A phase 2 trial of the 10102-10103 cancer vaccine plus pembrolizumab: results from the first-line cohort of

Copies of this poster
obtained through QR
(Quick Response) and/or

'IE Abstract Number 756

EudraCT:
2021-003026-69

ClinicalTrials.gov:
NCT05077709

text key codes are for

PD-L1 high metastatic non-small cell lung cancer

Jonathan W. Riess?, James Spicer?, Tanguy Seiwert3, Laura Medina®, Jaime Rubio Perez®, Paul Shaw®, Luis Paz-Ares’, Marya F. Chaney?, Cecilie Abildgaard®, Amy Wesa®, Marcos Iglesias®, Ayako Wakatsuki Pedersen?®, Qasim Ahmad?, Diane Opatt McDowell®, Pilar Garrido Lopez?°

'Hematology and Oncology, UC Davis Comprehensive Cancer Center, Sacramento, CA, USA; ?King's College London, Guy’s Hospital, London, UK; 23Oncology Department, Johns Hopkins Sidney Kimmel Cancer Center, Baltimore, MD, USA; *Hospital Virgen De La Victoria, Malaga, Spain; >Department of Oncology, Hospital Universitario Fundacion Jiménez Diaz,
Madrid, Spain; ®Velindre Cancer Centre, Velindre University NHS Trust, Cardiff, UK; "Hospital Universitario 12 de Octubre, Madrid, Spain; 8Early Clinical Development, Merck & Co., Inc., Rahway, NJ, USA; °I0 Biotech, Copenhagen, Denmark; °Medical Oncology Department, Hospital Universitario Ramon y Cajal, Madrid, Spain

personal use only and may
not be reproduced without
written permission of the
authors

Efficacy results Vaccine-specific T cell response

The NSCLC efficacy data set represents eligible patients with at least two cycles of treatment (N = 31)
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Figure 2: In vitro ELISpot assay confirming expansion of blood T cell responses
to IDO and PD-L1 peptides in 11 patients

Figure 3. ctDNA response correlates with clinical outcome
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Table 2: Bayesian hierarchical model3

Table 1: Primary endpoint and other efficacy endpoints
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Vaccine-specific T cell responses to both 10102 (IDO) and 10103 (PD-L1) were detected in patients on treatment

Following promising data for the SCCHN cohort (ORR of 44%; mPFS 6.5 months) and previous data in melanoma (ORR of 80%; mPFS 26
months), these data in NSCLC add to the body of evidence supporting further study of 10102-10103 in combination with anti-PD-1 therapy
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