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Abstract Results
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in WM cells. We found increased levels of trimethylation of histone [ ; . N R c D
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(MLL1) as the enzyme bound to these promoters in response to _ : . . . : : : :
TLR-MyD88 stimulation. Analysis of WM cell lines and primary WM Fig. 3: KMT2A and Fig. 4: TLR-MyD88L265P Fig. 5: TLR-MyD88L265P stimulation Fig. 6: Disruption of menin-MLL1 reduces
patient cells showed that MLL1 and its binding partner, menin, are menin expression in stimulation induces MLL1 increases H3K4me3 deposition on cytokine IgM and cytokine expression in WM. WM
C e . . WM cells lines and deposition on cytokine promoters. WM cells were stimulated with LPS  cells were treated with menin-MLL1 inhibitor
expressed at significantly higher levels in CD19+CD138+ cells o _
- N - CD19+ CD138+ cells promoters. \WM cells were and ChIP-gPCR was performed at the indicated  MI-2 followed by gPCR to determine (A
from WM patients compared to CD19+ cells from peripheral blood | | _ | N
. We found an increase in H3K4me3 deposition on IL-6 and CCL2 from WM patients. stimulated with LPS followed by times to determine H3K4me3 deposition on (A) CCL2, (B) IL-6, (C) IgM expression and (D)
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following TLR-MyD88 stimulation with LPS. This also coincided binding to (A) IL-6 and (B) CCL2
with increased deposition of MLL1 on these cytokine promoters by promoter regions.
ChlIP-gPCR. Disruption of menin-MLL1 using the MI-2 or MI-503 Summal‘y
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