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Time to Revisit the Use of Nontunneled Dialysis Vascular Catheters Even 
in Cost-Limited Setting

Sir,
Despite the high rates of infection and mortality in the 
developing and underdeveloped world, nontunneled central 
venous catheters remain an irreplaceable tool for the 
majority of the end‑stage renal disease (ESRD) patients 
at the time of initiation of hemodialysis (HD) because of 
their cost and convenience of insertion. We evaluated the 
spectrum of central venous catheter‑related infections in 
our HD unit. The study included ESRD and acute kidney 
injury patients, with the diagnosis of HD catheter‑related 
bloodstream infections (CRBSI) over a period of 2 months 
from August 2017 to September 2017. We aimed to study 
the spectrum of infection in patients with nontunneled 
vascular catheters in our HD center.

During the study period, a total of 74 (61.67%) cases 
of CRBSI were documented, of which 46 (62.2%) 
were definitive/probable[1] and 28 (37.8%) were 
culture‑negative possible CRBSI. Gram‑positive infections 
accounted for 58.8% of total culture‑positive cases with 
Staphylococcus aureus being most commonly isolated 
organism in 13 patients (28.2% of culture‑positive cases). 
One patient of S. aureus‑related CRBSI developed tricuspid 

Table 1: Microbiological spectrum
Organism n (%)
Gram‑positive 27 (58.8)

Staphylococcus aureus 13 (28.2)
Staphylococcus epidermidis 5 (10.8)
Staphylococcus haemolyticus 9 (19.5)

Gram‑negative 16 (34.7)
Pseudomonas spp. 4 (8.6)
Acinetobacter spp. 4 (8.6)
Enterococcus spp. 3 (6.5)
Escherichia coli 2 (4.3)
Burkholderia spp. 1 (2.1)
Klebsiella pneumoniae spp. 1 (2.1)
Stenotrophomonas maltophilia 1 (2.1)

Dual infection 3 (6.5)

valve endocarditis and another patient of Stenotrophomonas 
maltophilia‑related CRBSI expired due to worsening sepsis 
and septic shock. Apart from these two patients, rest were 
managed with intravenous antibiotics on an outpatient 
basis. Gram‑negative infections accounted for 34.7% 
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of total culture‑positive cases and three patients (6.5%) 
had a dual infection with the simultaneous isolation of 
both Gram‑positive and negative organism. Two patients 
required catheter exchange twice over 2‑month period. Rest 
were managed with single time catheter exchange till the 
follow‑up. Table 1 shows the microbiological spectrum of 
CRBSI in our HD unit.

Our study is consistent with the published literature that 
shows Gram‑positive infections are responsible in the 
majority of the cases.[2] However, the high prevalence of 
Gram‑negative infections in our study should be taken 
into account and empirical Gram‑negative antibiotic 
should also be started along with Gram‑positive coverage 
for suspected CRBSI. Another Indian study by Gupta 
et al.[3] showed Gram‑negative infections in the majority, 
with Pseudomonas being the most commonly isolated 
organism. The data on infection rate with nontunneled 
catheters are limited.[4]

In the developing and underdeveloped world, the use 
of tunneled vascular catheters is limited by economic 
constraints where tunneled catheters cost approximately 
five times that of nontunneled catheters (15,000 and 3000 
Indian rupees, respectively). However, considering the high 
infection rate with the use of nontunneled catheter and 
successive antibiotic administration, it would be prudent 
to use tunneled vascular catheters even in the developing 
world and would aptly fit the idiom “penny wise pound 
foolish.”
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Anti A/B Antibody Titer Rebound: Are we Making it Worse? Be Aware of 
Your Intravenous Immunoglobulin

Sir,
ABO‑incompatible (ABO‑I) transplants are increasing 
across the world[1] and in India.[2,3] One of the common 
problems encountered in these transplants is the rebound 
of anti‑blood group antibodies (Anti‑A or Anti‑B) 
during their desensitization protocols. It has been 
predominantly thought to be either due to production of 
new antibodies (by plasma cells and B–cells, hence the 
need to start immunosuppression prior to plasmapheresis) 

or equilibration from extra‑ to intra‑vascular 
compartment (as only 45% of IgG is intravascular, 
hence repeated plasmapheresis are required). Intravenous 
immunoglobulin (IVIG) is made from pooled plasma of 
donors that include donors from various blood groups. 
Hence, IVIG will contain anti‑blood group antibodies. 
Most desensitization protocols use IVIG, either low dose 
or high dose, especially postplasmapheresis. The impact 
of these anti‑blood group antibodies in IVIG on rebound 




