The molecular landscape of PIWIL1 expression in colorectal adenocarcinoma (CRC). $%84 Hackensack Meridian
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PIWIL1 is a cancer testis antigen overexpressed in solid tumors, Parameter PIWIL1-H PIWILT-L A PIWIL1-H i APIWIL1-L W % PIWIL1-H [ % PIWIL1-L
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26,581 CRC tumors were tested by next-generation sequencing (NGS) 55 O o = . Intermediate
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threshold used for positivity). Tumor mutational burden (TMB) high P, q value <0.001 - ***+p  q value <0.001 PIWILT-L PIWILT-H
was defined as > 10 mt/Mb. RNA expression was used to estimate the Figure 4: MAPK pathway activity score, T cell inflamed score, and IFN were all positively associated with P/WIL 7 expression. (p value, q value <0.001)
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SprOPUlatlon could potentlally derive substantial benefit from Figure 5: P/IWIL 1 expression showed a positive association with infiltration of neutrophils, Figure 6: RwOS was evaluated from tissue collection to last contact.
PIWIL1-targeted immunotherapy which should be evaluated in monocytes, CD4+T, dendritic and NK cells (FC: 1.3-2.9, Q<0.05) while Tregs and M1 macrophages PI/WIL 7-H had a longer median OS than P/WIL 7-L.

clinical trials. had a negative association (0.8-0.9, Q<0.05).




