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Mechanism of protective effect of Shen-Fu injection (£ B i 3 # ) on renal failure induced by intestinal
ischemia-reperfusion in rats HE Yu-hong, CHEN Chang, XIA Zhong-yuan. Department of Anesthesiology,
Renmin Hospital of Wuhan University, Wuhan 430060, Hubei, China

[Abstract] Objective To explore the effect of Shen-Fu injection (SF1, Bt §f#) on expressions of
heme oxygenase-1 (HO-1) and inducible nitric oxide synthase (iNOS) in renal failure induced by intestinal
ischemia-reperfusion injury (IR1) in rats and its possible mechanism in the protection of kidney. Methods
The model of intestinal IRI was induced by clamping superior mesenteric artery (SMA) for 1 hour and then
releasing the arterial clamp for 6 hours. Thirty-six male Wistar rats were randomly divided into three groups:
IRI model group, SFI pretreatment group and sham operation group. In the SFI pretreatment group,
10 ml/kg of SFI was pumped in at constant rate 30 minutes before the ischemia, the SMA was clumped for
1 hour and then released, while in the IRI model group, an equal volume of normal saline was pumped in
continuously 30 minutes before the ischemia. The serum creatinine (SCr) and blood urea nitrogen (BUN)
were observed respectively. Expressions and distributions of HO-1 and iNOS in the rat kidney tissue were
detected by immunohistochemitry and morphometry computer image analysis. The histological changes of
kidney were observed under light microscope. Results The expressions of HO-1 and iNOS were markedly
higher, and the levels of SCr and BUN were also significantly higher in intestinal IRI model group than those
in the sham operation group (all P<C0.01). The expression of iNOS and the levels of SCr and BUN were
significantly lower, while the expression of HO-1 was obviously higher in SFI pretreatment group than those
in IRI model group (all P<<0.05). Under light microscope, SFI could significantly alleviate the pathologic
lesion of kidney caused by intestinal IRI. Conclusion The data suggest that SFI markedly ameliorate renal
failure induced by intestinal IRI, and the protective effect of SFI may be related to the inducement of HO-1
expression and the inhibition of iNOS expression in kidney tissue after intestinal IRI.
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