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Of the 171 E. coli isolates, ESBL production was observed 
in 69 (40.4 %) whereas from 58 K. pneumoniae, ESBL 
production was found in 26 (44.9 %) isolates. Prevalence 
was more among K. pneumoniae. In a study conducted 
in 2003,[4] the prevalence was only 18.5% amongst E. 
coli isolates and 25.6% among K. pneumoniae isolates. 
Taneja et al.[5] have reported 40.2% E. coli isolates and 
51.2% of K. pneumoniae to be ESBL producers. The 
prevalence of ESBL in this study is high and poses a threat 
to treatment of serious infections due to these isolates. 
Most ESBL producing isolates were resistant to ampicillin, 
co‑trimoxazole, ciprofloxacin, and ceftazidime. Under such 
circumstances the only treatment options are carbapenems 
and tigecycline that are expensive and often not available 
in developing countries. However, quinolones may be 
regarded as the treatment of choice for UTI [Table 1] due to 
ESBL producing organisms if there is not in vitro resistance 
to these drugs.[3] Unfortunately, increasing resistance of 
quinolones will limit the role of these in future.

This study evaluated DDS against CLSI recommended 
PCT for detection of ESBL. Of the two tests used in the 
study PCT was more sensitive. Eight six (90.5 %) of the 
95 ESBL producing strains were detected by DDST. We 
found that PCT was an inexpensive alternative to DDS 
for detection of ESBL. DDS lacks sensitivity because of 
problem of the optimal disc space and correct storage of 
the clavulanate containing discs. This method is technically 
simple and inexpensive.[6] All the isolates positive by 
confirmatory methods should be reported as resistant to 
all cephalosporins even if the organism is susceptible by 
routine disc diffusion methods for antibiotic sensitivity.
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Table 1: Recommended treatment for infections with ESBL-
producing organism
Infection type Therapy of choice Second line therapy
Urinary tract 
infection

Quinolonesa Amoxicillin/cloxacillin

Bacteremia Carbapenem Quinolonesa

Hospital acquired 
pneumonia 

Carbapenem Quinolonesa

Intra-abdominal 
infection

Carbapenem Quinolonesa  
(plus metronidazole)

Meningitis Meropenem Intrathecal 
polymyxin B

aIf the organism is Quinolone susceptible

Access this article online
Quick Response Code:

Website: 
www.indianjnephrol.org

DOI:
10.4103/0971-4065.103919

Hypokalemic quadriparesis 
in an elderly female
Sir,
A 65‑year‑old normotensive, nondiabetic female 
presented to the emergency department with sudden 
onset quadriparesis of one day duration. She had history 
of multiple tooth extractions over the last 10 years. She 
also had dryness of mouth and eyes of same duration. On 
examination her pulse was 84/min, BP 130/70 mmHg 
and poor oral dental hygiene. Systemic examination 
was normal. The hemoglobin was 7.5 gm/dL, TLC: 6.5 
× 109 /L, N 76% L 14% M 5% E 5 %, PLT 121 × 109/L. 
Her random blood sugar was 132 mg/dL, urea 36 mg/
dL, creatinine 1.1 mg/dL, bilirubin 0.52 mg/dL, AST 30 
U/L, ALT 34 U/L, alkaline phosphatase 288 U/L, total 
protein 8.5 mg/dL, albumin 3.5 mg/dL. The urinealysis 
ECG and chest skiagram were normal.

Arterial blood gas analysis showed ABG‑pH of 7.32, 
HCO3 11.3 mmol /L, pO2 63 mm Hg pCO2 29.4 mm 
Hg, Na 134 mmol/L, K 1.5 mmol/L. and urinary pH 
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6.5. The Schirmer’s test indicated severely dry eyes  
(<4 mm). Histopathology of salivary gland revealed 
chronic mononuclear cell infiltration with mild atrophy of 
glandular component consistent with Sjogrens syndrome. 
The patient did not afford antibody testing.

The diagnosis of Sjogren syndrome was established as our 
patient fulfilled four out of the six criteria of the revised 
international classification criteria for Sjogren syndrome. 
The patient’s symptoms improved dramatically after 
correcting serum potassium and patient was discharged 
on potassium supplements and oral sodium bicarbonate 
tablets.

The overall prevalence of Sjogren syndrome in India 
is low. Porkodi et al.[1] reported 36 patient of Sjogren 
syndrome over a period of 4 1/2 year out of 8000 
patients seen with musculoskeletal symptoms amounting 
to 0.0045%. In another report from Lucknow, only 26 
cases of Sjogren’ syndrome were described over a period 
of 10 years.[2] The low prevalence can be due to lack of 
awareness.

Type 1 renal tubular acidosis presenting as hypokalemic 
paralysis in Sjogren syndrome has been reported 
globally.[3] It may be the first presentation of Sjogren 
syndrome despite long duration of exocrine gland 
involvement or it may precede the sicca symptoms. Chen 
et al.[4] found that renal tubular acidosis was the initial 
manifestation of primary Sjogren’s syndrome in 75% 
out of a series of eight cases. The disease duration was 
shorter in patients with renal involvement than in those 
with normal acidification results.[5] Therefore, in patients 
presenting as hypokalemic paralysis a clinical suspicion 
can unmask a sub clinical Sjogren syndrome. 
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A case of Down syndrome 
with a posterior urethral 
valve
Sir,
Down syndrome is characterized by multiple congenital 
abnormalities, particularly cardiac defects (26-50%), 
eye disease (60%), hearing loss (75%), obstructive sleep 
apnea (50-75%), gastrointestinal atresia (12%), and 
thyroid disease (15%). The committee on genetics of 
the American Academy of Pediatrics (AAP) has provided 
recommendations to assist pediatricians in care of children 
with Down syndrome. These recommendations are 
summarized in Table 1. Renal function tests and a routine 
ultrasonography of the abdomen do not feature in these 
recommendations. Both upper and lower urinary tract 
anomalies like hypoplasia of kidney, glomerular microcysts, 
dysplastic kidney, and obstructive uropathy have been 
described in Down syndrome. Posterior urethral valve 
(PUV) is rarely associated with Down syndrome. Renal 
anomalies may thus be underreported in Down syndrome.

A 6-month-old male child presented with complaints 
of decreased urine output for the last 2-3 days. On 
reviewing of history it was learnt that there was difficulty 
in passing urine since birth. The child was the 8th 
according to birth order. There was a history of three 
sibling deaths at 9 months, 1 month, and 6 years of age 
respectively due to unknown causes. On examination, 
signs of dysmorphism like large tongue, slanted eyes, 
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