Increased COX-1 Expression in Benign Prostate Epithelial Cells is Triggered by
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COX-1 immunostaining is increased in BPH
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Introduction and Objectives: Benign prostatic hyperplasia (BPH) is an age-related disease
associated with chronic prostatic inflammation. Aging is associated with decreases in mitochondrial

Conclusions:
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Methods: The expression of COX-1 was analyzed in 22 clinical BPH specimens by multiplex o | o
immunohistochemistry and in two murine models of BPH and lower urinary tract dysfunction. < \' ‘: {
Human prostate epithelial cell line RWPE-1 was treated with TGF-f1 and rotenone (complex | o‘@ ??@ QQ\@
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gene NDUFS3.

mitochondrial function

Results: COX-1 expression was increased in the epithelial cells of BPH specimens compared to
young healthy organ donor and in mouse models of BPH and lower urinary tract dysfunction. Cell
line assays showed that mitochondrial complex 1 inhibition via rotenone or NDUFS3 knockdown

induced an up-regulation of COX-1 and COX-2. Tt e . . . . . . .

| - T . Inhibition of mitochondrial complex 1 increases Cox-1 and Possible Implications
Conclusion: Our findings suggest COX-1 can be induced in benign prostate epithelial cells in ) ) ) _ ) )
response to mitochondrial complex | inhibition and is elevated in BPH epithelium. COX-1 may play COX_Z express|on 1N ben|gn prOstate ep|the||a| Ce” ||ne RWPE_]_

more of a role than previously recognized in the development of age-related benign prostatic

disease.
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