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Abstract

The tRNA biosynthesis is down-regulated by RNA polymerase III (Pol III) under growth-limit-

ing conditions in budding yeast, Saccharomyces cerevisiae. This repression is mediated by Mafl, a negative regula-

tor of Pol III transcription. Conserved from yeast to man, Mafl was originally discovered in S. cerevisiae through

a genetic approach. The phosphorylation status of Mafl determines its subcellular localization and interaction with

the Pol III complex. Several Mafl kinases have been identified to be involved in Pol III control. Moreover, Mafl

indirectly affects tRNA maturation and decay. Here we summarize the current understanding of the mechanisms by

which Mafl mediates Pol III activity and tRNA biosynthesis in yeast.
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Fig.1 Schematic representation of structural motifs of Mafl proteins from different species (modified from reference [6,11])
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(B) Unfavourable growth conditions
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Nucleus

E2 CK2IBERNARSESINIER (IRHESE STlk[11]1&2%)
Fig.2 Model of Pol III regulation by CK2 (modified from reference [11])
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Fig.3 Model for PP4-dependent regulation of Mafl action (modified from reference [43])
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