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* |In vitro activity: Cell lines were plated at previously determined optimal density into .
96-well plates. Cells were treated with SP-3164 at a 9-point, 3.16-fold dilution (top CO N CI UsSions
concentration 50uM) for 96hrs or 168hr and viability assessed with CellTiterGlo®.

 Pharmacokinetics (PK): Mice (NOD/SCID, females) were administered AVA or
SP-3164 by oral gavage; blood was collected at 5 time points (up to t = 5 hours) and

 SP-3164 is a novel molecular glue that exists as the deuterium-stabilized, active (S)-enantiomer of avadomide and has compelling antitumor activity in NHL models.

plasma samples were analyzed by chiral LC/MS-MS. * Preclinical studies validate SP-3164 as the active species and show that the (R)-enantiomer has no antitumor effects.

. In vivo efficacy: Female NOD/SCID mice (n=10) were inoculated with 1X107 WSU- * Ininvivo DLBCL studies, SP-3164 showed synergistic activity with rituximab (anti-CDZ20), resulting in tumor regressions and performing significantly better than the approved
DLCL2 (DLBCL) cells and treated with test agent when tumors reached ~175 mms. regimen, lenalidomide and rituximab. o o
Single agent and combination regimens were studied in two separate studies. * The presented data support clinical investigation of SP-3164 and a trial is planned for 2023.
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