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The Change of Plasma ET and CGRP Level in Patients with Diabetic Nephropathy Syndrome and the Effect of Intervention with Losartan.
Chen Shuihua. The Central Hospital of Nanhu District, Zhejiang 314000, China

Abstract Objective To explore the correlation between plasma ET,CGRP and diabetic nephropathy (DN) , and study the effect of
treatment with Losartan in early DN patients. Methods Plasma levels of ET and ICGRP were measured with RIA in 60 cases of patients
with DN, and 30 healthy subjects as controls. Results The levels of ET and UAER of patients with DN in MA group and ODN group
were higher than those in control group respectively, and further increased when patient’s condition exacerbated, while the levels of CGRP
was in contrast. Compared to pretherapy, the levels of plasma ET and UAER were all lower after treatment with routine dosage Losartan,
while plasma CGRP was increased. The effect was more significant when using large dosage Losartan. The plasma levels of ET and CGRP
had significant correlation with UAER(r =0.548 ,r= —0.631;all P <0.01) ,and the level of CGRP had significant negative correlation
with ET(r=-0.679, P <0.01). Conclusion Plasma ET and CGRP have close correlation with DN, and may be involved in the oc-
currence and development of DN. Large dosage Losartan in earlier period can be more effective to improve kidney function. The curative
effect is correlated with the dosage.
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