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INTRODUCTION
The most common manifestation of SLE is LN, which is a major 
cause of morbidity. It occurs in about 20-49% of patients in the 
course of their disease [1]. The clinical presentation can be diverse, 
varying from subclinical disease to an aggressive form that rapidly 
progresses to End-Stage Renal Disease (ESRD) within 15 years 
in about 10-30% of the patients [1,2]. LN can involve any renal 
compartment. Therefore, renal biopsies in patients with SLE 
provide a direct assessment of renal involvement and establish the 
site of injury [2,3]. It is critical in determining the class of LN, the 
extent of histopathological chronicity and activity, and the long-
term prognosis of the disease [3,4]. The nature and severity of the 
clinical features of LN and the underlying histological severity do not 
always correlate. However, poor renal survival has been associated 
with certain histological and clinical parameters [2]. Renal biopsy, 
therefore, serves as a guide for therapy [5].

Pirani CL et al., were the first to introduce the concept of active 
and chronic lesions, which was further modified by Morel ML et 
al., [6,7]. The widely used National Institute of Health (NIH)-AI and 
CI were based on the paper by Austin III HA and have been used 
to report the activity and chronicity in a semi-quantitative way [8]. 
Recently, a modified NIH activity and chronicity scoring system 
has been proposed by Bajema IM et al., which does not restrict 
AI and CI to classes III and IV as done previously [5]. Also, it has 
been recommended that in AI, the category of “fibrinoid necrosis/

karyorrhexis” be changed to include only fibrinoid necrosis, which 
is the significant finding. Since “leucocyte infiltrate” refers to the 
presence of neutrophils only, and it has now been recommended 
that karyorrhexis, which represents apoptotic neutrophils, be 
included in this category, the name and description of this category 
have been changed to “neutrophil and karyorrhexis”. Further, 
crescents have been defined as cellular crescents (>75% cells and 
fibrin, and <25% fibrous matrix), fibrous crescents (>75% fibrous 
matrix, and <25% cells and fibrin), and fibrocellular crescents (25-
75% cells and fibrin, and the remainder fibrous matrix). As previously, 
it wasn’t clear when fibrocellular crescents were to be included in 
the “cellular crescents” category of AI, it has been recommended 
that crescents meeting the description of fibrocellular crescents be 
included in the category of “cellular/fibrocellular crescents”. Also, 
the term endocapillary proliferation in the AI has been replaced by 
“endocapillary hypercellularity”.

The original description referred to only the presence of monocytes 
with respect to inflammatory cells in this category. Further studies 
are needed in this reference, and it has been recommended that 
neutrophils be scored as a separate entity for now [5]. Activity 
scores predict decreased survival and the responsiveness to 
immuno-suppressive therapy, while chronicity scores reflect 
glomerular sclerosis, an indicator of diminishing renal function. The 
activity and chronicity scores thus assist in identifying patients who 
will benefit from immunosuppressive therapy or might require renal 
replacement therapy [9].
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ABSTRACT
Introduction: In 20-49% of patients with Systemic Lupus 
Erythematosus (SLE), Lupus Nephritis (LN) is a major complication 
and, therefore, an important prognostic determinant of SLE. The 
Activity and Chronicity Indices (AI and CI), used as adjuncts to the 
histological classification of LN, assist in identifying patients who 
will benefit from immuno-suppressive therapy.

Aim: To investigate the correlation of AI and CI in patients with 
biopsy-proven LN with clinical and laboratory findings.

Materials and Methods: A cross-sectional study was conducted 
as the Departments of Pathology and Nephrology, JSS Medical 
College and Hospital Mysore, India from January 2023 to March 
2023, by retrieving the data of 56 patients with biopsy proven 
LN. AI and CI were assessed and classified. Data from multiple 
groups were compared using Pearson’s chi-square test, and 
between two groups using independent samples t-test with 
Statistical Package for Social Sciences (SPSS) version 21.0. 
Pearson’s correlation coefficient (r-value) was calculated using 
Microsoft excel 2021.

Results: Renal biopsies from 56 cases with biopsy-proven 
LN were studied, with a mean age of 28±10.30 years and a 
M:F ratio of 1:10.2. Of the 56 biopsies studied, active lesions 
were seen in 47 (83.9%) and chronic lesions in 21 (37.5%). AI 
showed statistical significance with hypertension (p=0.049) and 
haematuria (p=0.005), with proteinuria (p=0.001, r=0.72), serum 
creatinine (p=0.037, r=0.62), and blood urea nitrogen (p=0.003, 
r=0.55) showing a statistically significant positive correlation. 
CI showed a statistically significant positive correlation with 
proteinuria (p=0.028, r=0.039) and serum creatinine (p=0.010, 
r=0.58). Both AI and CI showed statistical significance with 
the degree of renal insufficiency, with CI (p=0.008) displaying a 
stronger statistical significance than AI (p=0.012).

Conclusion: In conclusion, the management and prognosis 
of patients with suspected LN are greatly facilitated through 
information obtained from renal biopsy, especially AI and CI, 
which are useful guides to treatment. It is important to study 
renal biopsy for the constellation of features in LN for better 
patient management.
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These scores are used as an adjunct to the International Society of 
Nephrology/Renal Pathology Society (ISN/RPS) classification of LN 
by many practicing pathologists, although the reproducibility and the 
predictability of these indices have been questioned by some [9]. 
Many clinicopathological studies of classes of LN have been done 
in the past [9,10]. Our previous study found that classes of LN 
showed statistical significance with proteinuria and haematuria, 
and no statistical significance was seen between classes of LN and 
anaemia, serum creatinine, or blood urea nitrogen [10]. However, 
very few studies have been done for AI and CI [11,12]. It is therefore 
appropriate to document the association of AI and CI with clinical 
and laboratory findings in SLE patients using the revised “2018 
recommendations for the ISN/RPS classification of LN” [5]. The 
objective of this study was to correlate AI and CI on renal biopsies 
with clinical and laboratory findings in patients with LN.

MATERIALS AND METHODS
A cross-sectional study was conducted as the Departments of 
Pathology and Nephrology, JSS Medical College and Hospital 
Mysore, India from January 2023 to March 2023. Ethical clearance 
from the Institutional Ethical Committee was obtained vide JSSMC/
IEC/0372023/19 NCT/2023-24.

inclusion criteria: Patients with biopsy-proven LN were included 
in the study. 

exclusion criteria: The core biopsies having fewer than six 
glomeruli on light microscopic examination were excluded. 

Procedure
Two cores of renal tissue were obtained from each of the fifty-
six SLE patients undergoing renal biopsy, which were studied 
by Light Microscopy (LM) and Immunofluorescence (IF) studies. 
Tissues for LM were collected in 10% formalin and were studied 
using Haematoxylin and Eosin (H&E), Periodic Acid Schiff (PAS), 
Masson’s trichrome (MTS), and Jones Methanamine Silver(JMS) 
stains. Tissues for IF were collected in Phosphate-Buffered Saline 
(PBS), stained with Fluorescein Isothiocyanate (FITC) labelled anti-
human antibodies of IgG, IgA, IgM, C3, C1q, kappa, and lambda 
light chains (DACO), and studied under an immunofluorescent 
microscope-Olympus BX 41.

The biopsies were divided into classes I to VI according to the “2018 
recommendations for the ISN/RPS classification of LN” [5], and AI 
and CI were assessed according to “Revision of classification of 
LN” by Bajema IM et al., [Table/Fig-1-3] [5]. For the purpose of this 
study, AI was divided into four groups: 1) AI of 0-5; 2) AI of 6-10; 
3) AI of 11-15; and 4) AI of ≥16. Similarly, CI was divided into three 
groups: 1) CI of 0-3; 2) CI of 4-8; 3) CI of 9-12 [13].

[Table/Fig-1]: (a) Endocapillary hypercellularity (PAS, X100); (b) Circumferential 
cellular crescent (PAS, X200); (c) Fibrinoid necrosis (H&E, X100); (d) Karyorrhectic 
debris (PAS, X400).

[Table/Fig-2]: (a) Interstitial inflammation (MTS, X100); (b) Wireloop lesions 
and hyaline thrombi (PAS, X200); (c) Tubulo-interstitial deposits (C1q, X400); 
(d) Subendothelial deposits and hyaline thrombi (IgG, X200).

[Table/Fig-3]: (a) Glomerular sclerosis (MTS, X100); (b) Partial Fibrous crescent 
(H&E, X100); (c) Moderate interstitial fibrosis and tubular atrophy (MTS, X40); 
(d) Severe interstitial fibrosis and tubular atrophy (MTS, X40).

STATISTICAL ANALYSIS
The statistical analyses were performed using the SPSS version 
21.0. All continuous variables were expressed as mean±SD, and 
categorical variables were presented as percentages. Comparison 
of data from multiple groups was made by Pearson’s chi-square 
test and between two groups by independent samples t-test. The 
p-values of less than 0.05 were considered statistically significant. 
Pearson’s correlation coefficient (r-value) was also calculated.

RESULTS
A total of 56 patients with biopsy-proven LN were studied, with ages 
ranging from nine years to 55 years with a mean of 28.05±10.30 
years. The maximum number of cases, 28 (50%) of the 56 patients, 
were found to be in the range of 21-30 years. Fifty-one out of 
56 patients (91.1%) were females and five patients (8.9%) were 
males, with a male-to-female ratio of 1:10.2.

The most common clinical features were hypertension in 23 (52.3%) 
patients, followed by oedema in 26 (46.4%) patients. Skin lesions, 
malar rash, oral ulcers, joint pains suggestive of arthritis, and 
pregnancy-related complications in the form of a history of recurrent 
pregnancy loss and Anti-Phospholipid Antibody (APLA) syndrome 
were also seen. A neurological disorder in the form of optic 
neuritis was noted in one patient. Hypertension showed statistical 
significance with AI (p=0.049) and no statistical significance with CI 
(p=0.10). Haematuria showed a strong statistical significance with 
AI (p=0.005) but not with CI (p=0.635).

Proteinuria (p=0.001, r=0.72), serum creatinine (p=0.037, r=0.62), 
and Blood Urea Nitrogen (BUN) (p=0.003, r=0.55) showed a 
significant statistical correlation with AI, while haemoglobin levels 
(p=0.719, r=-0.07) did not show any statistically significant 
correlation with AI [Table/Fig-4].
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laboratory/clinical parameters

Mean±SD

p-value r-valueGroup-1 ai (0-5) Group-2 ai (6-10) Group-3 ai (11-15) Group-4 ai (>15)

Haemoglobin (g/dL) 9.63±1.705 8.65±1.150 9.08±1.644 10±1.57 0.719 -0.07

Serum creatinine (mg/dL) 1.21±0.978 1.66±1.067 3.34±2.120 3.9±1.25 0.037 0.62

Blood urea nitrogen (md/dL) 38.38±28.043 64.24±42.388 77.80±42.605 88±35.6 0.003 0.55

24 hours urine protein (gm/24 hours) 1.15±0.795 2.51±1.597 2.78±0.934 3.85±1.587 0.001 0.72

Haematuria, n (%) 7 (15.56) 7 (15.56) 6 (13.33) 1 (2.22) 0.005 -

Hypertension, n (%) 8 (18.18) 11 (25) 3 (6.8) 1 (2.27) 0.049 -

[Table/Fig-4]: Laboratory values and clinical parameters in the modified NIH Lupus Nephritis (LN) activity index (AI) scoring system.

laboratory/ 
clinical 
 parameters

Mean±SD

p-
value

r-
value

Group 1 
ci (0-3)

Group 2 
ci (4-8)

Group 3 
ci (9-12)

Haemoglobin 
(g/dL)

9.47±1.636 8.73±0.811 7.3±0.05 0.372 -0.15

Serum creatinine 
(mg/dL)

1.37±1.054 2.70±1.619 5.3±2.54 0.010 0.58

Blood urea 
nitrogen (md/dL)

51.92±38.576 52.08±45.569 123±72.3 0.143 0.24

24 hours 
urine protein 
(gm/24 hours)

1.72±1.314 1.88±1.825 2.97±1.62 0.028 0.39

Haematuria 
(n=45), n (%)

18 (40) 3 (6.67) Nil 0.635 -

Hypertension 
(n=44), n (%)

17 (38.64) 6 (13.64) Nil 0.10 -

[Table/Fig-5]: Renal function values in the NIH Lupus Nephritis (LN) chronicity 
index (CI) scoring system.

Renal function was categorised by the level of serum creatinine  
(mg/dL) as follows: normal to mild renal insufficiency (<1.5), moderate 
renal insufficiency (1.5-3.0), and advanced renal insufficiency (≥3.0). 
Both AI (p=0.012) and CI (p=0.008) showed statistical significance 
with the degree of renal insufficiency, with CI showing a stronger 
statistical significance than AI [Table/Fig-4,5].

The distribution of mean AI and CI according to the classes of LN 
is shown in [Table/Fig-6]. Of the 56 biopsies studied, active lesions 
were seen in 47 (83.9%) of the biopsies. The mean AI in this study 
was 5.48±4.138. Chronic lesions were seen in 21 (37.5%) of the 

In the past, patients often presented with renal failure, massive 
proteinuria, and histological signs of chronicity. More has been 
learned in the recent years about the disease, its risk factors such 
as hypertension, nephrotic syndrome, and APLA syndrome, as 
well as its severity and characteristic clinical signs. With a better 
understanding and the prompt decision to investigate, there has 
been a reduction in the interval between the first detection of 
proteinuria and kidney biopsy. This has led to a significant decrease 
in proteinuria, renal failure, and histological signs of chronicity at the 
time of diagnosis. Over the past decade, advances in the diagnosis 
and management of LN have considerably improved prognosis and 
survival in patients with SLE [14,15].

The most common clinical complication encountered in this 
study was hypertension, which showed a significant statistical 
correlation with AI and no correlation with CI. It has been seen that 
in proliferative LN, haemodynamic changes in the kidney, such as 
an increase in renal vascular resistance which leads to a decrease 
in renal blood flow, are aggravated by the loss of nephrons and 
progressive glomerular damage. Inflammatory cytokines contribute 
to the insult and exacerbate the increase in renal vascular resistance 
and reduced Glomerular Filtration Rate (GFR). These changes can 
worsen existing hypertension or cause new-onset hypertension, 
further exacerbating haemodynamic changes in the kidney [16]. In 
this study, the majority of Class-IV patients had hypertension, which 
is consistent with previous studies [2,17]. These findings emphasise 
the need to effectively treat this risk factor.

Studies have shown that proteinuria is one of the dominant signs 
of LN and is considered a characteristic feature in patients with LN 
[17,18]. In this study, there was a statistically significant correlation 
of proteinuria with CI (p=0.028, r=0.39), which showed a stronger 
statistical correlation with AI (p=0.001, r=0.72). This is explained 

Proteinuria (p=0.028, r=0.39) and serum creatinine (p=0.010, r=0.58) 
also showed a significant statistical correlation with CI. BUN (p=0.143, 
r=0.024) and haemoglobin (p=0.372, r=-0.15) did not show any 
statistically significant correlation with CI in this study [Table/Fig-5].

lesions n (%)

active lesions

Endocapillary hypercellularity 47 (83.9)

Neutrophils/Karyorrhexis 39 (69.6)

Hyaline deposits 24 (42.9)

Fibrinoid necrosis 2 (3.6)

Cellular/Fibrocellular crescents 14 (25)

Interstitial inflammation 30 (53)

chronic lesions

Glomerular sclerosis 23 (41.1)

Fibrous crescents 6 (10.7)

Tubular atrophy 15 (26.8)

Interstitial fibrosis 15 (26.8)

[Table/Fig-7]: Distribution of active and chronic lesions.

clinical and Pathological parameters

Mean±SD

Mean valuesclass-ii class-iii class-iv class-v class-vi

Mean AI 0 3.00±1.080 8.13±3.442 2.29±2.984 0 5.48±4.138

Mean CI 0.50±1.000 0.46±0.967 1.26±1.932 4.14±3.132 9±4.6 1.52±2.374

[Table/Fig-6]: The distribution of mean AI and CI according to the classes of LN.

biopsies studied with a mean of 1.52±2.374. The distribution of 
the various active and chronic lesions seen in this study is listed 
in [Table/Fig-7]. Regardless of the presence of tubular atrophy and 
interstitial fibrosis, Tubulo-interstitial Inflammation (TII) was seen in 36 
(64.3%) of the biopsies. Statistical significance was seen between 
serum creatinine and the presence of tubular atrophy and interstitial 
fibrosis (p=0.025) as well as TII (p=0.002). Proteinuria also showed 
statistical significance with TII (p=0.003) but not with tubular atrophy 
(p=0.078) and interstitial fibrosis (p=0.078).

DISCUSSION
Renal involvement is common in SLE and often determines the 
course of the disease. Most of these patients present with Class-
IV of the revised ISN/RPS classification of LN. Up to 40% of the 
patients with diffuse proliferative glomerulonephritis die or lose their 
renal function within five years after diagnosis [14].
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by the deposition of immune complexes and endocapillary 
hypercellularity, which are part of the AI, and are implicated in 
causing a disruption to the filtration barrier [19].

However, in some patients with LN, proteinuria develops in the 
absence of immune complex depositions. It appears that extensive 
podocyte effacement as a result of podocyte injury causes the 
development of proteinuria and nephrotic syndrome in these patients 
[19]. These findings support the hypothesis that the severity of lesions 
in LN does not always correlate with the degree of proteinuria [20], 
which was reflected in the present study as proteinuria showed a 
weak statistical correlation with classes of LN.

Proteinuria showed statistical significance with TII (p=0.003), which 
is one of the parameters of AI scoring, but proteinuria did not show 
any statistical significance with tubular atrophy (p=0.078) and 
interstitial fibrosis (p=0.078), which are parameters of CI scoring. 
The strong statistical significance of proteinuria with TII is consistent 
with previous studies [21,22], which have suggested that TII may 
be largely secondary to damage caused to the tubules and the 
interstitium by glomerular proteinuria rather than deposition of 
immune complexes alone [21,22].

Haematuria showed statistical significance with AI (p=0.005) but 
not with CI (p=0.635) in this study. Haematuria in LN occurs due 
to damage to the Glomerular Basement Membrane (GBM) and 
is associated with high AI. In this study, haematuria was seen 
predominantly in patients with Class-III and Class-IV LN, which is 
in accordance with previous studies that have found it to be most 
commonly present in patients having proliferative LN [23-25].

It has been observed that elevated serum creatinine levels at the 
time of renal biopsy are indicative of a poor clinical outcome and 
are associated with the rapid development of renal failure [9,14]. 
Previous studies have shown that serum creatinine has a significant 
positive correlation with high AI and CI [20,26], which is supported 
by the present study.

As previously discussed, cytokine and chemokine production 
resulting from the inflammatory process in LN leads to the chemotaxis 
of leucocytes to the glomeruli. This causes further injury and loss 
of nephrons, atrophy, and reduction of GFR, thereby exacerbating 
hypertension and worsening renal outcomes [16,27,28]. This explains 
the strong statistical significance of the degree of renal insufficiency 
with AI (p=0.012) and CI (p=0.008) in this study, which is consistent 
with previous studies [8,13,29,30].

It has been noted that regardless of the presence of tubular atrophy or 
fibrosis, TII is associated with worsening renal function at biopsy and 
with renal survival, and therefore, the severity of interstitial nephritis 
is an independent prognostic indicator [31]. In the present study, 
serum creatinine, which reflects the degree of renal insufficiency, 
showed statistical significance with tubular atrophy and interstitial 
fibrosis (p=0.032) as well as TII p<0.0001.

Because of the above, it has been indicated that the lack of cut-
off values in the ISN/RPS classification for reporting of severity of 
tubulo-interstitial lesions is a drawback that needs to be addressed. 
In the present NIH classification, interstitial inflammation is a part of 
AI, and interstitial fibrosis and tubular atrophy are separate entities in 
CI. Studies are being done to determine whether interstitial fibrosis 
and tubular atrophy should be combined into a single parameter 
instead of being considered separately. Also, it must be determined 
whether distinguishing between interstitial inflammations in areas 
with or without interstitial fibrosis has any clinical value [5].

The mean CI of Class-IV with segmental lesions (2.00±3.464) 
was found to be higher than that of Class-IV with global lesions 
(1.18±1.786) in the present study, whereas the mean AI of Class-
IV with global lesions (8.50±3.372) was higher than that of Class-
IV with segmental lesions (4.67±2.082). This can be explained by 
the presence of somewhat more sclerotic glomeruli among the 
cases with segmental proliferation in this study. CI showed marginal 

statistical significance (p=0.048), whereas AI showed no statistical 
significance. This is consistent with previous studies [32].

Bajema IM et al., suggest the elimination of the S and G subdivisions 
of Class-IV due to the lack of reproducibility and poor corroboration 
of clinical significance, which is consistent with the present study [5].

LN has a highly variable course and outcome which has evoked 
the need for further investigation of prognostic features that would 
help identify those at high-risk of renal failure [8]. Some studies 
have shown that AI and modified AI are significant predictors of 
outcomes, especially at the second biopsy [12,13,33], while others 
have not [34]. It has been observed that AI contributes significantly 
to the information provided by serum creatinine [30,35,36], and 
classes of LN [5]. A high AI is often associated with the presence 
of severely active lesions such as crescents and fibrinoid necrosis, 
with a tendency for such fulminant lesions to undergo sclerosis 
with permanent loss of functional renal tissue, which is irreversible. 
Therefore, patients with higher AI are at a significantly increased risk 
of ESRD [8], which is consistent with this study, demonstrating a 
statistically significant correlation (p=0.012) between AI and renal 
insufficiency. Less severe active lesions, associated with a lower 
AI, are potentially reversible and are weaker predictors of long-term 
renal outcomes [8].

In this study, CI (p=0.008) showed a stronger statistical significance 
with renal insufficiency than AI, which supports many studies 
that have found CI to be a better indicator of prognosis than AI, 
especially on repeat biopsies [8,29,30]. The CI is an indicator 
of chronic renal damage that is thought to be irreversible and 
therapeutically unresponsive. Hence, in distinguishing between 
chronic parenchymal damage and glomerular “activity”, the CI has 
focused attention on untreatable abnormalities, which explains the 
reason for poorer prognosis in patients with higher CI [29].

Limitation(s)
The study was a cross-sectional study and is thus limited by the 
unavailability of follow-up data.

CONCLUSION(S)
A high AI and/or CI on renal biopsy, the presence of tubulo-interstitial 
lesions, and vascular lesions have been linked to poor outcomes. 
Hence, the modified NIH activity and chronicity scoring system 
adds valuable information to the 2018 changes in the ISN/RPS 
classification of LN, especially in directing treatment and prognosis. 
The presence of active lesions, reflected by the AI, would suggest 
that the disease is more likely to respond to immuno-suppressive 
therapy, whereas a high CI indicates that the nephritis is less likely 
to respond to immuno-suppression and is an indicator for renal 
replacement in the form of dialysis or transplant. Several large 
studies have been reported from all around the world, although 
studies involving the Indian population are sparse. Further large 
cohort long-term studies with a focus on therapeutic outcome and 
prognosis will be a step forward in providing valuable prognostic data 
through consistent histopathological lesions and their association 
with clinical and therapeutic parameters.

Acknowledgement
The authors would like to acknowledge the technical staff of the 
Department of Pathology for their technical assistance in processing 
the renal biopsies.

REFERENCES
 Cimbaluk D. Pathology, classification and pathogenesis of lupus glomerulonephritis. [1]

Diagn Histopathol. 2013;19(5):151-57. Doi: 10.1016/j.mpdhp.2013.02.001.
 Singh S, Saxena R, Zhou XJ, Ahn C. A retrospective analysis of clinical [2]

presentation of lupus nephritis. Am J Med Sci. 2011;342(6):467-73. Doi: 10.1097/
maj.0b013e3182199214.

 Cimbaluk D, Naumann A. Renal involvement in systemic lupus erythematosus: [3]
Glomerular pathology, classification, and future directions. Diagn Histopathol. 
2017;23(3):109-16. Doi: 10.1016/j.mpdhp.2017.03.007.



Pallavi Deka et al., Activity and Chronicity Indices in Lupus Nephritis www.jcdr.net

Journal of Clinical and Diagnostic Research. 2024 Mar, Vol-18(3): EC36-EC404040

 Saxena R, Mahajan T, Mohan C. Lupus nephritis: Current update. Arthritis Res [4]
Ther. 2011;13(5):240. Doi: 10.1186/ar3378,

 Bajema IM, Wilhelmus S, Alpers CE, Bruijn JA, Colvin RB, Cook HT, et al. [5]
Revision of the International Society of Nephrology/Renal Pathology Society 
classification for lupus nephritis: Clarification of definitions, and modified National 
Institutes of Health activity and chronicity indices. Kidney Int. 2018;93(4):789-96. 
Doi: 10.1016/j.kint.2017.11.023.

 Pirani CL, Pollak VE, Schwartz FD. The reproducibility of semiquantitative analyses [6]
of renal histology. Nephron. 1964;1(4):230-37. Doi: 10.1159/000179336.

 Morel-ML, Mery JP, Droz D, Godin M, Verroust P, Kourilsky O, et al. The course of [7]
lupus nephritis: Contribution of serial renal biopsies. Adv Nephrol Necker Hosp. 
1976;6:79-118. PMID: 139084.

 Austin III HA, Muenz LR, Joyce KM, Antonovych TT, Balow JE. Diffuse [8]
proliferative lupus nephritis: Identification of specific pathologic features affecting 
renal outcome. Kidney Int. 1984;25(4):689-95. Doi: 10.1038/ki.1984.75.

 Halland AM, Bates WD, Tribe RD, Cooper R, Chalton D, Klemp P. Lupus [9]
nephritis. Part ll. A clinicopathological correlation and study of outcome. S Afr 
Med J. 1991;79(3):260-64. PMID: 2011805.

 Satish S, Deka P, Shetty MS. A clinico-pathological study of lupus nephritis [10]
based on the International Society of Nephrology-Renal Pathology Society 2003 
classification system. J Lab Physicians. 2017;9(03):149-55.

 Choi SE, Fogo AB, Lim BJ. Histologic evaluation of activity and chronicity of lupus [11]
nephritis and its clinical significance. Kidney Res Clin Pract. 2023;42(2):166-73. 
Doi: 10.23876/j.krcp.22.083. Epub 2023 Mar 15. PMID: 37037479; PMCID: 
PMC10085727.

 Prasanwong T, Laoharojvongsa N, Pongpanich K, Satirapoj B, Charoenpitakchai [12]
M. Pathological assessment of activity and chronicity indices in lupus nephritis 
patients. Asian Arch Path. 2020;2(3):03-13.

 Schwartz MM, Bernstein J, Hill GS, Holley K, Phillips EA. Predictive value of [13]
renal pathology in diffuse proliferative lupus glomerulonephritis. Kidney Int. 
1989;36(5):891-96. Doi: 10.1038/ki.1989.276.

 Nezhad ST, Sepaskhah R. Correlation of clinical and pathological findings in [14]
patients with lupus nephritis: A five-year experience in Iran. Saudi J Kidney Dis 
Transpl. 2008;19(1):32. PMID: 18087120.

 Fiehn C, Hajjar Y, Mueller K, Waldherr R, Ho AD, Andrassy K. Improved clinical [15]
outcome of lupus nephritis during the past decade: Importance of early diagnosis 
and treatment. Ann Rheum Dis. 2003;62(5):435-39. Doi: 10.1136/ard.62.5.435.

 Ryan MJ. The pathophysiology of hypertension in systemic lupus erythematosus. [16]
Am J Physiol Regul Integr Comp Physio. 2009;296:R1258-67. Doi: 10.1152/
ajpregu.90864.2008.

 Faurschou M, Dreyer L, Kamper AL, Starklint H, Jacobsen S. Long-term mortality [17]
and renal outcome in a cohort of 100 patients with lupus nephritis. Arthritis Care 
Res. 2010;62(6):873-80. Doi: 10.1002/acr.20116.

 Brugos B, Kiss E, Szodoray P, Szegedi G, Zeher M. Retrospective analysis of patients [18]
with lupus nephritis: Data from a large clinical immunological center in Hungary. 
Scand J Immunol. 2006;64(4):433-37. Doi: 10.1111/j.1365-3083.2006.01833.x.

 Trivedi S, Zeier M, Reiser J. Role of podocytes in lupus nephritis. Nephrol Dial. [19]
Transplant. 2009;24(12):3607-12. Doi: 10.1093/ndt/gfp427.

 Lydia A, Saraswati MH, Dharmeizar D, Saraswati M, Setiati S. Diagnostic [20]
determinants of proliferative lupus nephritis based on clinical and laboratory 
parameters: A diagnostic study. Acta Med Indones. 2018;50(2):110-18. 
PMID: 29950529.

 Hill GS, Delahousse M, Nochy D, Mandet C, Bariéty J. Proteinuria and [21]
tubulointerstitial lesions in lupus nephritis. Kidney Int. 2001;60(5):1893-903. 
Doi: 10.1046/j.1523-1755.2001.00017.x.

 O’Dell JR, Hays RC, Guggenheim SJ, Steigerwald JC. Tubulointerstitial renal [22]
disease in systemic lupus erythematosus. Arch Intern Med. 1985;145(11):1996-
99. Doi: 10.1001/archinte.1985.00360110066018.

 Nived O, Hallengren CS, Alm P, Jönsen A, Sturfelt G, Bengtsson AA. An observational [23]
study of outcome in SLE patients with biopsy-verified glomerulonephritis between 
1986 and 2004 in a defined area of Southern Sweden: The clinical utility of the 
ACR renal response criteria and predictors for renal outcome. Scand J Rheumatol. 
2013;42(5):383-89. Doi: 10.3109/03009742.2013.799224.

 Shariati-Sarabi Z, Ranjbar A, Monzavi SM, Esmaily H, Farzadnia M, Zeraati AA. [24]
Analysis of clinicopathologic correlations in Iranian patients with lupus nephritis. 
Int J Rheum Dis. 2013;16(6):731-38. Doi: 10.1111/1756-185x.12059.

 Satirapoj B, Tasanavipas P, Supasyndh O. Clinicopathological correlation in asian [25]
patients with biopsy-proven lupus nephritis. Int J Nephrol. 2015;2015:857316. 
Doi: 10.1155/2015/857316.

 Nasri H, Ahmadi A, Baradaran A, Momeni A, Nasri P, Mardani S, et al. [26]
Clinicopathological correlations in lupus nephritis; A single center experience. 
J Nephropathol. 2014;3(3):115-20. Doi: 10.12860/jnp.2014.22. 

 Allam R, Anders HJ. The role of innate immunity in autoimmune tissue injury. Curr [27]
Opin Rheumatol. 2008;20(5):538-44. Doi: 10.1097/bor.0b013e3283025ed4.

 Kurts C, Panzer U, Anders HJ, Rees AJ. The immune system and kidney disease: [28]
Basic concepts and clinical implications. Nat. Rev. Immunol. 2013;13(10):738-
53. Doi:10.1038/nri3523.

 Brunner HI, Bennett MR, Abulaban K, Klein-Gitelman MS, O’Neil KM, Tucker L, [29]
et al. Development of a novel renal activity index of lupus nephritis in children and 
young adults. Arthritis Care Res. 2016;68(7):1003-11. Doi: 10.1002/acr.22762.

 Magil AB, Puterman ML, Ballon HS, Chan V, Lirenman DS, Rae A, et al. [30]
Prognostic factors in diffuse proliferative lupus glomerulonephritis. Kidney Int. 
1988;34(4):511-17. Doi: 10.1038/ki.1988.211.

 Hsieh C, Chang A, Brandt D, Guttikonda R, Utset TO, Clark MR. Predicting [31]
outcomes of lupus nephritis with tubulointerstitial inflammation and scarring. 
Arthritis Care Res. 2011;63(6):865-74. Doi: 10.1002/acr.20441.

 Hill GS, Delahousse M, Nochy D, Bariaty J. Class IV-S versus Class-IV-G lupus [32]
nephritis: Clinical and morphologic differences suggesting different pathogenesis. 
Kidney Int. 2005;68(5):2288-97. Doi: 10.1111/j.1523-1755.2005.00688.x.

 Alsuwaida A, Husain S, Alghonaim M, AlOudah N, Alwakeel J, Ullah A, et al. [33]
Strategy for second kidney biopsy in patients with lupus nephritis. Nephrol Dial 
Transplant. 2012;27(4):1472-78. Doi: 10.1093/ndt/gfr517.

 Rush PJ, Baumal R, Shore A, Balfe JW, Schreiber M. Correlation of renal histology [34]
with outcome in children with lupus nephritis. Kidney Int. 1986;29(5):1066-71. 
Doi: 10.1038/ki.1986.108.

 Austin III HA, Muenz LR, Joyce KM, Antonovych TA, Kullick ME, Klippel JH, et al. [35]
Prognostic factors in lupus nephritis: Contribution of renal histologic data. Am J 
Med. 1983;75(3):382-91. Doi: 10.1016/0002-9343(83)90338-8.

 Hachiya A, Karasawa M, Imaizumi T, Kato N, Katsuno T, Ishimoto T, et al. The [36]
ISN/RPS 2016 classification predicts renal prognosis in patients with first-onset 
Class-III/IV lupus nephritis. Scientific Reports. 2021;11(1):01-02. Doi: 10.1038/
s41598-020-78972-1.

ParticularS oF contriButorS:
1. Demonstrator, Department of Pathology, Tezpur Medical College and Hospital, Tezpur, Assam, India.
2. Professor, Department of Pathology, JSS Medical College, JSS Academy of Higher Education and Research, Mysore, Karnataka, India.
3. Assistant Professor, Department of Nephrology, JSS Medical College, JSS Academy of Higher Education and Research, Mysore, Karnataka, India.
4. Professor, Department of Nephrology, JSS Medical College, JSS Academy of Higher Education and Research, Mysore, Karnataka, India.

PlaGiariSM checkinG MethoDS: [Jain H et al.]

•  Plagiarism X-checker: May 10, 2023
•  Manual Googling: Sep 19, 2023
•  iThenticate Software: Dec 28, 2023 (12%)

naMe, aDDreSS, e-Mail iD oF the correSPonDinG author:
Suchitha Satish,
892, 1st Cross, I Block, Ramakrishna Nagar, Near Nireekshe School,  
Mysore-570022, Karnataka, India.
E-mail: satishsuchitha@gmail.com

Date of Submission: May 06, 2023
Date of Peer Review: aug 08, 2023
Date of Acceptance: Dec 30, 2023

Date of Publishing: Mar 01, 2024

author Declaration:
•  Financial or Other Competing Interests:  None
•  Was Ethics Committee Approval obtained for this study?  Yes
•  Was informed consent obtained from the subjects involved in the study?  No
•  For any images presented appropriate consent has been obtained from the subjects.  No

etyMoloGy: Author Origin

eMenDationS: 8

http://europeanscienceediting.org.uk/wp-content/uploads/2016/11/ESENov16_origart.pdf

