HiskEEeH I
588 2017 12 A

K E B K % % #
JOURNAL OF GUANGDONG MEDICAL UNIVERSITY

Vol. 35 No. 6
Dec. 2017

BFEAmEE TS ERERRIER

EEH, BEH, R A

(REMRSEREER, | AR 523808 )

B E. BREUYMFET-4(programmed cell death 4, PDCDAE:E BN T EK10q24, FExtHEES YRR
HHETESYIFAFS R, T FMBIEKEMH ME AR, PDCDAREALEEHEFHFREFETIHIEEES, B
BE&ESESER, HEWEMAIYEE. 8. BB LMY, 2GR TPDCDAEEHBBEARP - TILH . &

B EWE RIS R R
XKW PDCD4; SEEMIE; &R0t
hE %S R7353 CEERIRA: A

NXEHS: 2096-3610(2017)06-0588-04

Role of programmed cell death 4 in colorectal cancer
LONG Jia-li, YIN Yu-ting, ZHU Wei" (Department of Pathology, Guangdong Medical University, Dongguan 523808, China)

Abstract: The programmed cell death 4 (PDCD4) gene is located on chromosome 10g24 and inhibits tumor progression

at transcriptional and translational levels by blocking the eukaryotic biological translation initiation factor complex eIF4F

synthesis. The regulatory mechanism of PDCD4 gene expression in colorectal cancer (CRC) is sophisticated, by which

involves multiple signal transduction pathways and affects the proliferation, invasion, metastasis and drug resistance of CRC

cells. That review summarizes the molecular mechanisms, expression and prognosis of PDCD4 in the development of CRC.
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PDCDAEFHE R XA F/IRELBRHI, HEHRIE
5, AZEPDCD4E:F {7 T4 k10924, 4K
AL, SAKER—FHERIERERE ., PDCD4ER
i HEAPRTHIRIEMA-355 1 5 E A% 4 i B
FAR 15 F4A (eukaryotic initiation factor-4A , eIF4A)
NIRDHREIRAE &, M cIFAAMR IR HEEEIE 4 A T 0 ]
BREEESMMEARKNEGRY, AT EHR,
PDCDA43E [ 885 A K BielF4A A2 T H %5 s 4
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EE®N: BEF01992-), &, EEHLHRA,

“EEEE: & BHQ970-), B, B, BEE, wt
PR ERIE,

RAEEMHEE, B EdRERROEZRHES
(nuclear export signals, NES)## 2| 4 fi3g 1,
SCHRIE4EPDCD4ZECRCR BRI 4 F LM . BB K
T J5 I S A B ST R AT 4R

1 PDCD47ECRCEZEHEIS FHLH

1.1 PDCD45CRC¥7. A itak o -FhuH
Goke P £, B 25 RH#E T A4
Jia R A4 i M B 13 38 1 (cyclin dependent kinase 1,
CDK1)FE KK FEFECRCEH AR ER A&
PDCD4i@ i b 8 p21Wafl/Cip1% 3 i # # CDK 189
Rik, W B L. AL B EEPDCD4
F DR 2 16 F090 ) PI3KY Akt 245 A Y 390 1) JELAo7 2 o
AN SWABOME A 5 S AU -1, TiliZ &I,
FI3E P A 1T SW4804H i PDCD4%E FH fil fhAE K
[ F~B(Transforming growth factor-, TGF-B){g 5
BN FKERT I RICRCHI R B . i £ ooEg
1% B3 B5 B 34 JR B (Aldosereductase, AR)T] F & miR-
21 353178 1$ ROS/AMPK/mTOR/AP1/4E-BP13& 12
HMPDCDA/K T B IR 4 K R FiE R4 R 4 A
KB,
1.2 PDCD4ACRCLHmfAZ £ . #745 ¥ A0k 45 -F il
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Yang %P 5% 3% B PDCDAK: (K 5] B A5 22 R 15
AL BB, I 3 Bl i B BB B 1 (Mitogen-activated protein
kinase kinase kinase kinase 1, MAP4KI1)& H ¥ 5 i
il c-JunZE FH BUE FEE S0 B F AP- 1 st i i)
HAGEBARAIRSE. BB AR EREN
BEIEYE, WangZUOR B, PDCDAE AR BLEHE
JRIEHT2940 il 2 AT “E d A 5 28, PDCDAZER R
B ] {8 5 P B-54 & 4 (B-catenin) FMIAP- 1R 1530, E-
45 % 2 F1 (E-cadherin) & iA J8i /0, 1M 1& ¥4 ) B-catenin
A] ¥ 1% B—catenin/Tcf(T-cell factor 4K 55 5%, HF
Tt SRS E R A (2 28687 . Mudduluru®5 ! A5
BREZEHFBETAP- 1M H miR-21F R HY, BE
PDCD4E (AL ERE P HIRE, 0H] by 40 fay
¥ . BERMENFERE . LeupoldF['HR & TPDCD4
BB Spl/Sp3E K H T R R R BEEEI A
Wi JE 384 15 9 % & (Urokinase-type plasminogen activa-
tor receptor, u-PAR)ZF T 1) # 45 B A7 i 928 40 B B9 A
RAMERE,
1.3 PDCD44 X HCRCY 6948 % 4~ F L4

% E ¥ 15 98 (Inflammatory bowel disease, IBD)
.35 B Z M 55 B 4% (Ulcerative colitis, UC)FI5E % B
fRtELE %48 (Crohn’s disease, CD), BEHWE AL .
RENERER, BREEHERIEFPDCDS R
TS RIEWCRCHBHERAHAE . Ludwiggl5y
&3, ESNEIBDHLUFA RIBDHX AT A RK
AR A B PDCDA% R 35 B 3 K T Jo 15 HEIBDA LR
R 5 &5 A 1R B I R bR A B PDCDAR%L &
5o Schmid %% B4 AE A X B B W41 LB 2
PDCD4E A%, H ALK T B 5PI3K-mTORSE 538
HEX., EEEREHT, PDCDARRMHPI3K/
AKt/m TOR{E 5 & T W b 4 F S6K 1(Ribosomal
protein S6 kinase beta- 1) ETE LR B RREAE KA
F 13 R (IGF- 1R 1l 716 97 45 B I 7 M Bt
PDCD4AE B ) k= I 3 45 B R e b R 4m B s 7,
RBFE RS R F [ 4184 ZIL-6(Interleukin
6Kk, FHIMIRIESH FMELRKE F (Signal trans-
ducer and activator of transcription 3, STAT3)AYJ &
JEU, A, 8 a3 30 4 7 sgp130Fc(soluble gp130-
Fc) BH BT IL-6/STAT33# % 7l % ¥ PDCD4%E (K ik Z X
RN b S R #EE . RYIPDCD4%:
P = A BB 5d b R IL-6/STAT 338 B4 3 45 g 4
S5 RMZCRCI & B . Peacock %5 IR 4 g B 52 40
MR SNF 5T & B, B0 5 IR & E2(Prostaglandin E2,

PGE2)H] | #AmiR-213& KK ¥ & F#PDCD4E HE
XK, T 8 B 3R 4 A B -2(Cyclooxygenase
2, COX-2 Yl FINS39874 ¥y o] & & B R miR-217K
R INPDCD4AE H K, EHmiR-21ECOX-24
FEPRIA 4, BOBFHE LA S PGE2AL R4 MlmiR-
218K, FEBEPDCD4%E [ T T 45 B
BB
1.4 miRNAZE # %5 K-FA#EPDCD4M B 49 &AM
# %" CRCitt B

microNRAZ—Z IR F B KNy FAERS 5
HERNA, @i 5REFIUTRE S, M EH mRNAF
FE EEREAEmRNAK i E TR ERKTIEE, K
EFREH, PDCD4E F R H i microRNA MK 1 2t
, X HmicroRNAIE 13 17 75 PDCD4#Y 3 34 7K it

FMCRCH MM R REMER . /3 RIEHCRCE

AsanganiZE U818 — KR 18 T miR-2 138 i ¥E [ 4
FFPDCD4%L H 3'-UTRT F B PDCD4, i {€ i#
CRCHBRA . MEREME B . miR-217] # &
PDCD4 Kk Wi T4 B AR 4l 1857 25 Wk
Bt . WuZ % BlmiR-217] 3 1 4 ] PDCD4Z %
- FRKOZH L% 5-FUR B RE L5 HITH 25 . 55 5h, PDCDA4
EmiR21FEN FRIEHCRCEEFR TEEEH,
AndoZ PO Y R B, UCE MRS ShiH & CD3
T4 M B miR-213R 35 K F F B, T PDCD4% 5 Ft
. BRmiR-21F0145 B T4 Mg A6 5% 38 s AT k76 PR i
FURHETH MR N R HEER . Shi%P U NICRCA
BRALR ., B RMEXEEEBECAOHAL S
CAC/PDFIERIMZE AR EH, miR-21FEKFEBE
WE . miR-21F BRI I B2 E PDCD4M 5
7K T 42 13k 8 5 4% B F NF-xB(Nuclear factor kappa-
light-chain-enhancer of activated B cells)¥# & . H
miR-21AER /N AR R RBUBHE F(E RN &R
IL-6, IL-23, IL-17AMIIL-21)#E 51K, E-cadherin
34 fin B B-catenin. ¥ % H F SOX9 FHi & KI-6778
2>, PR A Y S B RS o

R & B E A —EmicroRNA W 7] H#PDCD4F
PTG EREN AR, MuppalaZ22G il & B, B
J& £H 41 P PDCD43: B fimiR-34af0 F XA B K TH
N IE H ZH 48, T 4 B RS Bt 43 F CD24(Cluster of dif-
ferentiation 24). PYJ# 5 Kl (Sarcoma gene, Src)i
M IE# AL R, HmiR-34af1SrcE H/K -2 AR,
CD243# 1% Sre, 5% c-JunkE R Sc-Fosi R £ X,
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TimiR-34a7E %% R 5 F I CD24MSrc, LinZ PP 5%
R, JRALHE B R 41 iSW4804 miR-499-5paR ik
KB EE T E R ERIEM M EEB L4 MSW620,
miR-499-5p A M HIPDCD4f F35, HH# K HmiR-
499-5pfR #HASPCRCA MR IB RS, FHERIK
PP . IL-6/STAT35E S 18 B B BIE i hn %
KKF, EFEEMmIR-181b7] FiEHCRCH HPDCD4
Kk, EPmiR-181bF{EFF ML MER, MW
HICRCHIMAYE T, 37T B i3 ¥ i) ¥E A FPDCDA4
PR T 1S3 S A R AL/ B e i A 24,

2 PDCD4EREELEHEPHRIETHUEFIE

PDCDA4) 315 -5 45 B i 78 1) TG 1 B 5% Y A
%, MudduluruF>HEd G AL LR AR, E
B RIEFE I R PDCD4, TERE B %PDCD4E
EW />, MAECRCFZPDCDAL AL, A
CRC B PDCD4FIZPDCDARI R R E S B E B4
HREREREREFREERL, PESKEDL
B9 78 A T8 A bR 41 4R R PDCDAFR A K B E KT
B 57 4 4k B9 b 9 40 216, DukesBHH Fl CH H 1%
PDCD4/K & & K 8 A F# (Overall survival, 0S)X
Toi% HE FE % (Disease free survival DFS) H, B PDCD47K
B &IOS K DFSHIK; M#EDukesDHiH, {KPDCD4
FIER R E HLEPDCD4FE IR B FHOSEK, PDCD4
% 357K € S Dukes' B, CHIDEA 81 7 ¥ jg B
F, PDCD4ERERILK T BE HHEN— 1 HE
MM MBEEER, RKATBTRAEFREERA
4. REREMSEERE, IHKRPWRKEPDCDAE
S FERR, B B FRE RPICRCE H EP¥, Ferraro
S 29 55 th 32 B 4% Wi miR-21-ITGB4-PDCD4T] {E X
CRCE: BB E F.
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