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Effect of calcineurin in hypertrophy of detrusor muscle
CHEN Ke', LU Gen-sheng' , ZHANG Qing-hua®, SONG Bo' (' Urinary Surgery Research Center, Southwest Hospital, Third Mili-

tary Medical University, Chongging 400038, *Department of Urinary Surgery, 150 Hospital of Luoyang, Luoyang 471000, China)

Abstract; Objective To explore the regulatory role of calcineurin (CaN) in the hypertrophy of detrusor
cells and investigate the difference of the expression of CnAa, CnAB, CnAwy in the hypertrophic detrusor cells.
Methods  Partial bladder outlet obstruction ( BOO) was surgically induced in thirty 10-week-old female Wistar
rats. The bladder was excised 2, 4 and 6 weeks respectively after BOO. Another 10 rats as control underwent
sham operation and 2 weeks later the bladder was subjected to experiment. The mRNA and protein expression of
calcineurin subunit a, B, vy (CnAa, CnAB, CnAy) was examined respectively by RT-PCR and Western blot-
ting. Myosin heavy chain expression was evaluated on gels stained with Coomassie blue. Results CnAa,
CnAB could be detected by RT-PCR but no CnAy. CnAa expression increased 2 weeks after BOO as compared
to that of controls (P <0.01), decreased during 4 and 6 weeks. However, CnAp expression showed no change
throughout the development of hypertrophy. The changes in myosin heavy chain expression correlated with
CnAa expression. Conclusion This experiment suggests that CnAa not CnAR play an important role in the
formation of bladder smooth muscle hypertrophy.
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