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Abstract Objective: To explore the clinical and genomic characterization of different visceral metastatic pat-
terns in prostate cancer patients. Methods: We leveraged a prospective clinic-genomic cohort of 859 prostate cancer
patients to identify 75 patients with visceral metastasis. Among them, there were 41 patients with lung metastasis
and 34 patients with liver metastasis, respectively. All patients have available clinical and genomic data. We ana-
lyzed the association between visceral metastatic patterns and clinical-genomic characterization. Results: The inci-
dence of lung metastasis and liver metastasis in mCSPC were 9. 3% and 3. 0%, respectively, whereas the inci-
dence in mCRPC were 6. 2% and 9. 1%, respectively. There was no significant association between metastatic
patterns and clinical-genomic characterization. Notably, patients with liver metastasis were enriched with AR gain
(38.2% vs 12.2%, P=0.013), CCNDI1 gain (20.6% vs 2.4%, P = 0.02), PTEN loss (20.6% vs 2.4%, P
= 0.02), and BRCA2 loss (11.8% vs 0%, P = 0.04). Conclusion: More attention should be paid to lung me-
tastasis for patients in mCSPC, while more attention should be paid to liver metastasis for patients in mCRPC.
The difference in molecular basis indicated diverse treatment strategies should be adopted for patients with differ-
ent visceral metastasis.
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