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INTRODUCTION

Most hepatocellular carcinoma (HCC) occurs in cirrhotic liver,
resection of the tumor by a partial hepatectomy remains the best
treatment (Otto et al., 1998).

Extensive liver resection can be performed with a low operative
mortality in patients who have normal hepatic function even in those
with large tumors occupying almost the entire right lobe (Makuuchi et
al, 1991). However, the risk of liver failure after extensive hepatectomy
increases in patients with liver cirrhosis, antecedent obstructive
jaundice, hepatic dysfunction or small central tumor, requiring major
resection with a major loss of functioning parenchyma (Bradpiece et al,
1987, Bengmark et al, 1988 and Fan et al, 1995).

One of the prerequisites for partial hepatic resection is the
presence of enough remaining liver parenchyma to avoid life-

threatening post-operative liver failure (Bismuth et al, 1982).

The excessive parenchymal loss associated with hepatectomy is
the leading risk factor for subsequent liver failure, especially in patients
with impaired hepatic function. Portal vein branch ligation (PVL) or
embolisation (PE) is aimed at inducing an atrophy of the embolised lobe
to be resected with compensatory hypertrophy of the counter lobe to be
preserved. Portal vein ligation (PVL) or embolization (PE) reduces the
surgical risk &optimizes function of the remaining liver & can be
recommended as an ancillary procedure for selected patients who may

need extensive hepatectomy (Takayma et al, 1977).

Rous and Larimore, (1920), demonstrated that ligation of a major
branch of a portal vein in animals resulted in ipsilateral liver atrophy

and hypertrophy of the contra lateral parenchyma.




