CFT8634, a BRD9 BiDAC™ degrader, is active in a subset of multiple myeloma cell line models
and synergistic when combined with pomalidomide or dexamethasone
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A panel of MM cell lines shows varying sensitivity to CFT8634

* We demonstrate in vitro and in vivo single agent activity in an expanded set

in a MM xenograft model insensitive to pomalidomide alone
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