Juliann Jaumotte!, Caroline G. Madigan!, Michael Reynolds'?, LauraE. Pascal*?, Teresa Liu#, William A. Ricke?, Sruti Shival?, Donald B. DeFranco!®
Department of Pharmacology and Chemical Biology, ?Vascular Medicine Institute,
SUPMC Hillman Cancer Center, University of Pittsburgh School of Medicine, Pittsburgh, PA, USA
‘Department of Urology, George M. O’Brien Center, University of Wisconsin, Madison, Wisconsin, USA

SPittsburgh Institute for Neurodegenerative Diseases, University of Pittsburgh School of Medicine, Pittsburgh, PA, USA

Aged, but not young, ER-beta ko mice have decreased
mitochondrial complex | and complex IV function
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INTRODUCTION AND OBJECTIVE: Estrogen
receptor beta (ERB) is expressed mainly in
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background and examined at 2 mos and 16 mos 0.00 : . 0.00 . |
of age for differences in mitochondrial respiration B AP State 4 State 3 State 4 State 3
compared to age-matched wild type controls.
Urine void spot assays were performed in both Matix
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immediately prior to mitochondrial respiration °
assays. Mitochondrial function was measured via > 150- L
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presence (state 3) of ADP. This decrease in both
basal respiration and maximal capacity for
respiration of the mitochondrial tissue in animals
lacking ERB expression suggests a loss of number
or function of mitochondria in the prostate

compared to age-matched controls. Void spot S M itochondrial complex 1 T
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CONCLUSIONS: Overall, loss of ERB in the mouse
prostate appeared to inhibit mitochondrial activity
in aged ERB knockout mice. Future studies will
focus on whether ERB deficiency contributes to
bladder voiding dysfunction and will explore the
potential for ERB-selective ligands as potential

BPH therapy via promotion of mitochondrial
function.
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Estrogen receptor-f3 in mitochondria: implications
for mitochondrial bioenergetics and tumorigenesis
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