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Abstract

Retrovirus infection is a serious threat to human health. It is closely related to the occurrence of
diseases and can cause malignant tumors and immunodeficiency. In recent years, more and more
studies have shown that retroviruses can play an important role in viral infection and disease oc-
currence by interacting with stress granules (SGs). This paper mainly summarizes the formation
and composition of stress particles, and the role of the interaction between retrovirus and stress
particles in the process of virus infection. It provides new ideas for the study of retroviral infection
and the occurrence of related diseases.
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1. 5|8

ESmFEK U T, 18 FAEMEEAAH T — RS HUR BRG] SOOI 2 AL Eh
HMLAE DT, A SRR TR B — MR BN A G o R RE IR Gt A S PR e T 4 DL e
H & S HIAIEIE . i BRI G T8 FE4EM T S 2 —Fem R, BENS S S e R 4 SGs B R, i
PR R[] HIUFEY HCV. RSV A PRRSV 555 3P0, 15 LA MaRAe s /e — e fL s
W5 S SGs A BUR BRI HI[2] [3] [4]. DHCAERG 23015 R4 #2 9, SGs 7518 4 f
11993 B S ) 7 1 R EE AR Y, AT R DU 25 D RE[5 ] o W S 25 /& — M & 47 IE M) ssRNA 160 I8 7,
IS A R cDNA A FE ERHA DNA F. TR, O i Sciike i vF 2 m 8 70 B ety
G0 A [FIRY Bod s #1] SGs BIAR R, T 4ERHRE 28 H SR HI[6]. WA SSHRE R HA T2
EE RSP E—ERE LI5S SGs, HEMAERFAII NI4T . fEASCH, AT F L TR
Xof NESORURL T 4% A B FU kg, e — 20 1 A e S s 7 R RO LR LA S RE [ 25 W0 R AR 2%

2. RIEER

N7 AR A — P A A A R PR EE R (BRI H AR A L (RS PR K RS A A, 4
LI T B — R T T B 2544 (7] [8]. SGs B RIIEMMA T . AR T, REASHIEs
mRNA LK RNA Z546 8 H TIA-1. TIAR. G3BP1 %58 H AR AR[9] [10]. M _EtHEALFEARER, Bt
B RS FAZ AN R I, AR sz BIANFRE , RIAE R R R, BHIEACLAI T elF20 RAE
WERR AL, A P IS B R BRI mRNA DL HAh & & B A vl Al 20 2 . EEAZ A, SGs T A&
AR mRNA BB AF=A[1] [11]. SGs 8% 6 & BRI L2 mRNAs, 40S BBk T2,
B L UG K F (eIF4G. elF4E. elF4A. elF4B. elF2a %), LA —48 RNA 4548 [ (G3BP1. G3BP2. TIA-1.
TIAR, Caprinl %§). & K24 SGs fE NI BT E &4, Hh EZEArEE D KEBAEF, HZRYE SGs
FREARE, HAntha—EZR[12].

A B 40 SGs (R ZENLE], T2 N4 i SGs MAEL i SGs. — N NZ L SGs £ 15 40Xt
O # R R TR PP A I — R 5K, AL 5 EE mRNA, 18 BN mRNA DL BB ELAK 7, BEms 4|
TR HI[13]. MARL 1 SGs ML TR FFEH mRNA, LME-FRERREHI[14] [15]. EZ9HH0 SGs
RN EAR DR . AKH elF2a BERRILINA ML, FIARKH elF2a BFERILINIES SRR, TREEERGL
6 FANHL A BRI elF20 MR 1L 155 SGs T . elF2a /2K i 31 tRNA (Met-tRNA M)z £ 408
FHEAAR 3 E )57 =R AR elF2 B ARMEREAR D . elF20 #ERR LG 2 S 3 elF2-GTP-Met-tRNAM =71
BEWRIE R Z230%], BEES SGs FIARK[7]. EMFLsigiirt, B RIVUF RIS (1 eIF20 i
FRAL I, AEAS RIS E T BE 3 GE, 5 SGs (8 1). PKR (Protein Kinase R) & T-#t & b A 2H.
BGER Sy, FEZF] dsRNA (RS, BN 28 & G418 E4uM, 74 dsRNA (155 3 RNA &l 1) o a] 7~
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WI%5[16]; PERK (PKR-like endoplasmic reticulm (ER) kinase)7E P4 i R N 45 1F N #0058/ 5
FEAE DG, Horpvr 22908 3 3R BN 25 1 (B Wy 2% 5555) [17]; HRI (Heme-regulated inhibitor) 7E S A4 45 475 i1
P TSR [18] [19]: GCN2 (General control non-derepressible 2)7F 48 A5 Al s FE MR B = (O 6 4E T
W BOE[20] [21].
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Figure 1. The model of classical SGs formation mechanism and formation

[ 1. 28 SGs FEHLHIFIE 1R E

MANFIIARIAEE A EBR . R JITH R, SGs WA TER A I 1] N IR SR B B I 2 2k, B L pT kAT
[22] [23]. TERRERHT, HIZRHH SGs Bl AR kiR . BB/ . Anderson 55 A 17K BH,
SGs ISR A —BE, WAEE NS N 4 K87 SGs A& [FII i 2R 1K [24] [25]. SGs HrHELEER
MR AL X T SGs MR R 2 LB, W FAK S 8U# Grb7 RABERR L, Miifeidt SGs % [26].

TEI9 B3 BT AT, 15 240 A BE 1) 2 34T — RV B B o 1055 S0 B8 /2 RNA TR BRI —Fl,
TR B E AR, BEAYIMLS, DL RNA A5, 7R S EEAO/E R R, DUOW & IESE RNA
B, ASZ HAM R X DNA 8%, H RNA-DNA 244 WUEE[27].  H AT 502 B30 4% 50 i 0 T
SGs MIA#E R 2, AFMIIHEEXN T SGs MREAR, SIRMEYFEREARME. LA
PRI SRR S SGs FIRTE R R (K 2).

3. HTLV-1 5 SGs

AR T 40 A A M7 9% 5 1 % (Human Leukemia Virus typel, HTLV-1)/2& A A\ T 41 4 M7 (Adult T-cell
leukemia, ATL) 5% )5 B 7, T 19 tH42 80 FFARM AL T 40 (1 Mg & (1 T e b 0 B ik, s —A
BRI NS0 AH O [ 1 2 S 93 B2 28] [29] [30]

HTLV-1 BB S 9032 METRE, & T 9WhY Gag. Pol. Env SR ML AN, BTG — 2RI
WA, Bl Tax. HBZ. Rex. pl12. pl3. p30%5[31], b Tax A& HTLV-1 %% 25 4% 1 ) 5 20 &
EA, ZH5FEMMNL4ESER, W NF-xB. TGF-p/Smad. Wnt %5, 20 3458 5 & A [32].
WTEERA WG, EEE A Tax £ HTLV-1 X SGs M RIEEEIAE. Legros % N MIBEFIE H
NaAsO, BB 355 F Tax A%, Tax MR JGHI AL E O £ RN A ETERK A6, Tax %S W40
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#17 NaAsO, % FIEH 1) SGs. HDAC6 At 5 G3BP1 M HAEH], Filid 35183 & B R IKEI 84 SGs
TS E W a5, SEim b SGs HUZH3E[33] [34] [35]. 1M Tax AEgiEId C Smasi)iR 5 SGs 43
JCEEHTT N T HDACG 454, BHAS HDACG6 5 G3BPI1 [4h 4, MIifiFH 1L SGs fI4L%:, #Eimiii) SGs i
JEH[36]. Takahashi & NHIHT TR Tax 7] LS HNEE F USP10 454, il 5 USP10 WAHBEAEH,
i) NaAsO, 5341 SGs, #EMiAIE ROS [=4E, 755 ROS i FI4HIH T2[37], Xty HTLV-1
R TT IR 1T I LR

4. HIV-1 5 SGs

N A% B FE 99 B2 (Human Immunodeficiency Virus Type 1, HIV-1)2&—FhgEHS 512 L5 (Acquired Im-
munodeficiency Syndrome, AIDS) )38 55 2 B HE i 25 & (1% F5[38]. HIV-1 &Y T dE, 20 2 80 4F
ARAEZE E B R, RefEIE TR0 CDA'T Wk A0 M AN A% E MR AN A, 2 5] S 3RS 1 S B ke b
CRAMEM EZERER[39].

HIV Ji 55 RE 08 gn il 8 45 M LK Gag Pol Env % . TE HIV H5Hu1E T 40 MU B 1L FEH,  Gag
RIFBEEDGE. HATHFUE R, 6 HIV-1 BYers Rl fE b, MaEgmig it Gag Xt SGs A KM . Rao
2 NFIWE AR B HIV-1 %A 7% 5 A (Nucocapsid, NC)#& Gag FiA% B E A pr55Gag i N & H, Aely
515 3 dsRNA 454 81 Staufenl AHEAEF, M50 28 52 H I (1) LA S EDP IR 1Rk NC 15
5 PKR Hl elF2a HIBERELL, 78518 T4 mRNA BB, HEMiES SGs. B2 407 A=
Staufen1 BEEHH] NC Xt PKR. elF2a iRk, F5HL NC 5310 SGs (I %E . 15 FMHHIE DR T 5%
[40]. Fernando %8 NI Gag A% ) NC ] A5 1E =41 eEF2 A EAEH], BHBT NaAsO, 5§ PatA i3
1) SGs. R ZE A(CypA)FE T Gag 5 eEF2 145 & . Gag Al eEF2 [OAH ELAEFHFHRS T SGs 4H2%, {HiH
HI IR, G3BP1 HUR T Gag H11¥ eBF2, #ififeit 1 SG WIS X T SGs i &, eBF2 HIH#E
kbR T SGs MIZH3E; (H2TE eEF2 BRI T, vRNA fE2 RARPEFiEi, FET HIV-1 fEMN
FEF X T SGs R HMHI R /)52 B 5md . [F)I 7E GRS, Gag IERIAREBSHIH] ROS 174, i
M PUEA S R R [41]. B Cinti 22 NI R Gag W LAKCE mRNA WMlE P52 5
(Cap-binding-complex), M|t ARG L £5(Se) 175 51 SGs. Se 1Bt i44F elF4E 14545 [ eEFBPI )
M8 45 A 5 PR R I B AR 4G, A% S SGs. 1M HIV-1 ) Gag 383t 5 eIFAE MM HAEH, M 75
5°uiE A OC IR R AL (1) 4EBP1 HO%E:, AIMAIH] Se 55 SGs. Jorge & N K I HIV-1 %ifid i) Nef
7E HIV-1 EHI ISR EEZAEH . & 5287 H0 HIV-1 RNA $imok, HFRIATEHH DNA #
SEAT RNA BTk B2 8 AT . RN & BL Sam68 [F5 > NLS Bk 5354k A321 A1a410, REWSERE
753 SGs A AFE & HIV-1 Nef (1) mRNA =¥ 55, M6 HIV-1 Nef B3k, @Ee ik 1E 3 40 1)
175 [42]0 XKW Nef FELEAM I SOOI AR I R th i B A 0, OB 2G0T R SR (L K . IX LU R 72
Fa 1A HIV-1 5B R A 32 BRSO T SGs ], LASE R E & 1% Dhfe

5. HIV-2 5 SGs

HIV-2 J& 20 40 80 AR A HIM PUAE B35 4 B SR I 73— Fhid e sl B8, nI 5] R R 15 14 S P Bk
CEAAE. HEBENAA TR, (HIECAKMEEE. Wil fEaE. ESFEFMHX I, &EHRRI
BHIV-2 B 51[43] .

HIV-2 MEURMERIR, X5 HIV-2 B 5% 8| 0% R0 S0REA K[44]. {HA2, HIV-1 il HIV-2
A A TR) PR 350075 s 9 RV ST RIS TR AS I BE 71[45]. Ricardo 25 NFIHE AR 7R 13X 8 /0 HLiH AT g 5 X P
JREEXT T SGs ANE R MK . 5 HIV-1 X T SGs B M H1 8RR, HIV-2 [I3RIE R &7 5
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SGs I3, HIV-2 FIRIAFES T 8H G3BP1. TIAR PLREIFALIG R T eIFAGI 1 elF3 254 dibRic 4
SSRGS, AHDCHE TSR B HIV-1 A8 T- 3 HIV-2 i S A0 RO 4125, IX R
XoF I JERIUR, 2E 255 1) R T R DAARRE B IO B 2 IR B I 22 5. R HIV-2 i SRR 24035 5 elF20 1)
AR RRAAT ¢, (R IFEA TG RN IEw BRI FE[46]. DA EWFARN], fERIEX HIV-2 H41H
Fh2E 2 ROBORORE T e B B S AR P I E P, TSR E FARR) R R X RN
SR TR YA A R, SGs MAEIEFEA — & e W LR EE I E R, 16— 5 MF R EE IR T RE A
F SGs 581 H & H57H .

&5 LTI AN [ 0 30 2 S5 03 22 -5 OBCBURL 1A ELAE FASRARTRD, (& sk H AT Sk oR, 4 HIV Zafid
1) NC. Gag UL HTLV-1 4uft )95 55 5 11 Tax #FREW M TE E4UMIL K SGs, KW 0 # F Z 10@
To ) LU (1 T ORI 4 28, 8 b SRR SSRGS - = e . (EUR B 1R HIV-2 Geis B R (2
SGs MR LATE R H S = HIIBLR, K SGs X T4 35905 8 = il 1 5 SR A gl UG i aoem, oA H
JE T 9 300 2 S35 E R IR B AL TR S
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Figure 2. The interaction schematic of SGs and retorviruses

[# 2. SGs FiERHFEEHEEERERE

6. REERE

LSRR S WIAE R R O L, AT ) G, JCHAE R R TH, 6E E AR E—
ANEZEMRYVEM . (BARTAR, BOREZ W 7R Y] — L5 25 thn] DU W 32 SR, I 3 BT
YA R A, (et B S A . ASSC R B 1RO AR 15 270 DA RS R SO R N SRR
IR, 5 A R 30 2 S 7 e e LU i 2 A0 M BEAT TR P ROBILAR DB Rt T 300 e S 358 24 A
IR VA% 308 T IS SRR U 1 R S 98 ) A A 4 (48T B AR AT L i

AR 24— 853 0T FE 3 WY A0 2 S s 7 G e A 2 S ORORE - AT B2 R A S (A A A, B A TR 2
R R AR R . BIINAE R ZHCB DL, SGs [T AR VR i LU R 1013 . At H ATHE 7oK
B WSO R KB IR 1] SGs TG, ITIEEE B & (85 . (272 HIV-2 (RIE R RERS (L1t SGs
22, HIV-2 V531 SGs £ A=A B E M 2 b il BEPHEE ZE . IX3RIR 1 SGs (7 A% T4 44l
R 5 A S R R, M e i F AR R AR AL o AT BEZ I AL Y RERE A T SGs HIHL
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#ilo 1M HTLV-1 JRE & Tax fERIEN LIS SGs IR (HZTE NaAsO, [I1EH K, Tax HAEHS X
I SRANH] SGs HITE B X tHIE 7R SGs 7] RELE B 5 il (1A [P B 478 A [7] £ €4, 17995 25 1T Be e 8 R FH SGs
HIEh AR SE R H B EH], CUABIRFSLIEE R FE . B RTRAE, 5T s 509 25 0 SR i 42 5 T
A AR R HIRIE 72 23 [, o3 75 B 30— 25 (AT 90 3 R 4%, DU 3 5 FRAT TR 308 2 o0 8 R ML 7D 17 A

AR, TR IS E A A N ELE, AR Z 1 FE N SGs VI, R Ftidd SGs #E1n]
ZIRAEER IR 0%, LUABIPUR FF T BE[47]. Wang 25 AW 70K B SARS-CoV-2 (AR FEE I T4k IX
I(SARS-NP)A] LABE [V - VA 2055, 3 40 Lys63 H1292 HALA MAV HIZREE, ] 7 KRGt .
MRILT-PUIL NIP-V GefE L1 SARS-NP, #IHI I - WiAH > B DhEe, LUARHIH] SARS-CoV-2 & il Flff
RORIRPURFF L HIEF 48], Kruse 25 A48 T A G3BP1/2 HE M SARS-CoV-2 HZAFEN)E HF 1
OxFG £ ik FE 77 2 [ e PEAH ELAE LA RIS R a2 =, JFd@d H OxFG £ 7 N EHnE+: G3BP1/2
FHELAE F A2 CARBER SOBORIORE o i FU0E R th — Fh 3 T 22 K410 71, SR G3BP1/2 Al OxFG [AH HAEH],
1] 7 SARS-CoV-2 /YL [49], X LetfF 75 K Bl I ¥ 1A SGs, XE N2y, RERBIHUREEMASCE. H2
X5 THI PR AR 30 S B U A 0, R IR NER T 56 3 B8 5 SGs (AR FLAFE F X A DG 1) 7R
ST SRR, BRI AEE.
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