
Figure W1. Summary of prostate cancer specimens interrogated for AURKA and MYCN gene amplifications in the current study.
(A) Tumors from 72 patients at different stages of disease progression to t-NEPC were studied: 15 hormone naïve prostate cancers,
51 treated prostate cancer cases, and 15 metastases from 12 patients. Some patients had multiple specimens. (B) Results of AURKA
and MYCN gene amplifications evaluated by FISH in assessable cases of hormone naïve PCA, treated PCA, and metastases.
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Figure W2. Aurora kinase A overexpression is present in primary PCA with AURKA amplification from patients who later developed t-NEPC.
Aurora kinase A overexpression by IHC was detected in five of seven primary PCAs with AURKA gene amplification from patients who
clinically develop t-NEPC. Illustrated here are two of such cases. (A) Primary prostatic adenocarcinoma, Gleason score 4+ 3=7withAURKA
amplification (inset) from a 59-year-old patient who, 6 years after initial diagnosis, developed t-NEPC. (B) Overexpression of Aurora kinase A
is present. (C) Primary prostatic adenocarcinoma, Gleason score 5 + 4 = 9 with AURKA amplification (inset) from a 65-year-old patient who,
9 years after initial diagnosis, developed t-NEPC. (D) Overexpression of Aurora kinase A is present (H&E and IHC stains of A and B, original
magnification, ×400; H&E and IHC stains of C and D, original magnification, ×200; FISH images, original magnification, ×600).


