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Table 1. Changes fo Laboratory Data of habdomyolysis

Hosp. day CPK(IU/L) LDH(U/L) AST/ALT(U/L) urine-myoglobin
0 8613 497 316/95 (+)
5 5230 578 243/165
7 26/62 (-)
14 46 190 16/26 =)

Fig. 1. ATPase histochemical staining of muscle of
vastus lateralis, left. ; Mainly type II fibers
“(arrow) are atrophied (ATPase 94, x100).
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A Case of Lovastatin Induced
Rhabdomyolysis

Jae Min Park, M.D., Cheol Woo Kim, M.D.
Ji Hyun Lee, M.D,, Sung Kil Lim, M.D.
Hyun Chul Lee, M.D. and Kap Bum Huh, M.D.

Department of Internal Medicine, College of
Medicine, Yonsei University, Seoul, Korea

Lovastatin is an inhibitor of HMG-CoA reductase
used to reduce total plasma cholesterol and LDL-
cholesterol. Lovastatin is relatively well tolerated at
usual dosage, and has a low incidence of adverse
effects.

Lovastatin like other Cholesterol-lowering agents
can induce rhabdomyolysis and induce acute renal
failure needing hemodialysis in severe cases. The
myotoxicity has been attributed to an interference of
biosynthesis of Coenzyme-Q or to a decrease in
availavility of cholesterol for the formation and mai-
ntenance of muscle membranes. The duration of
drug use, dosage, interaction with other drugs and
associated disease are all thoughted to be of some
importance in the pathogenesis of lovastatin induced
myopathy.

Recently we experienced a diabetic patient asso-
ciated with hyperchoeisterolemia, who developed mild
rhabdomyolysis after short period of low dose Lo-
vastatin treatment. We report the case with the
review of the literature.

Key Words : Hypercholesterolemia~Lovastatin-
Myopath-/Rhabdomyolysis
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