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Detection and analysis of Clostridium dif ficile in hospitalized patients
with diarrhea

LIU Yuan-yuan, LIU Wen-en, JIAN Zi-juan , GU Xiu-mei , PENG Wan-chan, ZHANG Yun-li
(Xiangya Hospital ,Central South University ,Changsha 410008, China)

[Abstract] Objective To investigate Clostridium di f ficile (C. difficile) infection in hospitalized patients with
diarrhea by screening C. dif ficile in stool specimens and comparing detection rate in different periods. Methods
106 stool specimens of inpatients with diarrhea between February-December 2009 and April-July 2011 were collect-
ed, anaerobic culture and API identification were performed, C. dif ficile isolates were detected toxin A, toxin B and
binary toxin gene by polymerase chain reaction(PCR) ; enzyme-linked fluorescence immunoassay was used for toxin
A/B detection. Results  Of 106 specimens, 16(15. 09%) were positive for C. di f ficile. PCR amplification of toxin
A/B were both positive, binary toxin was negative. The positive rate was 12. 26% (13/106) by direct detection of
toxin A/B, there was no significant difference compared with positive rate of anaerobic culture(y* = 0. 16, P>>0. 05).
Positive rate of anaerobic culture was 22. 81% (13/57)in February -December 2009 and 6. 12% (3/49)in April-July
2011, the difference was statistically significant (3° = 5. 73, P<C0. 05) ; the detection rate of toxin A and B was
17.54%(10/57) and 6. 12%(3/49) respectively, there was no significant difference(y” = 3. 18, P>>0. 05). Patients
with C. dif ficile infection used one or more antimicrobial agents, such as cephalosporins, quinolones, carbapene-
ms, broad-spectrum penicillin and clindamycin during hospitalization period. Conclusion C. dif filile-associated di-
arrhea is serious in this hospital, antimicrobial use is an important factor for inducing C. di f ficile infection.
[Key words | Clostridium di f ficile ; diarrhea; toxin A/Bj;healthcare-associated infection; laboratory technique and
method
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Table 2 Basic condition of 16 patients with C. dif ficile infection
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Figure 2 Amplification results of toxins A,B and binary toxin
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Table 3 Comparison of detection results of C. dif ficile in

two groups
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