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Introduction & Aim of the work

INTRODUCTION

epatocellular carcinoma (HCC) is the third most
&common cause of cancer-related death worldwide

and, owing to changes in the prevalence of the two
major risk factors, hepatitis B virus and hepatitis C virus, its
overall incidence remains alarmingly high in the developing
world and is steadily rising across most of the developed
world(Yang, 2010). Early diagnosis remains the key to
effective treatment and there have been recent advances in both
the diagnosis and therapy of HCC, which have made important
impacts on the disease (Jane et al., 2009).

According to the World Health Organization, about 130
170 million people are chronically infected with the Hepatitis
C virus, with more than 350,000 people dying from Hepatitis
C-related liver diseases each year. About 75-85% of newly
infected persons develop chronic infection and 60-70% of
chronically infected people develop chronic liver disease; 5—
20% develops cirrhosis, and 1-5% dies from cirrhosis or liver
cancer (HCC). In 25% of liver cancer patients, the underlying
cause is hepatitis C (WHO, 2013).

HCC is a common cause of liver-related death among
HCV-infected persons, developing predominantly in those with
cirrhosis. Nevertheless, several studies have reported that HCC
occurs in persons with bridging fibrosis without definite
cirrhosis, although far less commonly; there are new insights
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into HCV-related hepatocarcinogenesis (George et al., 2013
AND Mittal & El-Serag, 2013).

Chronic HCV infection is associated with the
development of hepatic steatosis and unique, virus-specific
alterations in host metabolism leading to the development of IR
(Hung et al., 2009), which is one of the gravest metabolic
disturbances of human body, growing rapidly all over the
world. It is an important marker of metabolic syndrome in
general, and is an independent risk factor for its cardiovascular
complications (Persico et al., 2009).

Recently, the relationship between HCV genotype and
insulin resistance has been revealed where HCV genotypes 1, 3
and 4(predominantly in Egypt) are associated with more severe
insulin resistance (Duseja et al., 2009). IR in chronic HCV
infection predicts faster progression diseases to fibrosis and
cirrhosis, leading to liver failure and hepatocellular carcinoma
(HCC) (Kiran et al., 2013).

Epidemiological studies have demonstrated that diabetes
mellitus (DM) is associated with a 2-4-fold increase in the risk
of HCC, regardless of the presence of other major HCC risk
factors (HBV, HCV, and alcoholic liver disease) (Chao-Hung
et al.,, 2010). About 17% to 30% of patients who suffer
cirrhosis may be clinically diabetic. Diabetes that develops as a
complication of cirrhosis is known as "hepatogenous diabetes”
(HD) (Serag et al., 2013).
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AIM OF THE WORK

The aim of this work is to elucidate the potential role of
insulin resistance (IR) in development of hepatocellular
carcinoma in chronic HCV patients by assessing homeostatic
model of insulin resistance (HOMA-IR).




I- HCC in Chronic Hepatitis C Virus Patients

HEPATOCELLULAR CARCINOMA IN
CHRONIC HEPATITIS C VIRUS PATIENTS

%epatocellular carcinoma (HCC) is the third most
common cause of cancer-related death
worldwide and, owing to changes in the prevalence of the two
major risk factors, hepatitis B virus and hepatitis C virus, its
overall incidence remains alarmingly high in the developing
world and is steadily rising across most of the developed world
(Yang, 2010). Early diagnosis remains the key to effective
treatment and there have been recent advances in both the

diagnosis and therapy of HCC, which have made important
impacts on the disease (Jane et al., 2009).

According to the World Health Organization, about 130
170 million people are chronically infected with the Hepatitis
C virus, with more than 350,000 people dying from Hepatitis
C-related liver diseases each year. About 75-85 % of newly
infected persons develop chronic infection and 60-70% of
chronically infected people develop chronic liver disease;
5-20% develops cirrhosis, and 1-5% dies from cirrhosis or
liver cancer (HCC). In 25% of liver cancer patients, the
underlying cause is hepatitis C (WHO, 2013).

HCC is a common cause of liver-related death among
HCV-infected persons, developing predominantly in those with
cirrhosis. Nevertheless, several studies have reported that HCC
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