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ABSTRACT This study aims to predict BAM?7 sensitivity using in silico approaches by analyzing binding patterns and structural features. Data collected from DepMap and GDSC databases were utilized to support the sensitivity prediction model and validate the computational analysis. There is currently no direct platform available for predicting BAM7 sensitivity across
cancer cell lines. This web app addresses that gap by providing a rapid, data-integrated solution for researchers, enabling them to 1dentify sensitive models based on existing genomic and drug response datasets — ultimately accelerating drug discovery and personalized cancer therapy research."
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sensitivity across cancer cell lines. This web app addresses that gap

* BTSA1 Higher density of both pink (positive) and green (negative) regions — indicates greater cooperativity and inter-domain communication
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& Tt can be suitable for senescence-targeted therapies, hematologic malignancies or higher stages of metastasis where apoptosis induction is desirable.
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