEIRG, THEFIREREY
51 BT RZERM— LA @ )

B AR R85 & 5 — Nk T A 4R
SMMTMRZELEE. TIRZAENDLER

AHHAE AT TAK AN 2 B B2 (tyrosine kinase 2,
TYK2)SEin i tt, P4 5ESTATIMISTAT2
RAERBRTE B 0 RIS ks, Ms

ol RS T E AT E T 9(interferon
regulatory factor 9, IRF9)JE 4 xE AWIISGF3,
ISGF3%: # 2= M i t% JF 45 & 1SG Rilf 5 2 T i
ISRE, {2 Fh B A PR filp 75 B gL T e 1) 25 o
FaPU TRHTRERBSENGSEES TR
S A3 R BOE 15 S AAAE X ], 1R
E70 | IR o7 N N TR A SR b i
JAK1. JAK2, #E#ESTAT U LI f R — 2%
i, IR BT S TRy EE o4 A,
73 I TR TR s (K1),

2 A ERE R STATIZ ZIR)IFE(ER
FERRGRIRE )G, a0 T REE HIESTAT 1K
e JAK-STAT5 5 3 B% 1 # hs 2 R lo [FII
VI EE N T A Erh @ LA JUR et S
fid PO R R AR BRI BLA] . 31, DNAK
RNAJF 75 7] A H 5 g i 19 75 51 B sl H R E
DA (4 3L R R 42 STAT 1, A2k f 32 K
IR G S NI Bl 7 B (R D).
2.1 BEfAESTATI1
ZR-HEAMAERERERAENEA RN E
TR —, W RE AT DA 208 A2 0 3 5 R G
SR, 42 F:2(herpes simplex virus 2,
HSV-2) % i 1) B Ge 20 i 2 FH 22 A E3 2 3R & i
EE, REEIZSISGF3MEAEN], FEMFSTATI .,
STAT2HIIRFO"'. HSVEA TETE F 4k Py 4T 5 K20
50 5 RIS T R Y, S 1
NKERZ ML RE, JHER ERNETA
YR . HTHS VYA B BURR 5P SI3 RE 2 5 i 25
RFEE A, EHSV-UE N, Bel-24
KSR T 1RER BESTAT I BERRAL, 1M AvRs R T 5113
YO 3 et 2 P A A 1) 5 3B A B e 1- 20 55 B i IR
TS, ZEA I bl 2 T i T A R (1) R
BEIE CRNAJR R, 8 R g i (K E 45 2 A TR
I A A IR AR 2 STAT 1R A, 32 1 4t FE
R,
2.2 HEISTATIRSER 1 S ESTAT 1 X BEER 1L
STAT 1 Y /2 PR 5 S 5 SOBL ) R B D R 2
—, SR VF 2 2 Ae 0% 0 5 PR | STAT 1 198 1 106 ik
Je RGP . U SMERF IR SR S AR TR T2 (severe
acute respiratory syndrome coronavirus 2, SARS-CoV-2)
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[II-IFN I[-IFN

Extracellular

= = =2
£lg =8 25
JAK1 TYK2 JAK1 TYK2 JAK1 —— JAK2
® ®
: STATI1
STAT2 (STATI]
Cytoplasm ® ®
l/— IRF9 Y IRF9
: STATIL STATY
STATI) 2 STATI

______i_______

Nucleus pSTATl -
IRF9 ISGs ISGs
STAT2 ﬁ @)STATL >
: ISRE GAS
E1 T3, I8, IREFREHENIAK-STATHES B
*1 BERSEFRENSIISTATIHEE(ER
STAT LA ML i TF W RIS W R NTE X 5 T 22 R
HSV-2 ICP22 — [16]
FEAESTAT1 HSV-1 US3 Bclafl [17,18]
ZIKV NS2A — [19]
SARS-CoV-2 N — [20]
SARS-CoV-2 nspl3 — [21,22]
! s 1h o PEDV — TRIM28 [23]
é[DTTTslTjg%g?i%jﬁ HTNV — RIPK3 [24]
HCMV UL138 UAF1-USP1 [25]
EBOV VP35 — [26]
ZIKV NS4B — [27]
SARS-CoV-1 nspl4 — [28]
HCMV UL23 — [29]
HIHISTATI A% HBV p22 Kal [30]
FMDV 3C Kal [31]
PEDV nsp7 Kal [32]
R BESTAT | ¥ 860 H CHIKV nsP2 — [33,34]
HBV — KDM7A [35]
HNHISTAT1 F 34k LAV s T [36]
{RHESTAT1 Z. Ak PEDV N Spl. HDAC1 [37,38]
. N ASFV — 0ASI [39]
(R RESTAT 1 HBV . OSM [40]
IR HESTAT I Bl £ IE VSV — NDRI. miR146a [41]
T RN

J&—Fh LA AR IE U RNAFE R A A s 28, R
i 51 ™ 5 NI JE R Y. WE AR, SARS-
CoV-2M K 72 1 A B 5 STAT 1 45 & JF 30 ) He B e Ak
G HRPY, SARS-CoV-24mt0 (3R 45 ¥ 134F

S — P i e T e A WU BE RN AR B, 76 9% 75 5 i
RIEMERW Bk, JE45 58 13785 STATI
AHEAEFH R0 P 0 e T i P 410 o TAK Ll
STAT 1 IR AL,
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TR R G IR KRR A, S0 A ) 1E
R LN A AE BRI . =45 E ARG T
TRIM28(tripartite motif-containing protein 28)&—#f
B3z RiERM, 58, RARGIESEZ MY
TEBENHETT S IRAT YIRS i B (porcine  epidemic
diarrhea virus, PEDV)ELESESHE FEHA
TRIM28% 1A i, TRIM28iE it i 5 L kifhk [ Wit
S S STAT 15>

AR HAE F 8 F 3 (receptor  interacting
protein kinase 3, RIPK3)J& —Fi /- FIRFEIHE T2
22 S BR 2 RS2 A AR B B Wl . DOH T B
AL SRIPK3EIL, A HIRIPK3 5 STATIAH L
VR FH S0 JER e 11 1) BELIRT ) 3 e AR AL,

N EL 40 f2 9% % (human cytomegalo virus,
HCM V)52 — Fh B2 i 75, 0] 57 28 A2 i AR
el 15 F2 97 R VERR 1T 3202 R M AR
VR OG- 1 &2 & Al 0 B 2 10 STAT L R0 26 K
PR, TTHCMV 4 i B URFC 57 51138 7 Dhad i
5 FR S G A BAE FHRAM I STAT LIS 2 1 14 15
TR R AR g2 I R

PR 3 55 & — P E BB B £ U RNATR
B, G2 g EANEMIEN R KRS H L
W, CPEPRIERFILS0%Y . RN R R R, R
TR 75 4 AL 106 75 B I 3STE AL SRk I s, [
I 75 A 35 AMIE R E 9% FH L STAT 1R B R AL,
51 L AR

FEA I B I AR S5 M) B 1 4B REFH A STAT 1 B R 14
FEIRFESTAT2Z M, M6l FHLRE 5%
ST, g BRI, AT DAE Ik RN [ AL g
STAT I#RRAL, —LLi 55 88 11 AT LA EL 4545 & STAT1
B PHWTIAK-STATIS S 1& %, 1B A el D se
FR) 994 B £ 1 00 R B G s MR A I STAT LGS - R
i, XTS5 EREESTAT UG e 8 A, s
AT DL3E I 5 5 2 08 B B AR A A5 D7 AU X e pE 32
WA NCETAT , HHISTAT VBOE JF #5 Bh ik 25
2l
2.3 HP#HISTATINZ

WIHT SR, 22 M 5 v] i R STAT 1 Bl
) LA R AL R B S R % . FEJAK-STAT/E 5
BT, BEER AL STAT1F YR B 5 — R K SIRFOTE
MEEY), BEJEEE NARAZAEEZ MISGsFRIE .

EHE AT WL, STAT 1T 25 v M A8 L A 28 1 5
bR, DRIk, JEEdps 2 o] i@ H 6| STAT 1A% 5 f >k
Byl BTG S% S, #lw, SARS-CoV-13F
SEFEE (1477 LUE M HISTAT 1IR% 5 7 i 1 1)
PR aiF FISTAT LEIE; HCMV 4w i i s K
53123t A] DL ik BH A5 STAT 1\ 4% 111 FH 7 STAT 1 5k
BRtk, FAINHISGsiE R iEP,

L TURT 98 995 B (hepatitis B virus, HBV)&—Ff
WEEDNAWI 8 o AERAF LML EF B M L%
e, T AL R TR A RN R R R
FUR I, HBVE Gl #2574 et 5 it p22id i
su PSS A% 12 B Hal (karyopherin al, Kal)k
BELIE AR 1L STAT 1HE AR MO AZ Y. 11 B e 5 2 —
FhEAEE IE URNAJGEE, 25l SMEEKI . o
R F SR, R R, ETRTRERGS
fE\rp, B R I AR 45 1 B (1 3Cil i 5 K al
Vi A% R BHASSTAT LRISTAT2 AKZE. B% IF Y RNA
i FEPEDV /2 5] &8 S A8 AT M I V5 1 32 220 I
i, IR R E A BRIk . 5 5 — T
i, KIPEDVHIHELS #4811 70] LA 5 STAT1 8L
STAT2IDNA%: & &5 45 &1 A T Kal 5
STATIIM EAE ], BHAFISGF3IAKZ, {EHbREE
HP, g LATA, WAL 5 UK al, R
HISTATI AL, 12 117 bk 5 R G2 S v
2.4 {RHSTAT1iZHH

F L5 M H% T (chikungunya virus, CHIKV)
& Bl AR AR 0 R IE SURNAJREE, A JRUK
Pefg o LR RATIRSRDIR . CHIKVIEERIA
VOMpAELE SR, WU BICHIK VRS #4812 1)
CoR I G5 M S BE AR HESTAT 1 A% 3 H B339, dhy ik mT
W, R AESE MR A2 00 C R ui 45 M 3 A
CHIK V& 4L (7697 H8 R
2.5 HP&ISTAT1ERE &

STAT 1 FH B4k 2 8 RS SRR A R T 1 44
IR, FE AU STAT 10 STAT VI & 1 4l 741 (1
A ITEAREY, B T STAT1 5 HEE &5,
Wr 7 JAK-STAT(S S1% 5.

MR IR 2 LT A — R B B & 3L
My, FEZ5EAMABMFEESM. R0,
W R L W LR TATEHB VIR G O 40 i s &
Fik, FHHIAK2. STAT 1A H.AE i 4 ) B 3
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b, {EHFHBVAASMIA P Z#I). TET2(ten-eleven
translocation 2)fE Jy— it B 2 g s mg XU 4 I A2
DNALHEAL PR HEZEER . 5 — RN,
TR RN B 55 5, Y B B 2 A B
Mz N ) i XOE 1 A% R N D) B VS PE PR TET2 10
mRNARKIL, MTET2ER K2 FESTATI % W 5
B, BAR B E R AERYN SRR RIS E
AR, (BB LAEBINHISTAT ) B Il [ id o
HUb Al I, BEREINERISTAT I E A A K
e NP B 2T 7 o
2.6 {ZHSTAT1Z BEE{k

RO OB IR OB A BEIE R,
LA ALY Tk [ 5 F 22 B A s R IR R At I
KA. BEW 7SN, PEDVIEYAHSTATI K%
SEKF B, {HPEDVIFINE [ 85 54 5 K1 Sp1 45
4 FE W7 40 85 1 MG 20 TR B B s, AT B 5
STAT1 Z B/, S ESTAT U ER b 2ZBHE Y,
2.7 {RBESTATLEGE

IR, 2,5 F MR R & i 1/E N —MISG
A LA 22 FhRNAFIDNAJH £ (1 5 4105192, 76 )%
JeAR B R # G, 2,5 SR TR IR 5 A I 1 e i3t
STAT1. STAT2MRIEMBERRAL, (2 RuER
R, M EMAE A ROIMLR T KRR A —
TEEYHBV G, 8 ZMAEIIE STAT1 5IRFO) %R
KIEAEHEW E A B AR, T STATIBERR AL
REAL 30t 22 Fh IR 15 B2 QL IIISGs R IE, ML EASR
PR HESTAT VLS The M 2 1 A 3 R & N DL 25
BITIIZ.
2.8 {RiHSTAT1ERIEFEKIE

MiR146as& —FPdEgmig/NRNA . 75K GLIFIE
4 M 75 (respiratory syncytial virus, RSV)& 3 4k
JAMLFEA T, 1z Db 2 AH I 1 320 & B W BRI
HLAI B9 % 8], B Db2 A0 52 g 138 it 45 &
miR 146af2 #E STAT 1 EIERIL, HEMHIHIRNA K&
DNAJREEHIM, K, #Dbf2H] S 1 A ft
N BRI G S I R IR T T AR A
2.9 EMXISTATIRIEEER

RBFRZE PRI, XEER
S PR A IEIERD, G RR, K
PRSV)E, ARBERBELEFmiR-1551KIEE %
A 1) B A S TAT LI A7 Y428 43 40 B IR -5 5 114

1, MIM{RESTAT 1B R{L . Rk, KREBFEERAR
ma T B F 0 3R R KF, HAE HIRISGIERIL,
RSV HIP, Hif iz 5 th e —Fh sk B 2K b &4,
BF 575 < 306 e BHL BT 03 25 2 11 24 %) B FR AL STAT 1 i %
3 B0 A1 T IO DF 32 FR a0 2 i e

P AV A — R AL AT AR, BRI O
STATI1H AR EE#ERI, FMEIEISG15,
CXCL10% Z FIISGsfIRIE, KIFEPLIY T 98 i 8
ERPT, Mz, iRk & Wi it B e i ul e 42
SMISTAT L KFEBURTIER . BILH &K B  ht
JREEMIRE 1, RPURERIT IR AL 1B SR .

3 NG

Pt DAA LS, 201992 & KT R iR
995 B LE TH FLVE P O3 BB AC NG, (HBEE Bt
JREE YR I, 9 B G 1 A R KR
. 202357H, WHOE A M A B bR T i 58
RAFLPAEM, SA 11040 E 55507 & m
Bl 20234E9H, ST IAHLX HPUH —fe IR R %
1o WERE R R I — R PIE A A A
) A 2 A R ER PR, 1 HL7E THI 6 KR A
993 15 PR 2 1 B AR T R R 2, R
JREET AL B LB, JAK-STATIE K ET5 126 K%
PN REEEAER, H AR STATIBUE 2 F B A
PUREEREARMERILS. AIRER, REE
STATIFE R 23 [H ™ & Geifi LT, {EHH T STAT1
EPR TR EEE., BRIEIRCS M
B T STAT1HI G M S Pk S shae™, ER £ his
150 STAT 1k 4K, th 22 Fh S % FH T JAK -S TAT 3 #% ¥
e LR T I RIE I STAT 1 4295 55 & 111
WiE, EREER LRI T =M R R
(2R AR B AR STAT L i 24w ) 8% (4 i il i
15 F A A A IR STAT L % # BYe 5| S i1 32 8
EIXSTAT L WREE . IX B0 25 254 (R A HE 1m)
9555 2 B E IR RIS TAT 1 1 3228 (1 1 245 4) it
RIEHE TR . HAT, £ XSARS-CoV-2[H3CL
AR A /AFEI S B C A E e Rk
2y BT, WA SREL A STAT VAT IPUR B 4Wic
R R. B2, RKTHEEHR— DU AIE BN
RIS B AN STATLIEAE R, AR BRI 40R
BRITHL R S AR 2 T Re
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