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PRI AU BT mRNA T RE 4 i) 240 it 2 R 58
IR, AT mRNA ) B R IA 8 A kAT
ffiohEe, 4R mRNA WRIPEZ IR, 4HH0RA
REHFATIE W B A Amid o Y EAZ A0 52 3 AP R
B BB . AR TN . ERAMRER ST . BiE
FEAEAY . A BT O 7 33 L R o 5 e e 58 ) s 2 7 24
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m, FERCEEERET, VIS SG & eIF3, il elF2a A2 —Ru i b BIRE, 02 EO
A A B 2 5 310 SG TC eIF31 01, JR BRIy S 7 R(protein kinase R, PKR). PKR F: P4 i M3
AR R AN S N, TR S EE B(PKR-like endoplasmic reticulum kinase, PERK)
1 SG (W FR V-SG), Ff HH-8L V-SG #r 5tk — % ok 45 il JE 30 W ¥ £ 9 2(general control
£357 Sam68!", non-repressed 2, GCN2). [fLZ1 2 &5 410 il 5] 3k 1

SG WA T X EZEAPIM, elF2 i o WHEBE  (heme-regulated inhibitor kinase, HRI). iX 4 i
AT S SG IR FEM =& 1), F—F BEFEAS [F PR R 251 T H0B0E . 2L elF2a
R T elF2a BRI BERRILAY elF2a  BEMRIL. G140, W T L il P XUEE RNA(dsRNA)
AT elF2-GTP-RNAM G WML L, FHORK AFFESRIE PKR, I N 5T 9 (ER) P AR 47 8
HEEEGESYRBEREYT, JFRLES SG EAME, B ER W, Bl ™A MK T2
MR S T A RNA FOBEs Ry e 3% PERKY), TS EEMRERZ WG GCN2, ALK
WX AR G T, WELS A @A BeE Y B0E HRIG

elF2-GTP-

tRNAMCl ARfasananhia
" mRNA |
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Figure 1. SG induction in an elF2a phosphorylation dependant manner. After separation of elF2 and elF2B, it
forms a ternary complex eIlF2-GTP-tRNAM® with tRNAM®. Then the complex binds to mRNA, 40S, and 60S
ribosomes and participates in the process of translation initiation. Under different external stimulus conditions, the
four kinases can be activated, which induces phosphorylation of the o subunit of elF2 and prevents it from being
separated from elF2B. Subsequently, the translation initiation is blocked, and the mRNA and some proteins
involved in the translation process are aggregated to form stress granules. Among these conditions, the dsRNA or
ER stress during virus infection will activate PKR and PERK, induce phosphorylation of elF2a, and results in the
formation of SG.
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R BT elF20 BEIRIL(K 2),
BFFERIR eIFAF Z45%), T RNA fRlEn;
elFAE fith, LINIILY elF4G MIAHEAER . 4 £
i B s ¢ mTOR MTEALA BB M, 1M oAb 52410
il mTORM,

M 28 0 T B AE A AR S AR BE A5
T, SG I B M 4 M BB %S N AN IRl ) PRI AR Ak, I
S AN R HE DR o SG AT LA [ 20 i 1)
M5 S I B B IR DR . AR R
SG % mRNA FIEE A TG B AT IR — 38 e
B S [N OIS o N T wa s Y NIA G
PRAZ I T FH S Sl B R RS oAt A S i

Wt B8, SG 50 mRNA f B a2 1,
5 AR T AN A RN S Ah, R
e il 25 5 A & Ak — R AV EFAR AL,
TEH AT TE SN A P HEA T, T X Rl 0 ) B 2 08

! 4EBPs

B SG B . SG Ry BEHL e 2R F 1
EATA AT 22 57U SO X SG LR AN
TR R P R RO B TSR0k, LA O B
PEB T A7 PR AL %

1 BB XA B RS B B v

AN 5T Y SG R I BT AT RNA B E 597,
S AL AT I 1 YL AE N 2 B R N AR A T R
Y, A A B A B R AR AN R T A 22 5% R
BEMRFIEAE T RE 8 LUA RT3 B B & I FIAE 35 1Y)
J5 B A A K . O SOk GE 2 Rl
YA AR 2= SG, BRI R BIIE L AR,
T B T Al A B AL VR T B A R, T
I 20 B A 1 R A TR, o 2 BELRSH B 76 40
W . DFoE IR, T HbakkfE 32 40 M i HKHT

mRNA
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Figure 2.

SG induction in an elF2a phosphorylation independant manner. Inhibition of mTORC activity induced

by viral infection or drug stimulation can inhibit the phosphorylation of 4EBPs (elF4E-binding proteins). 4EBPs
share the same amino acid sequence at the N-terminus with eIlF4G, which can competitively inhibit the interaction
between elF4G and elF4E. The inhibition prevents the formation of eIF4F complexes, interferes with the binding of
ribosomes to mRNA, and inhibits translation initiation, thus results in the SG production.
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YER, fm g fb i 1 & R RIS R SG 1IE T
B B A 1) R 0 R AR K SG
SRt PKR B BOE  eIF2a BERR L 7301 .
SG 1E R AR SN B R Z 53, B H SR
5y AT BETENN B 2 T AR R HEAE T, JOF HoAT e 2
240 L X SR R 5 | AR S R S S g B . S
b b, JEFREIR R, 20 e s
A2 FP i S B SG YT R

9 b, KR RSN S SG, H
ST, REEOEBEIE H 1R A Y B A ) 1] Be
i SG BB, Y BERER R IR AR I
SG IAF TR s AN b, A — ey B AT LA
FIMH SG RFE A BT, FrLlksE S SG ZIH]
FAH BRI G RAEAFE— 4RI
1.1 RNAJ#H5 SG

WREE R R G R, IESE RNA JEEH
B DR 20 DA B B AZOME AR 10 RS B 4 oy R
HRAS, MR i BRI LLE T RNA B4
NS e, KHEFE RNA P E A SHEERE
A K.

F 3 2 (alphavirus) B AE S5 M & 15 G3BP1 #H
HYEMEREGH. G3BP1 ] DLk AL &S TEE
A1 nsp3!" 7 nsp2P N nspa! R AW, %
W FE ARG 5 (SFV)FE SG T B0 R B B 19
ikl SG BB AL, SFV nsp3 # G3BP1 %42k
EHE AT, REHDE SG MR 25,
FEFLH MERS 5 (CHIK V)Y nsp3 138 K G3BP1 2%
A2 1) 20 it 5 R SR AR kA ] SGU R IR %S F AUG
BT F 5 2 BRSSP il SFV RNA 36 25 elF2a
BERR AL 5 O PR BEL A . A P 91 9% 2 RNA
(A 5Bt A B 7 e A v i SGP2, ik
I nsp3 5 G3BP1 AHE AR 23080/ w5 5 il Fn

JREEAE G, X UL SG TE B T I
52 1l

YT SG YRR i BRI, R IR 2R S f i
RN T SG. 5 LW A A,
Lindquist W58 3R, TR NIE B SG R,
I 38 A 4495 85 (respiratory syncytial virus, RSV)
AT EINGSR, AN, ieAh, G3BP
BEIA A X A7 S 41 P 1 RSV &2 il 5 i 8K )
SG B M 5> T, T HuR SR T84 il
AR, AT X R E R . TR,
Lindquist ZFIES2, 46 K240 RSV & il kA= 1E 5
WA, A EAE SG Hr, 7 A RIS (4 4
[ AR 15 RSV A 1Y A 1A g B e g
T 3 20 B I 7E 40 0 PN T O A B 1R R 1 )
k. ZBORF MR R R AR,
TR AR 240 ML 975 B R IOL A =, — A TR AR A
—FBCRE R T, A R T, H3E
T2 A 57 384 S I 21 i RSV & il LIS A 1
E— 5T

A 20 4 1 2L 3h 9 1E I 1% 90 B (mammalian
orthoreovirus, MRV)/EM IR EER R 5L, R
S B dsRNA Ji 5. AF5ERM, MRV Bgen]
S elF2 19 o WAL BEER AL, HE BH 1k
elF2-GTP-tRNAM (¥ 7% B 400 il i = 4 it 1 360 15
BT, R RS SG TE . (RIS R
TR SG X 8 i A il A e sEE Y. 78 SG
A R BIPER mRNA, MRV mRNA 540/
mRNA ARFRZAET, BN 3'poly(A)fE
B, {H7EH: 5% m7GpppN e F25H) ., FEE bk
KIEJFHI MRV ol i3 2 H) SG, X &M SG
FITE 18 P BB 290 B 4= A BT & A 1 o T AE MRV ke
(BRI, ERAR elF2a M BERR AL ATIR PRI B K
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-, A SG AYECE L RIAREAL TR, A RS
1, TERIBR T SG AraafE 1 G3BP1 RY4HAEH , MRV
52 R B4R = B

TR 7R 975 7% (hepatitis C virus, HCV)T] L
S SG MIEMKEY, HCV BRP=4ER SG oA
ataxin-2(ATX2) .53, HEZLEMS SG AN
G3BP1 & PABP1 fA7EMEM G . AF5E R, 16
o B L 5 ) SG AN IR AT S HCV %L
FE AR, F20] HOV B aT LLE 3R SG 1k,
SYENA A= T  HOV Al DU i Bh ik =
T BB B A3 R ) A i Bk A R
(nrsenite, Ars)fl N SG MITE AL, & 1425
Fr# W, G3BP1. PABP1 #1 DDXI /& HCV 3'-UTR
RNA 4558 H, A CHMRIE T G3BP1 5 HCV
NS5B #i5¢, JfH G3BP1 J& HCV RNA & il i
(B, ATX2 Fl PABP1 J& HCV & HilFTLdHm, Bl
B SG BUAME HCV & il I vh A 4436 L E

B8 K 5 A 95 7% (poliovirus, PV)J&—Fl /MKy
1E4E RNA W HE, 00 88 1 70 fi% eIFAG 1 PABP
Ml s FEAG R, WiESF T SG MIE A EAT B
LAY elF2a BERR ALY, White Z542 3 T —FP % .
PV /5% SG B WL, (HBE)S H T G3BP1 A 43 -
BIA SG Ak, FFRERT T i AN T
SG MITE M, YA T &8 £ mRNA
TIA-1 [ SG WIE R, Ff H SG 1EfG WA 531
FW PV 5T SG WAREIE M. G3BP Wil 3kKik,
ARTF SG WL, FEREAUREHRED, £ SG
AIRE XTI BE A2 i R AR VEH . Borghese SFAF
RRW], J—F NI BE, 283 B/ U HF
RERWEE(TMEV), BB AT SGIEAL, H L
AR EY A ak fE LLI ] Ars BIRE AL
I, R SO 5 N TR 3 SG T P
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JERIRGE, 7E Ars KPR EAR g HIE )L SG
— B TIA-UTIAR, Jf HIX MR F 76 Bk
SRR 4 it R S FE R A R B LA R A
g, SRV JE BT A B (West Nile virus,
WNV), B H P55 (Dengue virus, DENV)FIH A
Ji%i 4 9% 7% (Japanese encephalitis virus, JEV)#P)E T
O EEE , E AR RE AT R A RR A BT A BH 1k
SG HEMC. B RERH I ZE R BE (ZIKA virus,
ZIKV) WNV Hl JEV &Y% 40 it i ] 38435 PKRE1
oM, WNV iRt 8 s w A b a b
IO Y S R S DR R ) SG TR B, FF48 H HE
K21t 5 SG 19 TIA-1 F1 TIAR MM E AR,
S HUBR A M P EE A D . DENV i
5 TIA-1/TIAR BIFHEAERKRE N SG BB,
DENV YL HiE] p38-Mnkl {55 1& S MIES &
[ elF4E MREIRfL3Z 52, DT 3o AN At
elF2a BEERAL AL G SG BTE R, B ditiE
Bl 5 SG AT G3BP 8 11454 T 52 s L4
BT B RNA B9 &l . G3BP1., G3BP2 #i
Caprinl &8 4 25 3L R ISG) Y FH 18 L RR il
DENV /&4 JEV @ 4% Caprinl 5984
FoHE L E AR SG e,

JEI B2 8 (pestivirus )& B R A 51, Honl 5]
B KB BN, L R M RS N
(BVDV) . % i %5 B (CSFV) F1 i1 & %5 o 3
(BDV)™*, #F5¢ B BVDV YL Al 4l Ars 4b3H
PR SG, FREEMAEZSHIE 1 N 5 SG lirZ
— YBX1 MIBAEH. A, N 55280005
YBX1 A A B s BAE T, 45 IGFBP2
DDX3. ILF2 fl RHA (DXH9)., W55 B/~ , BN e
A B nAM I AL R S S 1Y SG TR AL, LABH 1 41 it
TR OIS 8 8 A



LTS | A eEIR, 2021, 61(8)

2241

¥ EHH 5 25 A E R R (porcine reproductive
and respiratory syndrome virus, PRRSV) Rshfik&
i B FF IR A B S I ALY, R — A SR PR
JBIESE RNA 8, AT AFEI S 1S WA S SG
TR R Hol ok PERK G IEHE elF20 BERR
fbr=4: SG. SG Fri¥ G3BP1 S5k 8 & il & &4
(viral replication complexes, VRCs){ii & ZIT{HA
KA FEEMMO, I HUEW] T 7€ PRRSV YL [H]
HAFS AN SG 785 15 - 40 i B8 3 )y 1
RAEFEZANEA, xR EE ST m .,

REBHGER X ThYWiEES SG ZIalMH
BAEH, RA DB T Y% 8 SG 2 [H]
AOAR AR RS, fldn, oA FSEIE B —Rh g sr
MIREY) SG U453k A 94K 15 Wi 5 IR B0 5
AT BRAE 0 BE A% S AR B A PR RO,
LB X 98 (potato virus X, PVX) N IhAE X
I3 25 J (potexvirus) B Al 51, & —451EHE RNA
LM BE . DEFEE TR PVX G 1) 241 i
HAE Y20 B SG AR B LRI JT UBP1b(AtUBP1b) Y E
PO, KB PVX BYEARE 42 SG, JF HAfk
SR SG B BUE MRIVER, X R PVX 1]
REC 2L — i) SG IR B, AT #l
W) RN, DT ST AT SR, , SIS R
BEIE I R LR B T — VR A
1.2 DNAJ#H5 SG

5 RNA JHEEANEHYJE, DNA s B end f
H SG I AT A2 £/ el , AZEE 4N
i BE(HCM V)L MU 1 AR & 4R 1 O (UPR)FF:
WS T PERK, {H2 BRI eTF2a f AR 1L L 4 5 B
P&, HCMV [ pTRS1 1 pIRS1 Al #547T PKR it ik
R A S A R PSSR R
(KSHV)ORF57 5 PKR FlI PKR i#i% & [1(PACT)

FIEAEF, 20 51406 PKR 254 dsRNA F£BH 11 PKR
3 & PACT-PKR Al B/ FHES,

Y& I W 5 B} (Herpesviridae) Fl J5 ¥ 7 Bt
(Poxviridae)&—2 HAT TR dsDNA Jadg . L4l
YR 1 %l (herpes simplex virus type 1, HSV-1)
Al [ BB VHS(virion host shutoff) & [ A K H:
b 2 FARE I el F200 BTG , AT 52 00 15 32 2K 1o
I, B AN RNA BIREARD7. HSV-1,
VHS 1 US11 & F17EFH B PKR 6 £k e S S 1
FIPY, Smiley SR UER , s VHS B ) HSV-1
2xfih % SG HYTE AL, 1 PKR fEHRZE VHS 15T
Xt T SG HYTE B A AN AT D 00, Ay UL4T 2878
) HSV-1 A9 40 i 7e B e s AL 2 SG°°Y ) Finnen
SFOUESE, FRAREIZRE 2 AI(HSV-2) e 252
ARG R SG A . ZMFTRIEN] T SG 1Y
fifE i VHS A1, BB AE A HS V-2 e i
AT LA A RO 2 0 SG, AR L B e il
Z M3 VHS NI 14 28 25 (A i i AR 5101, A
SG S FR RNA itk 7 H 5 53f%, 564 RNA
XTHERF SG 450 £ X E %, Uk VHS 1Y HSV-2 R
S Ars 50 SG B AL, Al ILH SG BIE 2
PRI S I & AN BRI RI, PARER RN
##(pseudorabies virus, PRV)EEYLLL elF20 KA A%
Jr kA T HAH SG AR hRE, HHA TR
SG 1 fill J2 — % 3k BH 42 17 AN 2 200 i 2 AL R S
). PRV e L 25155 PKR WG 1k, H7EESE 6 h
J&i , WEIR AL PKR (5000 B 25 SR YL sF 1] f) 422 < T ik
b, W] PRV B9 2E (1 A] B £ ShBH T PKR 1930E
AT elF2a BIBERRIL. CZ4UEH], GADD34
LS PPL A EAEFIRIGGH elF2a A LBERRIL,
elF20 1Y KB AL T ARG B8y e 1512, i pH
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Wt PP1 Fil GADD34 2 [i1] i) AH B A AT LA 430k 52
elF20 BERR AL FHAIH] PRV 41,

¥ 9 2 B (Poxviridae) & XU DNA i 8 K%,
NERAL . Mo AR B2 ey 1 S e 5 R 1
R T 97 94 7 A PR 3R 38 1 AR 5 ok B X 1
FE(VACV)IIIFSY . VACV SRSkt —5, 5
HoAth DNA 95 8 19 AR Z A 78 F e AT 78 20 i i
g, e B ORI i PR 21 A2 o AN A R A A
FHEFR A DNA T A4 X8, J& Y5 4 h
DAY, V72 DNA T.) Bkl i s A, 7e e
B 110G ORI 2 21256 1 P S A IR 43 H . VACY
H G RIE S 2 B, W G3BP1,
elF4E \PABP 1 elF4G A 55 2| 41 i ik 7 DNA T
J" . VACV 1 H & & Hil AR B BRI AR SG
A BRI U — A S T . T A
%11 G3BP # Caprin-1(P137)C &4 ik B & —F 57
IR IRAK, XPIFMEE R VACV BRI S BT
WA TR B AR AR K eIFAE/eIF4G/
PABP, LI E#FFEERBAIA T SG 4534 F VACV
(27 S R AR A R EAE T o SR ) — IR 3R
], RNA ik 2558 DNA T H R B mRNA
REMLEE, JEH TIA-1 Al fEA 2 EORIE M AHT
JEIRTE T TT . Fode VACV 275 e i g 2>

Caprin-1 .,

FEREA TIA-1 SO RB0RL, T EAT
i BE 2 B NRE , i LAFR Z S 0 BE N SCRURL

o, JEFRREE Ll
SG H A7 REHE B 2 i 4 SRS B E AR

A RNA R 8Ei4 & DNA Ji#;, #RA]RETE
S5 2 1 E AN A SG. TEMR RN
W EBAN, X SG # A HEEAFMIER, LK
J&, SG WaXHREE AR RIMIER, M 7E i H
B I6e

(antiviral stress granule, avSG)©
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2 MHBRLGREFTHERERR

V2Bt i, RS ER SG B
B, SPURTESCR I RIEAAAEE T IT MR
SG T AN 1 15 = BEALS] L 1 EL™ & TP
BRI, XU T e PR EER . 18
FEAEXHOR AR R TIB, SF S RO
ORI A D, Hrh i ds B 8 5 KMty F
77A SG, it SG T Ay, AT REAESE R
Yo R VEE AR . S R S e AL A
B AR TR (B, PR R B NS AT DLk
— 2 RGBS BB 1 A 7

THZ (IFN) RGEAEGIA BE R IR S S R
ﬁﬁwﬁmoﬁa%ﬁEM%%%ﬁtmwmﬁ
A i AR B Z AR TR B, R 2 A
%%EmNmﬁiﬁ%oWSGﬁLme&ﬁ
PO BE VR, S B0 2 Je KA i O & sl 3
FR ol TR TR Z ARG 515 5 3 80H 1SG
S i B I 7 A, A TR R AR S e 2 i
HALHURERRAE Y, Ak, —s LSS
LB {55 B T R BUE O T SG, R T
SG iy PAMP iR Bt 8- & i al gtk . U
XUk RNA ) RIG-1H£ 52 /K MDA Fi1J iz i 51 4 1)
5'- = WRR FBE RNA FI%HE 1Y dsRNA 1Y RIG-T #R
SEALT SG T 205 S IRAT IR & B (OASS)
SETIRRIFE BN EERE, AJE OAS ZKtiH 4 1
BB, Bl OAS1 & OAS3 Ml OAS HEH
(OASL). W52, 5+ OASL 5 MDAS tHHAE
I, ATgE— 458 MDAS A S0 1T BT R G S
PR T 2R TRIM2S, iR 5EA SGU,
I HIZ5E 4G RIG-T FRedi i, el ifan 5
SENLTELRRIAIE A MAVS M EAEF, TS
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TBKI(TANK 455 DFI—MME5905%, S201
(o F1 B)y T A=A, Hirp RIG-T f& i ]
P EE RNAT 7 AT 5 S IFN 77 A 365008,

IFN °] UL [ i fss oy i U HEE R . 5
IFN ZAAL5 6 )5, iR (55155, A JAK-STAT
WA, ZIERET LM ISG MIE, Hrph—g

of IFNs

HBHRERFREARRENXR

Relationship between SGs and antiviral innate immunity. After the virus invades the host cells, the
double-stranded RNA (dsRNA) of virus activates PKR kinase, which leads to phosphorylation of elF2a and
production of SGs. SG contains RIG-I-like receptors MDAS and RIG-1 (DDX58), which can interact with MAVS
on the mitochondrial membrane and activate the interferon (IFN) signaling pathway to promote the production of
IFN. After binding with IFN receptors on the cellular membrane, the interferon-stimulating genes (including PKR
kinase) can be induced by JAK-STAT pathway to inhibit viral RNA replication.

WAAPUREEENE A . 72 1SG Y&
P15 8 2 B L BORURL H , — 26 IR R A Y
N BRI B S 2EU T 1SG HA PIRP R dSRNA
LA EF, —FEh dsRNA 877 B & M
PKR, 7 —F 2 EM T dsRNA B IR 1 24 il
ADAR17¢781
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PKR M & —F IFN 5 R, 76 dsSRNA
B H AT BB R PE Y ssRNA 454 )5 Bl sl 4t
PKR @ % HAMEMET- MR aEEtE. 5FET
PKR N i X 5k o () 5 42 3025 45 1) dsRNA 7] LL3E
it B B EIRIL (AR 446 PMIRIRERR). Bk
MHAEAET PKR FEE C 3 X8 1) 38 g 7 el
AL )R A R 30T , W] PKR XY elF20
A ) 2 b7 A i rb ) B, DA T S 30
T,

FEPIR RNA 5 2 (R R 70 37 i 25 FHUBT Inksiz
W BE ) GBI SG MIEZ BT, JF LA Hid
RIG-I N IFN 85, MmHERTH SG 1T
PAMP U1 T HLAT SRR VE A SR, 7E k0
JL4% i B 2% e 1 BiF 5 v 20 B AL 1 A i 1) 45
IFN-B K F-BEAREAR 2 SG T4 i 5 71
dsRNA JI (14 B4 PKR I8 20 8 By il it vp i
BT REEINEIA SG T ALY elF20 0 , ‘& 1A 300G T
) g g A P 2 1 B A o AR — S B
WA, PKR WRELE SG &b, FFiEd X e
PEE— s e A B ik G3BP1 1]
Mk SG JE kT S PKR #4075 ™, A SG K
F PKR S Z 8] (AR DG 2 5 K AETETEH SG B
RG] 52 PR AL G 0] A B 25 1 14 i AN
4. 24 OASs 454 dsRNA I, B—FhitEHE M
J G ) B A AL RIS o B AT RE S A0S 2L
20 -5 -FERRATRR A = AR, 1T S 20 PN DD AZ A%
Rl L, ZMEFR Y% mRNA f1 RNAL, B4
IEBH, OAS2 fil RNase L Ef;F SGV*™, {H X
T A T RE ANV 28

B2 RTEERY R A Y SG T IS 5 BIPUR #E
Je R AR R N AR, LAR T A AR U
R
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3 HEMEE

P BE IR 15| 7S 11 40 45 28 R 25 B v,
WO LR BRATRUIEAZ . BAAEATC S
AXRTHINES SG M EAERMIRE, (HEHS
FHURIRAE R, I HAFE A, 15 3
YR e e 25T SG Az kA il 22 1 52 1, TS
BEFES 18 B AU AR b fh e Bk% SG A
(R it , B0 2R R T B B S AR DGR
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Stress granules, an important strategy for cells to regulate viral
infections

Shuhong Li, Liang Qu, Su Li’, Hua-Ji Qiu*

State Key Laboratory of Veterinary Biotechnology, Harbin Veterinary Research Institute, Chinese Academy of Agricultural
Sciences, Harbin 150069, Heilongjiang Province, China

Abstract: Eukaryotic cells stimulated with external stresses such as heat shock, oxidative stress, nutrient deficiency
or viral infections will induce a series of cellular responses, including stress granules (SGs), to facilitate the
survival in the condition of environment stresses. As an aggregation product of translation initiation complex in
cytoplasm, SGs play an important role in gene expression and homeostasis. Virus infection is one of the conditions
that induces the production of SG. After the viruses invade the host cells, the host's translation system were hijacked
by the viruses to fulfill its life cycle. Thus, host cells suspend the translation system and form the SGs to antagonize
the invasion of viruses. This paper reviews the production and function of SG, the interaction between viruses and
SGs, and the relationship between SGs and virus-induced innate immunity, in order to provide a direction for

further research on antiviral targets.
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