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(# E] HH RAoPhlBiHFEEREF C(PDCF-C)RAEEMNE B RATRKIRBEREH LR, 7T
% OABATRRIREFAER N S BRI IRE S IE(ACS) & 52 4] A% (SAP) B 52 4] A% %
25 R OE B B R A IR 50 B, S gm(ACS Fv SAP) B P AR S LB T F 60 Fl, W I BT E 25 4,
F I AT 19 B, BB S % R WX I (ELISA) i& ) € &40 & % o % PDGF-C W& B, i &40 14 f2 3 PDGF-C i
JEKTF G347 Spearman A8 & P47 Logistic B )3 947 & %4 ROC W&, 53R ACS 44% SAP 4 &2 3 PDGF-C
WLt AL E (P<0.05) . BARFIIK § £ AR L 9% & 20 3¢ PDGF-C 3K Yo 3 % 9% T 41 % (P<0.05) , Spearman
AR KNS Z I, S PDGF-C 3K E 5 Gensini #5F — A8 KM (r=0.218,P<0.05) , Logistic B2 5 # £ I, &
WK fn % PDGF-C A8k FA&K E 2 % PDGF-C, & & & £ & & o9 R e 38 A2 (OR=1. 006, 95% CI 1.002 ~1.011) ,
A3 PDGF-C iR E 65 ROC W& FaEAR % 0.645, ZHIEH 77.88% , L ZRE = PDGF-C 7T 62 B I K o
HAERRE, 5B RDIRAEEG T ERETIHREE 0K,
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Effect of high concentration plasma platelet-derived growth factor-C on coronary ar-

tery disease in patients with coronary heart disease
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[ ABSTRACT ] Aim  To research the connection between the changes of plasma platelet-derived growth factor C
(PDGF-C) concentration and coronary heart disease and the degree of coronary artery disease. Methods The
research includes 52 patients with acute coronary syndrome ( ACS) , 52 patients with stable angina pectoris (SAP) , and 50
patients with normal angiography as the control group. ~ Among patients with coronary heart disease ( ACS and SAP),
there were 60 cases of coronary artery multivessel disease, 25 cases of double vessel disease, and 19 cases of single vessel
disease. The enzyme-linked immunosorbent assay (ELISA) method was used to determine the plasma PDGF-C concen-
tration in each group of patients. ~ The plasma PDGF-C concentration levels were compared between groups, and Spearman
correlation analysis, Logistic regression analysis, and ROC curve were drawn. Results The concentration of PDGF-C
in the ACS group and the SAP group was higher than that in the control group (P<0.05). The plasma PDGF-C concen-
tration in the multivessel and double disease groups was higher than that in the single disease group (P<0.05). The re-
sults of Spearman correlation analysis indicated that there was a correlation between plasma PDGF-C concentration and
Gensini score (r=0.163, P<0.05). Logistic regression analysis found that patients with high concentration of PDGF-C
had a higher risk of coronary heart disease than patients with low concentration of PDGF-C (OR=1.006, 95% CI 1. 002 ~
1.011). The area under the ROC curve of plasma PDGF-C concentration was 0. 645, and the sensitivity was 77. 88% .
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Conclusion High-concentration plasma PDGF-C may be a risk factor for coronary heart disease and may be related to the

severity of coronary artery disease.

B bk 585 A 1k A2 F 22 20 L X~ R0 4 L 2
ML E TS AR R MR AT A A KA
F ( platelet-derived growth factor, PDGF ) X IfiL % 45 A8
EHCEMEMEA . PDGF-C MX A K & B
BTG P BT A I O LR e R R AR
PDGF-C X g e A O W 2F 4 Ak S 3 koot # 1 4k
SRR AR T ELA AR DG AR R o B H i P a2
PDGF-C ¥ J& /K 7 5 5 AR 3l ik B8 1L 1 O BE Sk
( coronary heart disease , CHD ) A 7tk 21 Jikoi 28 #2 i
MIBFREAS JE o A S 55 32 2838 3 43 A A 5 X6 42 0 3%
PDGF-C ¥ £ K 1Y 22 5, 881 PDGF-C ¥ J& /K
UL 5 kA S0 s B 5 S AR S Ik v A8 R R 1) A O
PE | DB A0 56 0o 1127 RS TR S A JE i

1 FERMTE

1.1 #MRZFIHAH

K 2019 £ 1 A E 3 A BTN A9 A AN A
FE_WBEERC AR ER LAANETEN A
# 154 i, B 95 5], % 59 f|, F 4 # (62.68 =
10.91) ¥, H & 2 & &k 20 ik 5 & 4E (acute
coronary syndrome, ACS) 4 52 ], & & & & & &
(stable angina pectoris,SAP) 41 52 4 ; [7] # & % # %
SR IEH It B B4 50 B, AR AR R B
kA X #, % E8 R (ACS 1 SAP) B 4 8 /R
B ik % 3R R 460 ), W R A 25 B, SR &
419 ],

1.2 NiZERAEFIHERR bR

NHATE A0 BT AR AR R A E R R AE
A AR LR B ki B S £ E AR B k(&
WHEL ZERZ ERRDE)FED A1 X 0E
HAEE =50% ,SAP ¥ Wik & WL 2007 4 4 4 E
FerumERFLLFTNEREREERECKHD
W7 5 6 97 ¥6 ¥, ACS ¥ Wi AR £ L 2019 4 o [E [E JF
a2 E N 246 €2 EE R kEEER
DhEDIERE,

HBRArgE £ NT 18 ¥ 3t RBEE G M
TR RAM KRG &M E; " EQ T H
JIE T 6 % 3
1.3 MmASKNE

NBCRE B R #e Bkt 5 R 2 8 3 A AT
L (HITACHI 7600 ) # | 1 fig 4 T, & # & JE & B

(total cholesterol, TC) | H i = B ( triglyceride, TG) |
1% %5 £ f5 & & A8 [ B (low density lipoprotein choles-
terol,LDLC) f & % J& fig & & fE E B (high density
lipoprotein cholesterol , HDLC) .
1.4 ELISA fUE PDGF-C

K JH B BX % % BHE R 36 (enzyme-linked immu-
nosorbent assay, ELISA) 3% (X 7 & W F & & X4 £
AA TR R AF, CSB-E13241h) , #% Bt 91 4 0l
S % PDGF-C W
1.5 Gensini #45

B #4T CAG # 2, 3£ 41t Gensini iF 4, /W E
B <25%F 1 2,26% ~50% it 2 #%,51% ~
75% it 4 4,76% ~90% it 8 % ,91% ~99% it 16
2,100% %42 W Eit 32 2, WA ZETRE
5 40, A BT M S B e XA B 2.5 4, AT IE X
HRIE LS A, 2R B am BB e R I L
A ERARSH  F m B A 4, /X 0.5
7,4 Bl B # B Gensini R 2 T B & R 2 1
X
1.6 HirEFHE

B SPSS 19. 0 Bk 4 3¢ B4 $EAT KT F 247
HFEESQAWITERH U xes R 7,2 A HHHK
PRI A ¢ B, % 418 W3R A LSD-t 3%, iH
THRUB (%) %m, A EXA X Bk, F4&
HESHAWIUTERHRA F LB E T2 MLHE M
(P25, PT5) Rk w, 2 A LB XAELLELE
Kruskal-Wallis H # 3, 1% PDGF-C ¥ & 5 Gensin
¥ 4T Spearman A8 M AT 5 oft 3 PDGF-C % B &
Hp g Ar 5 /10 iR KR 81k R AT Logistic [ VT 4
2% ROC # %, St &R KA XM A& AKEEH
L P<0.05 H 7 H AT FEXL,

2 # B

2.1 HBAIGKIEFRREEE
SAP 41} ACS #1158 W PR s B IR A s
LDLC \Gensini P¥43 b & T X B4, [F] i SAP 4 &
ACS 41 3% PDGF-C ¥k FE Fxf B4 55 ( P<0.05) ,3
2H A HA bR U WL 1,
2.2 AEFEZHEIMIE PDCF-C iR ERLLE
WL AR N 22 ST AR LIl 2K PDGF-C ¥k BE
TR (FR2),
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& 1. BAHIGKERAIEEE

Table 1. Comparison of clinical indicators between the three groups

il R4 (n=50) SAP #(n=52) ACS 4l (n=52) Fx* 8 H P

B HI(%) ] 29(30.5) 33(34.7) 33(34.7) 0.426 0.808
IR (%) 60.42+11.71 63+10.42 64.31£10.41 1.851 0.161
e LS [ B (% ) ] 21(23.9) 34(38.6) 33(37.5) 6.972 0.031
BRI L[ (% ) ] 9(16.1) 21(37.5)" 26(46.4)" 11.828 0.003
PRI (% ) ] 9(20.9) 16(37.2) 18(41.9) 3.813 0.149
W H B (% ) ] 9(18.4) 19(38.8) 21(42.9)" 6.694 0.035
TC( mmol/L) 4.36+1.39 4.48+1.05 4.44%1.16 0.128 0. 880
TG ( mmol/L) 1.19+0. 47 1.430.52 1.36+0. 52 2.814 0.063
HDLC ( mmol/L) 1.25+0. 34 1.280.29 1.210.21 0.704 0.496
LDLC(mmol/L) 2.11+1.18 2.64+0. 80" 2.78+0.97" 5.986 0.003
Gensini T4 0 26(13,38)" 60(50,86)™ 137.72 0.001
PDGF-C(ng/L) 211.51+76.96 250.42+100. 19° 264.56+84. 51" 5.246 0. 006

a N P<0.05, 5% M2 H A ;b g P<0. 05,5 SAP 41 H &,

F2. FNEREZHAMIE PDGF-C K ERILLE (ng/L)
Table 2. Comparison of PDGF-C between different lesion
counts(ng/L)

il n PDGF-C
SR 19 213.30+62.72
WSR2 25 286. 15+93. 94"
ESEpt 60 261.28+96. 16
F 3.561

P 0.032

a K P<0. 05,5 .30 AR 4 LR

2.3 I3 PDGF-C K E 5 Gensini iIFHHIXFR
1fiL3% PDGF-C ¥ £ 5 Gensini P43 — E Mk
PEAE Ve, Bl 5 2% PDGF-C ¥k B 1 7175, Gensini
VPO T . 3% PDGF-C W 5 Gensini 343
HIAHC RS r M 0.218(P=0.007)
2.4 BVEEFBRKEEM Logistic BIASHT
DU SR N e O AR & DUAT S 51
P (A N 1 T R T 4 i3 R N O
LDLC HDLC .PDGF-C /KA B A8 &, 4T 502K Lo-
gistic [MH50HT, 455 B 7R = 9k B2 1L 2% PDGF-C A
FLE TR PDGF-C, WF 78 X 5 & A= 56k 00 9 B9 R
Bigm(£3) .
2.5 1% PDGF-C iKER ROC HZ& o
WFFE X% 1M 3% PDGF-C ¥ (1) ROC Hi 28 F i
FLCAUC) i 0.645, RELSE R 77.88% , ¢ 55 B2 Ry

48% (P=0.002) ,IZWiZ% {7 190. 13 ng/L(F 4,
K1),

R 3. BILVEE R Logistic BV
Table 3. Logistic regression analysis of the incidence of cor-

onary heart disease

Eist B SE Wald x> P OR(OR 95% CI)
BEIRIE 1,782 0.507 12.359 <0.001 5.94(2.2 ~16.039)

LDLC  1.387 0.379 13.374 <0.001 4.005(1.904 ~8.424)
PDGF-C 0.006 0.002 7.155 0.007 1.006(1.002~1.011)

* 4. BiEEE PDGF-C iR EH) ROC #i%
Table 4. ROC curve of PDGF-C in patients with coronary

heart disease

210 e e 2 AUC
A gy R RRE e osgmpzx)

5 0. 645
190. 13 ng/L 77.88% 48.00% 0.258
wpg 19013 ¢/ % % (0.564,0.72)

3 3 g

55 & BL PDGF Xt .0 Il 45 & 48 & % i 2,
PDGF AL 4 451 : PDGF-A \PDGF-B LA Kt
KA 7 PDGF-C #1 PDGF-D'® | #f5iE &
&I PDGF-A PDGF-B .PDGF-D £ 5 [k ik K 1 1k
KA RET, PDGF-C - LA A 22 5 )5,
T I SV Y UL 200 i g e S5 A R Y R R A s
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Figure 1. ROC curve of patients with coronary heart dis-

ease

Berg M 48 5E A F175 % PDGF-C mRNA 7E N 2
YR FN SMC Rk I 43 WK i PDGF-C, 15 5 5%
20 5 1 40 L T A S 8 IR 28 e 2 B B
Zi%[n] .

AWFFELE T BR, ACS 41F1 SAP 26 i ifiL JE 5 |
W PRI S W s DL K LDLC 7K - i T4 B4 ( P<
0.05) . ACS #41F1 SAP #11f13% PDGF-C ¥ Ji H xf IR
Y1, HED M PDGF-C W] REZ 5 564k 3l bk oF B i
bR, Son 251 BF9Y & B PDGF-C 3@ 3 PI3K/
Akt {75530 B 7F B0 A0 A BT 08 T AR R AR AR A X
IR &0 52 07, F911 3 3 9% 200 Jif 60 345 B B e 1) B2 i
T A EF 5 0E 52 5 W58 440 Y 7 2 Jok o8 A0 Bt £ 17 9 A8
WP A EEER . — 4, PDCF-C S E
R O T A o I B (T 0 N 1 = e
#5155 PDGF-C &7 T VEGF-A {2
I A, 5 5 R I A T T T ak mT
RE T R) 20 kA AR BRE B Py AL Y AR 7, o ) Bt e 4™ 5k LA
K %4 i PDGF-C 38 7] DL S 1fiL /0N B 38 4 5 3
ACS™), [lA Zeng %50 F 5 BUBE B Py 30 1M 4 A
BB B ACS [ SCHE R, WA BIE 58 0 R
ACS M 3% PDGF-C ¥k B = T SAP 41FIXT IR,
W] PDGF-C AT FH R F i ACS, H 52 55 45 S &
ACS 215 SAP 4 W5 41 [|] 1L 3¢ PDGF-C ¥ Ji 7K kb
BIGETERE XX e S AT ACS 41 i
FERLOZOR AR ST Bt m BLO U SE RN ST Bedh
1o L O IS = R s A G, SRk 43 T F 5% — e

i B 3% PDGF-C ¥R A By,

ARWFFEE R R, O B T 2 3O AR 4L
MR AR I3 PDGF-C e B L B S A8 40 8 ( P<
0.05) , HI*% PDGF-C ¥ £ 5 Gensini ¥F-0H —E
FIFE N (r=0. 218, P<0.05) . Gensini ¥4 HEj)
2 T IEAG R sl ko AR R 2 $ R PDGF-C
I3 B 5 e AR B ko 8 B AT — E IEAH DG, B
F 3% PDGF-C ¥ B 34 T, 56 bR 2 ks 48 i B
&, MRS EE R Gensini 3501754k 2h
ikt R R A RERTH , IXURE =, A5, T L2 PDGF-
C e FER AL 56 B AT AT Ly {8 DR (0 PEAS eIk 3h
WkRASFRRE , (HAHE G e O FR 35 13K PDGF-C
WEER ROC I T i FL R BUE N 77. 88% 45 5 &
H48% (P=0.002) , KA S AW AR B DAH
XK WG] e S AEAE R BE M Ay, BT AAE R KR H
KABEAR I — 5 B 5T 2 0 B HOUR, IR R b 7 — &R
B P B A FRATF 5 AR 5 4 ) ) B G AL A

25 bR, I3 PDGF-C YR BE (1) TF i 5 5 O
RIRA K, 5t AR Bl bk A2 (8] AT REAFAE— 2 1 OCHK
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