
           
Table S4. Function and effect of aberration of SCNV genes associated with cribriform morphology. 
Gene Name Locus Functional Role Aberration in Pca Reference 
Tumor suppressor Genes (TSG) 

TUSC3 Tumor suppressor 
candidate 3 8p22 Protein N-glycosylation Initiation & progression (1) 

NKX3-1 NK3 homeobox 1 8p21.2 Inhibits cell proliferation Hormonal resistance 
Metastasis & BCR (2,3) 

MAP3K7 Mitogen-Activated 
Protein Kinase 7 6q15 

Cell growth, 
differentiation and 
apoptosis 

Early BCR 
Prevention of ERG-fusions (4,5) 

SPOP Speckle-Type POZ 
Protein 17q21  DNA repair  

Sensitization to PARP 
inhibitor 
Resistance to CDC20 
inhibitors 

(6,7) 

ATM  Ataxia Telangiectasia 
Mutated 

 DNA-repair  
Genomic instability 
Sensitization to PARP 
inhibitor 

(8) 

Proto-oncogenes  

GATA2 
 

Endothelial 
transcription factor 
GATA-2 
 

3q21.3 
 Regulation of transcription  

Increases motility, 
invasiveness, proliferation 
& resistance to therapies.  

(9) 

PIK3CA &  
PIK3CB 

PI3K-Alpha &  
PI3K-Beta  

3q26.3 &  
3q22.3 
 

PI3K pathway activation 
 

CRPC, proliferation & cell 
survival 
 

(10,11) 

PRKCI 
 Protein Kinase C Iota   3q26.3 

 
Serine/threonine protein 
kinase 

Enhances cell growth by 
IL-6 (12) 

Abbreviations: PCa, prostate carcinoma; SCNV, Somatic copy number variation; GS, Gleason score; BCR, 
Biochemical recurrence; CRPC, Castration Resistant Prostate Cancer; PARP, poly(ADP-ribose) polymerase. 
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