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[ ABSTRACT] Aim To study the inflammatory reaction in the arteriosclerotic lesions and effect of it by interventions of lip-
idt lowering in the patients of Acute cerebral infarction( ACI) with hyperlipidemia. Methods To measure the level of soluble

plasma P-selectin and oxidized low density lipoprotein (ox-LDL) by ELISA and serum nitric oxide (NO) by colorimetric analysis
method before and after treatment with simvastatin in 30 patients of ACI with hypercholesterolemia( HC group), 28 patients of ACI
Results The patients with ACI of HC group and HTG group

A direct positive correlation was

with hypertriglyceridemia( HTG group) and 36 normal controls.
had higher levels of plasma P-selectin and ox-LDL, lower level of serum NO than control group.
observed in P-selectin level with oxLDL, LDLC and ox*LDL, TG in HC group and HTG group separately. A direct negative
correlation was found between plasma P-selectin and NO levels in patients of HC group.  After administration of simvastatin ( 20
mg/d for 6 weeks) to patients of HC group and HTG group, plasma P-selectin and ox-LDL levels reduced significantly and serum
NO level elevated significantly. Conclusions The inflammatory reaction in the arteriosclerotic lesions exists both in the pa-

tients of ACI with hypercholesterolemia and hypertriglyceridemia, the development of it is synchronized with the levels of plasma P-

ISSN 1007-3949 Chin J Arterioscler, Vol 10, No 2

1007-3949( 2002) 10-02-0152-04

selectin, oxLDL, TG and serum NO, which can be blocked by intervention of lipid lowering.
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Table 1.  Comparison of Pselectin and serum lipid in each

groups (x ts).
- Normal ACI

(n=36) HC(n=30)  HTG(n= 28)
P-selectin(mg/L) 0.80%0.32  1.39730.60°  1.0430. 40"
ox- LDL(mg/L) 0.68%0.26  1.05%0.52°  0.82%0.29"
NO ( Hmol/L) 96.7%32.7 68.5%+46.8  74.9%30.1"
TC (mmol/L) 4.72%0.40  5.96%0.74°  4.93 0. 66"
TG (mmol/L) 1.71%0.38  1.64%0.87  2.43 £0. 94
LDLC(mmol/L) 2.57%0.72  3.83%0.80°  2.63%0.86°
HDLC( mmol/L) 1.44%0.27  1.32%0.24 1. 27 £0. 29"

a: P<0.05 b: P<0.01, ¢ P< 0.001, compared with normal group;
d: P<0.05, e: P<0.01, f: P< 0.001, compared with HC group.
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Comparison of indexes before and after treatment of simvastatia of ACI with HC group and HTG group.

HC group ( n= 30)

HTG group( n= 28)

Index

before-treat after-treat before-treat aftertreat
P-selectin(mg/L) 1. 39 £0. 60 0.91 £0. 38¢ 1.04 %0. 32 0. 86 0. 26*
ox-LDL(mg/L) 1.05%0.52 0.78 10.37* 0.82%0.29 0.69 *0. 17*
NO( Mmol/L) 68.5146.8 92.2 %34, 5 74.6132.8° 94, 6 £32. 8
TC(mmol/L) 5.96 %0. 74 5. 12 £0.92¢ 4.9310. 66 4.57%0. 42
TG(mmol/L) 1. 64 %0. 87 1. 46 £0. 70 2.43%0.94 1. 6 X0. 66°
LDLC( mmol/L) 3.8310. 80 2.85%0.72¢ 2. 63 0. 86 2.17 %0. 56
HDLC( mmol/L) 1.32%0.24 1.43 %0. 21 1.27%0.29 1.43 £0. 28"

a: P< 0.05, b: P<0.01, ¢: P< 0.001, compared with before treatment.
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