Glatiramer Acetate-Induced Acute Liver Failure and Liver Transplantation: A Case Report
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Background Hospltal Course Hospital Course

DAY 10 — Patient developed severe abdominal pain,
lethargy, and was slow to respond. Physical exam notable
for scleral icterus and asterixis. Labs showed AST 909
IU/L, ALT 839 IU/L, total bilirubin 27.2 mg/dL, and INR
2.94. She underwent expedited liver transplant evaluation
and was listed on the same day.

DAY 13 — Patient successfully underwent deceased donor
liver transplant. Liver explant showed mixed zone 1 and 3
liver necrosis (50%) with associated inflammation-mild
lobular inflammation and cholestasis (Fig1B-D).

» Glatiramer acetate (GA) has been used for multiple sclerosis
(MS) since 1996.

» Regular liver function test monitoring is not required for the
medication because there have not been any reported cases
of liver toxicity (1).

Case Presentation

» 59-year-old woman with well-controlled MS presented to the
emergency department with three weeks of jaundice and
dark-colored urine.

She took GA, which was her only medication since 2008.

* Liver enzymes were normal one year prior to presentation, and

she has no family history of autoimmune or liver disease.

Discussion

This case illustrates the first case of GA-induced ALF
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