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Clostridium Perfringens Septic Shock with Massive Intravascular Hemolysisin a Patient with ALL
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Clostridium perfringens is the most frequent isolate of Clostridium spp. and causes variable clinica manifestations. It rarely presents intravascular
hemolysis. We recently experienced a case of massive and hyperacute hemolysis in a patient with acute lymphoblastic leukemia(ALL) associated with
C.perfringens septic shock. A 63-year-old mae was diagnosed with ALL and received induction chemotherapy. Ora ciprofloxacin, sulfamethox-
azole/trimethoprim, acyclovir and fluconazole were applied as prophylaxis. He stayed in a HEPA-filtered room. He was quite well with afebrile grade IV
neutropenia until 14th day of induction. On the next day sudden onset of hypotension, fever and altered mentality occurred to the patients. Sudden decrease
of Hb from 8.7 to 4.1g/dL was reported. The septic shock bundle including antimicrobials such as meropenem, vancomycin, and caspofungin were initiated
immediately. However, he remained unstable and recurrent clotting and hemolysis of blood sample was observed. Then, hemodialysis was started for oli-
guria and acute kidney injury. Immediately after starting hemodialysis, we found the color of diaysate bag was dark brown. In suspicion of intravascular
hemolysis, plasmapheresis was applied aternately to dialysis. Subsequent lab results showed ongoing hemolysis; anemia, indirect hyperbilirubinemia, lac-
tose dehydrogenase elevation. Peripheral blood smear showed spherocytosis and aniso-poikilocytosis. Deteriorated rend function and metabolic acidosis
also were observed. With a suspicion of C.perfringens sepsis, metronidazole and azithromycin were applied immediately. Unfortunately, he expired within
18 hours from symptoms presentation. Later, C.perfringens and vancomycin susceptible Enterobacter faecalis were documented in al of periphera and
central blood culture samples. C.perfringens sepsis can be arare cause of fata intravascular hemolysis. It is very difficult to make an early diagnosis and to
treat adequately without cautious suspicion due to rapid deterioration to multi-organ failure, sampling error, less effectiveness of antibiotics, and difficulty

to maintain hemodiaysis and plasmapheresis at the sametime.
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