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Mefenamic Acid Induce Mixed type Hepatocellular-

Cholestatic Hepatitis and Stevens-Johnson

Syndrome: Report of A Case

Jen-Hung Chang’, Lok-Beng Koay?, Feng-Jie Lai°, Sheng-Hsien Chen*, Chi-Shu Sun?,
Shih-Sung Chuang®, Sheng-Tsung Chang®, and Jian-Nan Wang'

'Departments of Family Medicine, “Gastroenterology; *Dermatology,
‘Obstetrics and Gynecology, and °*Pathology, Chi Mei Medical Center

Nonsteroidal anti-inflammatory drugs (NSAIDs) is frequently available for pain relief, antipyretic and
antiinflammation. The fenamate class of NSAIDs, like mefenamic acid, inducing mixed type hepatocellular-
cholestatic hepatitis and Stevens-Johnson syndrome (SJS) was rarely mentioned in the previous papers. The
incidence of serious NSAIDs-induced liver injury was not high. SJS is an uncommon but an acute fatal cutaneous
mucosal disease that was often induced by medicine, such as NSAIDs. We herein report a 42-year-old man with
mefenamic acid-induced chronic mixed type hepatocellular-cholestatic hepatitis presented abnormality of liver
function for eleven months, and SJS. We also briefly reviewed the literature associated with its pathogenesis,
the relationship of NSAIDs with drug-induced liver injury and SJS, its treatment, and further discussed the
pharmacogenomicology of disease. (J Intern Med Taiwan 2010; 21: 66-71)



