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Introduction

As Hepatitis C virus (HCV) infection leads to chronic liver
disease, it also leads to extra hepatic manifestations which
include: Mixedcryo- globulinemia,lymphoproliferative disorders

and renal disease. (Cacoub et al., 2002).

HCV infection been reported in association with distinct has
histological patterns of glomerulo- nephritis in native kidneys:
Membrano- proliferative glomerulonephritis (MPGN) associated
with type Il cryoglobulinemia is the predominant type of HCV
related glomerulo- nephritis. (D'Amico, 1998).

Less common glomerulonephritis has also been reported in HCV
infected patients, of these; MPGN without cryoglobulinemia |,
membranous GN, Focal Segmental glomerulosclerosis,
Proliferative  glomerulonephritis, renal thromboti micro-
angiopathy associated with anticardiolipin antibodies , Fibrillary
and immunotactoid glomerulonephritis. (Markowitz et al., 1998)
(Morales et al., 1999), (Stehman et al., 1999).

Cryoglobulinemia is found in all patients with HCV related
MGPN and more than 80% of patients with mixed cryo-
globulinemia are infected with HCV. (D'Amico, 1998).

Cryoglobulins are immunoglobulins that precipitate at cold

temperature.




HCV associated cryoglobulinemic glomerulonephritis seems to be
related to the deposition in the glomerulus of an immune complex
made by the HCV antigen , anti HCV IgG antibodies and a
rheumatoid factor. (Kamar et al., 2006).

The aim of the study

This is a descriptive study which studies the prevalence of HCV
among patients with various renal diseases as a co morbid

condition that may increase the impact on renal function.

Subjects and methods:

The work is a retrospective study performed on all patients with
renal disease attending Nasser Institute nephrology department
during the years 2008, 2009.

All patient files will be reviewed for the following:

1- History taking and thorough clinical examination with special
stress on
a- History of viral hepatitis or exposure to risk factor
(Such as tartar emetic injection, blood transfusion,
operation).
b- Renal manifestation.
. Dysuria, Hematuria,. Oliguria,. Hypertention

. Oedema , lid puffiness




2- Laboratory investigation

.Complete urine analysis

.Urinary albumin \ creatinine ratio = OR
proteins.

. Complete blood count (CBC)

.Immunological profil

Complement ,ANA , ANCA (if done) .

. Cryoglobulins

. Liver function test
.. Alanine amino transferase (ALT)
.. Aspertate amino transferase (AST)
.. Total and direct billirubin

. Total proteins , serum albumin .

. Coagulation profile

. Kidney function test
.. Serum creatinine ,urea ,uric acid .
.. Serum sodium and potassium
.. Serum calcium ,phosphorus .

. Hepatitis markers .
HCV Ab (ELISA)
HBs Ag

3- Abdominal ultrasound

4- Renal biopsy (if it was done).

24 hrs urine
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