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Role of leptin and leptin resistance in type 2 diabetic nephropathy
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Abstract : Objective

rinary albumin excretion rate (UAER) ,and the role of leptin resistance in T2DM. Methods

To explore the changes of leptin in type 2 diabetes mellitus (T2DM) , the correlation between leptin and u-
Plasma level of leptin was detected by
using RTA and UAER was determined by using automatic biochemistry analyzer for patients with T2DM before and after treatment
with pioglitazone. Results  The levels of leptin in T2DM and diabetic nephropathy (DN) group were significantly higher than
healthy controls (P<C0.01),gradually increased with the progresses of diseases (P<C0. 01),and were positively correlated with
UAER (r=0.291,P<C0. 05). Treatment of pioglitazone could relatively descend the levels of urinary albumin (P<C0. 01) and plas-
ma leptin (P<C0.01) in patients of DN group. Conclusion High levels of plasma leptin and UAER are involved with the occurrence
and progress of T2DM and DN. Pioglitazone could ameliorate insulin resistance and leptin resistance. These findings might be help-
ful for guiding the treatment of diabetes.
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