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KEY FINDINGS

FIGURE 2: Event-Free Survival by Disease Risk (N=24): Median FIGURE 3: Event-Free Survival by PD-L1 CPS (N=19): FIGURE 4: ctDNA: 295% clearance by Day 29 (N=21): patient FIGURE 5: ctDNA: Early Signal for MOA (N=21) FIGURE 6: APG-157 Shifts Immune-Cold Tumors Towards an
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— Consistent benefit across risk groups — PD-L1 independent durable benefit — >95% ctDNA clearance in 90% of patients by Day 29 is an early independent of PD-L1 expression Modulation Of Suppressor Niches
— Only one cancer-related event in high-risk patients — Only one cancer-related event occurred in CPS =210 biomarker of APG-157-driven immune remodeling and durable benefit (Patient 01-11, Oral cavity, TINOMO, stable disease at Week 4)
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CONCLUSIONS

01 APG-157 remodels immune-cold tumors into » Responders (CR n=2, PR n=1): Naive CTLs transitioned into effector states with coordinated 02 Mechanism of action: APG-157 induced 03 Biomarker response: 04 Early modulation of 05 Safety: APG-157 was 06 Overall: APG-157 drives a
immune-engaged states, with ctDNA clearance TME remodeling and strengthened CTL—helper proximity. de novo T-cell infiltration, organized ~90% achieved 295% NF-kB—pathway genes by well-tolerated, no Grade multi-axis
predicting durable survival . Stable disease (n=8): 5/8 achieved clinical-to-pathological downstaging; immune remodeling memory CT!— hUPS, enhachd ctDNA clearance by APG-157 reflects its >3 treatment-related immune-engagement
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