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Advances on mechanisms of aging in Saccharomyces cerevisiae

ZHANGAI-li
(School of Chemical Engineering and Technology, Tianjin University, Tianjin 300072, China)

Abstract: Studies on mechanisms of aging in Saccharomyces cerevisiae have important reference meaning to
uncover molecular mechanisms of aging in higher eukaryotes. Two forms of aging have been described in yeast,
i. e. replicative agingand chronological aging. There are also two forms of 1ife span inyeast, i.e. replicative life
span and chronological life span. Yeast replicative life span is defined as the number of divisions an individual
cell undergoes before dying. Yeast chronological life span is the length of time a populationremains viable in the

post—diauxic and stationary phases. Here, we review molecular mechanisms of two different aging models of

yeast. And their similarities and differences of the two aging models were also discussed.
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