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ABSTRACT
The worldwide incidence of diabetes has increased dramatically along with widespread
lifestyle and dietary changes. Diets high in fat are strongly associated with the
development of obesity and can induce insulin resistance in humans and animals. It is
clear that obesity constitutes a risk factor for contributing to the development of type 2
diabetes. In the present study, we investigated the therapeutic potential action of
Thiobarbeutric acid on diabetes associated complications.
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INTRODUCTION

Diabetes is a serious disease characterized
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