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Hypercholesterolemia, especially the low-density lipoprotein cholesterol (LDL-C),
plays a major role in the etiology of atherosclerosis, and in the development of
coronary heart disease (CHD) and other vascular diseases. The 3-hydroxy-
3-methyl-glutaryl-coenzyme A (HMG-CoA) reductase inhibitors, categorized as
statins, are the most efficient drugs for the treatment of hypercholesterolemia. Statins
inhibit endogenous cholesterol synthesis in the liver and increase the expression of
LDL-receptors, resulting in an increase in up-regulated catabolism of plasma LDL-C.
It has been shown that lowing of LDL-C reduces the incidence of CHD. Although the
commonly short-and long-term uses of statins can be well tolerated and considered
relatively safe, they can also cause liver dysfunction, myopathy and potentially fatal
rhabdomyolysis. Statins decrease membrane integrity and cause ubiquinone
deficiency in muscle cell in the presence of sarcolemmic membrane damage. Creatine
phosphokinase (CK) and myoglobin are released resulting in elevated serum levels.
Increase in myoglobin causes renal vasoconstriction, tubular toxicity, and intraluminal
cast formation. Subsequently, renal injury or acute renal failure results which may be
irreversible. Increase risk of rhabdomyolysis has been reported in statin use combined
with other drugs, e.g., fibric acid derivatives such as gemfibrozil. However,
rhabdomyolysis can also occur in patients treated with statins alone. Among them,
cerivastatin had 21-fold higher incidents than others in developing rhabdomyolysis,
and was removed from the market in August 2001. Lifestyle modification remains the
first-line intervention for each individual. A variety of lipid-modifying drug
treatments are available, and a number of additional treatment options are in
development, such as bile acid transport inhibitors, cholesterol absorption inhibitors,
and an improvement on statin drug itself, etc, are expected to be available over the
next several years. (J Intern Med Taiwan 2003; 14: 49-57)

# - HMG Co A reductase inhibitors( statins) % # % #
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Lovastatin ~ 10mg/day | 24 117 110 r7
20mg/day 30 122 | 14 7
40mg/day | 40 129 119 110
Pravastatin ~ 10mg/day {20 | 16 y 11 7
20mg/day | 28 |24 y 15 12
40mg/day y 32 {25 |24 112
Simvastatin  5mg/day |24 |17 10 7
10mg/day y 31 |24 10 19
20mg/day 135 | 25 119 11
40mg/day | 40 |28 y 19 112
Fluvastatin ~ 20mg/day |22 |14 !5 14
40mg/day |24 | 16 y 15 16
Atorvastatin - 10mg/day {39 129 13 16
20mg/day | 43 {33 {20 19
40mg/day J 50 | 37 y 32 16
80mg/day | 60 | 45 {25 15
Cerivastatin  0.2mg/day | 28 {19 y 13 110
Rosuvastatin** 5mg/day y 32 NA 18 110
10mg/day | 40 NA |30 114
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Lovastatin 32 2 5 0
Pravastatin 70 8 9 1
Simvastatin 187 23 24 5
Fluvastatin 10 2 1 0
Atorvastatin 86 13 13 2
Cerivastatin 387 200 20* 10
X2t 772 248 72%* 18***

*2001 # 8 7 B oo >4 M AR 4 52 B F] cerivastatin 314z hrr = o 4R 2
** oG b 5 H PR A f8 stating 0 ***Y - ) 5 H RS f& statins
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