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The Eroliferation of colon cancer cells with MLL mutant was suppressed by
subunits of MLL4 complex knockdown, while the proliferation of colon cancer cells without MLL
mutant was not suppressed by the subunits knockdown. As a result, subunits of MLL4 complex
facilitated proliferation of colon cancer cells with MLL mutant.

Moreover, we knockdowned MLL4 in colon cancer cells with and without MLL4 mutation to identify
MLL4 mutation specific target genes. We purified RNAs from these cells and made libraries for
RNA-seq. MLL complex formation was confirmed with Flag, HA, or His tagged recombinant proteins of
common MLL complex subunits for in vitro transcription to clarify the mechanism.
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