Nrg1 is a Transcriptional Repressor for the Expression of Genes

involved in Glucose Metabolism in Saccharomyces cerevisia
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TABLE 1. Suppression of glucoamylase production by
plasmid pRPS50
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<Flg. 4> Protected Region
NRG! {RXe STAI SXAe AEdx=H 29 & F H&o ZEsts 25kDa2l Zinc finger

protein2 encodest AcCt (Figure 2). NRG! *TXE
Aloll glucoamylase &#4jol 823 F7I5t1 (Table 2), STA7 transcript2l levelo] 5HY

&olst 4= Uct (Figure 3-A). NRGT ST Xt Rt# 2l

= o= ct (Figure 3-B).
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<Fig, 8 Mechanism of the function of Nigl in glucose repression
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