Abstract ID: 3538

Microsatellite instability high (MSI-H): A definitive predictive biomarker for immune checkpoint inhibitors
(ICl) yet understudied in underrepresented minorities (URM) with gastrointestinal (Gl) cancers
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Figure 2a. Distribution of MSI-H within Gl cancer types in NHW, Hispanic, Black, and Asian

Conclusions:
HPB — hepatopancreatobiliary, CRC - colorectal

Proportion of MSI-H Gl cancers in URM patients is similar to that seen in NHW pts. However, the number diagnosed were
significantly lower by 8 - 15 fold, which indicates significant undertesting in URM patients

Younger patients were more commonly seen in MSI-H CRC URM compared to NHW.

Background:

« Mismatch repair deficiency (dAMMR) results in MSI-H .
status and is the first tumor-agnostic biomarker
predictive of response to immune checkpoint inhibitors
(ICI).
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Age at diagnosis, tumor mutation burden (TMB), MMR . - .
gene alteration frequency, and molecular ancestry were Future Directions: . NIt P50 Pancreas SPORE (RP2) e
analyzed using descriptive statistics. Overall survival (OS) « Comprehensive genomic analysis at MSKCC and TEMPUS database are underway looking at TME and ancestry data.

was estimated with Kaplan-Meier Methods
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 Validation of clinicogenomics of MSI-H Gl cancers in other large cohorts.
« Determine effect of immunotherapy on survival of NHW and URM patients with MSI-H gastrointestinal cancers.

 Investigate younger age for URM patients with MSI-H Gl cancers.




