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[Abstract] Objective To explore the rule of the Nrf2-ARE in renal interstitial fibrosis and the mechanism of butylphthalide
on renal protective effect. Methods Seventy-two male CD-1 mice were divided into 4 groups,Sham group, UUO group, NBP group,
ACEI group. The Sham group and UUO group were gavaged with physiological saline. The NBP group was gavaged with bu-
tylphthalide. The ACEI group was gavaged with benazepril. After 3,7,14 days,6 mice were executed and collection of kidney tis-
sue. The expression of Nrf2,y-GCS and type | collagen were detected by immunohistochemisty, RT-PCR and Western blot. The
correlation of Nrf2 and y-GCS was assessmented by linear regression. Results The expression of type [ collagen in UUO group
was increased compared with the Sham group, However, the expression of Type [ collagen in NBP group or ACEI group were re-
duced compared with the UUO group. Compared with Sham group, the expression of Nrf2mRNA, y-GCSmRNA and type | colla-
gen mRNA in uuogroup were increased in 3,7,14 days after surgery. Compared with UUQO group at 7th,14u day, the lelve of Nrf2
mRNA were apparently increased in NBP group (P<C0. 05). It was a positive correlation between the Nrf2 and y-GCS and negative
correlation between the y-GCS and Type [ collagen. Conclusion The renal protective effect of butylphthalide in the renal intersti-
tial fibrosis was more predominant than benazepril. The roles maybe occurred through increased the expression of Nrf2 and y-GCS
and alleviated the expression of Type | collagen in nephridial tissue.
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