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INTRODUCTION SUMMARY

) ﬁjfggif‘;?;,:zi:zt,i”fnEzL‘;S;it;gg:ﬁ;gg;iﬁ,jg?“e““y e CRPC patients with AR mutations showed significantly decreased immune infiltration compared to wild-type (WT)
e Understanding the influence of these mutations on the counte rpar‘tS.

tumor microenvironment Is crucial for developing . . . . . , )

targeted treatment strategies. e Reduced levels of PD-1, PD-L1, CTLA-4, and chemokine signaling were observed In patients with AR mutations.

e For this study, we leveraged the Tempus Database,
which encompasses structured de-identified clinical,

Imaging, and molecular data, including tumor-normal RESULTS
matched DNA and RNA sequencing.
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