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Introduction and Aim of The Work

Introduction

The liver is the primary site of insulin clearance.The majority
(80%) of endogenously secreted insulin is cleared by the liver, 15% by
the kidney, and 5% by muscle (Kotronen et al., 2007a).

In advanced liver disease, insulin clearance is decreased, which is
considered to be one of the main causes of hyperinsulinemia in liver
cirrhosis (Kotronen et al., 2007b).

Fatty Liver Disease is associated with impaired insulin action to
suppress hepatic glucose production when measured directly in both
nondiabetic subjects (Seppala-Lindroos et al., 2002) and type 2 diabetic
patients (Ryysy et al., 2000) & Fatty Liver Disease is closely correlated
with fasting serum insulin concentrations but the extent to which
impaired insulin clearance due to hepatic fat accumulation contributes to
hyperinsulinemia has not previously been determined (Westerbacka et
al., 2004).

Previous studies have shown that insulin clearance is decreased in
obesity. It has also been suggested that intra-abdominal rather than
subcutaneous fat influences splanchnic insulin clearance (Chan et al.,
2006).

Insulin resistance (IR) is the principal indication for development
of metabolic syndrome and type 2 diabetes (Grundy, 2008 and Eckel
et al., 2010). It appears as a consequence of the inability of insulin to
induce the appropriate effect on glucose metabolism. Inordinately large
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amounts of insulin are required to achieve a normal response in a state of
IR. A hyperinsulinemic state causes several clinical abnormalities to
appear in the blood vessels, kidneys, and liver, and these represent the
major features of metabolic syndrome (Lorenzo et al., 2003).

Metabolic syndrome generally refers to a combination of
metabolic diseases such as abdominal obesity, high blood pressure,
dyslipidemia and elevated blood glucose, that appear together in an
individual patient (Eckel et al., 2010).

Because metabolic syndrome is recognized as a serious risk factor
for cardiovascular disease, prevention and comprehensive management

are important in treating this condition (Isomaa et al., 2001).
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Aim of the Work

The aim of this work is to study the relationship between fatty
liver disease and insulin resistance.




