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ABSTRACT
Aim This study was to evaluate the effect of small
dose simvastatin on lipid and lipid peroxidation in el-

derly patients with hyperlipidemia.

Methods Simvastatin (5 mg/day) was administered
to 62 elderly patients with hyperlipidemia for 12
weeks.

Results Simvastatin caused a significant decrease in

serum levels of cholesterol, low density lipoprotein
cholesterol( LDLC )and apolipoprotein B (P<C0. 001)
Although
triglyceride (TG) level was also significantly reduced at
the end of 4 and 8 weeks (P <C0. 05), the reduction

at the end of 4, 8 and 12 week therapy.

was not statistically significant at end of 12 weeks.

Meanwhile, superoxide dismutase (SOD) rised and
malondialdehyde (MDA) fell with simvastatin therapy
(P<C0. 001).

metabolic product, elevated with the treatment , the

Although level of NOj , a nitric oxide
change was not statistically significant. Further-
more, SOD activity was negatively correlated with
LDLC, TG and total cholesterol (TC) levels at base-
line and also MDA level was positively associated with
LDLC and apolipoprotein B levels at the.end of treat-
ment (P<C0.05) on linear regression analysis.

Simvastatin can significantly improve

Conclusion

lipid metabolism and diminish lipid peroxidation in the

elderly patients with hyperlipidemia.
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NO;y KTFEREAE . HEREKITEE X CGE
1,Table 1),

Table 1. The change in blood levels of lipid and lipid peroxidatin with simvastatin treatment(z %s).

0 weeks 4 weeks 8 weeks 12 weeks
Index

(n=62) (n=61) (n=60) (n=462)
TC(mmol/L) F Y51 25 5.1610. 95 5.33%0. 90° 4. 961 0. 80°
TG (mmol /L) 2.5812.07 1.94+1. 43 1.82+%1. 42° 2.1711.43
L.LDLC(mmoi/L) 4.49+1.42 2.77+0. 90° 3.2140. 85° 2.81%0.79°
HDI.C{mmol/1.) 1.4240.43 1.3540. 33 1.4240. 34 1.35%0. 32
Apolipoprotein Al(g/L.) 1.1610. 36 0.92+0. 27 0.921%0. 28 1.17+0.18
Apolipoprotein B(g/L) 1.6640. 44 1. 2640. 35° 1.1140. 32 1.2040. 36
MDA (ku/L) 321138 = == 27841512
SOD(gmol/1.) 27+11 — £ 45+8°
NOz (pmol/1.) 47425 = = 55125

a: P<0.001. b: P<<0.01, ¢: P<{0.05., compared with 0 week.
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Table 2. The correlation of blood lipid with lipid peroxidation and NO; (shown as r value) (z s, n=62).
baseline end of 12 weeks
Index
MDA SOD NO7 MDA SOD NOf
TC 0.114 —0.310¢ —0.171 0.173 —0.114 —0.169
TG 0. 166 —0.312¢ —0.162 0.117 —0.148 —0.106
LDLC 0.126 —0. 366° —0.216 0. 369% —0.084 —0. 206
HDLC —0.126 0. 204 0. 229 —0.172 0.126 0.124
Apolipoprotein B 0. 201 —0.227 —0.178 0. 323° —0.196 —0.195

c: P <0.05, b; P<0.01.
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