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PaxPlus-ABC (ACTRN12624001340527) is a Phase 1b, open-label, parallel-group study evaluating the dual 5. Reduction in Aggressive Residual 6. Paxalisib decreases T cell
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2. Clinical Trial Biomarker Collection Timeline —
Paxalisib + Pembrolizumab + Carbo/Gem or Nab-Paclitaxel

breast cancer. Preclinical studies in the aggressive 4T1 triple negative breast cancer (TNBC) model support
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7. Paxalisib re-invigorates the immune landscape

Clinical: This Phase 1b open-label study includes two arms. Arm A (paxalisib + olaparib) enrols patients
with germline BRCA-mutated,

3. Liquid Insight: A Platform for Tracking Metastatic Spread in Real-Time

HER2-negative metastatic breast cancer; Arm B (paxalisib +
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