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Abstract : Objective
mycin. Methods

To study the role of saccharomyces cerevisiae DRE2 in endoplasmic reticulum response induced by tunica-

The der2: :URA3 gene deletion cassette was amplified from the wild type genomic DNA by PCR; DRE2 deficiency

heterozygote strain was made by gene recombination. The heterozygote strain resistant ability to tunicamycin and the replicative li-

fespan were analyzed in this study. Results
decreased compared to wild type strain (P<C0. 05). Conclusion

and replicative lifespan regulation.

DRE?2 deficiency strain was resistant to tunicamycin, but the replicative lifespan was

DRE2 may be involved in the yeast endoplasmic reticulum response
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