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Abstract ; Eukaryotic translation initiation factor 3(elF3) is the largest and the most complex eu-
karyotic translation initiation factor,plays a central role in eukaryotic translation initiation pro-
cess. It has been found in recent years that various subunits of elF3 are abnormally expressed
in tumors,which is closely related to carcinogenesis, progression and prognosis. In this article,
the research progress in the correlation between the subunits of elF3 and tumor are reviewed.
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RS PCL AN MPN 454638k, 33 19 45 4 3 3 2 &
5E P —&E A AR I elF3e A1 3g i BLAY
RNA L5 (RNA recognition motif , RRM ) % 4 3 J] 7]
REEZ 5 RNA W45 &, XL ERIR elF3 & —
A-gERE R 3l 3 5 OR TR A 2 UA T DA B RNA 254
PR TR R R . R ELAZ AN AR 1 B B
AR TR elF3 S IA 40S /N LSS G fi H AR
Frife R4, ek 43S ATRGE A9 (B elF2-
GTP-Met-tRNAi =Jc&Z &%) ML, B &1
elF3 (1) 13 A~ JE 7F LUA: (9 8 55 Ay 44 7 UK —
WG — 4% 4y it 2 5 i E A 44 8 elk3a 2
elF3m, elF3 [ 2N HE AR n] LI sz ik, B #r & B
B B R Ak 07 05 6 29 4, 2 B T elF3a . elF3b
elF3c elF3f elF3g elF3h il elF3j 7 3 | i £L 40 A5 )
BRIk 1T BESE W 3 elF3 4% 7 3 2 [A] LA B 5 4% il 1k
ZER AR RBIIEE A WAL 2 elF3
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1) 2 1 B PR R D RE BT 0 5 1), 76 B A 4R P elF3
) I BE #% 0 B elF3a.elF3b elF3c elF3e elF3f Al
elF3h 6 S E L2 A ) i H A3 W 5L AN el F3g 45 4K
ANIE elF3 1 D RBAZ 0 B DY (R AE B 2 0k S Y R
[ AR YA (R

2 elF3 BEYThEE

elF3 J&— gk ol v LS R [ Y B AR IR
K7 LA B RNA 456 R A BIR R iR E 2 | elF3
57T HEMERG D RZEA RN, elF3 Al
DL B ) 40S AR 3L S5 4 BHAE 408 W3k
60S AZMER N JE 1 B2 25 A, MM By 1k B 1 JC B
TR 80S MM 1A ; it 5 elF2 AH HAEH ,elF3
Al LUl elF2-GTP-Met-tRNAI = Bk 1A & & Wy Fa 5 #b
455 5] 408 WAL b, IR fd 43S ik iR AW IE
s elF3 M e @it 5 elF4G WM BEAE 8 iS5
mRNA 454, 2 ¥ mRNA 5 408 W 3454, i 55
B 48S AL 4R & G L B 1. elF3 L 7F i bf
(reinitiation ) 1 A 1H AUG B 1 BE £Erh &
HEAEH

BR T A6 B 1A o B b R A OAE L elF3 ik
PR IS5 B R DL R AR R R L i
TR FZERY ) mRNA 1B AL IR | elF3 5] ek £
P I 5 K F G, DT X 4 ) A R R AT R 4
I elF3 (¥ a.b.e F1 k W34BT 582 5 41 it J& 49 9%
P

elF3 (1350 43 0 5 bR 1 78 B0 40 1 8 5 4
R R FEME R AN, O 76 40 0 HL e A A i sh v R 4
WEMEH], 0 elF3 1Y & Wk K 22 7 A T 41 g
i, fH elF3e K elF3k iA 0] DLk A4 i 4% 1M 2 55 4
20 R I A HERR S D AN A IS R B, A R 95
Joa 75 0 — i g A% A R 2R A e 1Y L BE I L RNA
(MV-N) 1] Ui 3 5 elF3h (p40) 45 4 4 30 1 45 35 40
JL 1 TR IR T eI 3 (13 B 22k AT LU ad T4
T 29 33295 98 35 1 37 0t 19 mRINA A I T4 41 441 5C
I B R B

3 elF3 fAfER X R
VT4 [ N AMIFIE & B, elF3 (1) 2 4 JE 78 4%
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o fieb g v ) 2 A A i BB AR AR e LA, A OCHIT
TR elF-3 IR Z WA S MR & A | 2%
YIS,
3.1 elF3a #0ffyE

elF3a J& ELAZ 20 Ml B 288 46 K elF3 X 1 —
B elF3 i RS DA g Bk A pl167
p180 .p185 TIF32 elF3S10 .elF3-p170 elF3-theta %
o NI elF-3a JERE 7 F Yk 10926, FLEEE T
T elF3 W7 A SiFRZ R pl70

KT elF3 pl70 5 9 ¢ £ /& Bachmann %5
B WIAE XS 7L i B 9 T R B, el F3a 7 L B i 20 21
RGBT IR R R4, HJE 2001 4R
Pincheira 55X elF3 p170 7£ 5 Ff Mg F1 1E & 4141
() 2R DL UEAT 43 AT, & BRAE 45 g P o, T L2
it g S R A rh )RR R ERAA Bl ER L2 elF3
p170 5 B ik i il 9 o5 Al U R AN, B
VA e B LA gy g v S i ok BE SRR, X 1 R S AR
APPSR, H A FH AR R — A e Y
FEFR A elF3a i 5 R 1 43 Ak 2 R G R
X} elF3a 1) siRNAs il 17 9 40 ML 1) elF3a 9k,
AR, JF H R B T RR AN S e AN 4y
I elF3a A MY F B I BLAE /3 Ak 1S s 22 1, DA
M elF3a F235 10 T R 2 M 9 200 1 43 Ak 384 o 1) 5 22
S B BT R W] elF3a AT LATE 241 it JA 3
IR 9 rh R HEEE AR S O L SR R AE AN ] 7 1
B A AN FEDIRE, AT LB A2 1R, tn] DL B
BRI R (YA R

elF3 p170 5 MhJgs i) 1 J5 A3 — 5 19 AH OC 1
Dellas 255k T &% B elF3 pl170 iy £ 58 5 5 Fiw
(A PR 5 B 43 AT OG0, i R IR i elF3 pl70 3R
KB B AR LB IR T TS A BRIy
WATFFE AL & B, elF3 pl170 £ [ Fk K7 5 il i
NS IE 7 SRR A7 A S AR O, BV RE 1 2 el k3
p170 %3k BH Pk Y £ 35 5L 80 O 47 () Ak 97 SR | el 13
p170 35 B P A A8 25 DU T e R I B Ak o7 S I &
TP, ZECEE WA elF3a &5 0 IR
FERCR B N 2 Yin S5 R M B0 9T R 2 B,
el F3a 15 22 3 A Jili 46 £ 28 o1 28 kg 7k A1) A 7 80K
elF3a JE IR () i B ik B2 R 3 43 ) 38 Jon sk 20> i 9
20 L F AR IR T R HRPT . Spilka 45 USITE W 2H 4L
SO AR 8] 11 P bR 4T 9 AR T 2 SR A
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T334, e B3k e 2 bR A i A R 43 B A AEAE elF3a
s ik, BTAT BE RS2 T A2 SR mk i Ak T
elF3a 25 [ 13 22 15 1 F 3 X 40 28 R Ll 1 fb )7 A T
RN, T H R AR AR R RN R A
elF3a WM AT RE A RAF RIS . ML AT HE7R elF3a
R X AR ME ARG R 2R R
X,
3.2 elF3e F0pf7E

elF3e J&H int-6 FEH i 1Y elF3 (1) p48 WA,
JIr LAFE NZEALFR int-6/ elF3 pd8, Marchetti 55 0] K &
W elF3e KA A7 1325 5 w5 RCFL MR b I o 15 5, 2
B JE T LU SR FLR AR . 1 Mack % HE5E elF3e
(Int6) 5 K% fe 477 1) /0N BRATF 5% v 22 390 02 B 32L O b 9
o EE R A AR AL, BUEL AR bR s 7 T LA A
) int-6 — NN T, AT Y int-6 555 1]
P, FE BRFLIR I s 3 K R o 2P 9N A — A
HEZR R (%05 T, S5 elF3e &K A SRR AT & 0L,
PR — AN BT B9 mRNA  IZ 8 W7 9 mRNA i i
S G-oR R 8 1, 2E AN BRELIR b Rz 4
L 2R 40 A v e R e Sk sk R R T AR 1S R A AR
I M R AL A B R G S T DU R A Y
elF3e B # A | M # A elF3e BAHG AT LIEUR , X4t
fiFF 5% 2 W 2 A elF3e (1477 A m] LS B0 7L L e 4
R AR T elF3e A B REMS (2 F = A5 3 T
2x P o i AT 400 o1 o 265 74 i, BEL Lk e 1) e 20

Il RAFFFE 75, elF3e 133K 7K 1T LIAE A PFA
YA AR /N 41 el 9 S ST R bR L elF3e RIKHKE
A 1% LA g A /N A i Bl s 2B B A R 22 W B o AE
— I 56T elF3e 55 /N A A 46 £ 3 101 J 114 R g 5
Srh R, 29 1/3 BRI M g B v i R 41 41
BOEH 2 elF3eRNA ik KV FEAR , M0 iz 1
BEARENTG?,
3.3 elF3g fnphyE

AR RY, JFAETA HETE KLY eIF3 1Y
13 A~ W 5 #1 J2 H 2R 1 B0 2R A T B BT T 1
elF3g( XFK elF3sd,pd2/44) AN elF3 ) hBERE O ik
DU AR BRSSP R GG T R T I LS A
AZIES A HAME G Y CBP80/20 1) mRNA #i%
LT A elF3g (359

H Al AN ET elF3g MWF5E TAETFRIRD B
A HRFSE 2, elF3g 1 LUE a3 Al — A~ Ak AR5 )
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A PELO AH B A R & A7 T 40 M 22 =220, 04 T
F ¥ (apoptosis-inducing factor, AIF) 7] LI i 5
elF3g 454 M2 I 2 2R R 1 B LR 452, L TelF3g
S Mg o &R, BT XU H K A A R
WY elF3g 75 2 24 i 24 04 ol 983 200 B v ok B 3 3k 2
Gb, HICHALRRTY . TERFRE T, PFEE BRI
Tet-On i3 3L 35 R G0, i Y AR 4300 3115
A ST Y AT 375 S AP IR M eIF3g 3 2 3k 4 il Py 6 1k
elF3g MZLIRFEE AN M 32, LA7E LR 96 40 i b X el 3g
PEAT 3L 3R e ARk TP R 7 5K, 38 A AR P A1 S5
WLEL T elF3g ixk 3% 1K FIA ] 2 35 XoF L I 63 40 i 2F
Wagd iz s B ARZER R, R R ES A G R AR A
elF3g [ 33K 0 M7, 75 Z A AR 1) el 3g (1) 4 15 XF FL R
FEWME R A VE R, S I BH elF3g £ b 964 40 il b 11
VERIPLHIFT T 56l >, B9 R W] elF3g ok Rk XTFL
PRI R KRR TEA — B, PTRES
elF3g 13 1K X FL AR g 2 M 28 B (%) 4 FH 1) wof 5 2 11t
— MR
3.4  elF3 H &I E 0 fhyE

FHME — SR AL B R T elF3 1 H Al — £
ST A R A E R, W elF3c (4 C 3 Al DL 3%
A 25 i FE H (Schwannomin) ) FERM X AH B AE
TE elF3c 3o ¢35 1Y 20 M Ak vh fil 28 52 11 200 i 34 4
) fe KA & AR AE elF3ce i ik M e mi{E ), elF3f
e A A K A GE ) — D EE AR T,
A P RIKE T, eIF3f L TY @A 11p15.4, 35
Z i e Y B IR 11plS b R AF AE 2R A Tk Bk
(LOH) , 1] LOH J3 7 [ Ji g A A 1 28 8, 3R 98 bp A
elF3f (55 BE R B, 45 R & 90 LOH 7E g g 98
BRI W AETE . UL el I3 75 19 Mt Jib 92 240
R 2 A P AR A BRI LR T2 5 el F3f 5
K LOH A %, A W5 £ W, elF3f 75 4 g 98 7~ ad 2
RAET —EWMER, BF9E & B elF3f 75 M 45 3= 90 Al
B 3 A M v 3 e Tk AT A R B R R LR, AN
RN AN 384 58, 5 S AN PR T B elF3F 3L Al
L BHL 1 e 4 A A9 R T [ A TR A P R gk
(4 el 36 AR 1] LAY ) 4 ) £ K, 34 B R v B R TR B,
BEINANR TR T, HEN R R elR3f (1 Fk A AT R
AN P T 0 & A2, elF3h AR elF3p40/ elF3s3,
FENEVF Z M h R R I N, BRIk R
TR e Ak i e ik 8q23 ¥4 S B 7R R 41
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H 3, eTF3h 1) 2 35 HE 3R 5 g 1 9 B> A G
E— 2 SRR B, BRAR elF3h 78 i 51 R i3 40 it
R FRA, FEE M AR e AR AR N RS
JHT, B0 R S AR R 4T AY elF3h i FR R A
N HR A R e i b ifi B . 5 8 elF3h Y i ik Fl
5 b He>Sem (A O AR AR IE elF3h 76
SiHpEAS TP REGRE, RRHA RS EWE
& R UIAH SG B3 I AME T 25 1 | elF3h
FUMYC e384 my DL s =l /)N 240 M i 468 40 Jf %t 4k )7
25455 A2 e W BURAE ), elF3i & elF3 1 p36 L.
5, TSR E T B Z R A BAE I 8%
ZRBERR AL, elF3i 7E5%15 5 0 Mg v 2R3k w3
SR — R A B S I IR R I el 31 ao B R A 3 B
20 M VB AL T fiE 5 TGF-B 15 5 i 5 Il mTOR 15
S C, TGF-B 15 5l I & e M AR K
WERTZ—, 1 elF3i XJ& TGF-B 15 5 il i 1) —
AR T, B, elF3i (13 321K T G838 13 #1
il TGF-B 15 538 i 3 4 fg A8 K 2 2 45 1 Fn ik g
1) % 4 . mTOR (mammalian target of rapamycin) {5 5
R R A s B EAE A, mTOR & —
Tl Y ) 22 Z R /O 2 R 2R L IR . 01 elF31 22
AR WL LS mTOR B 116 PR A5G, elF3i 1Y
FIBRELEHE mTOR W15 516 5, {2 #F mRNA Bkt
TR FH AR 5T A G 8, AT Jm PR e 8 4 7y A 0

TE— TS S HAZ ST, ARTE A o S Sk A
NIH3T3 40 it 3k elF-3 A9 12 FhlE 5 (elF3m B
AN, RIUAT 5 B EE (k37 ok e 5k v] LA S 40 i
AL, 405 4 elF3a .-3b -3¢ .-3h Al =31, 3X L3 FE
IR T S IR B S5 A

ZE L elF-3 J2 DB IR /KO- 8 45 56 [H 3R
MBI F, B R W AE A vh 23k 1 1)
A Ak, Rl LSO ) & AR R R TR T LAAE
P8 B A= Wb i, 6 s B2 e TR YT R
U AT I R S o 45 30 7 2 38 56 0 5 0 e e g
AT S 25 W UM AR DG, X T4 3 iRy A
— R AR AR elF-3 A 2% > 2H T BE
A DL AL 58 3% 1Y) el F3 (1) £ J3E 7E 26 1 5 & Bl i) 3
P rh R AR R T g 2 08 2 4% A LA Y
HORHERS B HA T T AIVEFT, SR 2R g i) & A R
JEFEA S R, A T elF3 L7 i & A it
Ji& b B VR T B 3 7 LK S e B2 e, BT
i SR AL A T R R
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