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Androgen receptor (AR), neuroendocrine (NEPC), and T-cell
inflamed RNA signature scores were calculated. FOLH1 was
removed from the AR signature gene list.

Tumor cell PD-L1+ expression (22+, 25%; SP142) was assessed by

IHC.

Kaplan-Meier estimates for real-world overall survival (OS) were

calculated from time of diagnosis to last contact (death).

Figure 4: Comparison of transcriptomic signatures across FOLH1 expression quartiles. A)

T-cell inflamed signature, 2) AR signature, 3) NEPC signature. (g-value <0.0001 for all)
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RESULTS

Figure 5: Overall survival among FOLH1 high (quartile 4) and
low groups (quartile 1).
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CONCLUSIONS

® This is the largest analysis to date of FOLH1-related
genomic/transcriptomic features and survival outcomes in

prostate cancer.

* Relative to the prostate gland, FOLH1 expression varied by
metastatic site, with highest expression in lymph nodes, and

lowest expression |

n Gl, lung, and liver metastases.

* High FOLH1 expression significantly correlated with AR-V7
and ASXL1 alterations, and a depletion of APC, FOX1A,

PIK3CA, CTNNBT1,

and PIK3R1 alterations.

* FOLH1 mRNA expression was associated with higher AR

signaling, T cell infl

ammation, and lower NEPC signaling.

* High FOLH1 expression was associated with greater OS

overall, and in men

with primary and metastasis sequencing.

®* Tumors with high FOLH1 are molecularly distinct, providing
insights for unique therapeutic strategies in this group.
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