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INTRODUCTION

Liver cirrhosis (LC) is the final evolutive stage of any
A Achronic liver disease and its outcomes are modulated by
the degree and the consequences of portal hypertension
(PH).Unfortunately, clinical investigation of PH is mainly
invasive and implies either hepatic vein catheterization and
hepatic vein pressure gradient (HVPG) measurement, or
endoscopy for esophageal varices (EV) screening and grading.
It was previously demonstrated that a HVPG value higher than
10 mmHg predicts the presence of EV, while a value higher
than 12 mmHg is predictive for variceal bleeding. Many efforts
have been made to find a noninvasive surrogate marker for PH
or for the presence or grade of EV, but until now, only a few
biochemical markers (aspartate aminotransferase [AST] to
platelets ratio index) or mixed indexes (platelets count tospleen
diameter ratio) have been demonstrated to be partially
correlated with the presence of EV (Stefanescu et al. 2011).

Portal hypertension (PHT) and development of
esophageal varices (EV) are one of the major complications of
liver cirrhosis. Bleeding from EV is a life-threatening event
with 10 — 20 % mortality with each episode. Current guidelines
recommend that all cirrhotic patients should undergo screening
endoscopy at diagnosis to identify patients with varices (De
Franchis, 2010). This approach increases burden upon

endoscopy units, and the repeated testing over time may
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decrease patient compliance. Upper gastrointestinal endoscopy
(UGIE) is deemed to be the gold standard against which all
other tests are compared, but is not without its limitations (Rye
etal., 2012).

Splenomegaly i1s a common finding in patients with
cirrhosis and noncirrhotic PHT, and is commonly described
because of blood congestion, increased portal pressure,
augmented resistance to splenic vein outflow, and increased
angiogenesis and fibrogenesis, These changes of spleen
stiffness (SS) can be quantified by transient elasto graphy (TE)
(Sharma et al., 2013).

Portal hypertension is one of the complications of
chronic liver diseases (CLD). Esophageal varices (EV) are the
most relevant portosystemic collaterals resulting from clinically
significant portal hypertension, and the presence of EV
correlates with the severity of liver disease. As variceal
hemorrhage is the most lethal complication of liver cirrhosis,
patients with newly diagnosed cirrhosis in CLD are advised to
undergo endoscopic screening for EV. However, endoscopy is
an invasive and unpleasant procedure that sometimes requires
sedation and carries rare, but serious, complications.
Accordingly, several simple, non-invasive and accurate tests
have been developed to identify EV. Transient elastography
(TE) is a noninvasive tool that measures liver stiffness (LS)
correlating to liver fibrosis stage. While TE also shows

potential in the prediction of EV, its role is still under debate.
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Moreover, the LS-spleen size-to-platelet ratio score (LSPS),
which is a combination of three simple examination methods
(LS, spleen size and platelet count) has been established to
accurately predict EV in patients with compensated cirrhosis.
To date, TE and LSPS have not been performed for the
estimation of EV in chronic hepatitis C in Japan. The objective
of this study was to determine the ability of LSPS in predicting
the presence of EV (Shibata et al., 2016).

Several serum and radiological parameters have been put
forward for predicting EV, such as serum fibrosis markers, liver
stiffness (LS), spleen stiffness (SS), LS-spleen diameter to
platelet ratio score. Among them, it has been shown that both
liver and spleen stiffness were more accurate in identifying EV
and the degree of portal hypertension than other non-invasive
parameters. LS has been largely accepted to reflect the degree
of fibrosis and the presence of EV in CLD. Several studies have
revealed that LS measured by elastography may represent a
useful non-invasive tool for predicting EV, notably in
combination with other non-invasive parameters. Current
European Guidelines recommend to avoid screening EGD in
patients with LS< 20kPa and platelet count >150, 000. While
the role of LS alone in predicting varices is controversial due to
unsatisfactory diagnostic accuracy and lack of consistent
results, In the last few years, research emphasis has been placed
on SS measurement in predicting EV and clinical significant

portal hypertension. Portal hypertension leads to spleen
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congestion and fibrosis, which is sufficient to increase organ
stiffness (Xiaowen et al., 2016).

Fibroscan (Transient Elastography- TE) is a type of
ultrasound machine that designed for painless, immediate and

non invasive liver stiffness measurements (Linda, 2008).

In the evolution of chronic viral and non viral hepatitis,
liver fibrosis is an important factor associated with prognosis.
A precise evaluation of the severity of fibrosis is necessary in
these patients for correct staging and, eventually, to take a

decision regarding treatment (Christoph, 2012).

Due to the limitations of liver biopsy, non invasive
alternatives including FibroScan (Transient Elastography) have
been developed. Transient elastography is an easy and quick
clinical non invasive method to perform and it could be useful

to evaluate liver fibrosis as to monitor liver disease progression
(Yasser, 2009)

Recently, more and more studies have attempted to
clarify the utility of SS and LS for EV diagnosis in patients
with CLD, but the results have been controversial. Research has
shown that SS assessed by elastography was a more effective
parameter with high diagnostic accuracy for identifying and
grading EV than LS (Fraquelli et al., 2014).

Splenomegaly is a possible consequence of portal

hypertension. Contrary to other ultrasound (US) signs,




