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bone resorption.[1] So this increase in the PPD and CAL may 
be the effect of systemic administration of corticosteroids. 
Consistent with our study, Oshrain et al.[2] reported that 
the mean periodontal disease index and gingival index of 
the healthy individuals were lower than those of patients 
on dialysis and transplant recipients. Low incidence of 
gingival overgrowth and the mucosal lesion observed in 
our study group may be due to the effect of tacrolimus, 
nonsurgical periodontal treatment and maintenance of 
good oral hygiene. Renal transplant patients affected 
with periodontitis might be at risk of viral amplification 
within the periodontal pocket despite antiviral therapy.[3] 
Nonsurgical periodontal treatment and antiviral therapy 
decrease the chance of replication of virus.[4]

The mean difference in the pocket depth  (0.2  mm) 
observed in this study cannot be ignored, because 
recolonization of pathogens can occur in the periodontal 
pocket within 60  days of scaling and root planning. 
Gram‑negative anaerobic bacteria in the periodontal 
pocket can serve as a large reservoir and may act as foci 
for infections. Thus periodontal pathogen can potentiate 
bacteremia/viremia in immunosuppressed patients that 
may affect the survival of the transplant. Re‑evaluation 
and maintenance phase of periodontal therapy may 
effectively reduce the number of pathogens colonized 
in the sub gingival biofilm and thereby reduce systemic 
dissemination. Maintenance phase of periodontal therapy 
is mandatory because recolonization of pathogens can 
occur in the periodontal pocket. In order to eliminate such 
covert source of inflammation and better graft survival, 
periodontal therapy should become a part of institutional 
protocol for renal transplantation.
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Effect of improved 
periodontal health in renal 
recipients
Sir,
Dental and periodontal infections are considered risk 
factors for chronic kidney disease and can affect the 
successful outcome of renal transplantation. This 
prospective cohort study was undertaken to assess 
the effect of improved oral and periodontal status by 
nonsurgical periodontal therapy (NSPT) prior to renal 
transplantation in renal recipients. This study comprised 
30  patients, posted for renal transplantation. They 
received NSPT prior to transplantation and were under 
triple drug therapy (tacrolimus,mycophenolate and 
corticosteroid). Systemic parameters (serum creatinine, 
serum albumin, IgM cytomegalovirus [CMV]), periodontal 
parameters (modified gingival index, plaque index, oral 
hygiene index, probing pocket depth  [PPD], clinical 
attachment level  [CAL]), gingival and oral mucosal 
changes before and six months after transplantation were 
assessed. Improved oral hygiene status was observed at 
re‑evaluation. All periodontal parameters, except PPD 
and CAL showed significant improvement six months 
after renal transplantation whereas PPD (0.2 mm) and 
CAL  (0.21  mm) increased significantly. IgM CMV was 
negative at baseline and six months after transplantation. 
Only 16.6% of the patients presented with gingival 
overgrowth and 13.3% with oral mucosal lesions 
six months after renal transplantation [Table 1].

In this study, even though our patients were maintaining a 
good oral hygiene after periodontal therapy, PPD, CAL and 
gingival recession (GR) appeared to be increased six months 
after renal replacement therapy.  Glucocorticoid is known to 
inhibit bone remodelling and stimulate osteoclast‑mediated 

Table 1: Comparison of oral and periodontal parameters 
at baseline and re‑evaluation
Clinical parameters Baseline Re‑evaluation P
MGI 1.02±0.30 0.82±0.35 <0.001
PI 1.19±0.34 1.08±0.32 0.030
OHI (S) 1.98±0.96 0.82±0.47 <0.001
PPD 1.6±0.54 1.8±0.54 <0.001
CAL 1.65±0.56 1.86±0.56 <0.001
GR (distance from 
gingival margin to CEJ)

0.048±0.08 0.055±0.09 0.063

Gingival overgrowth (%) 0 16.6 0.025
Oral mucosal lesions (%) 0 13.3 0.046
Paired t‑test was used for comparison of clinical parameters like MGI, PI, 
OHI (S), PPD, and CAL and Wilcoxon signed ranks test was used for comparing 
the presence of gingival overgrowth and oral mucosal lesions at baseline and 
reevaluation after renal replacement therapy. PPD: Probing pocket depth, 
CAL: Clinical attachment level, GR: Gingival recession, PI: Plaque index, OHI: Oral 
hygiene index, CEJ: Cemento‑enamel junction, MGI: Modified gingival index
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Glomerulonephritis with 
monoclonal IgG deposits
Sir,
We identified six cases with a pathological diagnosis of 
glomerulonephritis with monoclonal IgG deposits from 
over 200 renal biopsy samples performed at Sawai Man 
Singh Hospital, Jaipur, from June 2012 to January 2014. 
Of the six, five were males and one female. The mean age 
was 43 years. All of them presented with proteinuria, 
and two had nephrotic syndrome. Four patients 
each had renal insufficiency and microhematuria, 
while 3 had hypertension. Histological patterns 
were predominantly membranoproliferative  (four) 
or diffuse proliferative  (two), glomerulonephritis. 
Crescents were seen in two, which were predominantly 
fibrocellular with few scattered cellular crescents. 
Immunofluorescence demonstrated glomerular 
deposits staining for a single light chain isotype (kappa 
or lambda) and a single heavy chain (IgG) [Figure 1]. 
None of the biopsy stained for IgA, M or G in tubular 
basement membrane or interstitium. Due to lack 
of facilities, we were unable to perform electron 
microscopy. None of them had paraproteinemia. 
Serum cryoglobulin titers and complement levels were 

normal in all. Antinuclear antibody, hepatitis B surface 
antigen, anti‑hepatitis B virus antibody and rheumatoid 
factor were negative. All of them were treated with 
immunosuppressants based on the renal functions and 
followed‑up for six months. Two patients had complete 
remission, one maintained stable renal function and 
two progressed to end stage renal disease. None of 
the patients developed signs and symptoms of multiple 
myeloma during follow‑up.

Glomerulonephritis with monoclonal IgG deposits is 
characterized by monoclonal deposits, which stain for 
single light chain isotype and single gamma subclass.[1] 
The differential diagnosis includes type 1 cryoglobulinemic 
glomerulonephritis, light‑ and heavy‑chain amyloidosis, 
immunotactoid glomerulonephrit is ,  f ibr i l lary 
glomerulonephritis and proliferative glomerulonephritis 
with monoclonal immunoglobulin deposits (PGNMID). 
Electron microscopy and pathological review are 
mandatory to differentiate between these pathologies.[1,2]

While light microscopy and monoclonality on 
immunofluorescence are highly suggestive, electron 
microscopy is required to confirm the diagnosis[3] 
and differentiate it from immunotactoid or fibrillary 
glomerulonephritis.
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Figure 1: (a) Light microscopy suggestive of proliferative glomerulonephritis 
(b-d) immunofluorescence showing a predominant IgG and kappa 
deposition
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