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Methimazole-Induced Acute Cholestatic Hepatitis in a Patient with History of

Simvastatin-Induced Liver Injury
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past medical history of simvastatin induced liver injury.

Methimazole and prophylthiouracil are commonly prescribed for patients with hyperthyroidism. The serious side effect of toxic
hepatitis caused by these two drugs is well known. According to recent Korean and American management guidelines for hyper-
thyroidism, mehimazole is recommended as the first-choice antithyroid drug for the treatment of hyperthyroidism. Toxic hepatitis
rarely occurs in methimazole users. We report a rare case of a 52-year-old female with toxic hepatitis after methimazole use that had
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Fig. 1. (A) Sections of the liver show centrizonal hydropic degeneration, regenerating hepatocytes (black arrows), and cholestasis (black arrowheads) (H&E, x 100). (B)
The lobular architecture is preserved well (Masson’s trichrome, x 100). (C) Markedly swollen hepatocytes (black arrows) with cholestasis are noted in acinar zone 3
(black arrowheads) (H&E, = 200). (D, E) Low power view shows intact lobular architecture without any evidence of chronic liver disease (D: H&E, x 100; E: Masson's
trichrome, x 100). (F) There is mild cholestasis (black arrowheads) and regenerating hepatocytes (black arrows) in acinar zone 3 (H&E, x 200).
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Fig. 2. Biochemical changes before and after discontinuation of methimazole.
AST, aspartate aminotransferase; ALT, alanine transferase; ALP. alkaline phos-
phatase; MMZ, methimazole; D, d-day (admission); HD, hospital day.
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