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BH-30236 Potently Inhibited Cancer Cell Growth in a Broad Panel of
Cancer Cells (116) and Normal Cells (3)

BH-30236 Potently Inhibited the Viability of Primary AML Cells and
Demonstrated Strong Synergy with BCL2 Inhibitor in an AML Cell Line

Evaluation of BH-30236 Applications in Colon and Ovarian Cancers

Alternative splicing (AS) is a primary mechanism for mRNA transcript diversification and protein expression
regulation. In cancer, altered mRNA splicing promotes oncogenic transformation, induces metastasis, and confers
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