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Background:

• Prostate cancer (PCa) is the most common non-cutaneous cancer 

diagnosed in men (ACS, 2021). 

• Therapy resistant PCa, known as castration-resistant prostate cancer 

(CRPC), does not fully respond to commonly used therapeutics 

(Chandraseker et al., 2015).

• SAM pointed domain containing ETS transcription factor (SPDEF) has 

been shown to play a key role in inhibiting prostate cancer metastasis 

(Steffan et al., 2012).

• The mechanism for how SPDEF regulates metastasis is still poorly 

understood.

Significance:

• Most of the 30,000 PCa deaths each year in the U.S. are due to 

metastatic CRPC  (Chandraseker et al., 2015).

• There is still no cure for CRPC indicating the importance of studying 

PCa to create more effective therapies.

Hypothesis: We hypothesize that there are several proteins whose function is 

modified by the overexpression of SPDEF and understanding the role of these 

proteins in modulating the anti-metastasis effects of SPDEF in PCa may help 

design novel therapies for patients with CRPC.

Results

Conclusions

• Altogether these results indicate that ESRP1 and GRHL2 are strongly 

upregulated when SPDEF is overexpressed as supported by MS and RT-

qPCR data.

• mRNA expression of MCM4, HAT1, and KRT18 shows only 2-4 fold

increase; however, relative protein expression levels show a 6-fold 

change when SPDEF was overexpressed, which is in line with the MS 

data. 

Future directions:

• In order to corroborate this preliminary data, the MS analysis must be 

repeated using nuclear enriched fractions to validate these initial findings.

• Future studies will be aimed at understanding the role of these proteins in 

modulating the anti-metastasis effects of SPDEF in PCa to help design 

novel therapies to tame CRPC.
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