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Research progress of programmed cell death 4 in cardiovascular diseases
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Abstract: Programmed cell death 4 (PDCD4) is a tumor suppressor gene, which exerts tumor suppressor function

by affecting transcription and translation of related genes. In addition, PDCD4 also plays a role in glucose and lipid

metabolism, insulin resistance, inflammation, oxidative stress and vascular endothelial function. In this review, we

summarize the differential roles and mechanisms of PDCD4 in atherosclerosis, hypertension, myocardial infarction

or ischemia, and diabetic myocardium injury, etc, so as to provide reference for clinical treatment of cardiovascular

diseases.
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1 PDCD4iu5FE54S. AL R EMF ThaE

1.1 PDCD4gy% FL5#a

1995 4, HA2£%# Shibahara %5 7 £E 5} 77 4H il
P T N K B0/ B, PDCD4 3 BRI 78 40 i /% A2 75 P
PEFET I #7155 EIF 5 1999 4, Soejima %5 ™ M
JBZ 5 83 2 il cDNA 3C Fg vh 43 B9t N PDCD4 A,
DNA 4K 4269 kb, & 13 MMET, cDNA &K
#)3.5 kb, HguigX %) 1.4 kb, Frgmtis i (A%
51.6 kDa, .7 469 N . PDCD4 & (145
FREAE « AP EERIEEL M MA3 (mitogen
activated 3), 437l 7. T o Bt (164~275 aa, m-MA3) #ll
HEAT C it (329~440 aa, c-MA3) ; N 3 2 > RNA 45
411683, (RNA-binding domain, RBD) ; 25 (4 ] &%
H—"MZESLFH (nuclear localization signals, NLS),
DA — AN SRR AL A7 25 (40 51 M Ser® AT Ser™)
(K 1), PDCD4 ] MA3 I fg sk 5 B A% AE VBT i i
U5 A F elF4G (eukaryotic translation initiation factor 4G)
1) MA3 Yy e [FYR 1R =, PDCD4 @it 4> MA3
e 856 Pt 5 F PR 4R R 1 eIF4A 1 N i Dy g
WghG, 0 eIFAA fETEREE L, JE ) & A%
B Rs P,
1.2 PDCD4RYFRIZIFIZHHI K S HIHI4E A

PDCD4 (1R 1A 52 B #5 5. #5305 UL Bl
| A MK 2 B U, PDCD4 1) #;
SRR, A3 X H RS PDCD4 1§ 55%,
WAE #2282 Jo 938 A0 98 48 B o PDCDA4 JE 3 1 X
5'-CpG & (-251 ~+918 bp) HH:AL 4> 38 PDCD4 %
DRI DT BR, R A B % T 4100 o) 750 0 W] 338 % HL 3R TE T
B2 gbAh, — SR F, 41 FOXO il v-Myb.
p53. FE WIS T ZBP-89 FBE IR & hk g I 3B
(glycogen synthase kinase 38, GSK-3pB) %, #{iESEA]
456 3| PDCD4 JE 8+ X s AE g 7 o X, i
(e LG R U Y FER R R KT, B8
22 B | K = R 1) BY % [X -F 3 (serine/arginine-rich
splicing factor 3, SRSF3) REn[ ] PDCD4 mRNA [
EFEPEEIY], AT E S H 5-UTR 454 3 #0|

1

v
Ser¢7
N-terminus‘:I

NLS RBD-1 RBD-2

HpEE U, 2R AR IS RNA A 5 7 4Rl
HIEL Y PDCD4 [)3215, PDCD4 mRNA [¥) 3'-UTR
CL 0 IIE S A2 miR-21 f 45 4 5 5 U, miR-421 Al
miR-183 %5t 7] ¢ 5 M Hb 5 3L 3'-UTR X &5 & M
P e 208 T Bk 2 Ab, miR-16. miR-127,
miR-23b, miR-532-5p. miR-150 il miR-499 & 1 A
LI #ER] PDCD4 kT N RHEERIE P BR T miRNA,
IncRNA, 11 IncRNA MALAT1. IncRNA DGCRS5 /I
IncRNA NBAT1 &5 H P o> T 2ndlii| PDCD4
Fik M, gbAh, IL-6 AELLEGE STAT3 1P 4: Bel-6
A 2 SKefigidt Bk6-PDCD4A FHEAER, i PDCD4
IR . BT PDCD4 RASH BN AKT HIRER
AT 55 Ser® F1 Ser™,  fif LA PDCD4 7§ % Ji5 45 [
JRAE i K7 7] 52 BB R AL D32 R AR AT P 42 1,
PDCD4 {1315 %2 3| 2 B, W HLHI R 44 (E2).

PDCD4 il it > MA3 45 f I H 42 5 elF4A 45
By P LR SR AR TS, B0 R U R L I 3R
% ¥, PDCD4 5 (1 R iEE SAX £, W p53. pro-
Caspase3. PI3K. Wnt. ATG5. LXR-a. Sinl.
mTOR %5, M S0 i 4 it (36 5 . T, k.
228 LL I ARS4TR8 2T, PDCD4 B4 IE 5K
102 P iE R R b R A TR BB AR, A FE FL IR
il Hm. eSS, & PDCD4 ik ] B 2
R A IERE 1228, BT
% (4, 24-25]0

2 PDCD4E 5L MERFIHE

PDCD4 7£ i & Hh A it st e %2, (R HAE O
1A 50 H AR I S AR 3/ o il R T 3R B,
PDCD4 W] 52 i C» Ifil 8 58 45 2% 28 248 B (1) A2 ) 5 Dl R
M 5 R AL ST O URESE B i
DA KR BRI Ao FLAS3 4 5500 0L 785 075 1) i Fg o 2 o
2.1 PDCD45 5iEiEmnBKSHFREL

IRk FERE AL (AS) A& B R LA —Ffc ifi
BRGNP RREESR, AN fE RS A
FAOLHE R AE I« e R L AR L MR B
WEFCR B, M NI, BRI, P8 ULgni

Ser4s7

NLS
469

&1 PDCD4RYEHITIRESL
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FOXO
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BCL-G,STAT3/\

MiRNAs(miR-21,
16,127,155 etc.)
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2

PDCD4 [Bg

[\

IncRNA DGCRS,
IncRNA NBAT1

o BERIEE
= BFREEHE
Ubiquitination, — EE{léﬁﬁiHE

&2 PDCD4IFRIEIEIZHLE

AT 40 M /e AS R i FE AR ke AR A BT, 0
PDCD4 ] i@ i (2 HE 40 e T $0d 8 5. o Es H
I 1175 5 9RE SN SR Nk AS #EfE . PDCD4 2k B
W T ENRRE G (oxidized low density
lipoprotein, ox-LDL) 5 5 [ /)]s i I 41 A 5 W5 ¥ »
Pt AR 5 43 A, AT PHL L 500G 200 A 2 L R v 3 A
[, 75 F IR IR0 ApoE” /N, PDCD4 ek
B3 LR T RSB b i B A e, R R
THERAZEA AS AL ; EHEHE SR, PDCD4
A FIIE M40 B W3t T AS IR . X uegE R
KB, AUETE PDCD4 a1 i) [ W e 2k 0 4
U5k UK 4B I R AS 1 R R, it T
PDCD4 132 1A e 13F W 20 i F Wit T fe A5 R TR 97
ASP*P), Jiang %5 PV SR F w5 Mg X & VB 9% PDCD4”
ApoeE” IUESIE/IN R AS #4551 L 0] PDCD4
BRI LB AS BEELIAR 5 JEARREF7 /) BRI AR
E VR0 i, 45T ox-LDL i3 5 & 3 PDCD4 it
ek E R IL-10 (IR 5 [N, AS BERELR
Y v TL-10 f ik 0 13 ; {HAE PDCD4" /)N B,
AS BEHerr, CD4™T 4i g v IL-17 Rk B K. Ml
HilA L K I, PDCD4 nf @ik ERK1/2 Hl p38 MAPK
TP IL-10 [RIE, (2R AS AR E
Jiang 2% P 3@ ik AR K £ W SR AE AR S AR A R 41 g
AR SO R B, PDCD4 §J:] LLBFK AS # CDS8"
T 40MLI T 40 L, SN 1 T 4000 (Tregs, CD4’
Foxp3") W&, FE PDCD4 & n] L i 5 3t
SRIES A1) 43 () 2R Sk 2 v g IfLRE /S BR A
FIEAUM T AR, X AT BE/2 PDCD4” ks> AS

BEHRIE S HIHLR 2 —. Xu 25 BRI B K2R
Lol A AT Lol b miR-21 #)1#] PDCD4 [f)#%
ik, BT ApoE” /N B N IAET AT AS BEJE
Wang 25 PV B, E3 32 &R % B WWP2 7E ApoE”
AN R TE BB BRI, WWP2 i A AT 2 ox-
LDL % 5 [ A it &% Jik N 5 48 B (human umbilical
vein endothelial cells, HUVECs) {5, il PDCD4
MFIE ;s k2, WK WWP2 J{Z 3 ox-LDL 5 &
f) PDCD4 ik Ei, 4 HO-1 i %, k1=
HUVECs F % A B B0 28 iE 4010 5 DL &5 Bk sk,
WWP2 ] f¢ 3@ i PDCD4/HO-1 i 12101 AS 3t J& .
Ye 2 BRI, miR-155 F1 PDCD4 78/ iR 3 5h ik 4H
ZAH1 ox-LDL Ab 3 ) RAW264.7 40 i h 2 ik T+ &,
miR-155 A B 40 40 fu IR 715 5 7% M s E A 1
(suppressor of cytokine signaling 1, SOCS1) ] K 1A,
i i3k p-STAT 1 PDCD4 ] ¢ 3% LA Sz {12 % X 1 IL-6
F1 TNF-a (1724, %5 L, PDCD4 5 AS #tfE.
2.2 PDCD4&5EME

o I A — b LIRS o, A 2 o i I
HOREEGHH, Gl O, O3B E
s, HORRMLEI RS EE. W AN A
[ Z=ALDT. RAAS Bugas B BEFTIUESE, PDCD4
ZH5EMER KA S KE. Zhang %5 P ik ] 270 41
S & ik 25 A 1E (acute coronary syndrome, ACS)
TAEAM RN R, I H S N =H (R,
R AR . ELERARA ) 5 Pearson iE TS R
7N, ACS 3% CD4' T 41 i PDCD4 mRNA Fil £
HI o I8 7K 35) 5 1 A e 1t 45 SR 52 IEAH 5K 5 (R,
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£ ACS # ¥, PDCD4 1] fE 5 Ifi JE A8 5 P A7 E —
JE M REK, H PDCD4 5315 B 4% 7 5 30 32 5
PR S, AR L BRI NLHE 75 2k — 0 1R
Who T2l Rk i s 00 A 3 AL 0 R ot S i UL 48 B
(vascular smooth muscle cells, VSMCs) i /& 1 5 gl H
P2 230H], Green 25 B R BLIS M B S2UR BN iti
ik VSMCs J& a] $#l1 ] PPAR-y i 14 3 1M i€ 3 miR-
21 F ik, @I R E PDCD4 3 i /€ #F VSMCs
b EE R AR oA, (eSS AK S R . Wang
5 PVE N B E SIS TN R s ik m R, K
I IncRNA H19 K& i, miR-200a 3£I& LI, 1
PDCD4 &3 ~Nif], W PDCD4 2 5 izl ik & & &
IEAE 5 45 THRREEFRIRYT il b H19 #E R
miR-200a, [ miR-200a X 7] 471 i) il 4z ¥ K| PDCD4
3Rk, & PDCD4 &k B, )k &
BNk VSMCs 1355, F W48 E AT EN H19-miR-
200a-PDCD4 15 518 it 24035 1M1/ 25 38 R il 3 ok v s o
FIRE, TERF & G005 5 10 3 bk s e K RS 8 b
P, ERGE T #2405 T 0E STAT3/ATF6/ H
WEER [ N, [fR PDCD4, SEUMzh Ik VSMCs 1
5 / 3ERS A FE 9 M, White 25 “YAESE, Al
Rk AR T S TR, @ s
PDCD4/Caspase3 il 4% 75 5 4 Jg 98 12, 3k i 2 4 i
) ik v R HE FE . Wang 25 Pl i fi B Angll &b 2
HUVECs A1 J5 A N 3 2l ik N 5 48 #fd (human aortic
endothelial cells, HAECs) 4 & {4 &1 /&5 Il s 4 ff i 78
KL miR-532-5p (I FRIEFEAK, 1 PDCDA4 1)1k 1Y
hn s 38 3 #% P& miR-532-5p mimic 5 Ff ik PDCD4
W0 R 8 PDCDA4 [ 2 2 1 4 i 4 B T2, E sk
PDCD4 "I 5 N i 1-2 5 & s 3 e .
It 4h, Watanabe 2 2 {52, Angll 7] 3 i miR-21/
PDCD4/AP-1 15 5 18 #% 15 5 TGF-B1 1L, {2k
I A O S 2

2.3 PDCD45:/p#E%E sk Bh i 7%

F 58 K B, PDCD4 7 Lo JULAE B8 AN G 1 5 8 v
P b R B ATER B, Wang 25 Ui g
AL A ME O WLFE BE (acute myocardial infarction, AMI)
ANERABE R R B, O LA ZH R miR-208 3K IA BRI,
PDCD4. IL-1B. IL-6 Al IL-8 % & JF &, 1 IL-10
ARG s L1 miR-208 A4l PDCD4 Rik, 3%
BEAR/N RO U SERR G R 5 Bk e L, PDCD4 2
50 WUREZE 5 3k . Li 25 ™ & I, miR-499-5p
FE B 5 IR BT O ULZEL R RS 25 10038 A2 K SR UL
Y f b R IE K P B35 BEAIS, T PDCDA4 ££0 L2

o 72 miR-499-5p ) B 42 ¥ bR, miR-499-5p i ik
AN i PDCD4 B &1k, /> AMI o LBEBE T AR
Qi %5 M 50% G TAL B WLAN L HOc2, 2
SR - TR RIZF (oxygen-glucose deprivation, OGD)
YRR, R BLE S TR AT HE OGD 5 5 (10
VLA R 58, ek /b 4 1% 77 kb LDH R, -
WA H miR-21 fIFRIE, T miR-21 # 51 PDCD4
A PTEN (1) 3Rk, [A W % 5F K IL-1B. 1L-6 Al
IL-8 7K Pt &5 3 PRAIK 5 i 5CE S, PDCD4 Al
PTEN 52 miR-21 [FJ#E5E[K, miR-21 A[j#iL PDCD4/
PTEN 15 5 B 41 l] S804k SR 90E S B, 98 oo
LBk / P REVESRT . Ni 28 48 ) LPS 5il3# HOc2
Y f5 &K B, RNA 454 2 A Lin28, PDCD4 LA &
fEPE T [K -7 Caspase3 Al Bax [ %74 i, T Bel-2
(1235 T WK, Lin28 Af LAE# 5 PDCD4
mRNA 454, 1M IncRNA HOTAIR it ik A] DL 5
Lin28 4 3 [1) PDCD4 f2 7€ 14, fidt LPS i T 1.0
WL4H B %8 AE A1 8 T2, 3R B HOTIAR-Lin28-PDCD4
M E O LT M 545 v A EE A 5 1 P o Zhao 25
R, NO VA AE =S BT, R4
¥ IL-6. IL-1B Al TNF-o LA & PDCD4 [f] 3 ik ¥
FEARHE B ¢ BT 90 R B PDCD4 & miR-181a-5p
(PREEEEE, H miR-181a-5p AL Gu O L4
PDCD4 mRNA 7K ¥ f#{%, & 9 miR-181a-5p il it
1 PDCDA4 i) = 0% 175 5 16 O JUL 20 . 28 1 4 4%
Zhang % "RIL, TEGRE - 2RSS IO WU
PR B R TR R R, IR B ) i R T A G
Fik, {E#t PECAM-1 f1 eNOS #ilizfk, W% YAP,
i S i miR-206 [1ZRIAHH] PDCD4 H13Ri1A ;
LA SRR, MR B ) /i i YAP/miR-206/
PDCD4 15 5 i il O LB 0L/ PN 7 40 B R T
T ek 4 0 LA I P B VR 45 . 48 1, PDCDA4 7E
O U R A R AR A
2.4 PDCD45HERF AL

PR A O ML S5 ) e S DR 36, FE R R s FR
BT Ol R AR 2 BB AL 8 1 I ROE A DOy IfL 3
RGBT W RPN, BER 5]
(RO LI B8 b S . JORE SO L i B B BBURK
PEL BT IE AL DL RO LA i T 5 B, FE R R
i KB, PDCD4 & & & Jt R, PDCD4 mRiA
i 2 2 M T TR S AP B4 A ) e R
T R 75 508 PRI S0 I 38 72 98 55 At I ROE (1 R
Az, PDCD4 9 W AT 2 A R K BCREIR 5 LeAt,
PDCD4 5 235 1 s IRk B MR 1) /0 BRI B 2= 41K
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P, IR I T w0 A A I 52 M R B 2R U
P BY, BFSCR I, B PR RO AR HEF
AL, R RIS, T H T Bax,
Caspase3 fl PDCD4 [ &K E T+, Bel-2 EH
FIE T 5 gm0 mrimid Eif miR-21 #i] Bax.,
Caspase3 M1 PDCD4 (1) 314 3 M il o VLA R T,
Pk O LN A5 45 . Zhang %5 P9 k@ T PDCD4
DR R OB, I8 v R TR MR SR A B SR K
AR, RIS HRAA L, PDCD4 i bk 21 7 %
PR R R R R MHESE N, H PDCD4
5 DRI o ) 3 3 R PR K R e D R A IR
AR S5 R IR B 2T, 3 T el A PR O LA A
Zi b, PDCDA4 Z: 58 IR S Foot L0 405 1)k e il
2, HEAEPHE TR

3 PDCD4iF#% L I E R mAVAE ML H

O IV () R ML o S e AR 3L %%
E N SEHk B ORI P R T BE RS R
PDCD4 7E Il N R 40 . P VLAl . e & g
K E RG A RIE, B R R E
War . B AT S R U, DA S N R 4 Tl
REBR . AR B JORE [ B LA R A i af 5 A6
EEHLH], S50 M Rt R .
3.1 PDCD4Z 588 RN 58 R B

CAT HF FEIIE S PDCD4 5 8 A 25 AL IE A%,
PDCD4 i 2 0T LAY /b i J5t AR 2% 5 60 K 40 i T s
MR ZIThARESE . (R ME 2 B LA A E &
HH ORI, PDCD4 54k 48 ORI 7% H i = Fe &
BIEMSE BN, AR IR A ME SR ) PDCD4 [ /N B
RO AR R, RS RBURERE R, R
B, AR AR R AR, H i = R E [ K
FREAR ;s BFFUR I, 1E PDCD4” /MR, LXR-a
Foik BR{EEIRE RS M 12 82 ABCAL F1 ABCGI
Rk, JEHMHI 5 e 7 & B AH < ) SREBP1, FAS
H1 SCD1 [k, 1= #2<¥ UCP1 Kk i B,
eAh, miR-21 3@ i # 5] PDCD4 1] TLR4-NF-«B
W, Wk LPS B A A ) e AR SRR
RANHTE i . PDCD4 38 /] Jii s i i > U5 1 41
J (adipose-derived stem cells, ADSCs) [ fiii fij 41 g
o4k, $M#H) AKT @ #, BEIE cyclinD1 ik, #
MBIk ADSCs M G, JHIa) S WAz, Jfdnd 4 H
5 T T T B0 I L A Th REREhS . A PR A4 i
LEAAE Y, BRI PDCD4 #4580 LC3 ik
ARV B AARTE TR %, R PDCD4 SR ME T H

WG A 3 PO R o R 0 — 2 D I L A AL D
TR, I foe 24 5 v IR ILRE /N B AS 5 A8 Y
elF4A X i it F W) s B Dol R, 1l PDCD4
AIEIL AN eIFAA [R5 EA LT H AR IS ATGS

(s . 45 b, PDCDA4 & Jig 5 Qi o 1) 5% i i
AT

3.2 PDCD4ATEEENR SRS RN

PDCD4 2 54 & BEARH, I 51 5 =K Hak
B 41 Mo Iy e B 5 5 OE A G, 7E R R W OK B
PDCD4 IR IA R ZE T, Jlm M =K 1. TR 5
R 1 4 SR R B 41 i PDCD4 (1) R A th 3
T 09 SR I R R R B A TR RN RS B
F LIRS miR-21 Rk, [\ 2 BORE R /N R
JE B 3 3% miR-21 W BRAK A K S, (R 3R R B R o
W, VESE T miR-21 7E 2 8 JR s R AR B 40 i 1 AE
WATRRIER ), tsh, PDCD4” /NG i LXR-a
(22 0 e o 3 0 5 SRR BT, I 1 R U B
W72, PDCD4 ik N Al N (L T2 Bad.
Bax 1 Bid () 31k, AT 4 o6 & B 40 f e T %
FIRE, ZERIRIREMEIRN PDCD4” /INE AR R,
IR A2 PGC-1a 1 1 1 5 3505 %) B8 16 HURH O¢
FEK GLUT4 KA ¥ 5%, &7~ PDCD4 fik 2% 7] LAk
3 5 R AHLPT ™. Shen 25 7 R I ey R A O ot A=
KAN#HF e PE LA 5 (growth arrest-specific transcript
5, GAS5) il miR-21, {2t PDCD4 f{j&ik. [FFE,
e W AR A SR BB R B N R b R A e e
il CaMKKB ¥ AMPK ji# #%, 12t mTORCI
7S p70S6K WL A PDCD4 [ B&fiR . Ak,
PDCD4 2 55 i) % WEAC U AN IR 5 K 72, (R A
PEHLEIEAE FEidE— B0 5T .
3.3 PDCD4FSIERN K INEER A

IS PR 45345 F0 Dy R R g A2 22 o I B 3
ARG AT . Angll HIl ¥ HUVECs 1 HAECs 2>
TRk Py R AR T, RIS H] miR-532-5p HI 3k,
1M i PDCD4 1381k, 1id & miR-532-5p 5%
MK PDCD4 NI 2 25 401 Angll 75 5 1 P9 Bz 40 i 03
T2 P9, Song %5 1 K BLR FH — Fh 5 2% ACE #0i] fik
% B VSMCs J& 7= & (1) 41 i #h & 3 (LEVs) &b 22
HUVECs 1] L] ox-LDL 55 PDCD4 ik,
M 2835 N 2 4 i ) e B 4% . ox-LDL 4t ¥ HUVECS
2Bk A AR TS R AR, R B FRCIR
RNA circ_0000231 i, miR-590-5p 1] PDCD4
O REAK cire_0000231 A i % i& miR-590-5p 1
A N il PDCD4, i ox-LDL 75 511 A S 4l 12
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A 28 0 e B U, Fei &5 U W4F 52 ox-LDL {2 i3
HUVECs N PDCD4 ik, & H R 2K H %%
fiff 5 (protein arginase methyltransferase 5, PRMTS5) ]
Fik s A T EIK PRMTS £ 40141 PDCD4 1)
FIE, 3% ox-LDL 155 1 P R 40 B T2 S8 A0 BLI
RIE LA REFEAT, IR I N B A i . fE
R I P A 5] i A Y R 4 B A
PDCD4 ik i, p-AKT Hil p-eNOS i ; 1fij PDCD4
(U RTOE AKT 155 I8 B8, e KRR sk i
FEVETE SR M Y R ARG Y. 48 1, PDCD4
MRk LS5 e W DRt g 72 .
3.4 PDCD4EB5FHUNE

PDCD4 £ ox-LDL 1 H,0, 2517 5 (1) 8.1k N i
b RIE, Bl RIEFAME T, PDCD4
i RAT BT ek v M TR 15 5 0 I 07 P DX R AN
JF R S84 B 38 B> 71, ROS A5t E AR 2 0] #0141 miR-
21-5p IFRIE, LIAHEIER PDCD4 HIRIE, FFif
S AP T 7 #E ox-LDLH 4 i) HUVECs
W %<3 PRMTS5 Al PDCD4 i %%, f£EBE ROS 2E B
MDA Ft&r, PAKSTAALEE GSH-Px F1 SOD [)#&
KPR, T R PRMTS 7] 24 3% ox-LDL 5 $ )
B A N SR 7 s B JT K, PRMTS Al HiE S
PDCD4 454, ik PRMTS5 A fig il it 41 4] PDCD4
HESnS AT NI =R AN Cinl i T -~ /i
A KR ULE L I 100 pmol/L H,O, 1E FH 24 h i
S0 NLgH M S AR B, R BREOE NF-xB 1] 1E i
miR-21, Bk N PDCD4 [3£iA, # H,0, %S
(R LR T s [FIRE, HLO, AbFE VSMCs J& K3,
miR-21 & JHE, PDCD4 M &3 i, [EN &I
AP-1 J2 miR-21/PDCD4 ] N5 57> 1 HKE |
W, UESE T miR-21 i@ it #E 5] PDCD4 1 AP-1 /b &
H,0, i T 4n i s U7
3.5 PDCD4E5RIER N

AW FTR PDCD4 5 485E [ M 2 1EAH 5 157,
TE AR AL FE PR N O JUL AT A0 R A B 25 3 (PO i DR
I3 /I B HP S S PR T O LR A4 N AR, R B
IL-6, IL-1B Fll TNF-a %5 % 5iE K+ R & H iy, @ fic
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