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Forty‑one cases of CP post renal transplant are reported 
in the literature. Sever described 34  cases, only one of 
tubercular etiology.[1] One Presumed chronic glomerulo 
nephritis, with exudative pleural effusion, treated with 
4 weeks of ATT pre‑transplant, developed idiopathic CP 
while on modified ATT 4 months post‑transplant.[5] Another 
case from Sri Lanka had pericardial effusion (fluid: Acid‑Fast 
Bacilli negative) and positive tuberculin test while on 
dialysis; underwent transplantation after 6 months of ATT 
and developed CP 6 years post‑transplant. Five other cases 
of CP of unknown etiology are reported in the literature.

Our case was the only CP among 466 renal transplants 
(2004–2014); 8  (1.7%) had TB. She did not have TB 
pre‑transplant, was not on Cyclosporine, cumulative 
immunosuppression was minimal and TB was confirmed 
by histopathology and PCR. CP is extremely rare; 
can occur at any time post‑transplant. High degree of 
suspicion, pericardiectomy along with ATT can prevent 
graft dysfunction.
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Neutrophil lymphocyte 
ratio in aute renal failure
Sir,
Acute renal failure is an important cause of morbidity 
and mortality. Inflammation also plays an important 
role in the physiopathology of acute renal failure.[1] 
Neutrophil lymphocyte ratio (NLR) is also an important 
indicator of systemic inflammation.[2] High NLR has been 
demonstrated to be related with increased mortality 
in acute coronary syndrome, cancer, hemodialysis and 
peritoneal dialysis patients.[3,4] At the same time, increased 
NLR has also been associated with bad prognosis in 
some disorders.[5] We evaluated NLR of 26 (18 females 
and 8 males) patients with community‑acquired acute 
renal failure. Patients with acute or chronic infection, 
hematologic disease, or malignancy were excluded. All 
patients had been admitted with a diagnosis of acute 
renal failure and their renal functions recovered after 
treatment. As all of them had community‑acquired 
acute renal failure, they had no previous laboratory 
values before the development of acute renal failure; 
their laboratory values after recovery of renal functions 
were obtained.

Complete blood count, serum blood urea nitrogen and 
serum creatinine levels at hospital admission and after 
recovery of renal functions were recorded. NLR was 
obtained by dividing neutrophil count to lymphocyte 
count.

The mean age was 63.3 ± 14 (range, 36–86) years. The 
laboratory values of patients at hospital admission and 
after the recovery of acute renal failure are presented in 
Table 1. The mean duration of recovery was 7.8 ± 3.8 
(3–20) days. While NLR of acute renal failure patients at 
the time of hospital admission was 8.6, the rate decreased 
to 2.9 after recovery (P < 0.0001).

Table 1: Laboratory values of patients at the time of 
diagnosis and after the recovery of renal functions
Laboratory parameter Mean±SD P

Values at 
admission

Values after 
recovery

Serum BUN (mg/dL) 79.7±34 17.7±6 <0.0001
Serum creatinine (mg/dL) 5.3±2.7 0.8±0.1 <0.0001
Leukocyte (/µL) 9549±2842 7203±2059 0.002
Neutrophil (/µL) 7482±2716 4578±1676 <0.0001
Lymphocyte (/µL) 1292±683 1978±871 <0.0001
Neutrophil lymphocyte ratio 8.6±7.6 2.9±1.8 <0.0001
Hemoglobin (g/dL) 12.6±2.2 11.8±1.4 0.109
Hematocrit (%) 37.9±6.5 35.9±4.1 0.125
Platelet (103/µL) 250±84 280±111 0.395
SD: Standard deviation, BUN: Blood urea nitrogen
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We showed that NLR, which is an important indicator of 
inflammation, was significantly increased in patients with 
community‑acquired acute renal failure. Elevated NLR 
is a predictor of long‑term mortality and bad prognosis; 
it can also be used in acute inflammatory conditions. 
The immune system of patients treated in the intensive 
care unit rapidly responds to systemic inflammation or 
sepsis. Neutrophilia and lymphocytopenia are related 
to disease severity. As the clinical condition worsens, 
neutrophilia and lymphocytopenia become significant 
and NLR is increased. NLR can be used as a parameter 
of disease severity in patients treated at the intensive 
care unit.[2] In our study, NLR was high at the time 
of acute renal failure diagnosis and decreased when 
renal function recovered. The mean duration of acute 
renal failure recovery was 7.8 days. As neutrophils and 
lymphocytes give more rapid response to the severity 
of inflammation, NLR can be used for monitoring acute 
inflammatory conditions. Studies are needed to evaluate 
the prognostic/diagnostic utility of NLR in monitoring 
acute inflammatory conditions and acute renal failure.
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Membranous nephropathy 
associated with the use 
of levodopa‑carbidopa 
combination
Sir,
Membranous nephropathy  (MN) is the cause of 
nephrotic syndrome in approximately 25% of adults.[1] 
In over 75% of patients of MN, no aetiological agent can 
be determined. Drugs account for 6–9% of secondary 
MN.[2] Drug associated MN can develop at any age and 
typically develops soon after exposure to the offending 
agent.[3] The classic offenders are gold, penicillamine, 
nonsteroidal anti‑inflammatory drugs and captopril, 
though there are reports for many other drugs. We could 
not find, after a thorough literary search a single report 
of levodopa‑carbidopa combination associated with MN.

We present a 45‑year‑old male patient who has been on 
regular follow up for Parkinson’s disease (PD) for the past 
6 months. He was being treated with levodopa‑carbidopa 
combination, 110  mg twice a day. He presented with 
history of gradually worsening swelling of feet and face 
of 2 months duration. There was a history of oliguria 
and increased frothiness of urine. His blood pressure at 
presentation was 120/80  mmHg. Investigations were 
given in the Table 1.

Renal biopsy showed 11 glomeruli. All glomeruli were 
normal in size. The capillary loops were stiff, round and 
patent with thick basement membrane. Silver methanamine 
stain showed spikes. Tubules and vascular system were 
unremarkable. Immunofluorescence showed diffuse 

Table 1: Investigations
Test Result
Hemoglobin 14.7 g/dl
Urine‑albumin 4+

RBC and WBC Nil
24 h urine protein 3600 mg
Random blood glucose 103 mg/dl
Serum creatinine 0.82 mg/dl
Total serum proteins 6.0 g/dl
Serum albumin 3.0 g/dl
Serum cholesterol 224 mg/dl
Serum triglycerides 365 mg/dl
HbsAg Negative
Anti HCV Ab Negative
HIV Nonreactive
Chest radiograph Normal study
Ultrasound abdomen Kidneys: right: 9.9 cm×3.8 cm, 

left: 9.6 cm×3.4 cm
RBC: Red blood cell, WBC: White blood cell, HbsAg: Hepatitis B surface 
antigen, HCV: Hepatitis C virus, HIV: Human immunodeficiency virus
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