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Spectrum of renal 
lesions in systemic lupus 
erythematosus: Six years’ 
experience at a tertiary 
health care centre in north 
east India
Sir,
SLE has an incidence of 3-4 in 100,000 populations 
per year in India.[1] Its clinical features show regional 
variations.[2] Renal involvement is seen in 1/3rd of 
patients.[3] However, there are no data on SLE in the 
north-eastern part of the country. We hereby present the 
spectrum of renal lesions encountered in SLE patients in 
our Institute.

A total of 30 patients with SLE and clinical renal disease 
were diagnosed between 2006-2011. Out of these, three 
cases were known cases on treatment and 27 cases 
came to the hospital for the first time. Two cores of 
renal biopsies taken under ultrasound guidance, after an 
informed consent, were processed routinely and stained 
using haematoxylin and eosin stain, Periodic acid Schiffs 
stain, Gomoris methenamine silver stain and Masson 
trichrome stain. Immunohistochemical evaluation using 
IgG, IgA, IgM, C3 and C1q antibodies was done when 
tissue was adequate.

Most patients were in the age group of 21 to 30 years with 
a median age of 24 years. There were 28 female and two 
male patients. The youngest patient was a 13 year-old 
female. Renal manifestations ranged from decreased renal 
output to hematuria and nephrotic syndrome. Most of the 
patients had puffiness of face, bilateral pedal oedema, 
ascites and pleural effusion [Table 1]. The haemoglobin 
ranged from 7 to 10.4 gm/dl. Serum creatinine was raised 
in four patients (1.4-2.4 mg/dl). Proteinuria ranged from 
2 + to 3 + with 24 hrs urine protein level of 1.8 to 3 
gm. There was hypoalbuminemia of < 1.5 gm/dl in 20 
patients.

Majority of the cases had class IV disease (n = 16), 
followed by class III (n = 6), II (n = 5) and V (n = 
3) as per the revised ISNRTP criteria. As facility for 
immunofluorescence was not available during the study 
period, 15 cases with adequate tissue were also subjected 
to immunohistochemistry using IgG, IgA, IgM, C3 and C1q 
antibodies. The class II lupus nephritis showed mesangial 

deposits of IgG, C3, IgA and IgM and class III, class IV 
and V lupus nephritis showed full house pattern with 
mesangial and endocapillary deposits which correlated 
with the degree of light microscopic changes. Electron 
microscopy could not be done because of lack of facilities.

In India, lupus nephritis occurs in about half of SLE 
patients ranging from 35-70% taking the criteria for 
diagnosis of lupus nephritis as proteinuria of + + + or 
> 0.5 gms/24 hr.[2] Lupus nephritis was diagnosed at the 
time of first hospital admission in 90% of our patients in 
conformity with the studies by Niang et al. and Ballow 
et al.[4,5] Our study showed nephrotic range proteinuria 
in 66.6% of cases. Studies have shown nephrotic range 
proteinuria ranging from 20 to 50%.[4,6]

Our study showed a predominance of Class IV lesions. 
This finding has been previously reported in many other 
series.[7,8] All the class II cases had clinical evidence 
of renal disease ranging from nephritic to nephrotic 
syndrome. The renal biopsy findings correlated with the 
degree of renal manifestations and helped the clinician in 
deciding the protocol of treatment. Short term prognosis 
was good in our patients. But, most of the cases were lost 
to follow up and no follow up biopsies could be taken for 
comparison except in one case of class II lupus nephritis 
that came with recurrence of symptoms and showed class 
V lupus nephritis with active lesions on repeat biopsy.

In conclusion, this study revealed that the chances of lupus 
nephritis presenting with nephrotic syndrome is higher in 
this region. Absence of facilities for Immunofluorescence 
and electron microscopy in a resource poor area like ours 
should not be a hindrance to provide adequate information 
based on light microscopy, as these facilities would have only 
added additional information in cases of lupus nephritis. 
Due to unawareness, our patients seek medical help only 
after they develop overt manifestations of renal disease, 
which is a matter of concern and need to be addressed.

Table 1: Frequency of clinical manifestations in patients 
presenting with lupus nephritis
Manifestations Number of cases with percentage
Arthralgia 8 (26.7)
Fever 3 (10)
Skin lesions 12 (40)
Oral ulcers 3 (10)
Alopecia 4 (13.3)
Lymphadenopathy 1 (3.3)
Splenomegaly 1 (3.3)
Vascular 1 (3.3)
Leukopenia 2 (6.7)
Autoimmune haemolytic anemia 1 (3.3)
Thrombocytopenia 1 (3.3)
Jaundice 1 (3.3)



Letters to Editor

400 September 2012 / Vol 22 / Issue 5� Indian Journal of Nephrology

V. Raphael, P. Gogoi, Y. Khonglah,  
K. G. Lynrah1, R. Dass2

Departments of Pathology, 1General Medicine and 2Pediatric 
Disciplines, North Eastern Indira Gandhi Regional Institute of Health 
and Medical Sciences, Mawdiangdiang, Shillong, Meghalaya, India

Address for correspondence: 
Prof. Vandana Raphael,  

DNB Pathology, Professor and Head of Department of Pathology, 
North Eastern Indira Gandhi Regional Institute of Health and Medical 

Sciences, Mawdiangdiang, Shillong - 793018, Meghalaya, India. 
E-mail: raphaellyngdoh@gmail.com

References

1.	 Malavia AN, Singh RR, Singh YN, Kapor SK, Kumar A. Prevalence 
of systemic lupus erythematosus in India. Lupus 1993;2:115-8.

2.	 Kumar A. Indian guidelines on the management of SLE. J Indian 
Rheumat Assoc 2002;10:80-96.

3.	 Brugos B, Kiss E, Szodoray P, Szegedi G, Zeher M. Retrospective 
analysis of patients with lupus nephritis: Data from a large clinical 
immunological centre in Hungary. Scan J Immunol 2006;64:43-7.

4.	 Niang A, Ka EF, Dia D, Pouye A, Kane A, Dieng MT, et al. Lupus 
nephritis in Senegal: A study of 42 cases. Saudi J Kidney Dis 
Transpl 2008;19:470-4.

5.	 Ballow JE, Buompas DT, Fesler BJ, Austin HA. Management of 
lupus nephritis. Kidney Int 1996;53:88-92.

6.	 Frigui M, Marzouk S, Ben Hmida M, Hsair M, Mejdoub R, Kaddour 
N et al. Lupus nephropathy in internal medicine. About 44 cases. 
Rev Med Interne 2003;24(S4):433-4.

7.	 Qayyum A, Nagy AA. Immuno-histologic changes in lupus nephritis 
in female patients. A four year study. Saudi J Kidney Dis Transpl 
2008;19:658-63.

8.	 Flower C, Hennis A, Hambleton IR, Nicholson G. Lupus nephritis in 
an AfroCaribbean population: Renal indices and clinical outcomes. 
Lupus 2006;15:689-94.

Access this article online
Quick Response Code:

Website: 
www.indianjnephrol.org

DOI:
10.4103/0971-4065.103916

Acute tubular necrosis in 
dengue fever in a child

Sir,
An 8 year old male child was brought with the complaints 
of fever for 5 days, vomiting, abdominal pain, and 
progressively increasing swelling of face, abdomen, and 
legs since 1 day. There was no history of hematuria, 
rashes, loose stools, or bleeding manifestations. An 
epidemic of dengue fever (DEN 2) was going on in the 
entire north India. On examination, blood pressure 

was 130/90 mm Hg (>95th centile), facial puffiness, 
bilateral pitting pedal edema, decreased breath sounds 
basal areas of the lungs, hepatomegaly (3 cm below right 
costal margin) and shifting dullness in the abdomen 
were present. His blood urea was 122 mg/dL and serum 
creatinine 4.3 mg/dL. Dengue serology (IgM and IgG) 
and NS‑1 antigen tests were positive. Urinalysis showed 
full field red blood cells, +2 proteinuria, and no white 
blood cells. Ultrasonography of abdomen showed 
normal size kidneys with bilateral bright echotexture 
with accentuated corticomedullary differentiation and 
no obstruction. Rests of the investigations were normal.

The chi ld  was t reated symptomatica l ly  and 
antihypertensive medications were started. Acute kidney 
injury persisted beyond 4 weeks; hence, a renal biopsy 
was performed. Light microscopy showed 15 glomeruli 
that appeared mildly enlarged with some showing mild 
increase in mesangial matrix and cellularity. The basement 
membrane appears unremarkable on silver methenamine 
stain. The tubules showed necrotic debris within lumina 
and focal vacuolization of lining epithelium. Small blood 
vessels and interstitium appear unremarkable. Tissue 
sent for immunofluorescence showed five glomeruli 
that were negative for all immunoglobulins and 
complements. Final diagnosis of mesangial proliferative 
glomerulonephritis and acute tubular necrosis was made 
[Figure 1]. Gradually renal function tests improved and 
blood pressure normalized. He was discharged on a serum 
creatinine of 0.9 mg/dL.

Acute kidney injury is a poorly studied complication of 
dengue infection in children. Proteinuria and abnormal 
urine sediment are the most common renal manifestations 
in patients with dengue fever. Several types of acute 
kidney injury in dengue infection has been reported that 

Figure 1: Microphotograph showing necrotic debris in tubular lumina 
(PAS, 200x)
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