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include acute tubular necrosis, which may be associated 
with interstitial edema and mononuclear infiltration, 
acute glomerulonephritis, thrombotic microangiopathy, 
and myoglobinuric renal failure within the context of 
multiorgan failure.[1] The most common conditions 
associated with acute kidney injury are prolonged 
shock with metabolic acidosis, and severe DIC that 
lead to hypoxia/ischemia and result in multiple organ 
dysfunctions.[2]

The clinical picture in the index case was atypical in that 
the acute kidney injury was not associated with bleeding 
manifestations, shock, hemolysis, or rhabdomyolysis. This 
patient had acute tubular necrosis (ATN) and recovered 
spontaneously. Review of the literature revealed six cases 
of dengue fever with acute kidney injury without shock 
or bleeding manifestation. The cause of hematuria and 
proteinuria in our case appear to be mild proliferative 
glomerulonephritis. Though uncommon, hematuria, and 
proteinuria has been reported in ATN.[3] Histopathology in 
cases of the acute kidney injury due to dengue infection is 
scarce, and most of the diagnosis of acute tubular necrosis 
is made on clinical grounds.

The mechanism of renal involvement in children with 
dengue fever without bleeding or hypotension remains 
unclear. It has been postulated that dengue virus can cause 
direct invasion of the kidneys.[4] Jessie et al. investigated 
the cellular localization of dengue virus in naturally 
infected human tissue by applying immunohistochemistry 
and in situ hybridization techniques in tissue specimens 
obtained from serologically or virologically confirmed 
dengue infection. In the kidney viral antigens were 
detected as discrete granular deposits within the lining 
cells in the tubules.[5]
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Detection of ESBL in E.coli 
and K. pneumoniae isolated 
from urinary tract infection
Sir,
Microorganisms responsible for urinary tract infection 
(UTI) such as Escherichia coli and Klebsiella spp. have 
the ability to produce extended‑spectrum ß‑lactamases 
(ESBL) in large quantities. These enzymes are plasmid 
borne and confer multiple drug resistance, making 
urinary tract infection difficult to treat.[1] ESBLs are 
plasmid mediated, TEM‑ and SHV‑derived enzymes, 
first isolated in Western Europe in mid‑1980s, most 
commonly in Klebsiella spp., followed by E. coli.[2] ESBLs 
are enzymes capable of conferring bacterial resistance 
to the penicillins, first, second‑ and third‑generation 
cephalosporins, and aztreonam (but not the cephamycins 
or carbapenems) by hydrolysis of these antibiotics.[3]

This study was undertaken to find out ESBL production in 
urinary isolates of E. coli and Klebsiella pneumoniae and to 
evaluate double disc synergy (DDS) test against Clinical 
and Laboratory Standards Institute (CLSI) recommended 
the phenotypic disc confirmatory test (PCT) test for 
detection of ESBLs.

A total of 229 isolates [E. coli (171) and K. pneumoniae 
(58)] with significant growth were studies. Screening 
for ESBL production was done by the disc diffusion test 
recommended by CLSI and screen positive isolates were 
confirmed by DDS and PCT.
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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
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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 

[Downloaded free from http://www.indianjnephrol.org on Tuesday, September 8, 2020, IP: 111.93.251.155]

Avinash
Rectangle


