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INTRODUCTION RESULTS
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ANOVA, analysis of variance; nab, nanoparticle alboumin-bound; nab-S, nab-Sirolimus; TGI, tumor growth inhibition.

Correspondence: MedInfo@AadiBio.com Presented at the American Association for Cancer Research Annual Meeting, April 14-19, 2023, Orlando, FL



	Slide 1: Synergistic Antitumor Activity of nab-Sirolimus in Combination With KRAS Inhibitors Sotorasib and Adagrasib in KRAS G12C Non-Small Cell Lung Cancer and Bladder Cancer Xenografts

