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Association of IgA Nephropathy with Hepatitis C
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Abstract: Case report of 21years old male who presented with fatigue,oliguria and generalised edema. Further
investigations revealed proteinuria in the tune of 6gm/day and microscopic hematuria. Renal biopsy was done
which gave impression of Mesangioproliferative glomerulonephritis with IgA deposits suggestive of IgAN
(Berger disease). To assess the cause of IgA nephropathy,screening was performed which was normal except for
Hepatitis C positive with genotype '3". Patient was put on oral Daclatasvir and sofosbuvir which led to marked
reduction in proteinuria after 12 weeks of treatment. It was assumed that Hepatitis C manifested as IgAN.
Therefore this case highlights the possibility of association between Hepatitis C and IgAN (Berger's disease).
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I.  Introduction
Hepatitis C virus is a major cause of chronic liver disease.Moreover HCV infection has been related
with immunologically mediated renal disease.“In addition, in chronic liver disease of any etiology,mesengial
glomerular deposits of IgA can appear resulting in lesions similar to those observed in idiopathic IgA
nephropathy (Berger's disease). We report a patient with Hepatitis C who was diagnosed as having Berger's
disease and its marked improvement with Daclatasvir and sofosbuvir therapy.

Il1. Case Report

A 21 years old male patient presented to us with history of fatigue,generalised edema and oliguria since
3.5months. The patient was apparently well with no history of any renal disease or any history suggestive of any
connective tissue disorder. The patient was not on any medication prior to this.

On examination,he was average built with good general condition with pulse rate of 86/min and blood
pressure of 132/88 mmHg.Except for dependent pitting edema,rest of the systemic examination was
unexceptional.

His reports were as follows-Haemoglobin of 10.1g/dl and WBC count of 5600 and DLC was
normal.His General blood picture showed Normocytic,normochromic anaemia.Lipid profile showed serum
triglyceride level of 211mg/dl and cholesterol level of 310 mg/dl. Kidney function test showed serum creatinine
0.8 and blood urea 22mg/dl. In liver function test, bilirubin (T) was 0.19mg/dl, ALT of 56mg/dl, AST of
39mg/dl, ALP of 139mg/dl, total protein of 3.9mg/dl and albumin was 1.9mg/dl. Urine report showed
proteinuria in the range of 3+ and 10-12 red blood cells. His 24hr urinary protein was 6gm. Ultrasound (whole
abdomen) was normal with normal size of kidneys and maintained corticomedullary differentiation.

He was also found out to be Hepatitis C positive with viral load of 3,246,800 copies and genotype '3'.
No signs of Portal hypertension was present and upper Gl endoscopy was normal as well as the liver biopsy.

His immunologic tests were also done which included ANCA,dsDNA,ANA ,and cryoglobulins which
were all negative. C3,C4 and CH50 levels were normal.

Finally, renal biopsy of the patient was done with immunofluorescense staining. The report showed
Mesangioproliferative glomerulonephritis with 1gA deposits which was suggestive of IJAN (Berger's disease)

After all the workup was completed,he was started on oral Daclatasvir 60mg/day and Sofosbuvir
400mg/day for 12 weeks for hepatitis C treatment. His reports were reassessed at 6 weeks and then at 12 weeks
at completion of treatment. The reports showed remarkable improvement i.e. 24hr urinary protein was reduced
to 222mg/day and later to 32mg/day at the completion of treatment. There was no adverse event documented
during the entire period of treatment.
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I11. Discussion

HCV has been associated with multiple extrahepatic manifestations, including cryoglobulinemia,
glomerulonepbhritis, skin disorders (porphyria cutanea tarda and lichen planus), arthritis, a sicca- like syndrome,
Mooren’s corneal ulcer, and lymphoproliferative disorders. It has been shown that in humans, the principal renal
manifestation of chronic hepatitis C infection is development of membranoproliferative glomerulonephritis
(MPGN), most often associated with cryoglobulinemia.

Indeed, it is now regarded that HCV infection is the pathogenetic basis for the great majority of cases
that were previously thought to be essential mixed cryoglobulinemia.l"® The renal manifestations are usually
associated with long- standing (i.e., a greater than 10- year history) HCV infection. HCV glomerular disease
has been most frequently identified in men; this disease process is rare in children.

Meanwhile, IgAN is the most common pattern of glomerulonephritis identified in all parts of the world
where renal biopsy is widely practiced. The initiating event in the pathogenesis of IgAN is the mesangial
deposition of IgA, which is predominantly polymeric IgA of the IgAl subclass (plgAl).

However, nephrotic- range proteinuria is uncommon, occurring in only 5% of patients with IgAN, and
is more commonly seen in children and adolescents.

Thus, IgAN with hepatitis C is rare. Immune complex deposition as an extrahepatic manifestation of
hepatitis C is well- known.% However, in these instances, MPGN has been the most common type. There
have been isolated case reports of hepatitis C with IgAN.*!
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