#1181 - Roginolisib plus dostarlimab with or without docetaxel reverts immune suppression and shows clinical activity in
immunotherapy-resistant non-small cell lung cancer (NSCLC)
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IONCTURA

6. Longitudinal analysis shows greater and more sustained modulation of activated Tregs and stem-like CD8* TCM
cells in the chemo-free arm versus triplet and the control arm

3. PULMO-01 Safety overview: Adding roginolisib to dostarlimab +/- docetaxel was

1. Introduction and methodology tolerable with a manageable safety profile
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* Secondary endpoints: evaluation of blood immune cell subsets such as naive, activated, memory and exhausted CD8* and CD4* T cells, B
cells, and NK cells; objective response rate (ORR) by RECIST 1.1; clinical benefit rate (CBR=CR, PR, or SD for > 6 months); progression-free
survival (PFS); overall survival (OS)

* The TokuKit-fixed Whole Blood kit from Teiko was used to profile 41 immune markers in patient blood samples, enabling identification of 735

Abbreviations: TEAE, Treatment Emergent Adverse Event; SAE, Serious Adverse Event. Data cut-off date Sep 10, 2026

4. Unbiased analysis of peripheral immunophenotyping shows a decrease of activated Tregs and increase of

TCF1* CD8* (stem-like) T cells specifically in roginolisib-regimen arms
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Patient-level percent change from baseline using the strongest change observed by C3D1 (day 42) for A CD38*HLADR* activated Tregs and B TCF1* CD8* TCM. Arm differences were assessed by
Kruskal-Wallis test with pairwise Wilcoxon rank-sum comparisons. (Arm1 N= 12, Arm2 N= 13, Arm3 N= 10).

docetaxel). OS continues to be tracked by treatment arm

* These findings support further evaluation of PI3K6 inhibition to overcome resistance to immune checkpoint blockade
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