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Figure 2: Peak fold change (mean+SEM) of lymphocyte expansion observed during Flat modulation of peripheral CD4* T, across all dosing schedules Molecular response in ctDNA predicts clinical benefit in patients with advanced cancers
BACKGROUND cycle 1 or cycle 2 compared to baseline treated with SAR’245 monotherapy

e There was no increased T modulation when compared to Q2W and Q3W monotherapy (Figure 5)

e SAR444245 (SAR'245) is a clinical-stage, site-specific PEGylated human non-alpha interleukin-2

e Molecular response corresponded with Response Evaluation Criteria in Solid Tumors (RECIST)
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NK, natural killer; Mono, monotherapy; QW, every week; Q2W, every 2 weeks; Q3W, every 3 weeks. NK, natural killer; QW, every week; Q2W, every 2 weeks; Q3W, every 3 weeks.

compared to Q2W dosing schedule at the same dose levels (Figure 2)
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