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eIF4E H)# |14 & 5 #8iFFi=HlH

fRp& o

(Hh BT K2 A dr B

2, fhE 273165)

BE  A#4A4H mRNA 6985 AE, B FTAAERENE. FRZRIKE S elFAF 44
elFAE 5 mRNA 5' 3518 T4 M 69462 MRS, M elF4EM4|MH& & ERiB i1 5 elF4E 4948
EAER mifis A EEALAs A2, S MR A EIFGRE, eIFAE 17414 & & xH $0iF 64 X AT B4 4E A
stmietg AR, KF . BEABRNZENFT 5 EA EXYR, NI LK IF4E W4T G o985

PIEAH| HATERA
X527

HizA L KM fEd, ERAP4HK
ZHEMBERAE R, RAELBEERBURIE, X
WHHNATHERAERENLE, ZRHBAT
mRNA, JF7E 40 a5t o A% 54 L8R 0 2 kSt .
mRNA B EZHKFR AR, Hhx#idisn
BB R AR EE MM — EERAEYN
BIERARIT B, R E 2 M EZE LR T (eukaryotic
initiation factors, eIFs)#l eIF1. eIF2. eIF3.
elF4A. elF4B. elF4C. elF4E. elF4G %15 Y,
15792 eIF4E 5 mRNA 5' I fOWE T 458 7 F 2k iy
WEL I (TmG) M HEES AR shBE; BREEN
IEHE R, NXHERNSGSHITRE, Hmde
mRNA R EIEE —FP AR A EZERIHLE]M. eIF4E #I
#1442 [ (inhibitory proteins) B 14 eIF4E i& ¥ 1
ke, T HeY eIF4E 456, NAHEFRA eIF4E 455
H H(eIF4E binding proteins, 4E-BPs). eIF4E I
MR At Rl 5 eIF4E M4 & A BIR R 4h
FE, 455844 T mRNA #1i%(E 1). eIF4E 14l
PR X PR B R R AR RN T AR A LR AR KR
A3 TR R T B LA B R ) 2 T A Gn 5 f T
WP ERAMEER LW,

1 eIF4E |4 E B EIF AR — AL

mRNA #iF— B Aieeh. AL 3 A
B, HidiaEMFENRESE, tHEMFRER
WA, BiFREMBRTEZHETSS, —
FOLFE A . 408 #ZBE{A S eIF2. GTP. Met-tRNA M
KRV TCE EY), 76 eIF4A. eIF4F. ATP H#

H#Z4EY mRNA ; elF4E; eIF4E &M E A, B AE

B F 155 mRNA 5' 46, A5 40S AL T
45 mRNA (1] 5' — 3' W 3 245 AUG, 5 60S
bk R AR T 45 & TE K 80S BIGR &, AR5
BHiE Ak N IEH Y B, eIF3. eIF4G. elF4E #f
HERERRE=RIAE &Y eIF4AF, REHSE
mRNA 5' Il T4 & Rz Bz 1 a).
elF3 B—FEZWHERE T, 7F40S txhEk5 elFAEZ
EFFRIEH; eIF4G MURES elF3 44, MA
L fe Y eIFAE 454 . eIFAE MifIEEAMART S
elF4E 454 MK elF4G 5 eIF4E Z [AII1EH, i
MK eIF4F &M K, 4R 113 eIF4E ik
5 mRNA ] 5' sl F45M4s 6, 45 RME T BIER
IR (E 1b).

elF4G 5 eIF4E 2 [A145 & 75 = FE AR 5F
KRAE 1SRRI, ¥R (peptide motif)
SR [FIFE, eIFAE #PI M 8 H t & A R UK A
My, FHEFH YXXXXL®, HH o N EEHIK
HRERKRE, Z/FHJLTE MR o 482
459, eIFAE M1 B IE &8 i IR A 45 441 [7)
elFAG 445 & eIF4E, M A R i PH 1 8%
& 96 .

2 eIF4E l#H14 ZE R EhF AR AualH
Xt T4 K2 B 455 777 ) mRNA, eIF4E
M E AR S eIF4E 45 & mMEI e, =
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FELE SRR WARRES RETRTH
(cytoplasmic polyadenylation element, CPE) %]
mRNA, EFERNA EEEANSEE 1c, B 14,
Kl 1e); BLAh eIF4E i ¥ B B )3 ML 52 B Hs
FRAP/mTOR K.
2.1 eIF4E i1 ER & A CPE T4 mRNA
]iziRE

EHYEHREY, HEFIEZ— 2% &K
mRNA FEAAAE R, A TIX L mRNA 8RR
A ZM, HEEZEMEX poly(A)REKEMA
. BHEN T, mRNA 3 wmEZREBREFRN
REZH, & 150~200 MREFRARE, BBEHEM
mRNA T3 Mg s B AEMEM . RAmasT
T AT 1 K I EE (Xenopus) SR LA B, AF7E
JUR & B HARE 6 mRNA, {HEATH poly(A)RE
G, A8 20~40 NIRFRRRE, H 3 KH
X (untranslation region, UTR) % CPE Jjtft, CPE
44 7% M (CPE binding protein, CPEB) & —F# RNA &5
AEA, W52 84E. eIF4E &M E A Maskin BE
A[LLY elF4E 454, tAl5 CPEB &4 . B
h mRNA B RINLHIZ, Maskin 5 elFAE HI45 &
T elFAF E 5 RIE R, 4 & L CPEB Bk
CPEB-Maskin-eIF4E E&4), MiE] 7 8% (&
le, B 2a)®, {H2iXF /e AT g iR kR, B
JRBETE: BlAnEs RRIBAERTT, EEORERA 58

408 Bk
k1%

(@ (b)

ok Jm
£l ‘l‘ A i
HE-BE ek
! \“\
\\\

FRIRE 5y BT, JES Aurora A #E 4L, 4k ¥ CPEB
KAEBRIL, ZRiFEST mRNA 3' ik 42 BIRER
16, poly(A)BHIEK E L) 150 NokEE, SRJ5 poly(A)
454 3 Hlpoly(A) binding protein, PABP)45 & H I,
it eIFAG MK eIF4E 5 Maskin Z A {1454,
M Bx Maskin FRIBIEEIER, 338 o (&
2b)151,
2.2 eIF4E {14 E B & A BRE LA mRNA
]ixiAE
elF4E #I#|t: E A Cup & A Re s 4 R 48 (Drosop-

hila) " FE 40 S 1) T 1 LA B 3 ) 45 746 (axis specific-
ation) Cup A B A KALLTF Maskin ITHEE, [RAE

5 elFAE 45548, W5 RNA 4545 A Bruno 44,
U\ﬁ'ﬁfﬁfﬁi PP & Bruno & MY 7G4 (Bruno response
element, BRE)[] mRNA H#11¥. oskar mRNA &
A BRE Jjuftf, 7EHLE 4iMi(nurse cel) P& A5, &
it B JF A (cytoplasmic bridges) %1z £ IR £F MU ) J (X
(posterior region), REA FHIAME; (HEHLKFiZ
ITFEH, oskar mRNA FIBE#MGH], XEHT Cup
5 Bruno. eIF4E 454 /¥ i Bruno-Cup-eIFAE R 54,

SRR T eIFAF &KL, BPR52 33| (&
1d)tel,
2.3 eIF4E #IH|14FE A2 H BBR LA mRNA
}iziAE

B TE R 48 (Drosophila) R AL N &KL T 55— Ff

408 i FEE
W

(0)

1 eIF4E fN§I14E B B EiE RSN Hw
a : elF3. elF4G. eIF4E M HEHE R FRIE =%k eIF4F, 40S #¥E{F L% 8 & 1A+ eIF4E 5 mRNA K 5' SlE 748 TmG &&
FHBIFERI. b: 4E-BP WA KZEASHFERMFIM mRNA BEME 0L E R BT 4 & eIF4E ML eIF4G 15 eIF4E 2 i) B’J*ﬁﬁf’k

F, eIF4F E&1#K,
& CPE JLfff) mRNA BEHLHI,

LERAME T BIFEAESR. ¢ d Me RIFHET .
Maskin f1 CPEB £ & /5, 5 eIF4E #HEAER, & CPEB-Maskin-eIF4E & 1%,

c: JEMTIEE (Xenopus)F eIF4E M4t T H Maskin il
453 eIFAF B

BB, BERREGZRME. d: RE8(Drosophila) ' eIFAE MEIMEH 3 Cup 4|4 BRE 7o # mRNA ﬁwmu, Cup # Bruno

giHJG, 5 elFAE M HAERA, JERK Bruno-Cup-elF4E K& 1%,
1 eIF4E 1§48 B Bicoid #1%] & BBR JTfF ] mRNA BiFHLH,
A Bicoid-eIF4E E &1k, 4RI T eIFAF E&1%,

4R eIFAF A RBHEE, BEMEAZ M.
Bicoid Bf7 45 & eIFAE M RNA & &%EA E’JXXEVEJEE Bicoid 5
4 BBR JUfFAI mRNA BFgmE.

: R (Drosophila)
5 eIF4E



BT eIF4E I 2 A B iR AN LH 13

< elFiG_—>

7mG ({eIF4E

057
Maskin
/. ,//7/

@ %E%ﬁ—qu&wﬂmlInmwmoR
(Kt CHiEHE)
P P

g
AA(PABP)
/ 7% /

S|
/.

% 2
7 A 7mG@ +»{elF4E
AR N
Aurora A+ PLCPEB A
\\\\ AA
AA
(b)

2 eIF4E 1§ E/rIBEERY
a: eIF4E #0#I¥: 5 8 Maskin #1%& CPE Joff# mRNA BIENLHI. b: 408058 2 IR BRAL AT A Bk Maskin X BHEEMMEMER, St
PR AT B Aurora A Gk, RIGME CPEB KABBILTIIES mRNA 3' A4S RIBEBRL, HEKMK poly(A)RH PABP 4
%, SRJGIL eIF4G 5 eIF4E # B 1 F M B 3K Maskin-eIF4E A4 &, MMiEzh#8%F. c: ¥ FRAP/mTOR f# 4E-BP LJL/MEA
RAEBHEIN, FHeIF4E M\ 4E-BP-eIF4E HEYFMBE Hik, MiMi{ei#i¥:; FRAP/mTOR 7 HMEIRMEER (rapamycin)

AL EY, TS BRBMALE AE-BP £ BRI, K515 eIF4E &4, MAIBELR.
elF4E |1 & [ Bicoid, EAFRMiA#E 3 UTR & B BHMEHI(E 2¢)7.

Bicoid %54 /7 %1 (Bicoid binding region, BBR)] Cau-
dal mRNA #7%¥. 5 Maskin. Cup BEAANFEZALE
F, Bicoid B H 5 eIF4E. BBR Jofth4: & HIMEL)
fit. Bicoid it 5 elF4E M45-& T T Bicoid-eIF4E
REY), HACThAE 2K F CPEB-Maskin-eIF4E &
EY), 4R eIFAF EH5 BN, #iEpms (&
le).
2.4 B33 eIF4E 114 E BB ERET ™A
iz

eIF4E | ME 3 18 52 21358 FRAP/mTOR 1)1
A5, M lE R 5 eIF4E HIIKSE . eIF4E 014
2R (147 /E BB RR 1k (hyperphosphorylate) 5 < HB B BE
fk(hypophosphorylate) )R, HA ZLEBRNIE
W eIFAE I A A T 5 elFAE 456 . AiEtE
HI¥ 1k FRAP/mTOR REfE 1L eIFAE P 2R B R 4B R
BEMRAL, IXFF eIF4E IR Atk £ 45 & eIFAE
WEPE, 45 RAE13 eIF4E M SEPRIVE IR BE G I, {2
HERE, [RULEES FRAP/mTOR [iEMEid &, mRNA
OB PR P BERG I, T 51 D % el 0 0 4 e R
% RZ, X4l FRAP/mTOR K& M2 3| HAE R
PEINHI 4 B8 (rapamycin) BN EIN, ABBEERIL
TE K eIF4E fHIPE 8 B R & BB, XFER
L5 eIF4E 45 & M BK eIFAF B &AM K, 45525

3 eIF4E flH1EERBIER

tH T eIFAE HA (R iR T ¥ B, 1T eIFAE
kv B B E] eIF4E HiETE, Rt eIF4E 5
eIFAEAMAI M B [ 2 W A BLAE I 3 4 2 5w A FE
PR T R R EEAEH . WKW, eIF4E il
FIE AL RE 5|72 WA 1A 2 R AT 4 40 e fn N 2R FLAR b
AL, T B AR IR R 2 R IR R TR
B ANt RIK 7 = 1) eIFAE 810, 5]
A — LSS R IR, eIF4E $MHIME 5 (78 AL 4 g
o ) L 3R 15 (ectopic expression) BEHR73 Vk B LK
R, XLk BIRIR, eIF4E FMH|M: & A UL & Bk
FRAP/mTOR 40570 o] 75 4 HU it 98 25 ) 2t 47 4
A, B Argn e & EAE kU R R R EESAT
|:Pl7,11] o

elFAEHNHIPE 2R (A B B FE 5T TR R AR p 4
RGEWAFEEZ N, KRN, RidEMETZ
A IR, HHEA T, S Ak AT 8 M
W T E AR A K, X AT R 2 X A Z 41 i
5o FEY ¥R, Kk, X eIFAE MHIMES
IR RV BT R, X FME ey
FIRFREAERE . SMAREERRN, RLH
AR A, METCR T PRt R R R
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RN, SRAMARMPET “Dr¥(tag)”, U
FAEAF R I, METRERFIX D “hRE”
FxT ek R R U2, BFREKE, s FRAP/
mTOR LLK eIF4AE MG EAMSE T “%” 1

5 RVARERTIN

4 RE

Xt T eIF4E 1 2 3 #8230 B0 A,
A THMBAELRENNEE . HR ALK
LAY FESIR T EELEM; 75, eIF4E 10
PR 6 40 B PR S AN QAR M ORI SR S T A2
eI, BARBLE UKL T D Bhi 2K eIF4E
HEA, BEETITRAN, ELHH eIF4E 0]
HEA—ESHERIR, CENES AR+ 8%
ROHEZEMEM, XAREEFRKEZHE. BT

AE LA 48 I 2 S RS AZ I AL HIFT T IR SE il
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The Mechanism of Translation Control by eIF4E Inhibitory Proteins

De-Li Xu*
(College of Life Science, Qufu Normal University, Qufu 273165, China)

Abstract

binding of eIF4E, which is one component of the heterotrimeric eIF4F complex, to the mRNA 5' cap structure is the
focal point for initiation. It is through its interaction with eIF4E that eIF4E inhibitory proteins regulate the translation
rate. This translation control of eIF4E inhibitory proteins has a great impact on such processes as cell growth,
development, cancer and neurobiology. This paper mainly reviews the molecular mechanisms by which eIF4E

inhibitory proteins control translation.
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Translation control of eukaryotic messenger RNAs often occurs in the initiation step. The

eukaryotic messenger RNAs; eIF4E; eIF4E inhibitory proteins; translation control
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