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INTRODUCTION 

udd–Chiari syndrome (BCS) is characterised by obstruction of the 

hepatic venous outflow at any level from the small hepatic veins 

to the right atrium.  It leads to post-sinusoidal portal hypertension and 

congestion of the liver with caudate-lobe hypertrophy.  Ascites occurs 

because of post-sinusoidal portal hypertension as opposed to sinusoidal 

or presinusoidal portal hypertension, which frequently complicates 

most forms of cirrhosis (Hernandez et al., 2006).  

In patients with BCS, the haemodynamic profile differed 

significantly from that in cirrhotic patients; BCS patients demonstrated 

normal cardiopulmonary haemo-dynamics with an expanded plasma 

volume, with no evidence of systemic vasodilatation (Joshi et al., 

2011).  

Congestion, liver cell loss and fibrosis in centrilobular area are 

considered characteristic features for BCS (Ludwiy et al., 1990).  

Evidences suggest that the rennin-angiotensin system (RAS), 

acts as a mediator of inflammation and fibrosis in chronic liver disease.  

RAS mediates its fibrogenic effects through the activation of hepatic 

stellate cells (HSC) with their proinflammatory and profibrotic 

potential (Barham et al., 2010).  

The rennin-angiotensin-aldosterone (RAS) axis is a system 

which involves many essential regulations in the human body for blood 

pressure; fluid and electrolyte balance (Beyazit et al., 2010).  In recent 
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years, the importance of the RAS system in pathogenesis of a number 

of diseases has been increasingly reported.  Moreover, angiotensin-

converting enzyme (ACE), a vital part of the RAS system, is cogitated 

as a governing molecule in systemic and portal circulation in some 

disorders (hepatitis B, chronic kidney disease, essential hypertension 

and stable ischemic heart disease) (Beyazit et al., 2011 and purnak et 

al., 2012) 


