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INTRODUCTION

Hepatocellular carcinoma (HCC) is a primary malignancy of liver
cells. It is the fifth most common cancer in the world accounting for an
estimated half million deaths annually (Zhu et al., 2008).

Therapies for HCC have remarkably developed during the last
decades and prognosis of HCC patients has subsequently much
improved (Seki et al., 2007).

Surgical resection remains the treatment of choice for patients
with a single lesion and well preserved liver function with a 5 year
survival rates of at least 50-70% (Kothary et al., 2007).

Non- Surgical treatment include : Ablative therapy (Ryder, 2003),
Trasarterial Chemoembolisation (Jelic , 2009), Yttrium-90 labelled
Microspheres (Sangro et al., 2009) and Chemotherapy (Abou-Alfa ,
2007).

Liver transplantation is considered the only curative treatment . It
offers the benefit of eradicating the tumor and treating the underlying
disease (Ryder, 2003).

Antiangiogenic therapy for HCC:

HCC is a highly vascular tumor and requires angiogenesis to
grow beyond a few millimeters in size. Angiogenesis is evident in early
stage liver carcinoma and correlates with disease progression. The
primary stimulus for tumor angiogenesis is vascular endothelial growth
factor (VEGF), an endogenous cytokine that induces capillary
endothelial cell proliferation, migration and survival, and the induction
of bone marrow derived endothelial progenitor cells (EPCs) to the new
vasculature. Other angiogenic factors, such as platelet-derived growth
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factor (PDGF) and basic fibroblast growth factor (bFGF), are also
expressed in HCC (Zhu et al., 2008).

The inherent vascularity of HCC makes it a logical target for
antiangiogenic therapy. Sorafenib (Nexavar) and sunitinib (Sutent) are
orally administered small molecule tyrosine kinase inhibitors (TKIs)
that bind competitively to the intracellular receptor domains for VEGF,
PDGF, and other angiogenic growth factors. Based on positive phase 3
trial results, sorafenib is now approved for advanced, unresectable
HCC in U.S and Europe. Phase 2 data of sunitinib in advanced HCC
have recently been presented. Bevacizumab (Avastin), a humanized
monoclonal antibody that binds circulating VEGF, is also in phase 2
trials for advanced HCC (Abou -Alfa et al., 2007).
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AIM OF WORK

The aim of work is to review an essay of recent modalities of
treatment of hepatocellular carcinoma including interventional and
antiangiogenic medications.
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