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An unusua case of drug induced myositis by concurrent administration of atorvastatin and tadal &fil
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Introduction: Many drugs can cause unanticipated drug-induced myopathy which is defined as the acute or subacute muscle weakness, creatine kinase
(CK) eevation and peripheral eosinophilia. Atorvastatin and taldalafil, a phosphodiesterase type 5 inhibitor, are metabolized by the hepatic isoenzyme
CYP3A4. Here, we firgt report a case of drug-induced myositis after taking atorvastatin and tadal&fil in a patient with thalamic infarction. Case pre-
sentation: A 55-year-old man presented with ongoing myalgia and weakness on shoulders from three months ago. He had been diagnosed as having
thalamic infarction a year ago and received antiplatelet drugs. Laboratory test showed that the white blood cell count was 10,570/mm® with 39.2% of
eosinophils. Serum chemistry test showed increased aspartate aminotransferase (43 U/L, norma <40 U/L), CK (561 U/L, norma <190 U/L). On phys-
ical examination, the upper muscle power decreased to medical research council grade 3. There was no evidence of asthma or alergic rhinitis. Cultures
of blood, stool for detection of parasites infection were all negative. After thorough interview, we found that three months ago, he was diagnosed with
dydipidemia and erectile dysfunction and described atorvastatin and taldal &fil. After taking these drugs, his myagia and weakness was developed. We
suspected that the patient may have drugs (taldalafil and atorvastatin) induced myositis, therefore, he took shoulder magnetic resonance imaging (MRI)
and muscle biopsy. A T2-weighted MRI showed significant hyperintense thickening of deltoid muscles which is related with myositis.
Histopathological examination of biopsy specimens from muscles showed perimysial and endomysid infiltration of lymphocyte and macrophages
which finding are correlated with myositis. Eventually adiagnosis of drug-induced myositis was made. After intraveous administration of corticosteroid
and discontinuation of atrovastain and taldalafil, myalgia and muscle weakness was significantly improved and the eosinophilia was recovered.
Conclusion: This report remarks that the risk of myopathy could be even higher if a statin is used concomitantly with one of the potent CYP3A4 in-
hibitors such as tadal &fil.
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