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[Abstract]  Objective To determine the role of nitric oxide (NO) in intestinal motility dysfunction in rats
subjected to hemorrhagic shock (HS). Methods Sixteen male Wistar rats were randomly and equally divided into two
groups. The HS model of rat was induced by bleeding from femoral artery. After animal models were made, different
inducers were added, and duodenum samples were harvested for the determination of contractile response to acetylcholine
(ACh) in vitro, activities of inducible nitric oxide synthase (iNOS), contents of NO in tissue, and morphological
changes. Results The spontaneous contraction of intestinal smooth muscle and contractile response induced by ACh
were significantly decreased at 180 minutes in HS group, compared with control group, the contractile response induced
by ACh of intestinal smooth muscle was decreased by almost 60% (g*mm2+s™: 0.40 = 0.11 vs. 1.00 = 0.20, P<<0.01).
The inhibitor of iNOS N®-nitro~L-arginine methyl ester hydrochloride (L-NAME) could significantly restore the
suppressed contractile response of smooth muscle strips obtained from HS rats  (0.97 £ 0.25 vs. 0.40 + 0.11, P<<0.01).
Moreover, the inhibitor of soluble guanylyl cyclase 1H- [1,2,4] Oxadiazolo [4,3-a] quinoxalin—1-one (0ODQ) also
improved the contractility of HS muscle strips significantly (0.79 +0.17 vs. 0.40 £ 0.11, P<<0.01). But the blocker of
ATP-sensitive potassium channel glibenclamide had no effect on the contractility of HS muscle strips  (0.47 +0.14 vs.
0.40 £ 0.11, P>0.05). Compared with those of control group, iNOS activities (U/g: 2.295 + 0.310 vs. 1.319 +0.322)
and NO contents (pmol/g: 2.880 + 0.353 vs. 1.505 + 0.387) in duodenum of HS rats were both significantly increased
(both P<<0.01). Under light microscopy, the most significant morphological change in duodenum following HS was the
infiltration of obvious inflammatory cells. Conclusions The NO produced by the overexpression of iNOS induced by HS
involves in the motility dysfunction of intestine through the mechanism of cyclic guanosine monophosphate (¢cGMP)
system. Moreover, NO-mediated infiltration of inflammatory cells in tissue may also contribute to the development of
motility dysfunction of intestine following HS.
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