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[Abstract] Objective

of severe acute pancreatitis(SAP) rat model. Methods

To study the effects of sulforaphane on the levels of HO-1 and COX-2 in the lung tissue
Seventy-two rats were randomly divided into three groups:
control group(N group) , SAP model group(SAP group) and sulforaphane group,24 cases in each group. The lung in-
jury evaluation, wet-to-dry(W/D) ratio,levels of TNF and IL-18 protein and expression of HO-1 and COX-2 mRNA
were measured at 3,6,12 h after operation. Results Compared with the N group, the levels of every indexes in the
SAP group were higher (P<C0. 05). In the comparison with the SAP group, the pathological scores, W/D ratio, levels
of TNF and IL-1B protein and expression of COX-2 mRNA were lower in the sulforaphane group,while expression of
HO-1 mRNA was higher(P<C0. 05). The expression amounts of HO-1 mRNA showed the significantly negative cor-

relation with the expression levels of TNF and IL-18 protein and expression of COX-2 mRNA(P<C0. 05). Conclusion

Sulforaphane can reduce the lung injury by increasing the expression amount of HO-1 in lung. which may be related

with inhibiting the expression of COX.
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