Impact of FANCA, ATM, CDK12 Alterations on Survival in Metastastic Castration-
Resistant Prostate Cancer (ImCRPC)

FUNDACION

DE ONCOLOGIA

D. Lorente’, B. Herrera Imbroda<, A. Jambrina3, D. Tello#, N. Romero Laorden>, P. L6pez Casas®, M. Balongo?3, M. Ovejero?, L. Almalé3, N. Vidal Cassinello’, MJ Méndez Vidal?,
C. Capone?, A.M. Vanden Broecke’, M. Trevisan’, S. Van Sanden'?, A. Jurgens'’3, E. Gonzalez Billalabeitia'4, D. Olmos'4, E. Castro'4

(1) Medical Oncology Department, IVO - Fundacion Instituto Valenciano de Oncologia, Valencia, Spain, (2) Urology, HUVV - Hospital Universitario Virgen de la Victoria, Malaga, Spain, (3) Genetics, Genomics and Therapeutics in Prostate Cancer, Instituto de Investigacion
Sanitaria Hospital 12 de Octubre (i+12), Madrid, Spain, (4) Medical Oncology, Instituto de Investigacion Sanitaria Hospital 12 de Octubre (i+12), Madrid, Spain, (5) Prostate Cancer, Hospital Universitario de la Princesa, Madrid, Spain, (6) Centro de Oncologia Experimental,
Instituto de Investigacion Sanitaria Hospital 12 de Octubre (i+12), Madrid, Spain, (7) Medical Oncology Department, Hospital Clinico Universitario San Carlos, Madrid, Spain, (8) Medical Oncology, Hospital Universitario Reina Sofia, Cordoba, Spain, (9) Janssen-Cilag SAS,

Issy-les-Moulineaux, France, (10) Janssen, Janssen-Cilag NV, Beerse, Belgium, (11) Janssen, Janssen-Cilag AG, Baar, Switzerland, (12) Hemar Emea Department, Janssen Pharmaceutica NV - Belgium, Beerse, Belgium,

Introduction

e Alterations (alt) in non-BRCA HRR genes represent a
heterogeneous group that may impact the outcome of
MCRPC patients. The clinical significance of each individual
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Methods

* Pts were classified as non-BRCA HRR (ATM, FANCA, CDK12, other genes) if a pathogenic
or likely pathogenic alt in 21 allele and no concomitant BRCA alt were present.
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 Pts with ATM mutations experienced improved outcomes compared with BRCA (HR
0.65; p=0.035) and no significant difference compared with non-HRR (HR 1.25; p=0.17).
* FANCA (HR 0.97; p=0.91) and CDK12 (HR 1.38; p=0.37) mutants showed no difference in

(NCT02787837) studies underwent paired
somatic/germline DNA analyses using a custom NGS panel
that included ATM, BRCA1, BRCA2, BRIP1, CDK12, CHEK2,
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