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by hypokalemic metabolic alkalosis with significant 
hypomagnesemia and low urinary calcium excretion.

The pathophysiology of Bartter’s syndrome is related 
to defect in the sodium chloride, potassium chloride 
cotransporter, or potassium channel in thick ascending limb 
of the loop of Henle. This leads to reduced reabsorption of 
sodium, potassium and chloride in the thick ascending limb 
of the loop of Henle. This in turn results in the delivery of 
these ions to the distal segments where only some sodium is 
reabsorbed and potassium is secreted. On the genetic basis, 
the Bartter’s syndrome is classified into five types.[1] Types 
I, II, and IV are a neonatal presentation, while in type III 
the symptoms begin in the first 2 years of life, but diagnosis 
is made later, at school‑age or adolescence.[2] Gitelman’s 
syndrome is often not diagnosed until adolescence or 
early adulthood. There were a few reports[3‑7] of Bartter’s 
syndrome in adults [Table 1]. Though Bartter’s syndrome 
is diagnosed at a young age, an adulthood presentation is 
possible due to phenotypic variation.
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Bartter’s syndrome in a 
geriatric patient

Sir,
A 62‑year‑old man presented with tingling sensation 
in the limbs and difficulty in getting up from squatting 
position for 2 years duration. He had episodic weakness 
of all limbs – a total of 7 during the last 2 years. He was 
treated with intravenous fluids with added injections 
after every episode, and improved over 2 days. There 
was no polyuria, passage of stone, or breathlessness, 
excess carbohydrate intake, exercise, diarrhea, diuretic, 
or over‑the‑counter medicine use. There was no family 
history of similar illness. His pulse was 80 bpm, and 
blood pressure was 110/70 mmHg. General and systemic 
examination was unremarkable. An ear‑nose‑throat 
specialist confirmed that there was no deafness. 
Investigations were hemoglobin 17.0 g/dl, serum creatinine 
1.36  mg/dl, blood urea 35  mg/dl, serum potassium 
2.3 mEq/L, sodium 140 mEq/L, calcium 9.4  mg/dl, 
phosphorus 2.2 mg/dl, uric acid 6.8 mg/dl, magnesium 
2.2 mg/dl, renin activity 4.95 ng/ml/h (reference range 
on normal sodium diet  supine 0.2–1.0  ng/ml/h and 
upright: 0.5–4.0 ng/ml/h), serum aldosterone 378 pg/
ml (reference range: 25–315 pg/ml), 24 h urine potassium: 
39 mmol  (reference range: 10–20 mmol), 24 h urine 
calcium 301 mg (reference range: 100–250 mg), 24 h 
urine chloride 100 mmol (reference range: 10–20 mmol), 
serum pH  7.86, serum bicarbonate 61.5 mmol/l.

Computerized tomography of abdomen showed renal 
calculus disease on the right side  [Figure  1]. The 
patient, therefore, had hypokalemia, metabolic alkalosis, 
hypercalciuria, high urine potassium and chloride 
excretion, high serum renin and aldosterone levels, and 
normal serum magnesium and renal calculus disease. The 
features suggested the diagnosis of Bartter’s syndrome, 
type III. He was initiated on tablet spironolactone 25 mg/
day, syrup potassium chloride, and liberal intake of fluids 
and diet rich in potassium. After 1‑month, the reports were 
serum pH: 7.326, serum bicarbonate: 21.7 mmol/l, serum 
potassium: 4.3 mEq/L, and 24 h urine calcium: 150 mg.

Pseudo‑Bartter’s syndrome could be due to laxative abuse, 
furosemide abuse, bulimia, gentamicin nephrotoxicity, 
Sjogren’s syndrome, and cystic fibrosis. Our patient lacked 
history and the clinical features were suggestive of any 
of these causes. This patient could not be suffering from 
Gitelman’s syndrome. Gitelman’s syndrome is characterized 
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Figure 1: Computerized tomography of abdomen: Right renal calculus

Table 1: Published reports of adult onset of Bartter’s 
syndrome
References Age (years)/sex Genetic type
[3] 52/male Not reported
[4] 40/female Not reported
[5] 20/female Type IV
[6] 35/male Type II
[7] 32/male Not reported
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unknown etiology (CKDu) has been reported from Sri 
Lanka[1] and few parts of India.[2] We would like to share 
our experience of CKDu observed among 25 Sri Lankan 
immigrants along with probable etiology and prevention 
aspects. It was more among males (male:female = 4:1) 
belonging to the age group of 28–56 years engaged in 
agriculture works in whom the exact cause could not be 
identified. All were anemic and free from hypertension 
and edema at the time of presentation/diagnosis. 
Most of the cases  (18/25) had moderate tubular 
proteinuria that did not exceed l g/day, with increased 
elimination of beta 2 microglobulin. Ultrasound 
revealed bilateral, shrunken kidneys with Grade 3–4 
renal parenchymal changes. The histopathological 
appearance was tubulointerstitial pattern consisting of 
tubular atrophies with mild inflammatory interstitial 
infiltrate.

As we have noticed CKDu among several family members 
of patients in the same village and no manifestations in 
those who left the family from childhood, we believe 
that environmental factors and/or susceptibility of 
individual might have contributed for the occurrence 
of CKDu. Moreover, previous studies have shown that 
groundwater available in endemic regions is not of 
desirable quality. In our series, the source of drinking 
water was either from shallow wells or from water 
reservoirs. Dissanayake[3] has proposed the theory 
of cyanobacterial toxins as a causative factor for the 
pathogenesis of CKDu in Sri Lanka. He further stated 
that environmental factors including global warming and 
chemical fertilizers with runoff water provide a favorable 
ecological background for the production of toxins by 
cyanobacteria. Bioaccumulation of pesticide residues, 
heavy metals, and possibly toxins released from plants 
and/or aquatic animals were postulated as other causes 
for the development of CKDu. Though several theories 
were hypothesized, the exact cause for CKDu has not 
yet been identified.

The management is expensive and requires a lot of 
infrastructure and human power which are lacking at 
present in South Asia. Hence, it is ideal to implement 
preventive strategies such as provision of protected 
water, enforce regulations for the use of chemical 
fertilizers, and control of global warming, apart from 
early detection and management. The goal of no deaths 
due to acute kidney injury[4] by 2025 will be achievable 
only through training health science students as well 
as practitioners and nurses involved in the delivery 
of health care at villages. Moreover, the trainees have 
to inculcate the art of eliciting family history of renal 
disease and assess other family members for occult renal 
diseases and/or susceptibility.

Chronic kidney disease of 
unknown etiology: Is time 
for prevention
Sir,
The article by Wijetunge et al.[1] is indeed interesting. 
Increasing number of chronic kidney disease of 
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