
Extrahepatic complications ofchronic hepatitis B have

been recognized for long. There are more than 200
million HBsAg carriers in the world [I]. Although it is a
g\OOO" 1"',*,\""",.1;10... r,>re\lalence ofHepatitis B in general
population is variable. In Bharat, the prevalence rate is

upto 5% while it is only <0.1 % in Europe and America

[2]. In the Western world, HBsAg carrier slate is greatest

in adults and infection is usually acquired via parenteral

route. In contrast, in Asia and Africa, HBV infection

most often occurs in childhood via transmission from
parents or siblings [I].
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Abstract

Hepatitis B is a worldwide problem with high prevalence rate in our country. Kidney involvement is
common in chronic hepatitis B patients. The usual pattern is membranous glomerulonephritis in
children and Type I membranoproliferative glomerulonephritis in adults. A previously asymptomatic
young female suffering from chronic hepatitis B with portal hypertension presented with nephrotic
syndrome. Kidney biopsy revealed minimal change glomerulonephritis which is rarely seen in
association with hepatitis B. Patient recovered following administration of oral steroids. We
reconunend screening ofall patients ofnephrotic syndrome for chronic hepatitis B with viral markers
in addition to HBsAg.
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Introduction

cryoglobulinemia have heen described [3]. We are

reporting a case of an asymptomatic young female
suffering from chronic hepatitis B who presented with
nephrotic syndrome with minimal change
glomerulonephritis as the underly"mg pamo'iogy.

Case History

A 32 year old house wife presented with two weeks

history of progressive swelling all over the body and

decreased urinary output. There was no signi ficanl past
history of risk factors associated with hepatitis. On
examination patient had anasarca, massive ascites with

Renal involvement in hepatitis B is common and well palpable spleen. Rest of the examination was
recognised. Polyarteritis nodosa, membranous unremarkable. Investigations showed l-Ib: 10.5 gmJdJ;

glomerulonephritis, type I membranoproliferative TLC: 2.5x 10J/m1; DLC: P74L24EIM I; ESR: 55 mm 1st

glomerulonephritis, IgA nephropathy and Hr; PIS: Normocytic normochromic RBC with reduced
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platelets: B. glucose (fasting): 80 mg/dl; B. urea: 40 mg/

ill: S. creatinine: 1.0 mg/dl; Na+: 143 meqlL; K+: 3.1

meqlL; S. calcium: 8.1 mg/dl; S. phosphorus: 2.8 mg/dl;

S. bilirubin: 0.5 mg/dl; ALTo 34 lUlL; ALP: 432 IU/L;

S. Albumin: 1.3 g/dl; PT Control: 13 sec and Test: 14

sec: Urine examination: Albumin 4+, 10 WBC/ml,

granular casts 1-2fHPF; 24 hr urine protein: 5.2 gm

protellvday: RA factor: -ve; ANA: -ve; HBsAg: -ve; Anti­

HBcAg (IgG): +ve; Anti HCY: -ve. USG abdomen

reponed splenomegaly with perisplenic collaterals and

dilated portal vein (-18 mm). Liver and kidney's size

and echotexture was normal. Upper GI endoscopy was

also normal. Patient was subjected to liver and kidney

biopsies. Liver histology was suggestive ofchronic viral

hepatitis (Fig. I). Kidney histology was reported as

nomlal (Fig. 2). Immunoperoxidase staining for 19A, IgG,

IgM and C3 were negative. Electronmicroscopy showed

denudation of epithelial foot processes (FP) in the

glomeruli, absence of any electron dense deposits in
glomerular basement membrane (BM) with

unremarkable mesangium (Fig. 3). Thus a diagnosis of

chronic hepatitis B and coexisting minimal

change glomerulonephritis with nephrotic syndrome

was made. Patient was managed with intravenous

furosemide and salt restriction. However there

w~s little improvement. Combination with thiazides

and furosemide infusion, 10 mgfhour were tried but there

w~ no significant diuretic response. Patient was put on

prednisolone I mg/kg/day for 4 weeks. There was

dramatic improvement in patient's condition with

complete resolution of oedema and proteinuria within

three weeks. S. albumin improved to 4.0 gmfdL After 4

weeks of prednisolone, dose was changed to 1.6 mglkg/

da) alternate day for 4 weeks and then gradually tapered

olf over next 2 months. There was a transient rise of

ALI to III lUlL which normalized within a month.

Aoti"iral therapy could not be started as patient was

unable to afford the therapy. At 12 months of follow up

patient is asymptomatic with no oedema, negative

proteinuria and normal ALT levels.
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Fig. I : Microphotograph of liver biollSY sbowing mild fibrous
npansioD of portal tract (arrows) with minimal poria I
inflammatory infillrate and ballooning degeneration of
hepatocytes (U&E X 160).

Fig. 2 The photomicrograph showing glomeruli, tubules, interSlilium
and blood vessels which are histologically unremarkable.

Fig. J : The transmission eleclron pbotomicrctgrapb shows a capillary
(eL) with marked den~dalionof epithelial foot processes (FP)
(arrows) There is no thickening of glomerular basement
membrane (BM) or any electron dense deposits (X J200).
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Discussion

A variety of glomerulonephritis have been

reported in patients with chronic hepatitis B [3]. Hepatitis

B associated glomerulonephritis is immune complex

mediated although most patients do not have evidence

of circulating immune complexes. Thus glomerular in

situ immune complex formation and deposition is the

probable mechanism [3].

The most COITUnon serological pattern in such

patients is positivity for HBsAg and HBeAg, as well as

anti-HBc antibodies, in the absence of HBs and HBe

antibodies [4]. All the three hepatitis B antigens namely

HBsAg, HBcAg and HBeAg have been found in

glomeruli. llBsAg and HBcAg are predominantly

detected in the mesangium, where as HBeAg is usually

present in subepithelial deposits [3]. Though HBY related

antigens are reportedly involved in the development of

several types of glomerulonephritis, the most corrunon

histological types reported are membranous nephropathy

in children [3,5], and membranoproliferative

glomerulonephritis in adults [3.6]. The reason for a

dilTerent predilection for glomerular lesion in children

and adults is not clear [3]. The association of minimal

change nephropathy with chronic hepatitis B is rarely

reported in adults [6], though it is not uncorrunon in

paediatric population [5]. However even in children,

membranous nephropathy is the predominant type of

glomerulonephritis [5].

The case reported here was completely

asymptomatic with regard to chronic hepatitis Band

portal hypertension. She presented in an atypical pattern

\\ ilh nephrotic syndrome. Minimal change

glomerulonephritis as the underlying pathology is rarely

seen in association with chronic hepatitis B in adults
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[6]. Also, interestingly surface antigen (HBsAg) was

persistently negative in this case. This may be due to the

fact that sometimes HBsAg level is below the sensitivi~

threshold of contemporary imll1unoassays (low leS'el

HBsAg can'ier state) [I]. There was a potential ris~of

activation of chronic hepatitis with the use of

corticosteroids in this situation. However in view of

limited treatment options available to us, we used'

prednisolone with patient's consent and fortunately at

one year of follow up there were no signs of hepatitis

activity.

We suggest that all patients presenting \lith

nephrotic syndrome or sub-nephrotic proteinuria must

be screened for hepatitis B. In case I-1BsAg is negatise

as in our case, anti HBcAg IgG and HBV DNA. if

possible should be sought for.
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