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CIntroduction

INTRODUCTION

Diabetes mellitus (DM) is a group of metabolic
disorders characterized by hyperglycemia resulting from
defect of insulin secretion and/or increased cellular
resistance to insulin (Yabe et al., 2015).

The prevalence of DM is expected to increase by
55% in 2035 to reach 592 million of adults affected
worldwide. Most of people with diabetes live in low and
middle-income countries and those will experience the
greatest increase in those cases of diabetes over the next 22
years (Guariguata et al., 2014). Therefore, it is crucial to
understand the mechanisms that contribute to the
pathogenesis of DM.

The metabolic disturbances of DM and chronic
hyperglycemia lead to long term tissue and organ damage
involving eyes, kidneys, neurons and vascular system. The
vast majority of cases of diabetes fall into two broad
etiopathogenetic categories of which 90% have type 2
diabetes mellitus (T2D) and no more than 10% have type 1
diabetes (Inzucchi et al., 2015; Chawla et al., 2016).

In T2D, the much more common category, there is
combination of resistance to insulin action and an
inadequate compensatory insulin secretory response. It has
been assumed that the underlying environmental factors
may cause T2D only in the existence of genetic
susceptibility (De SOuza et al., 2013; Cersosimo et al.,
2018).




