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the world. Regional collaboration and interaction is 
needed to better define the prevalent causes of graft 
dysfunction in our setting, which is quite different from 
that of the west.
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Aplastic anemia, 
membranous nephropathy 
and mercury
Sir,
I read with interest the recent case study by Priya et al.[1] 
The authors state that reports of the effects of mercury 

on the bone marrow are rare, citing only two previous 
cases, and state also that membranous nephropathy 
has not previously been reported for injected elemental 
mercury.[1] However, I note that both aplastic anemia,[2] 
and a range of nephropathies with varied histological 
findings,[3] have been reported as side‑effects of 
penicillamine, the chelation agent used in the current 
case.[1] Therefore, it seems worth considering whether 
penicillamine may have played a contributory or even 
a casual role in the development of aplastic anemia and 
membranous nephropathy in this case.

In fact, it is partly due to the risk of such serious reactions 
to penicillamine, as well as greater efficacy that the 
chelators sodium 2,3 dimercaptopropanesulfate (DMPS) 
or meso‑2,3‑dimercaptosuccinic acid (DMSA) are more 
frequently used to treat mercury toxicity.[4] However, it is 
worth pointing out that DMPS and DMSA must be used 
with caution in the presence of renal disease as they both 
undergo renal excretion. Inappropriate use in the presence 
of renal failure can lead to a paradoxical increase in 
blood mercury levels–particularly in the situation where 
there are deposits of mercury within the body.[5,6] Such 
renal failure was not reported by Priya et al., and in fact, 
considering that the vast majority of blood‑borne mercury 
is protein bound,[7] we can speculate that the presence of 
a proteinuria in their patient, whilst obviously a pathology 
with negative consequences in its own right, may have 
indirectly led to a more rapid urinary mercury excretion.

Finally, Priya et al., correctly point out that after acute 
mercury exposure, urinary levels only remain elevated for 
a period of weeks, thus posing a diagnostic challenge.[1] 
At least for cases of chronic exposure, analysis of urinary 
porphyrins has shown some promise in adults in detecting 
mercury exposure (particularly where the patient carries the 
coproporphyrinogen oxidase 4 (CPOX4) polymorphism).[8]
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Guidewire fragmentation 
complicating hemodialysis 
catheter insertion
Sir,
A 49‑year‑old (96 kg) female renal transplant recipient 
patient presented with the chronic graft rejection and 
imminent sepsis and was posted for hemodialysis. 
She was restless, had a short neck and had a platelet 
count of 47 × 103/μl. Two blind anatomical landmark 
attempts were under taken by the nephrologists in 
the right and left internal jugular veins (one on each 
side), but they were unable to pass the guidewire due 
to the difficult anatomy and patient’s restlessness. The 
procedure was abandoned and intensivist assistance 
was sought. Under ultrasonography (USG) guidance, 
the femoral vein was localized and punctured and 
the guide wire used in the previous two attempts 
was passed in the vessel. The double lumen Hemo 
Dialysis Catheter  (MAHURKARTM, Mansfield, USA) 
was railroaded over the guide wire into the vessel. 
During removal of the guide wire mild resistance was 
felt, but upon application of traction, the guide wire 

could be pulled out. When aspiration of the port of 
HDC was carried out, it was found that the venous 
blood backflow was absent. The position of the HDC 
was again confirmed with USG and it was found to be 
inside the vessel. Finding no cause for absent flow, the 
HDC was removed under USG guidance. Upon removal, 
it was observed that a portion of the distal end of the 
guide wire was attached to the distal opening of the 
catheter [Figure  1] blocking it. Close examination 
of the guide wire revealed that the guide wire had 
fragmented cleanly in two pieces. A new HDC set was 
taken and the USG guided procedure was repeated 
and this time, the HDC could be placed uneventfully.

Though previous reports of the guide wire fracture have 
been attributed to faulty design (material weakness or 
fatigue)[1] or introducer needle injury,[2] in our case the 
two previous attempts of passing the guide wire may 
have injured and weakened its core as well as outer 
coil wire and during its forceful retrieval, it had got 
sheared off. However, the broken and deformed end had 
remained attached with the catheter thus, preventing 
disastrous complications such as embolism, perforation, 
sepsis, endocarditis, and cardiac arrest.[3] Smaller 
broken end lost its J shaped due to forward migration 
of the corewire. In this case guidewire (J tip) may have 
anchored into tributaries of the femoral vein leading 
to resistance during the retrieval. Intact guidewire 
is usually not damaged by relatively small traction 
during catheter insertion. Core and outer layer of 
the guide wire fragmented near the J tip in our case, 
which suggested of it’s material weakness, fatigue or 
manufacturing defects. Through this correspondence, 
we would like to emphasize that whenever unusual 
resistance is encountered during the guide wire 
removal, application of force should be avoided. Both 
the guide wire as well as the catheter should be pulled 
out together to minimize the risk of the guide wire 
shearing off and migration. If USG or fluoroscopy is 
available stuck guidewire should be removed under 
radiological guidance.
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Figure 1: Deformed smaller fragment guide wire stuck in to dialysis 
catheter tip

avinash
Rectangle

avinash
Rectangle


