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Abstract

Chronic hepatitis C virus infection has been reported in
association with several extrahepatic manifestations. Included in this
list isinterstitial lung involvement. This study aimed to elucidate the
association of HCV infection with interstitiadl pulmonary
involvement and to investigate the relationship of severity of hepatic
affection and respiratory functional and radiological changes among
involvement. Thirty patients with proved hepatitis C virus (HCV)
infection from the outpatient clinic of tropical department of Kasr
El-Aini hospital were enrolled in this study. High resolution CT
(HRCT) chest was performed to all the patients. Pulmonary changes
were detected in HRCT of 14 patients (46.6%). Lung spirometry was
doneto al of them. FVC%, and FEV 1% were abnormal in 6 patients
(20%), FEF25-75% were abnormal in 3 patients (10%).
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Introduction

| NTRODUCTI ON

Hepatitis C virus (HCV) is a common infectious agent, and it
Is estimated that 3% of the world population are infected with HCV.
It was reported that HCV caused 20% of acute hepatitis and 70% of
chronic hepatitis (Hoofnagle, 1997). HCV could be stimulated
chronically by immune system (Pawlotsky et al., 1995).

HCV being both a hepato and lymphotropic virus can
represent a chronic stimulus for the immune system (Zignego et al.,
1995).

In the general population of HCV positive patients the
appearance of various organ involvement can be related to different
immunological factors namely various autoantibodies and immune
complex production secondary to B lymphocyte expansion (Ferri et
al., 1991).

Since HCV is well known to induce chronic inflammation and
fibrosisin the liver, it was thought that HCV may play asimilar role
in the lung and be involved in the pathogenesis of pulmonary
fibrosis (Moorman et al., 2005).

An association between HCV infection and IPF was initialy
supported by seroepidemiological data, which revealed a higher
prevalence of anti-HCV antibodies in patients with IPF (Ueda et al.,
1992).



Introduction

Although idiopathic pulmonary fibrosis is considered to be
idiopathic, inhaled substances are suggested to be responsible for the
manifestation of this clinical presentation (Hubbard et al., 1996).
Onset of symptoms following a viral infection or common cold in
some patients suggests that development of the disease may be due
to the injury related to the infection. There is evidence that hepatitis
C virus, Epstein-Barr virus (EBV), and adenoviruses may be
responsible for the fibrosis (Kuwano et al., 1997).



Aim of the Work

AlM OF THE WORK

The aim of this study is to elucidate the association of HCV
infection with interstitial pulmonary involvement and to investigate
the relationship of severity of hepatic affection and respiratory
functional and radiological changes among involvement.



Review of Literature

Interstitial Lung Disease

I ntroduction:

Many acute and chronic lung disorders with variable degrees
of pulmonary inflammation and fibrosis are collectively referred to
as interstitial lung diseases (ILDs) or diffuse parenchymal lung
diseases (DPLD) (McAnulty and Laurent, 1995).

The term diffuse (interstitial) lung disease embraces a large
number of disorders characterised by distinct cellular and
extracellular infiltrates in the acinar regions of the lung (that is, distal
to the terminal bronchiole). Some of these diseases present acutely
whereas others have a subacute or chronic course: the infiltrate may
result in tissue injury, as in cryptogenic fibrosing alveolitis, or cause
little damage to the lung architecture, as in pulmonary eosinophilia
(Du Bois, 1994).

By the beginning of the 20th century, the gross and
microscopic pathology of chronic ILD was well described. The
focus turned to identifying occupational or environmental causes of
ILD. Efforts from around 1950 to 1970 were aimed at understanding
the radiographie, physiologic, and pathologic features of these
diseases. By the 1960s, progress in categorizing ILDs was made:
connective tissue diseases, drugs, occupational and environmental
exposures, sarcoidosis, and inherited conditions were recognized as

distinct entities. Those conditions that either remained unassociated



