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Abstract: Objective To observe the change of levels of glucagon like peptide-1(GLP-1) in different stages of diabetes nephrop-
athy(DN) patients,and to investigate their correlation and clinical significance. Methods A total of 180 cases of DN in our hospital
from June. 2012 to June. 2014 were selected and divided into 3 groups according to urinary albumin excretion rate(UAER) ;58 cases
in the non-DN group(group [ ;UAER<C20 pg/min) .59 cases in the early DN group(group II s UAER:20—200 pg/min) and 63
cases in the clinical DN group(group [ll s UAER>200 pg/min). Meanwhile contemporaneous 60 persons undergoing the healthy
physical examination were selected as the control group. The level of fasting serum GLP-1 was measured by using the enzyme linked
immunosorbent assay. The correlation between its level change in different stages of DN with the disease was analyzed. Results
The level of plasma LnGLP-1 after logarithm transformation in different stages of DN groups was lower than that in the control
group,moreover which was gradually decreased with DN was aggravated.the difference was statistically significant(P<C0. 05). The
multivariate stepwise regression analysis showed the plasma GLP-1 level in all subjects was significantly correlated with the age and
HDL-C, the difference was statistically significant(P<C0. 05) ,and plasma HDL-C level was correlated with HDL-C in DN patients
(P<C0.05). Conclusion Low plasma GLP-1 level might be a risk factor for DN. High plasma GLP-1 level may reduce the occur-
rence of macrovascular complications in DN patients. The GLP-1 level decrease is closely correlated with DN onset and can serve as
the new target point of clinical treatment.
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