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The New Delhi Metallo-Beta-
Lactamases: Their Origins and 
Implication for the Intensivist

Sir,
In the context of  increased isolation globally of  carbapenem-
resistant Enterobacteriaceae (KPC-1 to KPC-10), the 
emergence of  the New-Delhi metallo-beta-lactamase-1 
(NDM-1) strain is not surprising. We however question 
its proposed Asian origin in the recent “Lancet Infectious 
Diseases” publication.[1] In the Lancet study,[1] the fact that 
there were only 59% of  patients with history of  travel from, 
or surgery in, Asia; and their observation “we could not prove 
statistically significant strain relatedness between the Indian 
and UK isolates” suggest that acquisition of  infection and 
resistance could have occurred within the UK. More rigid 
methods — akin to eBURST analysis, which predicted the 
ancestral clonal complex for Methicillin-resistant Staphylococcus 
aureus (MRSA)[2] — need to be used to attribute causality.

In India, NDM-1 isolates are increasing.[3] In our 2,300-bed 
hospital, 45 carbapenem-resistant Klebsiella pneumoniae strains 
(blood=36, endotracheal aspirate=9), sensitive only to colistin 
and tigecycline, were characterized by PCR. [3] Thirty-six (80%) 
strains expressed the blaNDM-1 gene. Three randomly chosen 
NDM-1 isolates were sequenced and BLAST-matched, 
with 100% concurrence (Gene-bank no. HQ171206). 
Given this scenario, in nosocomial sepsis with shock /
organ dysfunction, empiric antibiotic therapy may need to 
be colistin or tigecycline. With few drugs in the horizon to 
combat multidrug-resistant organisms, global focus should 
include tackling irrational antibiotic use, ensuring antibiotic 
stewardship[4] and strict infection control policies. This task 
is likely to be more arduous in developing than in developed 
countries, where measures have been in place for some time.
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A Rare Case of Nosocomial 
Urinary Tract Infection due to 
Trichosporon asahii 

Sir, 
Disseminated infection by Trichosporon asahii, though rare, 
has been reported increasingly in immunocompromised 
hosts.[1-4] There are only sporadic reports of  infections 
caused by T. asahii reported from India.[3,4] We report a case 
of  successful management of  T. asahii infection with orally 
administered fluconazole in a patient of  UTI. 

A 58-year-old diabetic and hypertensive male patient was 
admitted to the hospital with sudden onset CVA. The patient 
was catheterized immediately and started on intravenous 
ceftriaxone and amikacin. The computerized tomographic 
scan (CT scan) of  the patient revealed mild ischemia in the 
left parietal lobe for which he was managed conservatively 
and was responding well, until the fifth day, when he 
developed fever associated with spikes. His blood parameters 
were as follows: hemoglobin 8.85 g/dL, total leukocyte count 
13,700/mL, fasting and postprandial blood sugars 180 g/dL 
and 240 mg/dL respectively, urea 48 mg/dL, and creatinine 
2 mg/dL. The Gram stain examination of  the patient’s 
urine sample showed plenty of  pus cells and septate hyphae 
with arthroconidia. The urine sample was inoculated with a 
standard loop on blood and MacConkey agar and incubated 
overnight. Tiny, creamy white, dry wrinkled colonies were 
observed on blood agar, the next day with a colony count of  
>105 colony-forming units (CFU/mL). The Gram stain of  
the colony revealed septate hyaline hyphae with arthrospores 
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“Air – Bubble” Sign – An 
Uncommon Presentation of a 
Common Disease

Sir,
A 33-year-old female presented with right-sided pleuritic 
chest pain and expectoration of  mucopurulent, foul-
smelling, and salty sputum for one year. There was a history 
of  close contact with a pet dog for last two years. General 
survey and systemic examination revealed no abnormality. 
Absolute eosinophil count was 800/cmm. Sputum 
microscopy for acid fast bacilli was negative. A homogenous 
opacity in right lower lobe was seen in chest radiogram 
[Figure 1]. Contrast enhanced computed tomography 
(CECT) scan of  thorax showed two rounded, heterogenous 
opacities (1 × 1 cm and 1.5 × 2 cm, respectively) with 
presence of  air pockets within the lesions––the “air – 
bubble sign” [Figure 2]. Ultrasonography (USG) of  thorax 
revealed loculated collection of  fluid with echogenic 
organization inside. USG-guided aspiration of  the lesion 
revealed viscid material. Cytology of  the smear showed 
fragmented membranous structures with lamination along 
with aggregates of  degenerated inflammatory cells in a 
background of  proteinaceous fluid [Figure 3]. Fiberoptic 
bronchoscopy did not reveal any endobronchial lesion. 
USG of  whole abdomen did not reveal cyst in intra-
abdominal organs. Serum anti-echinococcal IgG level was 
26.41 U/ml (normal value: <8 U/ml, ELISA method). A 
diagnosis of  infected hydatid cyst in right lung was made 
and albendazole tablet, 400 mg twice daily, was started. The 
patient was referred to the department of  cardiothoracic 
surgery for further management and follow up.

and few budding yeast cells. The colony was subcultured on 
a set of  Sabouraud Dextrose Agar (SDA) and incubated at 
28°C and 37°C. At both these temperatures, colonies of  
yeast-like fungus were obtained in pure culture. Two more 
repeat urine sample analyses revealed a similar picture. 
The yeast was identified to be T. asahii with cornmeal agar 
morphology, hydrolysis of  urea, carbohydrate fermentation 
assimilation tests and nitrate assimilation test.[3]

On the basis of  the culture report, antifungal therapy with 
fluconazole was initiated and the condition of  the patient 
improved dramatically. Within 4 days of  therapy, the urinary 
complaints were resolved. After 4 weeks of  antifungal 
treatment, the urine sample was sent for repeat fungal 
culture and it was found to be negative for the fungus. 

Isolation of  the same yeast in three consecutive urine 
samples with significant counts, along with a significant 
number of  pus cells, establishes T. asahii as an aetiological 
agent of  urinary tract infection. Also the clearance of  
the fungus from the urinary tract with recovery of  the 
patient following catheter removal and antifungal therapy 
further confirms the yeast as the cause of  UTI. Our 
patient also exhibited risk factors such as the presence of  
an indwelling catheter, use of  broad spectrum antibiotics, 
and the presence of  comorbid conditions such as diabetes, 
hypertension, and anemia. It is possible that the organism 
colonized the catheter from the human flora during 
catheterization and subsequently caused UTI. 

Data on T. asahii antifungal susceptibility are limited, but 
azoles have good activity against the fungus.[5] The isolate 
in our study was found sensitive to fluconazole. Further 
studies are needed to define optimal approaches to facilitate 
earlier treatment, which will improve patient outcomes.
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