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Introduction &

INTRODUCTION

@LOBOCAN estimates that in 2018, approximately 841,000
new cases of liver cancer and 782,000 related deaths were
reported, marking liver cancer as the sixth most commonly
diagnosed cancer and the fourth leading cause of cancer-related
death worldwide. Hepatocellular carcinoma is the most
prevalent liver neoplasm, comprising 75 to 85% of all cases.
HCC usually occurs in the setting of cirrhosis resulting from
different etiological factors (i.e., chronic alcohol consumption,
chronic hepatitis B and C viral infection, and obesity) (Bray et
al., 2018)

In Egypt, HCC constitutes a significant public health
problem. Where it is responsible for 33.63% and 13.54% of all
cancers in males and females respectively. Hepatocellular
carcinoma occurs in a number of preexisting conditions that
commonly includes hepatitis C and B, alcoholic and
nonalcoholic cirrhosis. This had been strongly linked to the
hepatitis C virus epidemic that affected around 10 - 15% of the
Egyptian population during the last 3 decades, and was reported
as the highest prevalence of HCV in the world (Elghazaly et al.,
2018)
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There has been a remarkable increase in the proportion of
hepato cellular carcinoma among chronic liver diseases patients.
This rising proportion may be explained by the increasing risk
factors as hepatitis C virus infection and hepatitis B virus

infection (Kanwal et al., 2011)

The diagnosis of HCC could be radiological and/or
laboratory. Radiological diagnosis depend s largely on
ultrasonography, triphasic compuated and dynamic magnetic

resonance imaging (Dodd et al., 1992)

Laboratory diagnosis of HCC is done either by measurement
of circulating biomarkers or by fine needle cytology
(Debruuyne et al., 2010)

The American Association For the Study of Liver Diseases
guideline recommends surveillance for individuals with
cirrhosis are liver ultrasound with or without Alfa Fetoprotein
every 6 months, because most of the studies showed a benefit of
the combination of US and AFP in improving overall survival.
AFP provides a sensitivity of around 60% and a specificity of
around 90% (Singal et a., 2014; Gupta et al., 2003)

Because AFP has poor sensitivity for identifying HCC,
AASLD recommends against using it alone to screen for HCC

in high-risk patients. More data suggested strategies to increase




