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E ffect and Clin ical Significance of Grape Procyanidins on Endothelin- 1 in Patientswith early Stage d iabetic nephropathy 7ZHANG X in— an LIU X o
- li ZHONG Jin- yi

[ AbstractlObjective To study the Effect and Clinical Significan ce of Grape Procyanidins on Endothelin— 1 and UAER i Patients with early Stage diabetic ne-
phropathy. M ethods R andan d v son of 38 cases of early diabetic nephropathy nio the contrasting group and the expemental group The contrasting group was applied
diatetie nephopathy( DN') regulr treament and he expempental group was added to G rape Procyanidins capsule on the basis of regular treament one tine perday and
being taken O 2g every tine Both of then would be treated 8 weeks Therew as another groupm ad e of 20 healhy people obtaining the changes of UAER andET- 1 and
different group through rad iomm unoussay m ethod. Results The level of plisna ET — 1taken fran theDN patient was higher than the healh The kvel of plasma ET - 1,
aken fran the expemental groupwas obviously declined after havingbeen treaied (P< Q 01). The levelof phsna ET— 1 aken fran the coatrasting group had no ds &
nel change afier hav ing been treated (P> Q 05). The levelof phsna ET— 1 and UAER taken fran the expem ental group w as obviously declined can pare with the con-
trasting group after tak ing treat of 8 weeks (P< Q 0L P< Q 01). The decline of phsna ET — 1 was obviusly paralkl to decline of UAER. Conclusion The happ ening
and devebment of DN m aybe rehte to the change about the kvel of phsna ET— 1 It suggest that endothelial injury may be nvolved in the pathogenesis of DN. Grape

Procyanidins could reduce the DN patients phsna ET- 1 and protect the function of kidney It provided the theoretical basis o treat DN by using G rape Procyandins
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