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Supplemental Figure 1.
(a) Western blotting for histone acetylation in 32D cells and ¢cSAM cells. Vorinostat increased

H3K8ac and H4K16ac in cSAM cells. Full-length blots are shown in Supplemental Figure 2.

(b, ¢) Genomic DNA fragments from bone marrow c-kit+ cells and cSAM cells cultured with 1 uM vorinostat
or vehicle control (DMSO) were immunoprecipitated with anti-H4K8ac (b) and anti-H4K16ac (¢) antibodies.
Enrichments of H3K14ac and H4K16ac at transcription starting sites of Tgfbr1, Tgrbr2, Tgfbr3, Smad1,
Smad3, and Smad4 were measured by qPCR. Data are shown as mean + s.e.m.

*P<0.05, **P<0.01, Student t-test.



Supplemental Figure 2

Full blots for Figure 2b & Supplemental Figure 1
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Supplemental Figure 3

Full blots for Figure 6a




