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WE  AE@RAINE RIS AE — R P R R, e ¥ 15 & G EE A%, ARk

HE B AT HiE BIRIEE A, 8 iE MUk (stress granules, SG) & &, &L E Ak FiF 49 mRNA £ i%
MR EEH K., HREY, FTIEE A -FKelF2o b #5385 69 3% 75 M f B BR AL elF2a, E1ifAL
S REARSG, FFAEMEEONH S TH—FEm
AR, R ARINEISG. HE K K, SGIR#RE AL 3h /) & & HATHRR, B8 E A mRNAK
8. MmN RASCEEFE AT PRIETEHM, FHBTLMREG EFBAT. R
v R RIER M B E QR EII RN RR T RLIEER. ZXERERT E BRI

ik

& R

4% M, FE, TIA-1. TTP% & @ iftit 5 mRNP
etz

%

J, b F kiR SGHY 7 39 A T8 M9 D oh AR A AL

K52 ia

1 EANHETEBRIFFE

DR R AR W AR ) — A T B AR AR T
W 2E HmRNAFIEIE . o v S L4l e fr . L
2 A5 ) () B0 R 46 4 A DU AN B B, 1 56 HHeIF4E,
elFAG 73 Jl 5 mRNA K 5'H F FI3'PABPZ; 14 45 45,
1 S5elFAAFIeIF4B; 48 5 telF202 5 JE 43S 5 &
YI(Met-tRNAM-40S K& 4 4)), 1% E & Y5 FHmRNA
ST — BG40, HelF2
4545 IIGTPIK fift 3 GDP, 540845 & (2 45 I8 1 2
I Bl J5 60S K W %5 5 40S /N W L 45 &, TE e 3211
EIGE AW, THT (B ) 2 S0 40 N 6]
SN (U NI 9 U = R A VA S
ANERAR BT B SR IN, eIF204s W 1 U I T I
1k, SEA3SE GYIM A B2 B, B A Rk
R %, BERPEIR 2 I mRNARE A B K A
— Pl v 5 GE ) Y R (stress granules, SG)HE!,
WF 7T I, mRNAFI R 2 8% B 7R B 11 5 408 3
TR TR 2L B R o I 2RY () N 380 T £ FR TIA- 1
G3BP., HuR. TTP. poly(A)mRNA. 40S#; ¥ {4
WA, eIF4E. elF4G. elF4A. elF4B. poly(A)4iér
H F(PABP). elF3FlelF2%7, H §i, 750 L 30 % 41
L R R 84 A BN SRR () A7 A, PR TE TE S G
() 5> T HLBE FAFAE — & M RD 22 e 1k, ande il 3130
YA, SGIF) I B 75 BUSP10-5 G3BP ) #H H. 4% F1;
M AEEERE, R 5 USPLOA U5 inxt3Mubp3, XSG
(RITE R AT 5

ISV NE 5 INORIDRE e S i TR 475 9 B AR BRSO

L2 A EY b, FoRPelF 2ol i fe ot BH A58
AT HAEW T (1)PKR(E HIEAER), HXVEERNAS
SO, TR R, Ak, UVIIEY, (2)PERK(Z
PKR P I 1 S, B 0 fPEK, ik T eIF20i ), 4
KT B o R AR NI N R B R (3)
GCN2, M IR I I B 33E™ . (4)HRL, 115 40
P R B 1 FH R I 20 3% (9147, e SR =44k —
T 0 B () 400, (5)Z-DNAMEE, 2 515 13K
U RE M B M, 13 T )3 BelF20 514742
AR AL, MM P GelF2-GTP-tRNAM ) JE Hi ok
A TR

2 NEER B SRR
2.1 RrgEmRR B &

5K W, elF20fdf IR Ak A2 TE U SGIP) B 2415 5
& F A0, SGIRAE MBI T 1L U, JAXPE A fif 2R,
mRNPRAEE— RV R k. 58— Bdfe k.
T PR BT I S el F 2ol iR b, B%E th 255 [ I
elF4A B eIFAE S % 1 3 25Ul VRS 4 52 & 1) 1 4 2%
(45 1F, mRNATE B 1P 4% BH >, 28 — 28 SGIY)
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CPEB. G3BP /& SMN{{ #FfmRNP ] % £ 7 JE %SG
A% . — HSGIAZ OB R TE L, #ANSG/IMA
TFURE— 0 A %ke, LA o AR R, B HESGI %O
HHelF3, elFAF. PABP-1 X AZ KK /N2, SG
() A% 0o 5 11 1R e mRINPs ISR A2 B AR (1) -5, K oa 4
48SHE W, B7 1 AZ R N N48S K 45 4 T ¢ I Rl F
Eih. =0 EdE A & O WA AR,
SGill—0 J 4 MR W IUBE (1) I R) R il £l &5 SRR R,
TERSZ RBUS, g b JLF RN A K& SG/ A1,
B i S0 T SR AR R R A T AR IR K11 e #AS G
WETURIN, AEIX— KA e, HHiEs AR 1) 5) 7
# M (Kinesin, Dynein)"35 By 5 £5; 1R 2 41 i 28 1R
% A WITIA-1. TIAR. HuR. FAST & SRC3H #5 I
SGIITE K, JuhiE T SGLAE I FI K /N WF5THR
B, 40 Mo 4% N 1) 85 FICCAR-1. CUG-BPFTHuRIE it
T AR MR T AN A% 5 SG [RUY; S5 DY 0 — ik
WARNAZ G i EoEd Ea S &R
AHEAE I 5 X ASGH, Wi TIA4S & £ [1SRC3,

FAST. PMRI; eIFAG4, £ 5 1 TRAF2; G3BP4i &
1 plakophilin3211,

BEE IR N, TR SGERE N H &R 1184
RIF). HDAC6T] LU i & Hitubulin il 1L Ath 41 g
H o3 KMy SGIZH 2T, i FRE3Z 2 AL IE R EDD
A LA RESGI T 5™; Rho AR i (IVROCK
AJ DLIE 7 40 B 2 A FNINKO& 42 52 M SG I B
U R I F ST IR, STE20:# i3 {2 3k Cpe2 (1)
FR AL ARALBESG T 2, HNrd 155 Cpe2 4748 AH HLAE
F, 38N RESGX — 484k — Al e i AU Y
2.2 BRI RY AR EE

1 90 M 1R s ) B 2K, SGRT LAAE Ly B
R R I A R IR Z AT, SGHEAN M LD AEFi
R KCERAERCK ). I SGHE: R £ 2 BT
ImRNPAL %, SR — i A bRl 23 38 s 1
W HAERESGHEAT SIZ B UL (1 B 75 23 F 9 ol LA
I A bR%, INTIA-1. G3BP. HuR. TTP. An-
dersonZEUIF1K olobovaZE ' IZE K 57 H XF SG IR i 58 1
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FEREAT WA i, — N4 1 K358 43 SGIF] e fit
K, SGRE L RER I AWM A L R AT . SG
b T — AN BN b, RS IR oy T DL R B R
P/NA N o HEAT A oSG 28 48 T HSPT011)
BOT ASG R R S8 8 (IR AL . Qi AE AT 3R 8
A IR IR 4 i R, FAKION 3 B Grb 714l 18 A6 1
S RESGAR ™, MO T 10 1180 2 T Kinesin
Dyneinth 22 5 T SGI¥fif 54,
2.3 NN SR EIRE

TEAN 2 B ) B SG IR, 45 s ) FREAT
7, SG2x 1/ i X mRNA“TE 4 F20k 52 I 5% J5 7K
PR . ()40 i HmRNP A DL £ Bk BN
SGH*2 SGH] LAE My Hs 11 It F mRNA it 77 3%
Fro N2 5, AN IRSGAL IR R (2 PRI 45
A mRNAZEASGH, 1190% K TIA-14: 5mRNA )3
UTRZ & FH R ERISGH o NOMUR 75 £ 2 mRNA
HTEEET —2MEM. Q)SGIEK—BIA N
Al CABH IR BRI AT, SR M, B R AR 7K T R okl
FEAS T5 BN ORI BT, HEANHE 2 I mRNA
T RIPE, 20K 2 H0s O N 2 B IR 2 M mRNP
YEE . SGHmRNPF) JR) v B2 38 w5 A ] fig e 2k
mRNP[#) ). — L& 45 i5HSP70. HSP9O[F)mRNA
SWIE HSGHE B FF UGB . SG AT LLIEFE % 1 it 7
BB TmRNA K S B8 1) R 5% (3) 9 A,
ISR FIP/NMA(PB) 2[RI EA FLAE L, JF HoTfg
HAHAZ # B AT mRNP(]2) . P/ A EmRNA K /£
Wfi 2 b, £ 2 I REDCPL/2. 5" 28 3 i X R A M I
Xrnl, Lsm1%k 4 DA X #4942 85 Hhedls/GE-1 f1Gwl182
S o AR LB PRI BE h, REEOBURE I H S P/MA
A M N A EER w2 S Ak, N
TIORL AP /A A7 1R 2 35 R I mRNAFN H 11 55300
TP/ A IR mRNA -, 588 75 57 HE N B0 3L,
s o e L8 2 1 RE A8 A RPN AR IR 7 A, TR I R Y
WOBURL ) 77 A2 21 JF ¥ A 5% Wi, HDAC63E 1 5 Wi
el F20u 1 i 1R 14 111 22 IS G K T 1, HDAC6H] LLAE
SGHITHE RAEFFT, (ISGHT A I 18 B AP /)N
AT B A B 40 R B AR ) mRNPAE ] LA
FLREHE N N OROR 8 PAMA . FENBUR N, VFZ
%N S 5 55 DL SR mRNABY 1) g A 7 12 [ mRNP
DRI -t m] DA A7 21 R OO FIP /A4 31, 3 e fi
YW, SGTE P & B mRNA LWL B A7 PR AR A & T
SREHPE I R v e T B A

F1  SGHHYLAM E A (IRYETHEK[17]204%)
Table 1 Selected and newly identified SG associated
proteins(modified from reference [17])

EHE| M ERL ST fE
Protein Cellular location Known functions
Ago2 SG, PB, polysomes RNAI slicer
APOBEC3G SG, PB Antiviral response
Ataxin-2 SG Translation
Caprin-1 SG Cell growth
CPEB SG, PB mRNA silencing
DIS1 SG Unkown

elF3 SG, polysomes Translation
elF4E SG, PB, polysomes Translation
elF4G SG, polysomes Translation
FAST SG, PB Translation
FMRP and FXR1 SG, PB, polysomes Translation

FBP and KSRP SG RNA decay
G3BP SG Ras signaling
HuR SG or PB RNA stability
IP5K SG Signaling

Lin28 SG, PB, polysomes Development
LIN1 ORFlp SG Transport
MLNS51 SG Splicing

PABP-1 SG, polysomes Translation, stability
RCK SG, PB, polysomes mRNA decay
Plakophilin SG Adhesion

PMRI1 SG, PB, polysomes mRNA decay
Pumilio2 SG mRNA silencing
Rap55 SG, PB mRNA silencing
Rpb4 SG, PB Transcription
SRC3 SG Transcription
Staufen SG mRNA silencing
SMN SG RNP assembly
TIA-1 TIAR SG, PB mRNA silencing
TRAF2 SG Signaling

TTP BRF-1 SG, PB mRNA decay
ZBP2 SG Localization

3 RzFARLH T e
3.1 RS FEREA T

MRS He g 3ok 1 5 2 0 AN A BE ST A 1R 15
N, SGHIJE BUAE ¥ 58 40 M2 75 e AR PR T R R v
HAEEENEM. SGEE TH2S 5B TIHTTm
BRI, AR AT 0T BEE IR Y. k4 A DR 40 M 1) A
o WFFEER B, 6 N3O DL R, SGINTE 12
RELIE 5 A SEAER PR 40 A7 375 2R 1T

BT, IR va 97 TP A7 7 1 T8 4t M e 1
% 5 SGHISG. SGREM LK 7 T2 45 8% (1 B B 7
MR, BH 1 3E 5 AR PR A AR . G
WG 2 W, 19T 25T LUE FRACK T 5
MTK AHFAEF L MTK S A, TS 41 B
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T R, MR 42 A T LS S G TR 1L,
G3BPIGRACK L 55 F1 b 25 70 N EOURL H, T 417
FIMTK LR 5 b, 38 G0 008 T 10 & ACY. 7R RE i i
TR IE, RACK [ [A) 5 2 F1 Cpe2 il it 5 Nrd 1 25 [
(AR AR FHBEANSGHY, i R IAG3BPJIT K B 1) W
TR e % 3 RIMTK LR35 Pk, 02 2k 20 i ) o
- 4EPt. CUGBDI1IE T £ g p21 mRNA S K H A
FENSGH KB 1E B, AT A 67 40 B P p21 F,
FHIPE T, KR 6T 25 Pbortezomiby™ AL i 5211,
SGHEHT M I8 41 )i 98 Tt 7] 8 S5 mRNP I i 17
FIK o WIFASTHM & —Fh 40 fubtdd Tz A, Ll
P F DOk R I A S TIA- U BEAER . ik
FASTREMS fif R TIA- 14} B2 L8 5198 778 (A mRNA 14
i, AT fEREIX e HT I TR RIS . S 4k, FAST
(1) 45 45 e 0 1 B R AL TIA-1, SRS TP - 1)
fig, ] LUE I HP I TIA-1 S mRNAZS 5, 278 mRNP
J% 4 5 B T TIA- 1 QNE 4 DX R 36 1k, A 52 M B 3%
SR IR 72 A7 R 610, B 2, SGRT LA I 5%
PR T AR DR 1D A 1T R ) LR, (R B 2 5 AR O
mRNP AT, 2277 AR A AN 40 B T D fg.
A — 42, FELetE il , SGr] LLEE = s
(RIVETT R, WIAE BT I TT v, T80T RER P Bz 40 il
IS A 2 A, 5 30U R 40 i 3% JAHIF- 1o, HIF-1o
A VEGF#) _Eie i 2 K1, Refig e gk Kk, 1M i
T M SGRE Bl il AL 2L EHIF- 1o mRNA, fiff

VEGF LA BOE2IA, M 158U G 97 5 s 1)
TG O,
32 NMEPRSRERSE

HH T-SGHP/NMA 2 [A] 47 71 F mRNP) A2 #:, H.
B 5. mRNABTY) K AR B G & A,
SGHIP/IMA 593 85 H SR (1) S e sk Sl ek
FR e AR R DM O, AR A i
PKRIPJBOE  eIF2aff) o B2 A4 1M PH 1R #H 2, T HSG.
WEFLR B, SGH (1) 7 H 2 4 pi A TIA-1RIG3BP
5 — B 8 1042 g M, sl R TIA-10 22 R
Jift 1% 2T 4E 40 i AE BRNA)TE 7. RNA(H)R 7 F
DNAJp B2 Geid e b s S HIE 7 AR B 2 1w
A6 A< It A 993 B (poliovirus) ) &2 i 1] 4 G3BP i 1
(R 2R T R . (499 B2, SGHHIFRNASS &
A R AR R w1 4R . INTIA-R 5 75 %
Jp3 7 (West Nile virus)RNA [z X5 K13"'UTR S5 4, 45 1
I EERNAIE SRE IR 1™

R, HeeR B AR Jead A ] LA 1 %
JSG. (1)P4 % B A1 & 5 700 73 78 H AR G4 J5 S
HISGHITE fl, HAR FHMLIRAE T BRARAE 3= 40 i B2 44 1)
mRNAE =, (2 K5t 208 B AR G 5 i
elF2offI IR AL, M5 R SGIE i 4R, TE I TIA-1
£0. 2 ImRNP, (HE A2 3 J5 1, i 25 1) B 1 R
HG3BPEIYIMANHISGIIZREE, TEHL T RSGH4, (3)
o5 4 9 90 1 (TMEV)i Qe 1 F 25 S ESGREZ
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BH, 55586 K 5t 8 AN [R) S TME VIl L2 (4 F 5% 0 5k
BH 1-SGE4E, A ZG3BPY), (4)MRV[F)12 45|k
T EelF2aff iR ML, 5 K SGINZREEE; b5, #i#imRNA
MSGHrRE I AT S AR P, P ER BRI
FHT %%, SGI R M LI, (AR, A
B #42 Yo 1 EIEA S TERLSG, W =S kb
P ] 795 75 (Junin virus){ 4% (1) 41 AR 23 T %SG,
HAR YLkl eIF 2RI IR ALY,

1 T-SG I 5 2 U B /& 75 2 ARl PF I mRNA,
Beckham®§POA N, AT 25 5 3075 3 i i I mRNA f%
fiff 1) 993 15 A 0T LALE S5 S BISGIR TE e BATI A Ml
FEIR BEAZ G I, i 200 I T R 9 FERNA B 5%
FHE AR OC I B L R, BI04 1) DI e, SGrT
DAF s 1 2 SR8 2 AN AR 1 — Tl N2 IRV
3.3 RIS Sk B AR I N

FRARTHN M2 52 5 38 (R T I 25 G 4 40 P R 1~
S, FIE 0 DS 6 S e ) S s B R IR L A,
H B FFR B2 YU RIOA 25 0K 5 73 WA AH I P 40 ff EA]
To REE— RS2 PRI TN M) 2 A% AT
O3 MT KB, A0 A7 I mRNAFE ANTEAE T A% A A
W SEEGAIESE, A TIA-THERE TN M 7E 15 IR B2 Bt
Ji 5L I A2 T S G, AN 23 43 Wb 4 it R 151
b, B VRS R S T 4N M ) eTF 20 R AL, T
J%SG, U2 40 i 5 T (I mRNA, % T /R H:52 Hi Ji
I JE B FE AL S il B JmRNA, M1 #1%
T R -

— SO ST GG B AR B, B SORE N 1 T 4 Bl )
B 5SGITE BUAH 56 (ARG IR R0, 2 28 K 1
IFN-yFITNF-ar] LA 5 | iR elF2a ) i B2 4L 11 51 A2 SGY)
JE 1%, HSP70 mRNA# 1058 3 A SG, Jsk/>HSP70/)%
LB, (2)SGHI#Z 0 i FATHUR A 5 COX-2/)3'-UTR
SE4 TR E HmRNASY - (3) th #AuR v 7 A 1
WOURL ] LU 52 TRAF2 )38 i L 5 elF4GH HAEH,
AN HITNF-0/r S [FINF-«BIF I ALY, i T 40 S 3E
BRI 25 51 R RAE RNV, F-ATTIA A SG K SGIE 1)
AHOHR 1 5 2T R SAH K o
34 RHEAL S ERERITES I EER

WEFLR B, 5 P IR K R G (Alzheimer's dis-
ease) Fl1 L 25 45 ] 2% Al A6 AH OC [ FUSFITDP43 (1) J
BEWE R IAFAE T-SGH 0, I H il 145 3 &M
51 & B A R ERSGIITE T — & i ALPERT,
WSGRAE T B W2 N1 A2 5 E AN RE,

SGHFAEZ FALI E 1, H— 228 AL 14
A ME HESGIRTE e FATVSTIISG S & 4 vt
s EIRAN DS, RAAPLEA fr D I,

4 N

ZREPTIR, ORI O R DhRE R — A
ARSI B, YRR G 2
BELE, mRNA SR 2 83 AH G 8 U R AE SR AR, b N
WORURE, I HL It A7 A0 D OORL DT fe 52 B i
LRI . RN, mRNAHL ] LUAP /A 5541 i 5t
mRNPH A7 BN N BOMURE . 55—, W IURURE 1 2R 5
R SR 0 MO T30 S B ) B, DL ARNAZS &
EAZMPFHEAER . YF2ZRNAZSEAAS M)
DATE I JORURE HH 3 ash AN [R] IR A8 A i A 4 . 2R
IR PR 1A 3 mRNAFIAR 2 85 1 76 40 B =36
TE AR SRR, TR IE T " EATT 2 1) 1) L AH 4%,
FERE SR JE S IR T SR E R de s . RAE
H—Sm iR S s R R TER .

fE A M, H A JATTSGRI N ik A &
Jk vk, EEARILLE: ()W T Joik IE MR I 4L 2L (1)
SG, XSG 7T 5 B AL 41 /K-, 3 BSGH %
95 IR ¢ R AN BEAS BRI ST 5 (2)SGAEA [A) i) S s
LT, FAH N 1R 41 R Rl 23 AN T, 6 L 5 AA 1 41 Rl
WA AR, B AT IR N, —SESGH 1)
Brig B EAR, B)Z RIR L. RNASF K
FEPIYTER(RISC) WA 52 M SG 5 mRNAK 2K & (4)9
EERNAL] NSGH#E H I 71 i e 2 1 R AL e TF 2l )
AAAE NHMTRHRESE . X NORURE RS 41 41 2% K SLThfg
)T AR B DA B ) SRS . AR SRS Tk
SGIP T Bfif B ik A2 S FL A2 2 SCHAH R E, ol
J S U R TERAL T 2 AR ST T 1)
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Stress Granule Formation and Its Biological Functions

Chen Xinying, Hua Zichun*, Yin Wu*
(School of Life Science, Nanjing University, the State Key Lab of Pharmaceutical Biotechnology, Nanjing 210093, China)

Abstract In response to various types of stress, eukaryote cell activates multiple mechanisms to adapt the
environmental changes for survival. The temporal installation of protein translation is one of these mechanisms.
Stress granules (SG) which pack lots of untranslated mRNAs rapidly appear as a critical regulator involved in cellu-
lar adaptive response. Lines of evidence suggest that SG formation typically begins from phosphorylation of elF2a
by the upstream kinases, the phosphorylated elF2a then causes the inhibition of normal translation initiation; subse-
quently, many RNA binding proteins such as TIA-1 and TTP combine with these untranslated mRNAs quickly, as-
sembling into complexes which move along microtubule to the nuclear. Once stress disappears, SG dissembles with
the help of microtubule and motors, resulting in the release of packed mRNA and proteins. The formed cellular SG
is critically involved in the gene post-transcriptional regulation, and plays important roles under a variety of patho-
logical settings such as tumor apoptosis, viral infection, immunity and inflammation. This paper reviews for the first
time the current understanding of SG, and will provide useful information for identifying the concrete pathopysio-
logical function of SG.
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