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Clinical research of lisinopril in treating proteinuria in patients with systemic lupus erythematosus
Zhu Fangxiao s Zhou Runhua , Shi Yuhong ,L.i Baozhen ,Mo Hanyou
(Department of Rheumatism ,Af filiated Hospital of Guilin Medical College ,Guangxi 541001, China)

Abstract ; Objective

sus(SLE). Methods

the other 33 cases in the control group . The Lisinopril-treated group was orally given Lisinopril(10 mg.,Qd) for 8 weeks. Before

To evaluate the efficacy of Lisinopril in treating proteinuria in patients with Systemic Lupus Erythemato-
72 cases of SLE with urine protein were randomized into two groups,39 cases in the Lisinopril-treated group.
and after the study,Such as twenty-four hours urinary protein content indexs were investigated. Results The efficacy of decreasing
urine protein, the treating group had statistical significance higher than the control group(P<C0. 01). In the treating group,twenty-
four hours urinary protein content was markedly decreased(P<C0. 01). By contrast, twenty-four hours urinary protein content did
not show any significant change in control group(P>>0. 05) ,the blood pressure decreased in the control,but had no statistical sig-

nificance(P>>0. 05) . The most common adverse events were cough and blood potassium mild increased during Lisinopril treatment,

but those did not affect treatment . Conclusion

patients, Lisinopril may safeguard the kidney in SLE patients.

Lisinopril decreases proteinuria efficiently in the Systemic Lupus Erythematosus
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