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INTRODUCTION: RESULTS
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responsible for driving sensory outflow?.
Fig. 2 (A) Compound 48/80 increases bladder wall compliance.

o : : This increase is blocked by MMP inhibitor Doxycycline (B) and
Underl_ymg mechanls_m of effects of Compound COX inhibitor, Indomethacin (C).
48/80 in the bladder is unexplored.
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TR\ N Fig. 3 Representative pressure-volume traces depicting
' effects of C-48/80 on transient contractions in the bladder in
presence of doxycycline (A) and Indomethacin (B).
Indomethacin abolishes but doxycycline does not abolish the
Fig. 1 (A) The PRIM system chamber. (B) Tracing of area and increase in peak amplitude and leading slope caused by 10
thickness in a frame of ex vivo filling and (C) model of bladder as an ug/mL Compound 48/80 (C-D).
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