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Introduction and Aim of the Work 

 

Introduction: 

 

Portal hypertension (PHT) is a common clinical syndrome 

consequence of almost all chronic liver diseases. It is defined as the 

pathologic increase of portal pressure, in which the gradient between 

portal vein and the inferior vena caval pressure is increased above the 

upper normal limit of 5 mmHg (Sanyal et al., 2008). 

 

The importance of this syndrome is defined by the frequency and 

severity of its complications (Porto-systemic collaterals, variceal 

hemorrhage, ascites, hepato-renal syndrome, porto-systemic 

encephalopathy and hepato-pulmonary syndrome) with the rupture of 

esophageal varices representing the main and most lethal complications. 

The appearance of these complications defines the progression from 

compensated to decompensated liver disease (D’Amico and de Franchis, 

2003). 

 

PHT is initiated by increased hepatic outflow resistance as a result of 

chronic activation of hepatic stellate cells (HSC) and the mediator action 

on it. An increase in the portal blood inflow occurs as a result of the 

increasing vascular tone, expanded plasma volume and splanchnic 

vasodilatation in response to many mediators. This maintains and 

aggravates portal hypertension (Cichoz-Lach et al., 2008). 

 

The most common world wide cause of PHT is cirrhosis due either to 

alcoholic hepatitis, in western countries, or due to post hepatitic cirrhosis 
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specially due to HCV in developing countries like Egypt. While bilharzial 

periportal fibrosis represents another important cause in Egypt (Gryseels 

et al., 2006). 

 

Morbidity and mortality associated with these treatment strategies are 

still high, which should direct our attention for developing mew screening 

methods and diagnostic tools, specially the non invasive of them, for 

early detection of the disease. Also, to find out new, effective therapeutic 

modalities that can have better outcome when implied early in the course 

of the disease (D’Amico and de Franchis, 2003, Bosch et al., 2010 and 

Thabut and Shah, 2010). 

 

Current treatment modalities for PHT rely on decreasing portal blood 

inflow to reduce the elevated portal venous pressure (D’Amico et al., 

1999). While future therapy for portal hypertension is expected to be 

more causal in nature as it should be able to stop the progression of, or 

even revert, the original liver disease like fibrosis and hepatic stellate cell 

(HSC) activation as well as interfering with any other pathologic state 

that can maintain or aggravate PHT like angiogenesis and the state of 

endothelial dysfunction (Bosch et al., 2010 and Thabut and Shah, 

2010). This prospective therapy seems promising, offering portal 

hypertensive patients more hope about the possibility of better treatment 

in the future. 

 

 

 

 

 


