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[ABSTRACT] Aim  To investigate the plasma levels of periostin protein and vascular endothelial growth factor
(VEGF) in the patients with coronary heart disease (CHD) ; and to analyse the relationship and clinical significance be—
tween periostin protein and VEGF. Methods  Plasma levels of periostin protein and VEGF in CHD patients (n =
180) and healthy controls (n =52) were measured by enzyme-linked immunosorbent assay (ELISA) .  The patients with
CHD were divided into four gropus: acute myocardial infarction (AMI) group (n =58) , old myocardial infarction (OMI)
group (n=30) , unstable angina pectoris (UAP) group (n =40) and stable angina pectoris (SAP) group (n=52).
Results The plasma levels of periostin were not only significantly higher in CHD patients compared to healthy controls in
the order of AMI group > UAP group > OMI group > SAP group > healthy controls, but also had statistical significance ex—
cept OMI group vs SAP group and UAP group vs OMI group (P <0.05 or P <0.01).  The plasma levels of VEGF were
significantly higher in CHD patients compared to healthy controls in the order of AMI group > UAP group > OMI group >
SAP group > healthy controls ( P <0.05 or P <0.01 ).  The plasma levels of periostin was positively correlated with
VEGF (r=0.593,P <0.01) . Conclusions The plasma levels of periostin significantly correlated with CHD.  The

increase in plasma levels of periostin may be one of the pathogenesis of coronary heart disease, and periostin may promote
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microvessels formation in atherosclerotic plaque via upregulation of VEGF, which was involved in the development and pro—

gression of coronary heart disease.
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Table 1. Comparison of the clinical datas between coronary heart disease group and control group

m o H SR (n =52) AMI 41 (n =58) OMI #H (n =30) UAP 4 (n =40) SAP 4 (n=52)
514 (1) 25/27 34/24 16/14 18/22 28/24
FEW (L) 61.85+9.86 64.6+10.2 64.8 +11.4 63.9 £10.7 62.1+11.3
BMI (kg/m?) 22.42 £2.12 25.75 1. 96" 23.6+1.89 24.6 +£2.24 23.8+£2.10
e If sk (451)) 21(40.4%) 30(51.7%)" 15(50.0%)" 21(52.5%)" 26(50.0%)"
PR s (f3) 6(11.5%) 13(22.4%)" 7(23.3%)" 9(22.5%)" 11(21.2%)"
WA 5 (431 19 (36.5%) 25(43.1%) "™ 13(43.3%) ™ 17(42.5%)" 21(40.4%)*
HDLC (mmol /L) 1.41 £0.36 1. 04 +0. 28° 1.23 +0.31 1.15 £0.24 1.21 +£0.32
LDLC (mmol /L) 2.21+0.73 2.59 +0. 73" 2.30 £0. 64 2.31 +0. 68 2.42 +£0.62
TG (mmol /1.) 1.47 £1.22 1.99 +1.52" 1.84 +1. 46" 1.93 +1.50" 1.90 +1. 49"

a Ny P<0.05,b K P<0.01, 5XFHRALLE ;¢ N P<0.05, 5 SAP H %

# 2. MM% periostin ZEHFN VEGF 7KF (x +5,ng/L)
Table 2. Plasma levels of periostin protein and VEGF

At 151 %5 periostin 2 H VEGF
AMI#4 58 159.9 +50. 8" 163.3 +27. 8"
OMIZ 30 125.8 +48. 1" 129.9 +£23. 3™
UAP 4 40 137.1 £46.0™ 144.0 =25. 0>
SAPH 52 110.0 £43. 4" 115.6 £21.9"
STHEH 52 90.4 +41.0 100.9 +19.6

a A P<0.05,b 4 P<0.01, 5xMRLALLLE: ¢ AP <0.01,5SAP 4
Ee#z; d P <0.05, e P <0.01, 5 OMI ZHH4;f A P <0.05, ¢
R P<0.01,5 UAP 41 % .
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