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Figure 6. RNA-Seq. transcription profile of ndh51A. Functional
categories are indicated as a % of the total down regulated genes.
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Figure 7. Real time PCR of CDRI, CDR2, and MDRI is shown for
wild type, goalA, ndh51A, and goal/GOAIl, and ndh51/NDH5].
Expression of both CDRI and CDR? is significantly reduced in both
mutant strains but not in the wild type or gene-reconstituted strains.
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Figure 8. Efflux of fluorescent rhodamine 6G, a substrate of Cdrlp and
Cdr2p pumps. All strains were grown overnight in YPD, starved for 2 h
in PBS buffer, incubated with rhodamine 6G, and then transferred to
buffer. At 30 min glucose was added to cultures and efflux of flourescent
rhodamine was measured subsequently for a total of 90 minutes. The
CDR-over expressing strain exhibited the greatest amount of rhodamine
efflux, followed by the gene-reconstituted strains goal/GOAI and
ndh51/NDH51 (intermediate efflux). The goalA and ndh51A did not
cause efflux of rhodamine.
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Figure 9. Down regulation of genes (brown) in goalA of peroxisomes
(left) or mitochondria (right) are shown. See the text for a description of
genes indicated.
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Figure 10. The ergosterol synthesis pathway is shown (left) along with
transcription levels that correspond to each pathway gene. Down regulated
genes (green) or minimal change (black) are shown. All genes are aligned
on the right for both strains. Down regulation of ERG genes is more
common in ndh5 1A than goalA.



