Gene expression can be regulated by the addition of chemical
groups to the histone proteins DNA wraps around, such as the
trimethylation of lysine 27 of histone 3 (H3K27me3).1
H3K27me3 is catalytically deposited by the protein complex

Polycomb Repressive Complex 2 (PRC2) and represses associated

genes.’
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We found that PRC2 does not repress genes independently of its
catalytic mark, H3K27me3.

Loss of set-7 destabilizes PRC2, whereas catalytic inactivation of
SET-7 maintains the complex while repressing H3K27me3-
marked genes.

PRC2 itself is not acting repressively, eliminating a variable in
the mechanism of H3K27me3 repression.

This contributes to our understandings of a pertinent regulator
of gene expression to development and disease.
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* Expression of H3K27me3-marked genes consistently increased in mutant set-7 and set-7

Mutant Construction to Eliminate H3K27meJ3: knockout strains.

* Catalytic null SET-7 mutations were made by site-directed PCR
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Assess PRCZ2 Complex Assembly with Mutant SET-7:

* Complex stability in the presence of catalytic SET-7 mutations
was assessed by identification of changes in PRC2 core subunit
protein levels in western blot analysis.

* The presence of mutant SET-7 maintains EED stability. Mutant set-7 enriches the higher
molecular weight band of SUZ12, yet elimination of set-7 greatly reduces the quantity of
lower molecular weight SUZ12 compared to mutated set-7.
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