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A Case of Rhabdomyolysis and Acute Renal Failure after Dicamba Ingestion

Gyu Bok Jin, M.D., Eun Ah Hwang, M.D., Seung Yeup Han, M.D.,

Sung Bae Park, M.D., Hyun Chul Kim, M.D.
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Abstract : Dicamba, a broad—spectrum chlorobenzoic acid herbicide, is considered a

moderately dangerous substance for human. Dicamba poisoning is uncommon but may produce

serious and sometimes fatal sequelae such as prolonged coma and acidemia. Renal failure

occurred infrequently, usually in association with hypovolemic shock or rhabdomyolysis. We

report a case of rhabdomyolysis with acute renal failure after dicamba ingestion in a previously

healthy 58 - year - old man, which was successfully treated with 6 —day hemodialysis and

supportive care.
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Fig. 1. Changes of serum creatinine level and urine
output. Black line: creatinine, gray line: urine
output, arrow: hemodialysis.
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Fig. 2. Serial serum myogolbin and creatine kinase
changes. Black line: myoglobin, gray line
: creatine kinase, arrows: hemodialysis.
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