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ABSTRACT: Objective To evaluate the effect of alpha-lipoic acid (LLA) combined with transient inten-
sive insulin therapy on adipokine level in patients with type 2 diabetic perineuropathy (DPN) . Methods Totally
120 type 2 DPN patients who were receiving transient intensive insulin treatment were equally and randomly divid-
ed into LA group and methycobal group (which was set as the control group) . The treatment lasted two weeks.
The levels of biochemical indicators and adipokine were measured before treament and two weeks after treament.
Results  After treatment with insulin, serum blood-fasting glucose (FBG), tumor necrosis factor-o ( TNFa) ,
and hypersensitive C-reactive protein ( HS.;,) were significantly decreased in both LA group and methycobal
group (all P <0.05), while adiponectin ( APN) significantly increased ( both P <0.05) . Compared with the
methycobal group, the level of APN was significantly higher and those of TNFa and HS;, were significantly low-
er in LA group (all P <0.05) . Leptin showed no significant change before and after treatment (all P >
0.05). Conclusion Transient intensive insulin therapy with LA treatment can regulate adpokine and enhance

the anti-inflammatory effect of insulin in type 2 DPN patients.
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