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Hypolipidemic Effects and Safety of Lovastatin in Patients with
Primary Hypercholesterolemia

Jong-Hoa Bae, M.D., Chung Whee Choue, M.D., Kwon Sam Kim, M.D.,
Myung Shick Kim, M.D. and Jung Sang Song, M.D.

Department of Internal Medicine, School of Medicine, Kyung Hee University, Seoul, Korea

To evaluate the efficacy and safety of lovastatin, new hypolipidemic agent of HMG-CoA
reductase inhibitor, we administered lovastatin 40mg to 80mg once daily for 12 weeks in
20 patients(7 males, 13 females) with primary hypercholesterolemia, and observed the seque-
ntial changes of the lipid profile every 4 weeks.

The results are as follows ;

1) The serum total cholesterol was reduced significantly by 31% from 321+ 36mg% to
210+ 26mg % (p<0.05).

2) The serum triglycerides was significantly reduced from 321+ 168mg% to 228+ 74mg%
by 29% (p<<0.05).

3) The low density lipoprotein cholesterol was reduced significantly from 177+ 36mg%
to 120+ 22mg% by 32% (p<0.05).

4) The total lipid, high density lipoprotein cholesterol and very low density lipoprotein
cholesterol were also reduced significantly.

5) The ratio between total cholesterol and high density lipoprotein cholesterol, low density
lipoprotein cholesterol and high density lipoprotein cholesterol was not changed after lovas-
tatin therapy.

6) There was no adverse reaction due to lovastatin therapy during 12 weeks of the-
rapy.

These results suggested that lovastatin is a effective and safe new hypolipidemic agent
and is a convenient HMG-CoA reductase inhibitor for clinical use.
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Fig. 1. The influence of lovastatin therapy on serum lipid levels in patients with hyperlipidema for 12
weeks(*P<0.05).

Table 1. Effects of lovastatin therapy on lipid levels in patients with hyperlipidemia

No. of patients Baseline 20 4th week 20 8th week 20 12th week 20
Total cholesterol 3041+ 36 261+ 38* 231+ 35* 210+ 26*
Triglyceride 321+ 168 316+ 239 272+ 168 228+ 74%
Total lipid 886+ 136 775+ 231 709+ 128* 655+ 103"
HDL-cholesterol 73+ 16 68+ 16 60+ 14% 57+ 12*
LDL-cholesterol 177+ 36 154+ 31% 138+ 24* 120+ 22%
VLDL-cholesterol 51+ 36 39+ 29 33+ 238 32+ 15*
Cholesterol/HDL 42+1.0 4.0+ 1.0 4.1+1.0 3.8+0.7
LDL/HDL 2.6+0.8 2.4+ 0.6 2.4+0.6 2.2+0.5

*P<0.05 compared to baseline data
HDL ;5 High density lipoprotein, LDL 5 Low density lipoprotein, VLDL 5 Very low density lipoprotein
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Fig. 2. Percent changes in reduction of serum lipid levels after lovastatin therapy in patients with hyperlipide-

mia.
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Fig. 3. The inhibitors of HMG-CoA reductase.
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