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Background

8924 chromosomal locus constitutes a fragile site for genetic aberrations and hosts multiple risk loci for cancer and other diseases.

Specifically, amplifications of the 8924 locus are frequently found in prostate cancer (PRAD) patients, especially in cases of most
severe disease, where it seems to be associated with bad prognosis. One of the few protein-coding genes that can be found in the

locus is c-MYC, while the remainder of the region is abundant in sequences coding for INcRNAs (Long Non-Coding RNAS). G242 S 3

One of such is MINCR (MYC-induced Long Non-Coding RNA), which has been described to exert an oncogenic role in different types of cancer. However, a possible involvement in
PRAD, especially considering the relevance of 8g24 amplifications in this disease, has not been yet explored.

AIM: Functionally characterize MINCR In prostate cancer, focusing on investigating the roles of its different isoforms.

1. MINCR Is upmodulated in prostate cancer samples
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