Keck School of Claudin 18 (CLDN18) gene expression and related molecular profile in gastric cancer (GC)
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Tumors expressing high CLDN18, especially 18.2, displayed distinct genomic
and transcriptomic alterations in immune biomarkers and immune cell
infiltration in the TME.
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(TME) was estimated by quanTlseq.

« Gene expression profiles were analyzed for a °
transcriptional signature predictive of response to
immunotherapy (T cell-inflamed signature, TIS).

« X2, Fisher-exact, and Mann Whitney U tests were
used and significance adjusted for multiple testing
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Anti-CLDN18.2 monoclonal antibodies are being tested in GC and CLDN18
Is a target for ADC and CAR-T therapies, our data suggest that expression
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CLDN18.1 and 18.2 high expression group had trending association with CDH1 CLDN18.17 and 18.2 high expression demonstrated an inverse trending
mutation and EBER (p < .05, g > .05). correlation with PD-L1 and TMB-H (p < .05; g > .05).




