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Toxd f t Fig 3. A positive association was observed between T-DXd sensitivity and the proteomic upregulation of KRT5, pATR, AKT1, pAKT1, AKT3, TUBB, LIG1, * MEK]./Z inhibitor upregulated HER2 expression, and its combination with T-DXd SUPPFESSEd markers of EMT
Fig. 1. T-DXd and PARP inhibitor olaparib combination was ineffective to reduce tumor growth in both resistant models WHIM3 (A) E(':_V'ti/le'e?l\'\;ligi' pl\.—:\ltmg\l/alcrlnc/:tr:gj?ng d?’:‘;‘rfssr'fot::; models exhibited elevated levels of pMAPK3 and pMAPK, indicating an inverse correlation and stem cell, enhancing the anti-tumor effect of T-DXd in T-DXd resistant HER2 ultra-low and HER2 0 TNBC
and WHIM4 (B). Bidimensional tumor measuremgnt o<.:curr.ef:1 every 2-3 days.' Tumor volume (V) was calculated from the equation PDX models.
V = ab %/2, where a and b are tumor length and width (in millimeters), respectively.
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