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assays were used to detect HCK promoter sequences. The results indicate

HCK gene expression in MYD88 mutated cells, we

JunB, NFkB-p65 and STAT3 bound more robustly to the HCK promoter in MYD88

treated wild type HCK promoter vector carrying
BCWM.1 and TMD-8 cells with AP-1 inhibitor SR 11302;
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mutated WM (BCWM.1, MWCL-1) and ABC-DLBCL (TMD-8, HBL-1, OCI-Ly3) cells
versus MYD88 wild type GCB DLBCL (OCI-Ly7, OCI-Ly19) cell lines, while c-Jun
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bound more abundantly to the HCK promoter sequence in all DLBCL cell lines,
regardless of MYD88 mutation status. IRF1 binding to the HCK promoter was

binding sequences identified on HCK promoter region.

HCK Promoter Activities Reduced by Transcription Factor
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similar in all cell lines, regardless of the MYD88 mutation status (data not
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survival HCK signaling in WM and ABC-DLBCL cells
dependent on activating MYD88 mutations.

