The association between tumor immunogenomic features and first line (1L) therapeutic outcomes in advanced biliary
tract cancer (BTC)
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INTRODUCTION

e Recent advanced BTC clinical trials reported a ~1.5 mo
overall survival (OS) benefit with 1L immunotherapy (ICI)
added to gemcitabine + cisplatin (G+C)

e Real world (rw) confirmation of 1L ICI benefit is limited
and predictive ICI biomarkers are lacking

e \We Investigated the relationship between pt outcomes,
BTC subtype, immunologic phenotype, and genomic
alterations (gAlt) in patients with BTC treated with 1L
G+C+ICI

METHODS

SUMMARY

e The real world study shows similar rwOS with G+C+ICI in BTC and the gAlts in FGFR2, DDR, TP53 and KRAS genes appeared prognostic

e \While there was a modest trend towards improved OS in patients with GBC, a cancer type with a higher proportion of CD8 T cells, the results did not reach
statistical significance

e Future Immunogenomic analysis in clinical trials is warranted to identify additional prognostic and predictive markers

RESULTS
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1 Kruskal-Wallis rank sum test; Pearson’s Chi-squared test
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