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[ Abstract )

Methods To makeRlil deficency heterozygote yeast's by gene recombination, analyze the strain replicative lifespan

Objective To study the role of Saccharomyces cerevisiae Rlil in fluconzole-resistant.

and the resistant ability to fluconzole,an antifungal agent. Results Rlil deficency strain is resistant to fluconzole, but

the lifespan has no significant difference compared with the wild type strain. Conclusion Rlil may be involved in the

%- L]

yeast resistant ability to fluconzole.
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