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Figure 3. Cells with genotypes as indicated were grown overnight in rich (YPD) medium, then 3 ul of 10-fold serial Figure 6. Wild-type and htz1A strains carrying an empty vector or a plasmid for overexpression of Saccharomyces cerevisiae” GENETICS. 201 9, 212: 631-654.

dilutions were spotted onto YPD medium containing the indicated concentrations of fumarate and/or HU, and Jhd2p were grown Ioganthr_nmallym sel_ect|ve me"'”m with or without 5 mM fumarate. Whole cell
incubated at 30°C for 2 days prior to imaging extracts were analyzed by immunoblotting against A) H3 K4me3 and H3 (loading control) or B) H3

K4dme2, H3 K36me3 or H3 K79me3 or H3 (loading control)




