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Effect of Lovastatin(Mevacor”) on Serum Lipids of Patients with

Primary Hyperlipidemia

Won Sang Yoo, M.D., Sung Bong Lee, M.D., Jeong Hyo Ahn, M.D,,
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A new hypolipidemic agent, lovastatin, hydroxy-methyl-glutaryl coenzyme A reductase inhibitor
was administered to 25 patients with primary hyperlipidemia 20 to 40 mg daily for 12 weeks and
sequential changes of serum lipid profile were analysed as follow.

1) Mean average at baseline period of serum total cholesterol, triglyceride and low density lipopro-
tein cholesterol were 271, 179, 51 and 185 mg/dl respectively.

2) Total cholesterol showed 20% decrease at 4th week and 23% decrease at the end of 12th
week while low density lipoprotein cholesterol decreased 31% and 33% respectively

3) Triglyceride dropped 7% at 8th week and 3% at 12th week. High density lipoprotein cholesterol
increased 4% at 4th week and showed 2% decrease at th end of study.

4) Only one patient complained of moderate abdominal pain, which subsided after 2 weeks drug
withdrawal.

In conclusion, lovastatin was well tolerated and effective, in the treatment of primary hyperlipide-
mia.

KEY WORDS : Lovastatin * Hyperlipidemia.
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Table 1. Criteria for effectiveness of hypolipidemic drugs(Author 1988)
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LPL-C —30 -20~-29 —10~—19 +10 10
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Fig. 1. Chemical structure of lovastatin.
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Table 3. Sequential lipids level change in pilot study on the effect of lovastatin in 8 hyperlipidemic patie-
nts
. Mean
Baseline 0 4 W 8 W
change
TC 261 270 207 207 —63 (—23)
TG 151 157 158 154 3 (=2
HDL-C 52 57 61 54 -3 (-5
LDL-C 178 182 114 123 -19 (—32)

Note : Serum lipid level in mg/dl (Percent change)
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Table 4.

Effect of levastatin on the serum lipids of 25 patients with primary hypercholesterolemia

. Mean
Baseline 0 4 W 8 W 12 W
change
TC 271 271 217 209 210 —61 (—=23)
TG 166 179 180 167 173 - 6 (= 3)
HDL-C 51 51 53 50 50 -1 (=2
LDL-C 186 185 128 125 124 —61 (—33)

Note : Serum lipid levels in mg/dl (Percent change)

Table 5. Profile of serum lipids of 11 hyperlipidemic patients. who showed TC<220 mg/dl after 12 week

of 20mg lovastatin daily

Mean’ Percent’
0 4W 8W 12W Range Usefulness
change change
TC 268 188 193 192 - 76 —28 (—28~ —30) Excel* Afi*
TG 192 147 158 162 =30 - 16 (=16~ ~23) Fair AR
HDL-C 50 56 49 50 0 0 (= 2~-12) Poor T8
LDL-C 179 103 112 109 =170 -39 (=37~ —42)  Excel A&

Note © serum lipid levels in mg/dl

" “mean change value and % change at the end of 12 week

* I refer to table 1 ** [ refer to table 2

Table 6. Profiles of serum lipids of 9 hyperlipidemic patients. who showed TC<(220 mg/dl after 12 w of

40mg lovastatin daily

Mean” Percent”
0 4W 8W 12W Range Usefulness
change change
TC 268 230 208 204 64 —24 (—14~ —24) Excel* Ha*
TG 165 207 176 166 1 1 (=1~ 25  Poor T8
HDL-C 52 49 51 53 1 2 (=6~ 2) Poor %&
LDL-C 183 140 122 119 —64 -35 (=23~ =35  Excel AR

Note © serum lipid levels in mg/dl

* “mean change value and % change at the end of 12 week

*  refer to table 1 ** _ refer to table 2
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Table 7. Profiles of serum lipids of 5 hyperlipidemic patients. who failed to reach TC<{220 mg/d! after 12

w of lovastatin 40mg daily

Mean’ Percent’
0 4W 8W 12W Range Usefulness
change change
TC 286 258 244 260 —26 -9 (= 9~ —15) Poor* HF&™
TG 175 206 171 208 33 19 ( 2~ 19 Bad ot}
HDL-C 51 5 51 47 — 4 -8 (-8~ 100 Poor %%
LDL-C 201 160 160 169 -31 —16 (—16~ —20) Fair RE
Note : serum lipid levels in mg/dl
" “mean change value and % change at the end of 12 week
* I refer to table 1 ** [ refer to table 2
Total cholesterol Triglyceride HDL-cholesterol LDL-cholesterol
20
10
2

0 7 : I

-10 —9 -8
—16 -16
0 |
~23 | 24
0| g %
-33 :—'35
—-40 L
-39
T Total (n=25)

sHON

A 20mg QD effcetive group (n=11)
B 40mg QD effcetive group (n=9)
C 40mg QD poor response group (n=5)

Fig. 2. Percent changes of serum lipid after 12 wks of Lovastatin 20—40 mg in 25 patient with primary hyperchole-

sterolemia and in subgroup A, B and C.
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Table 8. Mean and percent change of serum lipids and atherogenic index after 12 weeks of lovastatin in
25 patients with primary hypercholesterolemia

Mean Percent
Pre T, Post T

change change
TC (mg/dD) 271 210 -61 -23
TG (mg/dD 179 173 -1 -3
HDL-C (mg/dD 51 50 =1 -2
LDL-C (mg/dD 185 124 —61 -33
TC/HDL-C 5.3 42 - 11 —21
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