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BGB-16673 had a survival rate of 100%, while other treatments tended to have lower survival rates. (B) In the same

subcutaneously. Animals were randomly grouped into 8 mice per group according to tumor volume and body experiment as in A, on day 70, spleen weights from survived mice in each group (if 2 3) were examined and compared
weight. BGB-16673 was administered once daily, pirtobrutinib was administered twice daily, tumor volume with normal spleens. Mice treated with 20 mpk BGB-16673 did not show obvious spleen enlargement compared with
CONTACT |N FORM ATlON was recorded twice weekly. Mean tumor volume + SEM after treatment was shown. Tumor growth inhibition other groups, indicating /93§ metastatic tumor infiltration. (C-D) A long-term treatment expeZ/ment with TMD8 BTK-
(TGI) was presented in table. In therapeutic xenograft models, BGB-16673 shows significant dose-dependent C481S xenograft model. Mice that received 30 mpk BGB-16673 had a survival rate of 100%. Spleen weights also
anti-tumor activity although different doses are required for complete tumor regression. suggested less spleen iniiltration in mice treated with 20 mpk and 30 mpk BGB-16673.

(A-D) Wildtype or mutant BTK-expressing TMDG8 cells were injected into 6-8 weeks old female NCG mice
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