Frequency of BRCA mutations and co-occurring alterations in prostate cancer

1Charles E. Myers, M.D., 2Rebecca Feldman, Ph.D., ?Brian L. Abbott, M.D., 2Sandeep K. Reddy, M.D., 3Michael Castro, M.D.
IAmerican Institute for Diseases of the Prostate, Earlysville, VA, %Caris Life Sciences, Phoenix, AZ, 3Personalized Cancer Medicine PLLC, Honolulu, HI

Background Results, contd. Results, contd.

Similar to other tumor types, prostate cancer is becoming molecularly stratified to identify targeted

* Full analysis has been updated with an additional 33 patients
which have been profiled since abstract submission
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status (overexpressed, ARv7), however new molecular pathways are being determined as having a Table 2. Somatic Variants in BRCA Detected in Prostate Cancer and their Potential Clinical Impact Figure 3. Distribution of DNA Repair Defects in Prostate Cancer
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represents % of lack of expression of ERCC1 by IHC. Mutations are classified by molecular
geneticists using pre-defined criteria for BRCA1/2, ATM and CHEK2, the remaining variants
detected are captured as unclassified variants.

Table 2. Description of somatic variants detected in BRCA1/2 in prostate cancers.
Mutations are classified by molecular geneticists using pre-defined criteria. Pathogenic and
presumed pathogenic variants are those mutations demonstrated to have a disease-driving

Specific testing was performed and included a multiplatform approach: sequencing (Sanger, NGS effect in tumor cells, and/or have been shown in the clinical literature to be targetable with
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support): pathogenic (P), presumed pathogenic (PP), variant of unknown significance (VUS) and ' °

DNA-damaging agents. Over half (53%) of prostate cancer patients demonstrating BRCA .
Conclusions
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expressed as % positive expression, unless indicated by # which indicates negative expression
frequency, which is predictive for respective therapy response. No amplifications were
detected in this cohort, cMET ISH (0/73) and HER2 ISH (0/101).

Gleason scores available for 51 patients (1b). Gleason scores were not available for 67 patients. 2. Scott, C.L., S.H. Kaufmann, et al. “Poly (ADP-Ribose) Polymerase Inhibitors: Recent Advances and Future

Development.” J Clin Oncol 33: 1-10.




