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A Case of Hemolytic Uremic Syndrome in a Lung Cancer Patient

Treated with Gemcitabine

Youn Jung Park, M.D, Keun-Suk Yang, M.D, Hong-Soon Jung, M.D,, Hee Chul Nam, M,D,, Seung Hye
Jung, M D,, Boo Gyoung Kim, M.D_, Ka Young Kim, M D,, Jung-Ho Kim, M.D_, Young-Ok Kim, M,D,, Yu-Seon

Yun, MD.

Department of Intemal Medicine, The Catholic University of Korea College of Medicine, Seoul, Korea

Hemolytic uremic syndrome (HUS) is a rare disorder characterized by the triad of microangiopathic hemolytic
anemia, thrombocytopenia, and acute renal failure. HUS arises from a wide spectrum of conditions, and
chemotherapeutic agents have been reported to be associated with HUS, including Mitomycin, Cisplatin, Bleomycin,
and Gemcitabine, A 76-year-old man treated with Gemcitabine due to non-small cell lung cancer developed clinical
and laboratory findings compatible with HUS. Gemcitabine was ceased and hemodialysis and plasma exchange
were utilized and he recovered. A high level of suspicion for HUS is necessary when cancer patients are treated
with Gemcitabine, and prompt recognition and treatment are also essential,
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Figure 1, Peripheral blood smear showed schistocytes
(x 400),
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e = o] SRS ate Foldrk oxtHEle] &
olsletx] g FoF FoH Gemcitabine®} Carboplatin®] &
T8 217} 9,001 mg, 1,214 mgo|Sith 2011 5¢,
oA etstetA| g b § Aldgh dvkdl ZAfelA
WL 9.000/mm’, A% 9.6 g/dL, FAF 234,000/
mmsol‘,’:i_l_ Aulslel AxfA] 9 A4E A 252 mg/dL, 2
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Figure 2, Chest X-ray showed a right pleural effusion
with atelectasis in RLL and Chemopoprt insert state
via left internal jugular vein, RLL: right lower lobe,
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o|AIA HEASR= A& A HUS (typical HUS) H= post-di-
artheal (D+) HUS+ E. coli O157:H72] shiga-toxin (Shi-
ga-toxin producing Escherichia coli, STEC)e] 2]&}
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Agelelde] A<, LDH A5, haptoglobin 74AE K9]
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F o= gemcitabineo]] ¢]af #AEEF HUSSEA}ol| A CD20
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