HMPL-760 is a highly potent and selective reversible BTK inhibitor, targeting BTK and BTK®4%!S jn B-cell malignancies
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RESULTS

INTRODUCTION

" Bruton’s tyrosine kinase (BTK), a member of the Tec family, plays a crucial role in signaling . . . . s Figure 2: HMPL-760 maintains a longer duration for p-BTK inhibition Figure 4: Oral treatment of HMPL-760 displays robust antitumor efficacy in
through B-cell receptor (BCR). BTK inhibitors block BCR signals and inhibit B-cell activation Figure 1: HMPL-760 is a potent, selective, reversible BTK inhibitor .
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