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Treatment was generally well tolerated; one treatment-related death due to sepsis in Arm 3
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Endpomts e Although outcomes did not exceed historical standards, this phase II study demonstrated
£ e the feasibility and tolerability of combinatorial pathway inhibition in mPDAC.

e Primary Endpoint: -é 056 e ¥

» Progression Free Survival % aad - :: :z:: :z e A subset of patients in Arms 3 and 4 demonstrated deep and durable responses, with
*  Secondary Endpoints: 2 = [ ey ma ongoing biomarker analyses evaluating features associated with long-term benefit.

> Overall Survival @ oz 41:‘:5

» Objective Response Rate 00 *  This study established arobust platform for correlative analyses of EMT plasticity,

> Time on maintenance therapy ° 3 s o i 15 18 stromal remodeling, immune escape, and mechanisms of therapeutic resistance in

Months from Registration mPDAC.



	Slide 1

