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[Abstract] Objective To realize the characteristics and clinical manifestations of patients with
Clostridium difficile infection (CDI) and standardize their auxilliary laboratory examinations and treatment
program. Methods Three hundred and fifty seven in—patients undergoing Clostridium difficile toxin A/B detection
in feces from September 2016 to September 2018 in Aerospace Central Hospital were selected as the study subjects.
The examination results showed there were 238 patients with positive Clostridium difficile toxin A/B and 119
patients with negative Clostridium difficile toxin A/B, and the former ones were arranged in the positive Clostridium
difficile positive group and the latter ones in the negative Clostridium difficile group. Clostridium difficile toxin A/B
was detected by two—step sandwich method combined with end—point fluorescence detection. Information of the
general situation, disease onset and risk factors of recurrence, relevant auxiliary examination indicators, clinical
manifestations, therapeutic drugs and clinical outcomes of all patients were collected. The severity of the disease
was classified according to the clinical practical standard guidelines of the 2010 American Health Epidemiology
and American Association of Infectious Diseases, and the data were statistically analyzed. Results The largest
numbers of CDI patients from September 2016 to September 2018 in Aerospace Central Hospital were distributed in
geriatrics, nephrology and rheumatism immunology, hematology and digestion departments; 91.6% of CDI patients
had used at least one antibiotic before onset, and 66.4% of patients had used antibiotics in combination before onset.
The persons with systemic and gastrointestinal immunodeficiency were susceptible to Clostridium difficile infection
under the situation without using any antibiotics. Among all the patients, there were 1 case with severe CDI, 4 cases
accompanied by intestinal obstruction and 14 cases with recurrence; the most commonly used therapeutic methods
were probiotics, anti—diarrhea drugs, vancomycin, metronidazole and intravenous injection of immunoglobulin.
Conclusions Patients with systemic and gastrointestinal immunosuppression, gastrointestinal mucosa damage,

and combined use of antibiotics are susceptible to CDI. Compared with the therapeutic measures used in guidelines,
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in this hospital, the proportion of using anti-diarrheal drugs and probiotics are relatively higher. And the efficacy and

safety of probiotics are necessary to be further evaluated.
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