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Abstract: Next generation sequencing (NGS) genetic testing has been widely applied in clinical practice
for prostate cancer. High penetrance germline mutations in genes such as BRCA1/2 and ATM in the
double—strand break homologous recombination pathway, and HOXBI3 have been found to be strongly
associated with carcinogenesis, progression, prognosis, and the treatment response of prostate cancer.
The 'Chinese Expert Consensus on Genetic Testing of Patients with Prostate Cancer (2020 Edition) ' recommends
that patients with metastatic castration—resistant prostate cancer (mCRPC) and prostate cancer with a
specific family history and clinicopathological characteristics should receive genetic testing. The consensus
also sets the recommended agendas and priorities of different panels. Several critical factors influence
the application of this technology, for instance, which patients should be tested, sample collection,
testing panels, and test procedures, as well as the interpretation of the test results. This editorial aims
to provide a comprehensive interpretation and step—by—step practice guide based on the 'Chinese Expert

Consensus on Genetic Testing of Patients with Prostate Cancer (2020 Edition) .
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