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Introduction and Aim of the Work

Introduction

Hepatitis C virus (HCV) infection is one of the main causes of chronic liver

disease as there are approximately 71 million chronically infected individuals
worldwide (Blach et al., 2017).

HCV infection affects cholesterol homeostasis and despite of its
association with a decrease in serum concentrations of total cholesterol, LDL-C
and apolipoprotein B (apoB —the main protein constituent of LDL and very-low-
density lipoprotein (VLDL) an it was found that chronic HCV is associated with
increased risk of atherosclerosis and its clinical manifestations (Bassendine et
al., 2013; Ampuero & Romero-Gomez, 2015).

The risk for coronary artery disease increases with HCV-infected
individuals. Also, myocardial perfusion defects have been found in 87% of the
patients with chronic hepatitis C, which improved with viral eradication (Roed et
al., 2006; Maruyama et al., 2013).

The carotid arteries are among the commonest sites of atherosclerosis,
manifesting as cardiovascular disease, stroke and other diseases. Of the two major
stroke subtypes, ischaemic stroke is generally the more common and is mainly

due to carotid atherosclerosis (Arenillas, 2011).

The mechanisms suggested for carotid atherosclerosis were a chronic
immunological challenge and the production of pro-inflammatory cytokines.
Persistent infection disturbs the balance between immunostimulation and
inhibitory cytokines, which could thus maintain a significant level of
inflammation. The alteration in the cytokine balance observed in patients with
chronic hepatitis C could result in these cardiovascular complications (Domont
& Cacoub, 2016).




Introduction and Aim of the Work

Carotid intima-media thickness (IMT) has been used as a surrogate of sub-
clinical atherosclerosis and studies have shown that, after adjustment for classical
cardiovascular risk factors, those with chronic HCV infection have raised IMT
(Mostafa et al., 2010).

The recent introduction of direct-acting antivirals (DAAs) has changed
hepatitis C virus (HCV) infection treatment. These treatments result in
significantly high sustained viral response (SVR) rates (85%-100%) after a short
treatment course (12-24 weeks) without any severe adverse effects (Zuccaro et
al., 2020).

The available data on role of treatment of chronic HCV infection by new
DAAs and improvement of carotid atherosclerosis are scarce and contradicting
as study of Petta et al. revealed that HCV eradication by DAA improves carotid
atherosclerosis in patients with severe fibrosis with or without additional
metabolic risk factors (Petta et al., 2018).




