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Diagnosis and treatment of four liver cirrhosis cases complicated with Clostridium difficile infection and
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[ Abstract] Objective To investigate the characteristics and prognosis of Clostridium difficile infection in
patients with advance liver cirrhosis. Methods From January 2018 to May 2019, four cases were diagnosed with
Clostridium difficile infection and liver cirrhosis in Beijing Ditan Hospital, Capital Medical University. The diagnosis,
treatment and clinical outcome of the four cases were analyzed, respectively and relevant literature were reviewed.
Results All cases with initial episode with Clostridium difficile infection were advanced liver cirrhosis patients
with various complications. A definite diagnosis was performed by fecal detection of Clostridium difficile gluconate
dehydrogenase (GDH) combined with toxin enzyme-linked immunosorbent assay. There were 3 cases with fulminant
type and 1 case recurred. All 4 cases were treated with vancomycin. Two cases died within one year after onset,
among whom one case died within 24 h. Conclusions Improving clinical cognition, perfect diagnosis test, timely

diagnosis and treatment of Clostridium difficile in patients with liver cirrhosis was essential to reduce the incidence

and morbidity.
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