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GPR75: A novel biomarker and drug target for prostate cancer
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Figure 2: A) SNPs in GPR75 (UK biobank), B) result in a premature stop and mislocalisation, are associated with prostate cancer (Murray Lab)

Aim: To Iinvestigate the expression, function and regulation of GPR75 in androgen resistant prostate cancer

Results:

GPR75 is expressed in prostate cancer cells:

_ _ _ GPRY75 overexpression leads to decreased prostate cancer cell number
Dihydrotestosterone increases GPR75 expression

” 8 Cell Viability GPR75 transfected PC3

v 10 uM DHEA
2.0 = 1 uMDHT
1uM EE

‘ *p=0.0001

1.5

1.0

% viability

Fold Increase

0.5

0.0

Figure 4: MTT assay showing cell viability as a % of untreated PC3 cells (human

Figure 3: Real Time PCR shows dihydrotestosterone (DHT), but not DHEA or prostate cancer cell line vs PC3-GPR75 over expressed cells, P= 0.0001, n=6.

estrogen (EE), increases GPR75 expression in PC3, P<0.05, n=3

GPR75 overexpression increases pro-apoptotic markers and decreases pro-proliferation markers in prostate cancer cells

gRT-PCR apoptotic and proliferative markers in
GPR75-transfected PC3 cells Markers of cell stress and cell death in
transfected PC3 cells
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Summary: Conclusion:

Single-nucleotide-polymorphisms in GPR75 are associated with prostate cancer. We believe GPR75 contributes to prostate cancer progression and is a novel

Overexpression of GPR75 leads to prostate cancer cell death (decreases cell viabllity, biomarker and drug target for the disease.
increases markers of apoptosis and decreases markers of proliferation).

Dihydrotestosterone increases expression of GPRY75 in prostate cancer cells. Friends of
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