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INTRODUCTION DISCUSSION AND CONCLUSION § RESULTS

Small-cell lung cancer (SCLC) is an Actionable Take Away Message « Survival: Compared to the control group, the NK cell consolidation group achieved significantly longer PFS
aggressive malignancy Characterlzed by (median, 13.8 vs. 6.6 months; HR, 0.45; p = 0.02) and OS (median, not reached [NR] vs. 15.7 months; HR,

early recurrence and metastatic potential. * Compared to the control group, the 0.33; p < 0.01). A particularly pronounced PFS benefit was observed when calculated from the end of
Autologous cellular immunotherapy (CIT) autologous NK cell consolidation group chemoradiotherapy (median, 15.6 vs. 8.1 months; HR, 0.45; 95% ClI, 0.23-0.89; p = 0.02).
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limited-stage SCLC (LS-SCLC) i et e et
compromise and showed significant » Safety: The incidence of all-cause adverse events (AEs) in the safety analysis set was 56.0% (14/25)in the

mprovement in baseline adjgsted GHS observation group and 56.5% (13/23) in the treatment group, with most being grade 1-2 and considered
METHODS at 6 courses versus observation, o
. unrelated to the NK cell infusion.
alongside a favorable LC13 trend.

 Quality of Life assessment: ANCOVA-adjusted QoL outcomes favored NK cell consolidation, with a
significant improvement in GHS at 6 courses versus observation (+8.48, p = 0.02) and a consistent trend
toward LC13 reduction, suggesting no compromise and possible modest enhancement of quality of life.

* Preliminary immune features were
explored between responders and non-
responders Iin patients treated with NK

« Study Design: A cohort of a randomized,
controlled, open-label, single-center
phase |l clinical trial
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« Exploratory endpoints: supporting further investigation.

Percentage of regulatory T cells (Tregs) Ratio of neutrophils to lymphocytes (NLR)
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