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Fig. 1. (A) Effect of deletion of candidate genes that rescue growth defect caused by repression
of complex sphingolipid biosynthesis (AURI repression). (B) Effect of overexpression of
FMP48 (TEFp-FMP48) on increase in ROS levels in AURI-repressed cells. Detection of
ROS was performed by staining with 2°,7’-dichlorofruorescein diacetate, an indicator of ROS

in cells.
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Fig. 2. (A) Effect of deletion of components of the cAMP/PKA pathway on growth defect
caused by repression AURI. (B) Effect of deletion of PDE2 or IRA2 on phosphorylation of
Hogl caused by repression of AURI.
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