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Introduction and Aim of the Work,

Introduction

Portal hypertension (PHT) is a serious
consequence of cirrhosis that may result in life-
threatening complications with increased morbidity and
mortality (Bosch and Garcia-Pagan, 2000). In cirrhotic
livers, increased resistance to portal blood flow is the
primary factor in the pathophysiology of portal
hypertension (PHT) and is caused by structural
abnormalities in the hepatic vascular architecture and an
increased hepatic vascular tone (Gracia-Sancho et al.,

2008).

Activation of Kupffer cells may be involved in the
pathogenesis of portal hypertension by release of
vasoconstrictive substances and fibrosis due to co-
activation of hepatic stellate cells (Gragnbaek H et al.,

2012).



http://www.ncbi.nlm.nih.gov/pubmed?term=Gr%C3%B8nbaek%20H%5BAuthor%5D&cauthor=true&cauthor_uid=22591184

Introduction and Aim of the Work,

The current gold standard for measuring PHT and
its severity is measurement of the hepatic venous
pressure gradient (HVPG). HVPG is also emerging as a
reliable endpoint to assess disease progression and
therapeutic  response in chronic liver disease.

(Groszmann et al., 2005).
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Aim of the Work

To study soluble plasma SCD163, a specific marker of
kupffer cells activation, as a biomarker for portal
hypertension in patients with liver cirrhosis.




Review of Literature

Portal Hypertension

Introduction

The term ‘portal venous system’ is applied to a system
that begins and terminates in capillaries. In the abdomen, this
system springs up as the capillaries of the intestine, and ends
in the hepatic sinusoids. A schematic representation of the
main splanchnic venous channels is shown in Fig. 1.

Fig. (1) Schematic representation of the portal and hepatic venous
system. SMV, superior mesenteric vein; IMV, inferior
mesenteric vein; SV, splenic vein; MPV, RPV, LPV, main,
right and left portal vein; LGV, left gastric vein; IVC, inferior
vena cava; RHV, MHV, LHC, right, middle and left hepatic
vein (Kapoor and Sarin, 2002).

Portal pressure (P) like pressure in any vascular bed is
determined by the product of portal venous inflow (Q) and
the vascular resistance (R) to this flow, that isP = Q x R
(Groszmann et al., 2005).




