&7 4218 A2E 1991

AZY2HE FFo] 3 LOVASTATIN
(MEVACOR®) 9 ® 3

AGFAF FEE A W
AT ABR- oA AR £ A HAE

off

ol%
= Abstract=

The Effect of Lovastatin(Mevacor®) in Patients with Hypercholesterolemia
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Lovastatin is a potent inhibitor of 3-hydroxy-3-methylglutaryl coenzyme A reductase,
which catalyzes the conversion of hydroxymethyiglutaryl-coenzyme A to mevalonate, an
early and rate-limiting step in the synthesis of cholesterol.

We studied the therapeutic effect and safety of lovastatin in 18 patients with nonfamilial
primary hypercholesterolemia.

Patients received 20mg/day lovastatin therapy as a single evening dose.

If the total cholesterol level exceeded 200mg/dl after 4weeks of lovastatin therapy, the
dosage of lovastatin was doubled.

Mean percent total cholesterol level reductions from baseline were 264% and 319%
after 4, and 8 weeks of lovastatin therapy respectively.

Mean percent HDL-cholesterol level increase from baseline were 12% and 13% after
4, and 8 weeks of lovastatin therapy respectively.

Adverse effects attributable to lovastatin were mild and temporary and no patient was
withdrawn from therapy. We concluded that lovastatin was a well tolerated and effective
agent for the treatment of nonfamilial primary hypercholesterolemia.

Further studies are needed to establish the long-term safety and effectiveness of this drug.
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Table 1. Age and sex distributions of the subjects

Age Female Male
40-49 1 5
50-59 4 3
60-69 4 0
70-79 1 0
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£3lo g HALE A A3 Technicon RA 1000
sysyem-g o] &3t S0 2 FY2HE L ui-
glycerideZ Z43l¥ 1, HDL Fy A EL A
Holl 93 kitE o] &3t LDL ¢ VLDLE HA
AlZ1%& HDL 43¢ fsages 235

A& 71ZE?t i A2 A9} 37 Lovastatin
20mge TR on, 455 FF 8 2 o] 200
mg/dlo] Fol® 40mge. 8 FHsFEd 1379
217} olof HFH At

¥ o A A= Lovastatin B & 4
AlEt Ao

BA8H 752 Anova test ¥ paired ttestE
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p<0.05¥ FAEAo =2 {Fo3tria FAstych
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£ ot

F2d 2658 A7 AFA o) 295.5% 29.8mg
/dI(mean+ SD) QP o8, 4FF o= 217.5% 24.5mg
/A2 FolstAl ZAasR e v (p<0.0001), 8%
o &= 201.1+ 21.2mg/d1 2 9 A] X B A ZHA o) 1] 3}
o3 #AE BYrH(p<0.0001)(Table 2, Fig.
1, Fig. 4).
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Table 2. Changes in Total cholesterol, Triglyceride, and HDL-cholesterol after Lovastatin therpy for 8

weeks
baseline value 455 855
Total cholesterol 295.5+ 29.8 217.5+ 24.5% 201.1+ 21.2%
(mg/dl)
Triglyceride 302.9+ 224 256+ 171.9%* 94834 107%*
(mg/dD
HDL-cholesterol 489+ 114 54.6+ 12%%* 55.54 15.4%%
(mg/dD

* p<<0.0001, **p<<0.10, ***p<0.01
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Fig. 1. The effect of lovastatin on plasma cholesterol concentrations.
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Fig. 2. The effect of lovastatin on plasma triglyceride concentrations.
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Fig. 3. The effect of lovastatin on plasma HDL-cholesterol concentrations.
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Fig. 4. The effect of lovastatin on plasma lipid concentrations.
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