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Effect of Rosuvastatin on the Serum Level of Apolipoprotein A5
in Patients With Coronary Heart Disease

LIU Huan,MA Xiaofeng, LUO Xiangjun
(Department of Cardiology ,the Affiliated Nanhua Hospital , University of South China,
Hengyang , Hunan 421002 , China)

Abstract: Objective To explore the effect of rosuvastatin on the serum level of apolipoprotein A5 ( ApoA5) in pa-

tients with coronary heart disease,and to study the relationships between ApoA5 and serum lipids. Methods 153 patients
with coronary heart disease were randomized into two groups:control group(n =75) ,with treatment of aspirin, Clopidogrel , 3-
receptor blocker and ACEI;therapy group(n =78) ,in addition to aspirin, Clopidogrel, B-receptor blocker and ACEI, treated
with rosuvastatin for 8 weeks. The serum ApoAS5 levels were measured by ELISA in both groups,while triglyceride (TG) ,total
cholesterol (TC) ,high density lipoprotein cholesterol (HDL-C) and low density lipoprotein cholesterol ( LDL-C) were also
Results  ApoAS5 was negatively correlated with TG(r = —0.268,P <0.05) ,but no significant relationships were

found between ApoA5 and TC,HDL-C and LDL-C. Compared with control group(195.83 +20.10 ng/mL) ,serum ApoA5 lev-

measured.

el was significantly increased in therapy group(369.6 +28.76 ng/mL) after treatment with rosuvastatin( P <0.05).

Con-

clusions Rosuvastatin can significantly increase serum ApoAS5 level,while reduce serum TG level.
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Table 1 Comparison of general date between two groups

WiH SFHEZH (n =75) BIT (n =78)
PN (B %) 36/39 41/37
FW(E) 63 £12 6514
W (% ) 43 45
BMI(kg/m?) 22.8+3.6 23.4+4.1
I ( mmol /L) 6.47 +2.43 6.89 +2.14
WS4 1 (mmHg ) 158 +26 160 +31
&F 7K & (mmHg) 95 +20 89 +23
TG ( mmol/L) 2.53+0.79 2.34 +0.26
TC(mmol/L) 6.82+2.15 7.04 £3.14
HDL-C ( mmol/L) 0.96 +0.14 1.02+0.28
LDL-C( mmol/L) 2.88 +0.56 2.79 +0.31
ApoA5 (ng/mL) 223.37 +48.12 245.3 +31.68
A2 (% )
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Table 2 Levels of ApoAS and serum lipids in both groups before and after therapy
- Xf IR EH bEpig:!
a8 >, SRV >, >, SRV >,

i Tl AT Tl ST
ApoA5 (ng/mL) 223.37 +48.12 195.83 £20. 10 245.3 £31.68 369.6 £28.76"
TG ( mmol/L) 2.53+£0.79 1.98 £0.33 2.34 £0.26 1.35 +£0.37¢
TC(mmol/L) 6.82+2.15 5.97 £3.48 7.04 £3.14 5.13 £1.69*
HDL-C( mmol/L) 0.96 +0. 14 1.07 £0.53 1.02 £0.28 1.53 £0.86"
LDL-C (mmol/L) 2.88 +0.56 2.74 £0.69 2.79 £0.31 1.98 +0.66"
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Fig.1 The linear correlations and scatter diagrams of ApoAS5 and serum lipids
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Table 3 Correlation coefficients of ApoAS and serum lipids(r)

£z I 7 HIXRAE(r) PH
TG -0.268 0.01
TC -0.172 0.14
HDL-C 0.163 0.16
LDL-C -0.134 0.26
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