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Angiotensin converting enzyme inhibitor improves bowel adaptation in a massive intestinal resection rat model”
WANG Wen-sheng® , XIAO Wei-dong » ZIIANG Chao-jun, et al.
(Department of General Surgery. Xingiao Hospital , Third Military Medical University, Chongqing 400037, China)

Abstract: Objective To investigate the effects of angiotensin converting enzyme inhibitor (ACED on the bowel adaptation in a
massive intestinal resection rat model. Methods Sprague-Dawley rats were used, and divided into three groups: sham group, re-
ceived ileum transection (n=6); SBS group,received 75% mid-intestinal resection(n==6); SBS-+ ACEI group, received 75% mid-
intestinal resection and lavaged with ACEI (enalaprilat,2 mg « kg ' » d ') (n=6). All rats were provided with ordinary rat chow
ad libitum. Sampling was done on 10 d after resection. ACE expression was detected with RT-PCR and immunofluorescent confocal
microscopy. Results Massive bowel resection led to significant intestinal hypertrophy. There was an increase in both villus height
and crypt depth (total height) in the SBS group. Total height was increased about 50% compared with the sham group[ (778=430)
pm vs (502+40) um, P<C0. 01].and the total height of intestinal mucosa in SBS+ ACEI group was about 14 % higher than that in
SBS group( P<<0. 01). Additionally, ACEI administration in SBS rat resulted in a significant decline in EC apoptosis ( P<<0. 05).
ACE expression was significantly elevated after SBS creation ( P<C0. 05),and ACEI administration further increased ACE expres-
sion compared with the SBS group( P<<0. 05). Conclusion These results offer insight into the role of ACE on intestinal adaptation.
ACEI intake can promote the mucosal remolding after massive bowel resection.
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