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The detection of biofilm in Candidas and it’s drug resistance analysis
LU Xiu-Wen, ZHANG Zhao-liang, YOU Jun, et al. Department of Clinical Laboratory, Tianjin Gong—An Hos-
pital, Tianjin 300040, China

[Abstract] Objective To investigate the correlation of biofilm and the drug resistance of Candidas.
Methods 30 strains Candidas were selected from clinical. Modified plate culture method was used to establish
the Candidas biofilm. The results of crystal violet staining were measured by microplate reader and the results of
drug resistance were analyzed. Results The detection rate of biofilm positive bacterium was 76.7%(23/30).
The drug resistance rates of biofilm positive bacterium to antibacterials were all higher than biofilm negtive bac-
terium and the differencs all had statistical significance except amphotericin B (P all< 0.05). Conclusion The

formation of biofilm in Candida can decrease the antibacterial activity of antibacterials.
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