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SUMMARY

Pseudomembranous colitis is one of the
antibiotics associated gastrointestinal diseases.
The important causal bacterium is clostridium
difficile (CD). We herein report a case of
pseudomembranous colitis with septic shock. 79

years old woman who was taking antibiotics by

urinary tract infection in previous hospital. She
was admitted to our hospital because of abdominal
bloating, vomiting and shock. She met the criteria
for SIRS and DIC. CT indicated ascites and highly
wall thickness from descending colon to rectum.
Feces CD toxin was negative. We performed left
colectomy and transverse colostomy because of
suspicion of pseudomembranous colitis. The
resected specimen showed pseudomembrane
formation and extensive edema and partial
thinness in the colon. Histological examinations
revealed pseudomembranous colitis. Severe
pseudomembranous colitis suffered from
peritonitis, sepsis and shock has a poor prognosis.
Severe pseudomembranous colitis patients could
require surgical intervention at the appropriate

time to improve survival.



