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Changes of structures and functions in detrusor hyperreflexia in rats following spinal

cord transection

LI Xin, PANG Jian, SONG Bo, XIONG Enfqing, JIN Xiyu (Center for Unlogy of PLA, Southwest Hospital Third Military Medical U-
niversity, Chongging 400038, China)

Abstract: Objective To investigate the relationship between the changes of stmctures and functions of detrusor
hyperreflexia. Methods Spinal cord transection (SCT) was perfomed in rats at the 11-2 level. Tn week 3 after tran-
section, detection of the bladder pressure and volume and in vitro test of the tension of the detrusor sirip were per-
formed. Structure changes of the detmsor in SCT and control rats were monitored by cystometry and pathological
changes in detrusor were observed with light and election microscopes. Results The bladders of SCT group were
laiger and heavier than those of the control. The detrusor smooth muscle cells appeared hypertrophy. More gaps and
potrusion junctions were found. Bladders of SCT rats showed lower capacity, lower compliance and hyperreflexia.
Detrusors of rats in both groups contracted at definite tension. The contraction frequency in instable group was higher
than that in stable group. Atropine had no effect on the spontaneous contraction of detrusor strips. Conclusion De-
trusor hyperreflexia is resulted fiom specific causes and pathophysiological changes. The changes of functions and
structures may attribute to the formation of detrusor instability.
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Fig 4 Full-thickness section of DH bladder (HEX 100)

A: Plenty of intercellular denticulr junctions are visible  (TEMX 8 000);

B: Plenty of intercellular gap junctions are visible
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Fig3 Smooth muscles of DH bladder
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