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Effects of Simvastatin on Endothelial Function and Intima- media Thickness of Carotid Ar-
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ABSTRACT
ness (IMT) of carotid in elderly patients.

Coronary Disease;  Atherosclerosis;  Endothelium, Vascular

Aim To investigate the effect of simvastatin on endothelium dependent relaxing function, intimarmedia thick-
Methods  With higlr resolution ulirasound, before and after simvastatin treatment,
endothelium dependent relaxing function and IMT of carotid arteries were measured in 60 subjects: 20 with primary hypercholester-

Results

arteries was higher and flow-mediated dilatation was much reduced compared with that of control group.

olemia, 20 with coronary heart disease and hypercholesterolemia and 20 controls. In elderly patients, IMT of carotid
After therapy with simv-
astatin 20 mg/d for 3~ 4 months, total cholesterol, triglyceride, low density lipoprotein cholesterol( LDLC) and high density 1

poprotein cholesterol( HDLC) were much reduced, and flow-mediated vasodilation was improved than before, though it was still
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lower than control group.

impaired in elderly hypercholesterolemia patients, whose IMT of carotid arteries was increased.

There was no significant changes of IMT.

Conclusions Endothelium dependent vasodilation was

Simvastatin improves impaired

endotheliumdependent vasodilatation, but with little effect on increased IMT of carotid arteries.
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Table 1. Some general characters of three groups

Variable Control HC CHD
Age (y) 72.7%8.29 70.1%6.35  73.918.04
Male/ Female 16/4 16/4 17/3
BMI (kg/m?) 2.5%2.2 2.1%2.2 23.232.0
SBP (mmHg) 138.7%13.2  131.4%15.2 128.4%14.7
DBP (mmHg) 83.7%9. 1 78.7%8.5 81.31+9.3
Smoker (%) 35 40 30
Glucose (mmol/L) 4.71%0.50 4.281%0.63  4.90%0.72
TC (mmol/L) 5.07%1. 11 6.7910.98*  6.95*1. 15
TG (mmol/L) 1.59 £0. 46 2.23%0.68*  2.17£0. 54°
LDLC (mmol/L) 2.8310.65  4.097%0.74° 4.37%0.83"
HDLC (mmol/L) 2.02+0. 53 1.55%0.41°  1.35%0.51°

a: P< 0.05, compared with control group. HC: hypercholesterolemia.
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=2, FERMSTXHMASMEM(x s, n= 40)

Table 2.  Serum lipids reduction after simvastatin treatment

Index Before treatment After treatment
TC (mmol/L) 6.87E1. 14 4.94 £0.91°
TG (mmol/L) 2.20£0. 64 1. 74 0. 43*
LDLC (mmol/L) 4.23%0. 82 3.08 0. 84°
HDLc (mmol/L) 1.45%0.32 1.53%0.37

a: P< 0.05, compared with before treatment.
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Table 3.  Effect of simvastatin on endotheliunr dependent relaxing function and IMT of carotid (x *s, n= 20)
HC Group CHD Group
Variable Control group
Before treatment After treatment Before treatment After treatment
Diameter of brachial arteries
At rest (mm) 3.8910. 63 3.7510.51 3.7110.62 3.78 10.46 3.8210.41
Reactive hyperaemia (mm) 4.24%0.43 3.94 %0. 55 3.99 £0. 53 3.87%0.48 4.00%0. 58
Flow-mediated dilatation ( %) 8.912.67 5.0612. 51a 7.52£2.79 2.3813.2a 4.70£3. 1b
IMT (mm)
Common carotid arteries 0.75%0. 12 0.81 %0. 10° 0.80 0. 12 0.93 10. 11° 0.90 £0. 14
Internal carotid arteries 0.70%0. 08 0.75%0. 11 0.77 %0. 10 0. 82%0. 12° 0.80%0. 13

a: P< 0.05, compared with control group; b: P< 0.05, compared with before treatment.
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