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e Genomic and transcriptomic analysis identified potential mechanisms of PrRes and AcgRes to SG and T-DXd, including higher drug efflux pump
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st s 2on ansa6n,200 | 209038279 25520999 |70 300 21900 308 e Additional research is needed to validate these novel findings and the molecular underpinnings mediating resistance to ADCs.

ACENOWLEDSMENTS Correspondence: abardia@mednet.ucla.edu “r

We thank Matthew Kase for poster development.




