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Introduction: HUS (aHUS) is caused by endothelial damage due uncontrolled activation of complement system. Gemcitabine a nucleoside analog induced HUS (GiHUS) is rare. We report a patient with unresectable, locally advanced pancreatic cancer who developed a HUS after 1 months of gemcitabine.

Case Description: A 64 year-old female was diagnosed with 4 cm mass adenocarcinoma of the pancreatic head, after extensive evaluation of recurrent abdominal associated with clay colored stool. She underwent three cycles of gemcitabine at 1,000 mg/square meter. Her condition deteriorated over the following 1 weeks and developed microangiopathic hemolysis, rapidly declining renal function with proteinuria and hematuria, and renal biopsy of the last dose. Other markers of hemolysis namely LDH and bilirubin had dramatic improvement after 2 treatment of eculizumab.


Patient was consequently treated with eculizumab for management of atypical HUS. She received 1 dose of eculizumab IV every week after which she was transitioned to once monthly for a total of nine doses. Pt’s creatinine Clearance was closely monitored and had signi cantly improved from 14 mL/min at the time of onset to 60 mL/min by the time of the last dose. Other markers of hemolysis namely LDH and bilirubin had dramatic improvement after 2 treatment of eculizumab.

Discussion: HUS associated with gemcitabine is quite rare and no consistent risk factors have been Identi ed. Conventional treatment with hemodialysis, or corticosteroids or plasmaphresis as minimal response.The rapid clinical response to eculizumab supports the concept that GiHUS might involve aberrant and autonomous complement activation. The dramatic resolution of symptoms after eculizumab administration suggests that chemothearpy induce aHUS is an area deserving further careful investigation of therapeutic complement blockade.
