LOSS OF OSTEOPONTIN FUNCTION PREVENTS THE DEVELOPMENT OF URINARY DYSFUNCTION IN
E. COLI-INDUCED PROSTATIC INFLAMMATION
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Background Hypothesis Results (cont.)
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urination, can adversely affect the patient's quality of life. LOSS Of
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event in driving medical resistance to LUTS. Consequently, ' : - 30— 2

the development of novel medical strategies requires a better flbrOS|S and o 25— S

understanding of the molecular aspects of this prostatic Urinary dysfunction Prostatic fibrosis : o 20 i
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Our previous study identified osteopontin (OPN) as a novel ' 10+

gene in the pathogenesis of benign prostatic diseases. We dySfunCthn 5-

identified, that osteopontin secretion Is iInduced by 0

Inflammatory cytokines and it stimulates multiple cytokines ‘

and chemokines attracting immune cells and exacerbating c’:z}“
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whether prostatic fibrosis and urinary dysfunction induced by Res u ItS
transurethral bacterial instillation is attenuated in the
absence of osteopontin.

Figure 3.: E. coli-induced urinary dysfunction does not develop in osteopontin knockout (OPN-KO)
mice. Urinary function was measured using void spot assay in which an increase in void spot

LOSS OF OSTEOPONT'N SUPRESSES FlBROSlS |N MOUSE frequency indicates dysfunction. During weekly measurements, we found a significant increase in

frequency in wild type (B6) E. coli instilled mice at day 33, but not in OPN-KO mice. Significance was
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Figure 1.: Proposed action of Osteopontin in the prostate. 0 | | “IAA V'T'v » Our preliminary_ ex_periments _showed tha_t OPN-KO _mice reach_ the same level of

Osteopontin is secreted from prostate cells in response to e & e & bacterial colonization as wild type mice. We aim to decipher whether the
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