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The Effect of Lovastatin(Mevacor®) on Serum Lipids of
Patients with Hyperlcholesterolemia.

Woong-Ku Lee, M.D., Junghan Yoon, M.D., Yang Soo Jang, M.D,,
Seung Yun Cho, M.D., Won Heun Shim, M.D,,
Sung Soon Kim, M.D., Namsik Chung, M.D.

Department of Internal Medicine, Yonsei University College of Medicine

We evaluated the hypolipidemic effect and adverse reaction of Lovastatin. HMG-CoA
reductase inhibitor 20 to 40mg once-daily in the evening. in 20 patients with primary hyper-
cholesterolemia for 12 weeks and the following results were obtained.

1) Lovastatin significantly reduced the total cholesterol(from 264.8+ 12.9mg/dI to 195.3

(from 177.0+ 12.4mg/dl to 121.3+ 19.6mg/dl) by 31.5% and increased the HDL-C(from 398
+42mg/dl to 41.6+ 5.0mg/dl) by 4.5% at the end of 12th week.

2) The adverse reaction during the period of study were limited to diarrhea and nausea
in one patient, dryness of skin and itching in one patient. and no patient was withdrawn
form therapy.

In this study, Lovastatin was well toterated and effective agent for the treatment of hyper-
cholesterolemia without serious side effects.
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Table 1. Age and sex distribution

Male Female Total %

<39 1 1 2 10
40—49 4 3 7 35
50—59 2 4 6 30
60—69 2 3 5 25
Total 9 11 20 100

Generic name | Lovastatin (MK-803)

Ghemical name ! [15-<{a(R*), 3a, 78, 8B(25%, 45%),
8aB>11,2,3,7,8,8 a-hexahvdro-
3, 7-dimethyl-8-[-(tetrahvdro-4-hy-
droxy-6-ox0-2H-pyran-2-ul) ethvl]-
1-naphthalenvl
2-methylbutanoate

Empirical formula : C,,H;, 0,

Molecular weight : 404.55

Chemical structure:
HO o
o (S
~o, A
HiC Oy (H
CH3 { HiC
CH3 ~

Fig. 1. The phvsiochemical profiles of lovastatin.
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Table 2. Serum lipid levels before & after treatment with Lovastatin

Baseline 4weeks 8weeks 13weeks

mean(mg/dl) 264.8+12.9 209.3+37.8 202.3+ 37.1 1953+ 31.3
Total-C mean change —55.5 —62.5 —-69.5

% change —21.0 —23.6 —26.3

mean(mg/dl) 191.1+£41.5 156.6+24.7 134.6+23.6 156.2+ 52.9
TG mean change —34.5 —56.5 —34.9

% change —18.1 —29.6 —-18.3

mean (mg/dl) 39.8+4.2 39.6+ 4.0 457+ 3.5 41.6%5.0
HDL-C mean change —-0.2 =59 —1.8

% change —-0.5 ~14.8 -4.5

mean(mg/dl) 177.0x12.4 130.9+17.2 129.1+17.2 121.8+19.6
LDL-C mean change —46.1 —47.9 —55.7

% change —26.1 —27.1 —31.5

Total-C : Total cholesterol TG © Triglveeride (mean+ SD)

HDL-C : High density lipoprotein cholesterol
LDL-C : Low density lipoprotein cholesterol
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