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[ Abstract] Objective To analyse the expression of programmed cell death 4 (PDCD4) and telomerase in
myocardial tissues of sudden death patients with coronary heart disease and to discuss its clinical significance in coro-
nary heart disease patients with myocardial injury. Methods 25 sudden death patients with coronary heart disease
(cardiac sudden cardiac death in coronary heart disease group), 25 non-sudden death patients with coronary heart
disease ( non- cardiogenic sudden death of coronary heart disease group) and 25 dead patients without coronary heart
disease ( normal control group) were collected. PDCD4 and telomerase were detected by immunohistochemical method
and were analyzed among the three groups. Results (1) The positive rates of PDCD4 and telomerase in the cardiac
sudden cardiac death in coronary heart disease group were 27.36% and 30. 08% respectively. The positive rates of
PDCD4 and telomerase in the non-cardiogenic sudden death of coronary heart disease group were 73.58% and
76.22% respectively. The positive rates of PDCD4 and telomerase in the normal control group were 89.52% and
92.31% respectively. The positive rates of PDCD4 and telomerase in the sudden cardiac death of coronary heart dis-
ease group were significantly lower than those in the other two groups (P <0.05). (2)The median values of optical
density of PDCD4 and telomerase in the cardiac sudden cardiac death in coronary heart disease group were 2 776. 32
and 11 889. 65 respectively. The median values of optical density in the non-cardiogenic sudden death of coronary
heart disease group were 1 073.52 and 7 254. 91 respectively. The median values of optical density in the normal
control group were 987. 48 and 6 908. 27 respectively. The median values of optical density of PDCD4 and telomerase
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in the sudden cardiac death of coronary heart disease group were significantly higher than those in the other two groups

(P <0.05). Conclusion The positive rates of PDCD4 and telomerase are lower in the cardiac muscle tissues of the

patients with CHD cardiac sudden death whose median values are overexpressed, but higher in non-cardiogenic sud-

den death patients with coronary heart disease and in the dead patients without coronary heart disease. These indicate

that PDCD4 and telomerase may be the key markers of myocardial injury in coronary heart disease, and have a certain

guiding role in the clinical diagnosis and treatment of coronary heart disease.

[ Key words |

T O IEAE A — A DL O LA , 7T 43y
OIEPERESE S AR D IRMIESE . TR R IE A L
IILEHRE & 1540 13 12 I R 297 i A s e . (H
TR AFAE BAT GEIRME AN R T 14 1) 2 9 e o
25 KIZ YT KB i AR KRI ME . H AT N A
A3 1 AT A Ay 0o o LA 47 6 A ) A
ETEA R OISR LR A5
A WA HGEFR OG5 5 O NURRRIEA & % Y
MIOC AR, JUHS S 5 R 4 i R AL A -o (tumor
necrosis factor-a, TNF-) 5 3¢, TNF-o 7K 3T 15 4>
BOE IR ZE 0NN RERIMs . AR PPN A TN
4 ( programmed cell death 4 ,PDCD4) 25 T TNF-«a 11
PR, Rt PDCD4 AR A] g2 5 RS et bk 280 L2 g
PR — R bR o F3 A0, Sk 2 —Fh )2 A
TONPRE S, BRELL A B 57 R RNA SH IR,
AW A BT sRL DNA T3 8198 in 21 44 € R oK o, 5%
whohL B o s T 1 A A RS A ) 2 A
FEFFPESET:, RSk 5 PDCD4 {71 —Fh B %
SR AR SO R S T R — R I, %
P LML 7 J7 ok 23 A PDCD4 15 ik il 76 e oL
RO P RIS R 0 PDCD4 5 siiphir g o)
e ARG L IS 512 7 B (L
1 #ZREHZE
1.1 GERER WedE 2015-06 ~2017-05 7 B 76O
FRAET S A5 R B AR s 91 S A 25 R 4 R
FET R R 3 =28, Horh g T ek O s O IR MR SE AR
H 25, 55 14 B, Lo 11 i, AR 27 ~ 66 (47.3 =
3.6) % , AW NBNERWIG | d ZEHA0T, 5
I HABB A 5 5 8 T O AR O IR AL R
25 B, 58 13 4], 42 12 B, =85 29 ~59(45.6 +2.8)
% BFECT R RO T KR S HE e i fG 4r
BIWA WAL EI3 T YL F , F 535 T HoAth
RGP AT ACZE 2R R M 23890 . 3 AME
HHCTZEH 25 ], 55 12 5], 2 13 3], 4% 24 ~61(46.6 +
3.9) % FEN Z W BIE G o0 L S B
L2 RS0k (1) 22500 . PDCD4 HifAZE Al
1 R IRAE W) HOARA BR 2 w443, i B 4t 142

Programmed cell death 4( PDCD4) ;

Telomerase ;

Cardiac sudden death; Study

R B -REARHA BRA R A RIS HE, A7)
5 H bR & AL A SR E R AR
FRAS FIRAE . IR0 B H 4R Olympus AU680 4 H
AT E B (2) FRAs REE 580 Fr il 2 < ek
OO TR PERRSELE 5 56 O Lo IR A ST 20 S5 U
B kB A X 0 UL 2, IE 3% AT 41 ] R
BEAOE XML, FrARER I TER T
J5 24 ~48 h N, BRASSRAE G DA BRI IR =2 i
KRIGUIRR S pm JER AT, HR(50 ~60 C)
HEE 30 min J5 [ HBGREY . (3) S gk
B ST I D) 7 4% HR DRV 15 min x 3
TeKZEES min x2 95% %S5 min x 2 728K
3 R AT KA . SRS e B 4
MR, B EREEBE 2 min J5 3RS
MR, REET 3% H,0, R HIRHL 15 min,
FEHZEIRAEE 3 WE A PBS ZZ i 5 min, HX
HYI R EEFREN, LT IEIn—3i 2 30 pl, g7+
4 CRKAET IR, SR)5 PBS L2 oIS YE 5 min x4,
AT EFRE&ES, AP, EE 37 CHFE 20 min,
FELL PBS G2 pPIE UE 5 min x 3 WOIFET. B &
S DAB 5125 80 wl, A2 3 ~5 min, 2l5E
T B (o ik B, DL SR KIS R 3 IR,
AR ARG YL 5 min J5 HRAKWE V. RGO
95% L WE K OB ZHAES P45 5 min 5, A
HpPER e R BT o

L3 PPMbrdE  WEHUEITER 1 B 6, gt
AR BERLI 5 A~ W ZEA00 T (%) 240 i R v 22 O o5
SR R0 B (RO R A0 «
L4 Ziiteedrik W SPSS18. 0 Geit#Ah ik 114k
PRAb PR, e OB AR £ pRifE 2 (& £5) B 74K
(M) F/R R 20 Hr sl wilcoxon AES 4G 10,
PRV E 5353058, R X K, P <0.05
ERAGIEE L,

2 #R

2.1 =4[l PDCD4 5 v i P At 248 LA
SR O IR PE R FE L] PDCDA 55 vt i 1) BH 1 46t
RO BACF AL, 22 R A5 HFE X (P <0.05)



HEIEARE: 2018 45 4] 11 4

WHET,
F 1 Z4l0Ah PDCD4 5 s b B M A & b B [n(% ) ]
Il e PDCD4 s it
LI O UR PR AE 4L 25 27.36" 30.08"
RO R PR FE AL 25 73.58 76.22
IEHETAH 25 89.52 92.31
X - 87.742 80. 790
P - 0. 000 0. 000

T SO O RIS SEA L4, * P <0. 05

2.2 —Zfi[u] PDCD4 s g ) FR 53 2% B v o £
oA b O TR PEFRBE Y PDCD4 5 i s liff 114 FH
G35 B L SO R T A R AL, X L
wilcoxon JEZH G, 26 RA Giit 5 L (P <0.05)

W2,
#2 Z 418 PDCD4 & 3 b By oy AR o B oF AL 8 b &%
ERINSSPIIN8 o L T ) 25 2776. 32* 11889. 65*
S ORAR IR SELL 25 1073. 52 7254.91
IERAETA 25 987. 48 6908. 27
H - 21.337 18. 567
P - 0. 000 0. 000

SRR D TR EE RS L Hed, F P <0. 05

3 itig

3.1 PDCD4 VE Ryl 8 & 30 5 o i e i A1
C AP 2 MRS R A mEREMY .
B  Je A Sp R A TR A L ) AL i L D
UL B B R B S SR e 3 A
It PDCD4 257 b i in%e b A K I 7-B . /) RNA 4§
ISEIR o AN i 52 AR R 2 520, PDCD4 75 AN [m) %5
WA —, ik K I F-B 25 PDCD4
(4, 7E 98 ER 5 19 Huh7 40 Fp 2 34 PDCD4
(23K, FoRAINLIEAER T o FEFUIE i B
AR S 4N e, PDCD4 #531E 52 4 microRNA-21
A R A5 o RS St R 4L MGC-803 f
TTANIR) 534 1 2 G o B 2 3L, 7 % microRNA-21 4
B PDCD4 33k BH 5 AL, 55 Y% microRNA-21 HIJI
Tl PDCD4 238 WIBH 3958 .t n] 0L, 24
g microRNA-21 [ FIABF, 2= PDCD4 [¢ 3=
B, W P T 53 A5, PDCD4 43 %} R Ui
1) — ST VA SRR IR BTG T IR ARG 32 14 4R R
1 I 2E 20 A 390 5 % P LR SR . Saena ™! ZE A
2013 4 LB T PDCD4 25 1 cap MR, (11155

- 323 -

Y IR I G 1L R AE R AR R . BRI
PEEANE ] A A=A B O B, (HR 5 20K 5 B Bk TR
TG I 77 A 7 1R AT B . Wang™! 46 %) 45
WA AT 53 T e, PRV 52 3] PDCD4 1) 52
M) , DA TTTT 57 R s 200 L 2 A 5 %, DR G At oA ol PRI
PDCD4 21K 5 R B MAH . SRTT Nieves " % 7E
FUIR S A0 R I F AR 48 21 PDCD4 5 R BB A S BRI
M%7 PDCDA 25 T 4 J@ & (1 11 41 4340 il )
N HE R NI TREA RS A ) Ot e SN s Al W N i P s
i PDCD4 fRAE P 5 A —FE, R L 2E 5 IA  PDCD4
PN Z Z R Z 0, T B35 5 2R 1R [
ZH L B

3.2 W FIRERE 20% ~30% 45 SRAEAH G, M
AR TR B SGI7 WI], — B A RAE M R A .
AR K1 2 Sk 678, PDCD4 2 —Ff 5 4% Fib
RIEA Fe LI 454 13k PDCD4 59 RE M
KF, AT LAEN , PDCD4 5 e A 3 He R R . 1 H
7E 2012 ~2014 4E[a], ZWipF5E " " B 448 PDCD4
REZ SUNTHEZE R IR | A-myb L& NF-kB 3 [H
ERERIEM X, 7o, N—S iR F,
PDCD4 £ 57 TNF-a f¥4%" o 10X TF 5600 05
P, ONURFBRAE T FE A TNF-o 23 30 ke ZE.00
WU o AR 2 AEAE T 0 LA 2 b 1 v AL il
AT L 3 B RNA AW A B b g DNA JR b
iy a1 s NP | = N i o B a1 U S5 NG YR e
FET-, T LA R i 5 PDCD4 AEfE R X &, A
I, ZE & U\ PDCD4 | i i 55 5k 00 955 442 ZE00 LI
PIAFAE ORI o AR SCWFFE 3 1 Fh g A, gL o0
PEPERR L AR RS T 0o O BRI AT 4 5 1E 3 58
T4, D LZE S PDCDA 53t 1) B 1 2
B X 2 R A G L (P <0.05) 7 A
22 AL S O TEME R SE AL Y PDCD4 53k
B L 263k, HANHZE NI YRRk, AT I PDCD4
R B IE AR E, T B H 25 T O
O PRERETERG T . DRI 2 A 6 TR
UL 1 i 3 Sk U, PDCD4 55 B hor il T gl T AR A 19
REMSS TRE,

Zx I frid , PDCD4 5 siphir it ] g 2 i Lo g O AL
W10 h SRR TR, X I R I2 97 e Lo s O LA 1
ek RS A —E R SR
CES
Lo R, ZE B, X4 S, 5680 S/ 0 LR 9 28 2 200 43l 5ed

RSB [T ] PG R 2524 5,2014,43 (13) : 1542 —
1543.



. 324 .

Chinese Journal of New Clinical Medicine, April 2018, Volume 11, Number 4

e, 22 W, BADR, 45 DUESER 1 L DURR S AE R L g L
BRI S ME R SR S LRI W (B [T ] P E A2,
2015,35(15) 14221 —4223.
J7 B SREEHT. Pdedd 7R EE BT SEHE [T ] AR B EE
%.,2012,10(5) :777 - 779.

11

Death 4 inhibits breast cancer cell invasion by increasing Tissue In-
hibitor of Metalloproteinases-2 expression [ J |. Breast Cancer Res
Treat,2009,114(2) :203 -209.

% HELWOCHE, TR, A5 MUE AL PDCD4 5 g 5 & g
FERERELT]. BRI BE 24,2015 ,23(22) 13363 —3366.

R, T/NR R4 B n) sekn sk B Y BT MR VR T I AR 12 MWMVD Bosch, E Palssonmcdermott, DS Johnson, et al. LPS Induces
SERELT] . E M I AR , 2016 ,43 (15) :679 —682. the Degradation of Programmed Cell Death Protein 4 ( PDCD4) to
WA PR, I IEIN Pdedd ()RR K =iz ZALTE Release Twist2, Activating c-Maf Transcription to Promote Interleu-
B[], A fe2 5 LYY B % ,2010,37 (4) 353 - 357. kin-10 Production [ J]. J Biol Chem, 2014, 289 (33):22980 -
Matsuhashi S, Hamajima H, Xia J,et al. Control of a tumor suppres- 22990.

sor PDCD4 ; Degradation mechanisms of the protein in hepatocellular 13 Kroczynska B, Sharma B, Eklund EA et al. Regulatory effects of pro-
carcinoma cells[ J]. Cell Signal 2014 ,26(3) :603 -610. grammed cell death 4(PDCD4) protein in interferon( IFN) -stimula-
VEERSC, B A 3, & FE, %%, MicroRNA-21 #¢[5] PDCD4 %t & 95 40 ted gene expression and generation of type I IFN responses[ J ]. Mo-
Mz K T A s ()] 52 R 2 s, 2013,28 (6) 1592 - lecular & Cellular Biology,2012,32(14) :2809 —-2822.

596. 14 Biyanee A, Klempnauer KH. Inhibition of the translation of A-myb
Saxena A ,Shoeb M, Ramana KV et al. Aldose reductase inhibition sup- mRNA by tumor suppressor protein PDCD4 [ J ]. Cancer Res,2013,
presses colon cancer cell viability by modulating microRNA-21 media- (73) :3190.

ted PDCD4 expression [ J]. Eur J Cancer,2013,49 (15):3311 - 15 Hwang SK, Baker AR, et al. Tumor suppressor PDCD4 inhibits NF-
3319. B dependent transcription in human glioblastoma cells by derect inter-
Wang Q,Sun ZX, Allgayer H, et al. Downregulation of E-cadherin is action with p65[ J]. Carcinogenesis,2014,35(7) ;1469 - 1480.

an essential event in activating beta-catenin/Tef-dependent transcrip- 16 9RF(E  FESLE]. BRI AN AT R 7 4 15 I A R 5E H A8 X

tion and expression of its target genes in PDCD4 knockdown cells[ J].
Oncogene ,2010,29(1) :128.

10 Nieves-Alicea R, Colburn NH, Simeone AM, et al. Programmed Cell

VEFIRFFE BRI 1] BV R4 4435 ,2014 ,43(7) 1918 - 919.
DkAZ B 2017 -12-06][ AX %4 %)%k

2R ST AXAE fE AR B A 2 B 0
IR S 0T b i DL ROR M

KR, BxX, %k P,

KIBI, B &,

AL=:h

FERUH T IR (45 : 220170356)

YEF Az 530021 ®T,) PR AR X AR ERE 22
YEHRI: REIE(1986 - ), 5, BREEtil L, IR B, B ST 05 1) - SUREESA S EAE B S . E-mail: oneflypig@ 163. com
IR BAL3C(1972 ) A, BEe b, AT BRI, 5205 1) : SRS S EE B2 . E-mail :464050065@ qq. com

[(HZE] BH HZHRahG s 7 G T R E Sk B i (AGL TR GF b i B RCR o
ik EH2016-09 ~2017-09 AMEZBEFLAE BR-2 R 70 (i fa HOAE B H AR N IFTE 5, >R I REALEL 73k 70
WUEELH RN HRZH 4% 35 ] W BRZELZ5 T W HLIRYT WA ZH AE %) BRALELRE T ) 2004k 2By 7 AR YT o LA
HIRITRTE AGL 73 WS 73 I P TT L [ 45 28 I L C- R 28 11 ICU A e i 1] (ICU A% B 95 Y B £ B
WIEPRILRT . R WALRITE 3 d AGL R ILEERTLI AR L (P >0.05) AR5 7 d.28 d
AGT P I T B 2 A Geit 2 L (P <0.05) s RAHIAYT a3 d i o 7 G LU 22 S LG T2 3
(P>0.05) , WEAITIE 7 d.28 d s s R0 T X B, 22 A Ge 27 L (P <0.05 ) s IR YT J5
P T ) R 2R s G-I A R T RTFEAIR (P < 0. 05) , USSR IR BE X R T X R4, 22 52 4t
R (P <0.05) s WAL 1CU AR Beisf (a2 T X M2, (5 1CU £ B 3% Al T3 IR, 2 R it 8 (P <



