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1998 4 Rupec Z5ME e M 13 5 Lt 44k 43 B9
H T B R 4% R 2] 1 (translational controlled tumor
protein, TCTP)J:[A. TCTP &K 3 819 MM
WZERA R, A% S AMINET5 6 NMHE TR
KT TCTP B ALH], H AT R Z R FEREA L,
TIUFRR: a. LRI T 4E(eIF4E) ISR 1L KT 4 F)
T TCTP mRNA 5 £ A 454, 21 TCTP
BN b, N Ca [IEFEFE TCTP mRNA
ACE B, TSR Ca* W R _E AT R #E TCTP
BRI SRR, ¢, TCTP REf% I0E & A M BF R
(PKR), L) PKR A TCTP mRNA [)5RAE.
1.2 TCTP MIEB%H
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IER5FIX . TCTP 5 HAth 25 115 S5 1 AH S 1 A
AR, B, TCTP 5 Mss4 1 Dss4 J& T A
—ANEAFRE, B TCTP Wit BH G EAS T
ERRRHES. SR1M TCTP BT 1 H IR 45 # 35
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2 TCTP BYEHFIhEE

2.1 MYEREATIER

0 5 T (apoptosis) & 48 4 1 4ERF 48 i P 1 58
fasE, HIBEREEH R4 B B A PRAET. XA
i P A ) A B sl R T, FEF PSR T TR
SE M AR R R AR AR R, HEAE
JEAZ . WFFUESE TCTP & —AMHiPiiE &, &
g DL O ORI R R T AR
2.1.1 . TCTP [)3RIA 52 2 41 g 71 25 B R EOR)
WA ATE. 20 M52 B AN S TS S (s
A REUREESE) RN, TCTP B RIL &
m, ANTTR > B AME S X 4RI, 0 20 A i
TZ00. TCTP 385 R AR S & 4 470 4 B o T A FH 1)
U PiFr. a. TCTP BEH0HI i AR 52 51 & i 41
MO T:. FERRSCRIE T, TCTP 76 2 Fhdn g &
Rk, EERIET), R TIET. (Rt
i, TCTP 1E N4 FHEAB 5 & Fl A8 M 1) 81 B 5
iy, RHERS, FNSRRE AT EIE
FH 38 H R AR AR (i GDP/GTP | 20 Rab 25
H). b. TCTP 5 Ca* WA E#EHU/EA. TCTP R
F#IH Ca* WA SR RE T . Wi TCTP
W EEHE R iy Ca® F/KF, (HIX i 42/ A AN
SIS TCTP JI 2 BT L BRI, k2, B
W1 T Ca® K- m AR A TCTP ) — %
AR, MIMBRE| T TCTP HIAEY)EThREM.
212 S540ME TN EAER. TCTP & n]
DA B e T 42 IR R AR P R BT T AR
Liu S5 IUE /N R 40 e, i fE R 9E TCTP
RENE 45 A Bel-2 RIGAA Mcl-1, FEH iz Rk
BfAE, MITIHEEE Mcl-1 RS E M. SR S5 H dT i2
7, TCTP [ BH3 FE45 445k A\ Bel-xL ] BH3 4%
P, PR S A B ] T BelxL [
FRAG, MM RIEDTE TN, TCTP &1 LL4s &
T 40 MV R 1 Apaf-1, X PR BAE R
1 HeLa 200 SE 5B 4GS i 2575 M, 4278 TCTP ]
R AT X 983 i 24 1) — N 7 7R A 509, p53 R EE B
149 Jpr e 0 ) K] A2 P8 T2 5L [Kl. TCTP 7E FBP-1 (1)
Wi T H¥ES B3 2 RiEEN MDM2 454, iR
pS3 Mz RALFEME, M BH (b 40 f R oL &
Z, TCTP 52 p53 B T B T, p53 B
e TCTP W kimte, #—PIIUET TCTP 5
P53 FAH B OC R U7,

22 TCTP ZfES@EEPHIER

Z T 9T % B TCTP w] LL i % PI3K-AKT-
mTOR {55 B EE(F SCfEi AR mTOR @ #), A& mTOR
Rk E A Koot . N R TCTP
(dananfluer TCTP, dTCTP) I 72 b K BL, #i B
dTCTP J5 R IR . BBy . RS H L AR
By, @R L R B, dTCTP mfR4l 5
mTOR & #% RAFH b () R AL, tk4h, dTCTP
A[EF T dRheb 37, X mTOR i@ B 1% 77
K5 Tscl MBS, 14-3-3 FEHZS 5% TCTP 5
Rheb (A HAEH, Rk 14-3-3 521 TCTP 5 Rheb
B A, 3T R g R 18 e K B 1. Bommer
SRV, FH o VR LR R 4 e 2 B HeLa A
HT29 o] S5 40 TCTP &8 5 5 0L F, J&i
Al &2 mTOR 18 % I i 2 B #% mTORCI1. Akt.
Tsc-2 F R JiE#E 2 (1 eIFAE A1 4AEBP1 FR0GE B 5 1
TCTP ¥ mRNA xR, R4, mEKE
TCTP ©] 7% mTOR & %, 5l b B (6 5 %% 1k
(epithelial-to-mesenchymal transition, EMT), Jf{¢&
12 41 i 3 F% F142 28 (cell migration and invasion)®?'.
RN T fi# TCTP £ mTOR 3B 8% () EEAEH, K
AT HAEE mTOR 1) Re 5 FH IS W 1R A&
RIEHLH], I HoNEET mTOR 3 8% ) 259 3t 12
AL BB AL
2.3 TCTP 7=4HREE A 91E A

TCTP )[R VESPI(p23) BERS ZE G1 1. S 3.
G2 M 5RUE 44, gL R, 5 4
ST, TCTP &4 B YRk L, Emyitkitis
AL 229 243 RE . Chfr & — Rl i 5 HAAG 56
MEEH, TCTP 5 Chfr (1940 B A FH &R A2 7 47 i 14k
b XA AT R R AN G S A R e M DA
2y SRS R SR; Chfr WYTEEIA LI )5,
AT PR IR 254 TCTP 1 BE 140 A R T A e 4.

.7 I+ TCTP (Arabidopsis thaliana TCTP, At
TCTP) A& 21 i B JH 3t 2 A i IE 42 5. i At
TCTP {)RIE AT iE . G1 A 4E IR If & 3% Bk G2/M
AR A5 £ 5 3 B 8 E (cyclin) A1 AT cyclin B1 [
Rk, MRS A 22 50 2R, Foh, Bk
TCTP E:H B 404 F/NRAAERMBIAE 9 K, GI ¥
# M cyclin D fl cyclin E ) ik &0 WK, 1M
G2/M bR EE A cyclin B A28, #iW] TCTP 7 ik
bk Bl i s m s S i NA %
HAMA BRI IG5, A, TCTP kil
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TSR E A B LM AT eEF1A K& 5
W W A% R A e [R] T eIF1B B A H.AE . §2 a4

JH ] BA R
(E1).

TCTP HJ 3 B4 W)= Th g W B B o

Fig. 1 The main biological functions of TCTP
E1 TCTPHMEEEYMFTIIEE

3 TCTP EMELAEAEBHHIIEAR

TCTP 5 2 Ffu 3 14 i 8 1) 2B e R Rl ol %
DI, LI Ik 40 MR AN [FIR BE AR K3 B R A ik
M5 AN [ R AL i R AE R0, B IR T
B, NTA R ZE 88 o TCTP HI1E AL
HIH TEZH T A, FEX TCTP 785 M M & &
i AR AR FABLAEEAT ) i
3.1 TCTP SRERERIXFR

oG P2 J5R 98 A — A TRUE A R R R, AR R
RIRHE R LT A, Gu 250058 i 4% 41k
o 5 EIVE 925 Je S 52 B PCR 5 5 V5078 1 TCTP
TE B BB RFE R Rk . AP REERE R, 0%
KEM R FREALSA T, TCTP @it 5 TCF-4 454,
50 B KA [ (B-catenin) 5 TCF4 fISE A7, M
$& % Wnt/B-catenin 15 5 7% T 1E % 4%, (H45 HAh
Ji g 5 IR ) R0 W B PRI T & . Kaplan-meier 42
MR, RS TCTP R LB,
SR AT RO, X PRI T i e 5 08 (12 Wi
ST, TCTP A& — AN 10 s FOPEAf 28 TS I 5
TARME. BhAN, TCTP BN T p5S3 K2 RILFFAR,
I PR IR AR M T, T (R R A TR R TE

i 22 152 T 9% 4 L FP R B TCTP A] DL 3% AL 1
caspase-3 FFZEK GO/G1 4 o & 1, A i 101 1) Jise Ja
R0 2 ) 2 RN A2 28 e 129
3.2 TCTP 5i5IREHXRE

T 51 e A2 7P 5 I B R e R LI AE B R
W MR 2 — 2. BEAER B, TCTP HIRIAKTF5
AT B s TR B A3 2 IR ER 4 e A T AR R Y i B A
HF 5 P JE (prostate specific antigen, PSA) 3 & 1E
G, $-78 TCTP 25 1 i 41 i 1) Kk A K Je ik
FEEO. 2 UAH TCTP B8 12 13 /i 41) i Jes 40 FR AR 74 11
TE R, 3R T 175 5 IR K R AL OB I IR R
TCTP 5# K50 2K [ 27(Hsp2 )M EAE ], @&
5% Hsp27 ST ALIT 259 OGX-427 KU, BRAKIH
XIEHE AR, B g St N IR Se5e
B B,
33 TCTP ZEB 5 ALIE FFEREOC)RIKXFRE

Chen 502 H 85 1 BT EP IR XF 8 /> EOC #:
A TCTP MR E B AT TN, 4546 119 f1
EOC #& /R Ly MR [ 72 A i L3 ) v 1 S s A 9T
S5 IRRK W TCTP R A MR A & | TAL IEH
M. A B, TCTP ik 5 g ¥ 4y
P BRI, FIGO M AR R &= B A G, T
Kaplan-Meier 7T U H, =& &M TCTP £ikE
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BEPRENEEFIEMRK. XK TCTP £

34 TCTP 5ZBREXFE

TCTP /2 7L MR 3 72 K e v 1) 0885 5 8
F. W], XA & R (DHA)RERS 45 & Jf (L ik
TCTP Kz & - & AR AR e #2, FF0 TCTP 1)
OAN BT TN, AT B S5 300 s 2L g b A 0 T
R, RN FLRRJE 41 MCF7 A BT-474 v, &
HBERR A TCTP W3R A /K HAL. T BT474 41
o 3= BRIV T R R IR B S, 1T MCF7 3k
A TEBMERIEESERE, HItEN R TCTP
Al RESE R T FLIME IR R R RE B T, I BERR AL
TCTP 3 P36 v] DR iy L M 968 41 B s Broies 24547
ZERBGUIBURE:, XA R LIRS I R E T
FRAE TR B, H SRR T TCTP #)
7, Ae A R A SR A B 00 ) L e A
A K B9, Lucibello 250938 i xF 85 15 7L g g 4H 24
A TCTP BI& EFATAIN, 4558 8R TCTP ik
IRV IR s B 0 2 5 BB 38 IE ARG, IR G
AR SCZHE 1) TCTP Rk /K F o] NI R IG I $ £t
SHEMRIE, FEVEAE TS .
3.5 TCTP 5REMXAR

W9 2 H AT R B8 = KR BOBE R AE . Wu
ST RT-PCR &6 F B 1 37 451 JH-9 o5 A
YR TCTP B AMRIBEN, 45 R E/RTER 44
H TCTP ] mRNA 7K ¥ B & & T 4B 3 1E 5 21 2K
IAh, TCTP 1) mRNA ¥ s if HEAE I 53 VIR J5 1
JF 40 B3 5 o AL B 3 B 6 IRET, $ROR TCTP iR
P ] IE 8 R R 4H B 3G 58 40 4k, AT REFIARRE N TCTP
N Car S G RE A, MR Gl. Sy G2 LUK
M I 46 W B s 5 U 45 A T 2 4 e ) 8 B
34k, T TCTP 2 R ) 57 0 0K B A 7 A= i 1)
JR PR 2 —B8. Park %PV ORI H TCTP 45 & F i bR
IR S AT S W, R AR R A 7 v H
s LA, Chuang ™R FLR BT, FE R (UA)
5 B9 BF 9 40 AR U T 208 AT BL A2 B Mel-1.
Bel-xL Al Bel-2 %5 TCTP # H.1E A & A 1 6 2,
UA #i] 7 TCTP ZAHRHIAT-EHA R RIE, RE
75 S PR 40 SK-He-1 FIVHT:.
3.6 TCTP SHiEHXAH

I A2 B o DL (P R 2 — . B )R T T e
G R B AEYFRCY) . Lin S0HE T T XA
T i 2 (DHA) X A549 Jiife 40 g #5254 vh TCTP )%

ISFREE A2, K3 DHA #ef% i TCTP &
AS549 dHL R RIS AS49 i H ) 3 5
B671. DIk, BFFCEIAA TCTP nf LUEAIRTT 3B/
211 2R fi g ) — N A A A
37 TCTP 5BAEHXR

B R (0S) /2 — M R T 75 20 4 1 % M i ik
. —HEUCR, &R R AR E R LT AN B
. Shen ZEUiHiT qRT-PCR FiA 4347 T 15 f1] OS
AL TCTP IRIEKT. SR ER, a4
TCTP ) mRNA 7K AHXE T Bl E % 23 & 1R
25 4 ff5. A, BEFTHEHE Saos2. u2. Mg63
SF86 4 P A\ OS 48 g i 45l TCTP (1) 3R 3E K,
TCTP mRNA /K F-7E 4% OS 4 i Rt mRis. X
$E7R TCTP {E OS [ B E 72 A 0 ¥ 7 EE 1 A
t, NIRANBEFE OS 4 FHLHIANE 55 R g2
SE T HEA

4 = e

iR R A AR AR e — N AR R, AN
U N 7T AR A AR S 2 R IR ISR . B
R TCTP 45K A=A D se oy 11 I HLAHA
RIASWTER AN, AATTR R R 21 TCTP A 5 3(
M2 Rtk SoRTERE RN, (R — BB T s
AL A TCTP E45 e ¥ % b 0 AE H R 5 B ik
7, AT AP TCTP JCiR £ A 573 s 21 f 412
HE 1 55 45 17 s 1A R 2 AN G 7 RE 314, T TCTP {2
TR e 72 )1 P BE R S e 01 IR % R 8 T SR AN
B, AR T)TRBETAEE R AREIT. 534k,
TCTP {£ 2 Fi & b2 KIL$27R TCTP & —FhiE
R HA BT E RS 2 Wb, TRy 57
PER) TCTP #bl 77) sl Hh ANP L B o HE S BRa v 7
FEAL TR X TCTP S ik 51 1K 43
THLHI R HE— 2B TC, RS RSP iR T R AT &
CAEEEE S 98
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The Structure and Biological Functions of Translationally Controlled
Tumor Protein and Its Role in Tumor Progression’
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Abstract Translationally controlled tumor protein (TCTP), also known as p23 and histamine releasing factor
(HRF), is highly conserved and homologous among plants and animals. It plays a crucial role in cell apoptosis, cell
proliferation and differentiation, cytoskeleton rearrangement, inflammation, and other important biological events.
TCTP also correlates with tumor progression. Research on TCTP will not only contribute to a more comprehensive
knowledge of physiology and pathology cycle of many tumors, but also discover a novel therapeutic target for
removing tumors. In this paper, the structure, biological features and the role of TCTP in various tumors are

reviewed.
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