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Summary 

This study was carried out in the department of internal 

medicine, Ain Shams University hospital. 

50 subjects were included and were divided into two 

groups: Group (A) 35 patients with chronic hepatitis B virus 

infection and Group (B) 15 healthy volunteers. 

The aim of this study was to determine whether insulin 

resistance occurs in patients with chronic hepatitis B virus 

infection. 

HOMA insulin resistance index was found to be within 

normal range among chronic HBV infected patients, and all 

variables (except serum ALT level) were comparable between 

patients and control group. 

 Insignificant differences were found between average 

weight and overweight chronic HBV infected patients as 

regards all parameters exploring insulin resistance.  
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Introduction 

Incidence of diabetes mellitus in adults with chronic 

hepatitis B virus infection is four times higher than that in 

the general population (22.5%) (Custro et al., 2001). 

Prospective studies have shown that insulin 

resistance precedes the onset of diabetes by 10-20 years; 

also the presence of diabetes may be associated with 

increased rate of progression of fibrosis in patients with 

chronic hepatitis C and chronic hepatitis B virus infection 

(Hui et al., 2003). 

Patients with chronic hepatitis have impaired glucose 

metabolism with hyperinsulinemia and insulin resistance, 

this hyperinsulinemia has been shown to be due to 

decreased insulin catabolism rather than increased 

pancreatic insulin secretion (Greco et al., 2002). 

Persico et al. (2009) reported higher prevalence of 

metabolic syndrome and diabetes mellitus in patients with 

hepatitis C virus than in patients with hepatitis B virus 

related chronic liver disease. 

Recent years have seen numerous studies devoted to 

the relationship between chronic hepatitis C virus infection 

and insulin resistance. However no sufficient data are 

available for the relationship between chronic hepatitis B 

virus infection and insulin resistance. 
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Aim of the work 

 The aim of this study is to determine whether insulin 

resistance occurs in patients with chronic hepatitis B virus 

infection. 



 Review of Literature 

 3 

Hepatitis B Virus Infection 

Hepatitis B virus (HBV) infection is highly prevalent 

worldwide and is a major cause of morbidity and death. Two 

billion people globally have been infected with HBV, 350 to 

400 million are chronic carriers, and tens of millions of new 

cases occur annually (Carey, 2009). 

Some individuals can develop acute HBV infection and 

achieve complete immune clearance of virus, yielding a life-long 

immunity, while others can develop chronic HBV infection 

depending on the host immune response. Chronic HBV infection 

is associated with a wide range of clinical manifestations, from 

an asymptomatic carrier state with a normal liver histology to 

severe and chronic liver diseases, including cirrhosis and 

hepatocellular carcinoma (McMahon, 2005). 

Geographic Distribution of Chronic HBV Infection: 

The global prevalence of HBV varies widely. Regions 

are divided into areas of low, intermediate, and high prevalence, 

defined as follows: 

High prevalence implies that at least 8% of the 

population is currently infected. About 45% of the world’s 

population lives in regions of high prevalence. Among this 

group, early childhood infections are common, with the virus 

usually transmitted from mother to infant during the perinatal 

period. These regions include South East Asia, China, the 

Amazon area, and sub-Saharan Africa (Heathcote et al., 2008). 


