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Abstr act

Eukaryoti c DNAi s packagedi nt o anucl eoprot ei nstructureknown as chromatin,
consi sting of DNA and histones. This structure is able to regul ate access of
thecellular factors, whichareinportant for transcription, replication, repair,
and reconbination, to DNA. Many nul ti protei n conpl exes can nodi fy chromatin.
One of the nost studi ed of these conpl exes i s the histone nodifying conpl exes,
whi ch posttranslationally nodify histones. In this study, we showed that the
hitone acetyltransferase activity of the SAS conplex is required for the gene
silencing. Furthernore, we reveal ed that recruitment of the SAS conplex to the

silent loci was inportant to formthe repressive chromatin.
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Fig. 1. Derepression of a2 expression
and non-mating phenotype in sas2

del etion strain in conmbination with
null allele of SIRL. (A) RNA was
hybri di zed by Northern blotting to
probes specific for either the a2 or
SCR1 genes. Qualitative mating assay
was perforned by patches, which were
replica plated to a | awn of a cells.
(B) Asas2sirl doubl e deletionstrain
was transformed with a plasmd
carrying the wild-type or the nutant
f or mof t he SAS2 gene under t he contr ol

of its own pronoter.
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Fig. 2. High resol uti on MNase

mappi ng of the a2 gene
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Fig. 3. The SAS conpl ex occupancy at
the pronoter of the a2 gene. (A)
Recrui tment of subunits of the SAS
conpl ex to the pronoter of the a2 gene
i s det ect ed by t he Chl Passay. (B) SAS4
and/or SAS5 are required for the
recrui tnment Sas2 to the pronoter of

the a2 gene.
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Figure 4. Sas2 occupancy at the recruitnment of the SAS hitone
pronoter of the a2 gene i s dependent acetyl transferase conpl exisrequired
on chromatin assenbly factor ASF1. for silencing at mating type |ocus
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