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—Abstract—

Background : Hyperlipidemia is the one of the major risk factors causing the atherosclerosis

of coronary arteries. Treatment of hyperlipidemia with drugs has been confirmed the effects

of therapy showing a decreased incidence of coronary artery disease. Simvastatin iS a new

drug of HMG-CoA reductase inhibitors and the short-term hypolipidemic effects and safety

of simvastatin is evaluated in patients with hyperlipidemia.

Methods: We studied 63 patients (39 males and 24 females, mean age 58) for 12 weeks

whose plasma levels of total cholesterol were higher than 240 mg/dL or higher than 220

mg/dL with ischemic heart disease.

Simvastatin was administered 20 mg/day and measured lipid profile at 12 week interval.

Result:

1) Simvastatin significantly reduced the level of the plasma total cholesterol(-29.3%), LDL-
cholesterol(=36.9%) and triglyceride(-13%)(p<0.05) but the level of HDL-cholesterol was
not changed after 12 weeks simvastatin therapy.

2) the clinical symptoms and laboratory examination before and after simvastatin treatment
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showed no particular abnormal findings in short term follow up.

Conclusion: These results suggested that short-term simvastatin therapy in patients with

hyperlipidemia seeems to be very effective and safe.
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Table 1. Baseline patients characteristics

Characteristics Patients(N=63)
Gender
Female 39 (61.9%)
Male 24 (38.1%)
Agel(years)
<40 2 (3.2%)
40-49 5 (7.9%)
50-59 31 (49.2%)
60-69 22 (34.9%)
>70 3 (4.8%)
mean(SD) 577 (82)
median(range) 58 (30-77)
BMI(=kg/m2) n=14
missing 49
mean(SD) 24.1 (20)
median(range) 24.1 (21.3-27.8)
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Table 2. Number of patients with secondary diagnoses(>5%6)
Diagnosis N=63
With one or more secondary diagnosis 55 (87.3%)
Angina 24 (38.1%)
Hypertension 18 (28.6%)
Diabetes mellitus 9 (14.3%)
Myocardial infarction 7 (11.1%)
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Table 3. Constitution of concomittant therapies(>5%)

A4 SimvastatinZocor®) ©7] £94% a7e} oA Hrl—

Therapy N=63
With one or more concomittant therapies 55 (87.3%)

Aspirin 24 (38.1%)

Amlodipine 13 (20.6%)

Diltiazem 12 (19%)

Bisoprolol 11 (17.5%)

Carvedilol 10 (15.9%)

Isosorhide 9 (14.3%)

Atenolol 8 (12.7%)

Felodipine 7 (11.1%)

Isosorbide dinitrate 7 (11.1%)

Manidipine 6 (95%)

Indapamide 5 (7.9%)

Ticlopidine 5 (7.9%)

Coated acetylsalicylic acid 4 (6.3%)

Enalapril 4 (6.3%)

Nicorandil 4 (6.3%)
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Table 4. Change of mean value of several kinds of cholesterol for 12 weeks(mg%)
Parameter N 0 week 12 week Change Change(%)
Mean SD Mean SD Mean Mean(95% CI) P
Total-C 62 2571 229 1812 325 =759 -29.3(-324, -26.1) p<0.05
LDL-C 62 1645 251 1027 293 -61.8 -36.9(-415, -32.3) p<0.05
HDL-C 62 56.0 134 530 109 -3.0 -32(-76, +1.2) NS
Triglyceride 62 18.3 881 1470 933 -39.3 -13.0(-25.2, -0.8)  p<0.05
Total-C ; total cholesterol

LDL-C ; LDL cholesterol
HDL-C ; HDL cholesterol
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