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Analysis of relationship between MSH2 gene mutation

and fluconazole resistance in Candida glabrata
Liu Yunlei Gong Tingting Wang Zhongxin

( Dept of Clinical Laboratory The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract
drugs

Objective  To analyze the resistance rate of 157 Candida glabrata clinical strainsto five antifungal
and to explore the relationship between MSH2 gene mutation and fluconazole resistance in Candida glabrata
clinical strains. Methods (1 A total of 157 Candida glabrata strains from patients with fungal infections were col—
lected. The resistance to five antifungal drugs was statistically analyzed. (2) Fluconazole—resistant( n =19) dose—
dependent sensitive ( S-DD) ( n =15) and susceptible isolates( n =23) were randomly collected from the above 157
strains and verified the drug sensitivity by microdilution method. Using Sanger method sequenced the MSH2 gene

and the sequencing results were compared with the published sequences in Genbank and analyze of the frequency

D Of the 157 Candida glabrata strains 27. 4%

2.5% were resistance rate to itraconazole fluconazole voriconazole and amphotericin B respec—

of mutations and related mutation sites in MSH2 gene. Results
22.9% 5.7%
tively. All strains were sensitive to Sfluorocytosine. (2) Compared with susceptible isolates( n =23)  the mutation
frequency of MSH2 gene in fluconazole—sesistant isolates( n =19) and S-DD isolates( n =15) was significantly in—
creased and the difference was statistically significant( P <0. 016 7) . The three mutation sites of G622A/A2669T
and G715T were detected in MSH2 gene corresponding to three amino acid substitution sites of P208S/N8901 and
V239L; and P208S/N8901 only appeared in drug-—resistant strains. Conclusion 157 Candida glabrata clinical
strains have higher resistance to azoles than amphotericin B and 5Hluorocytosine. The mutation of MSH2 gene of
Candida glabrata has a certain relationship with fluconazole resistance.
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