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Summary & Conclusion

Summary

Hepatocellular carcinoma (HCC) is a major cause of morbidity and
mortality: HCC is the seventh most common cancer worldwide, and the third

leading cause of cancer-related deaths (Ferlay et al., 2010).

Hepatocellular carcinoma (HCC) is one of the commonest cancers
worldwide. It is a major health problem and its incidence is increasing. The
presence of cirrhosis of the liver is the major risk factor and worldwide this is
largely due to chronic hepatitis C virus (HCV) and hepatitis B virus (HBV)
infection. The diagnostic modalities, especially with respect to hepatic imaging,
have improved in recent years. This, along with HCC surveillance in patients
with cirrhosis, has led to the detection of HCC at an earlier stage, when curative
therapy 1s likely to be more successful. The major diagnostic techniques for
HCC include serum markers, various imaging modalities and histological

analysis (Gomaa et al., 2009).

Des-gamma-carboxyprothrombin (DCP) or prothrombin induced by
vitamin K absence (PIVKA) is an abnormal prothrombin derived by an acquired
defect in the post-translational carboxylation of the prothrombin precursor in
HCC cells. DCP derived by reduction ccarboxylase activity that resulted in a
lack of c-carboxylation of the glutamic-acid residues. The reduced activity of c-
carboxylase was attributed to defective gene expression in HCC patients (Grizzi

et al., 2007).

The aim of this work is to evaluate significance of serum level of
PIVKA-II as a tumour marker for HCC and its importance in early detection of

HCC.
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Introduction & Aim of the work

Introduction

Hepatocellular carcinoma (HCC) is one of the commonest cancers
worldwide. It is a major health problem and its incidence is increasing. The
presence of cirrhosis of the liver is the major risk factor and worldwide this is
largely due to chronic hepatitis C virus (HCV) and hepatitis B virus (HBV)
infection. The diagnostic modalities, especially with respect to hepatic imaging,
have improved in recent years. This, along with HCC surveillance in patients
with cirrhosis, has led to the detection of HCC at an earlier stage, when curative

therapy is likely to be more successful (Gomaa et al., 2009).

HCC 1s a major cause of morbidity and mortality: HCC is the seventh
most common cancer worldwide, and the third leading cause of cancer-related
deaths. In 2008, an estimated 748,000 new cases of liver cancer occurred and
approximately 696,000 people died of this cancer worldwide, an increase from
626,000 new liver cancers and 598,000 deaths from liver cancer in 2002 (Ferlay
et al., 2010).

Up to 80% of HCCs develop against a background of cirrhosis of the liver
and while we believe that surveillance of the at risk cirrhotic population could
aid earlier detection of the disease and decrease the cancer related mortality rate,
our present success is limited by the lack of sensitive biomarkers (Beale et al.,

2008).

Serum tumor markers have several potential uses: for early diagnosis of
HCC in high risk patients, in determining prognosis, to estimate tumor volume

as well as to monitor therapeutic response and detect recurrence (Yoon, 2008).



