ARSI R R R YL 2 5B TR) 20244E6 H 4518%: %5334) Chin J Exp Clin Infect Dis (Electronic Edition), June 2024, Vol.18, No.3

KRS =

e S B8 A S B Y 6 — B

KR OFHE MM A%

[FE] B8 R IEREEIR =TI 0 2 WHRAERAIR . F33E [ -4 & SR T
Bt 2023452 F WSCVA I 1451 7= < S MR 1 TR ST A7 PAY Y25 0L e PP A e 282 P40 s PR W3 81 R 2R [ P /A D S
Bk, FHZRMEORHUE. IGREHE ST BT HT . SR B E BB E R AR K A T I e
ABE, BEAREPRHE . ABESR2 K, B MRS, s R aR, MmaiE: 63 gL,
MIHLE: 64.9 umol/L. [H#EHLT R 55.1 umol/L, /R MM, Mk A /RERILAAM, MEEsR
AR B IEACT R AR, 25678 [BON S IE IEAR B BT 852 ik 1L P9 ¥ Il & 9 T T
e TELG TR PURGL . MK E e R I AE SCRRTT J5 BB RIG I , BAEEm 5. &t 7R
JENGAR T R Y A LA P Y 0L B P I e e — 22 LB R R, TR IR AR R R 2
WrAnEYT, DAk BE TS .

(oG8R PR M NE L,

A case of intravascular hemolysis with liver abscess caused by Clostridium Perfringens infection
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[ Abstract] Objective To improve the clinicians’ understanding of rare complications of Clostridium
perfringens. Methods The clinical data of a patient with intravascular hemolysis and liver abscess caused by
Clostridium perfringenes infection who was admitted to Yantai Yuhuangding Hospital in February 2023 was
analyzed, retrospectively. Relevant literatures at domestic and abroad were searched to explore the pathogenic
mechanism, clinical characteristics, diagnosis and treatment of the disease. Results An elderly man with a history
of diabetes was admitted to the hospital due to acute pancreatitis with intra-abdominal infection. On the second
day of admission, the patient experienced shortness of breath, chest tightness, and dark urine resembling soy sauce.
Laboratory tests (hemoglobin: 63 g/L, total bilirubin: 64.9 umol/L, indirect bilirubin: 55.1 pmol/L) indicated
intravascular hemolysis, blood smear showed spherocytic red blood cells, and blood culture revealed Clostridium
perfringens. Abdominal CT and ultrasound showed a liver abscess, leading to a diagnosis of acute intravascular
hemolysis and liver abscess caused by Clostridium perfringens. Conclusions Clostridium perfringens infection
accompanied by intravascular hemolysis and liver abscess is a rare complication with an extremely high mortality
rate. Clinical physicians should identify, diagnose and treat early to improve the prognosis of the patient.
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