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Introduction Results
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plates and optical density (600 nm) was measured every 15
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Conclusion
Methodology (A) Set-up of 384 well plate. One yeast strained occupied 4 wells while Our experiments demonstrate a unique role for Hsp90 in palatinose utilization in yeast. Additionally, genetic variation influences this trait

DMSO or an Hsp90 inhibitor occupied 2 of those 4 wells. (B) Schematic depicting
procedure for determining whether a trait follows a Mendelian pattern of
inheritance.

and epistatic interaction between genes point to its Hsp90 dependence. In conclusion, our results establish a model for the genetic basis
of an Hsp90-dependent trait, identify specific genes involved, and lay a foundation to characterize the evolutionary significance of
underlying mechanisms.




