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Species distribution and drug resistance of 386 strains of candida
Chen Xianyun , He Xiaoli , Xia Chun , Xue Lian
(Hospital Laboratory sWuchang Hospital .Wuhan . Hubei 430063 ,China)

Abstract: Objective To analyze the species distribution and drug resistance of clinical isolates of candida. Methods Clinical i-
solates were identified and detected for drug susceptibility by using VITEK-AMS automated microbial identification system and
yeast-like fungi identification card YBC. Results Among 386 strains of Candida mycoderma,the most common specie was Candida
albicans with the proportion of 64, 2% ,followed by Candida tropicalis(20. 7% ). Candida albicans was sensitive to azoles, with re-
sistance rate of 0. 6% and 1. 2% to fluconazole and ketoconazole. Candida tropicalis was more resistant to azoles than Candida albi-
cans, with resistance rate of 6. 2% to fluconazole and 7. 5% to ketoconazole. Candida glabrata was highly resistant to azoles, with re-
sistance rate of 16. 7% and 13. 3% to fluconazole and ketoconazole. The resistance rate of Candida krusei to fluconazole was
84.2%. Conclusion Many species of candida could cause infections,with the increasing of drug resistance. Monitoring on suscepti-
ble patients should be strengthened for the analysis of etiology and rational use of antimicrobial drugs to prevent and delay further
development of drug resistance.
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