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hemorrhage, vitreous hemorrhage, papilledema, cortical 
blindness, sixth nerve palsy, exudative retinal detachment 
with	choroidal	infiltration;[1,2] peripheral ulcerative keratitis 
with bilateral optic nerve involvement;[3] central retinal artery 
occlusion associated with leukemic optic neuropathy.[4]

Ocular involvement in lymphoproliferative disorders 
other than ALL have also been reported e.g. in myeloid 
leukemia,[2] and Hodgkin’s disease.[5]

Acute-onset optic neuropathy in a patient with a history 
of  lymphoproliferative disorder may be the only sign of  a 
re-emergence of  the malignancy.[5,6]

In some reports, there was dramatic improvement of  
vision with urgent radiotherapy and high-dose systemic 
corticosteroids in leukemic or lymphomatous optic nerve 
infiltration.[1,5] However, no visual gain could be achieved 
in some reports,[3] like in our patient, and the probable 
causes might be late presentation with irreversible optic 
nerve damage and delay in radiotherapy.
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Heparin-induced thrombocytopenia in a patient 
with colon cancer

Sir,

In  response  to  the  ar t i c le  “hepar in- induced 
thrombocytopenia (HIT) in a patient with colonic cancer” 
published in December 2012 issue I want to highlight the 
following points.

HIT is of  two types:

Type 1 HIT, which is due to direct effect of  heparin 
on platelet activation and is not immune medicated. 
It occurs within 48-72 h of  heparin institution. It is 
thrombocytopenia of  lesser severity and resolves with 
continuation of  heparin administration.[1,2]

Type 2 HIT is immune mediated disorder characterized 
by formation of  antibodies against heparin — platelet 
factor 4 (PF4) complex. It usually occurs at the end of  the 
1st week of  heparin administration. It necessities stoppage 

of  heparin or its derivatives and mandated direct thrombin 
inhibitor usage.[3,4]

Overall incidence of  HIT remains 2.5% in meta-analysis.[5]

The administration of  heparin or other sulfated 
oligosaccharides for 4 or more days can trigger an antibody 
response. These immunoglobulin G, immunoglobulin M 
and immunoglobulin A antibodies are provoked not by 
heparin alone, but by the complex of  heparin and PF4, a 
heparin-neutralizing protein contained in the alpha granules 
of  platelets, which is released from the platelet upon its 
activation.

In the patient presented by the authors, they have 
not  specified the platelet counts before 6 months, 
which type of  heparin was given, was patient on 
heparin for 6 months and what the other coagulation 
parameters are. There are multiple reasons for  malignancy 
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patients to develop thrombocytopenia, like subclinical 
disseminated intravascular coagulation to paraneoplastic 
thrombocytopenia. There are multiple drugs, which can 
induce immune and non-immune thrombocytopenia 
including anticancer drugs. In reference patient, bone 
marrow, anti-nuclear antibody, urine for proteins, 
ultrasonography abdomen as a protocol for evaluation of  
thrombocytopenia was not done. The patient presented 
was on capecitabine, drug used in colonic cancer, which 
can	have	profound	effect	on	platelets	to	cause	significant	
thrombocytopenia.[6]

Another issue we want to address is to desist from platelet 
transfusion in any unexplained thrombocytopenia. It is 
relatively contraindicated not only in HIT, but any immune 
thrombocytopenia such as Idiopathic thrombocytopenic 
purpura or thrombotic thrombocytopenic purpura, which 
occur more commonly than HIT.

Lastly, if  a diagnosis of  HIT is made and which should 
be kept as a possibility in a patient on heparin, a term like 
unexplained thrombocytopenia should not be used.
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Sedation and analgesia during bone marrow 
aspiration in children: Is ketamine and propofol 
combination (Ketofol) an appropriate agent?

Sir,

Multiple bone marrow aspiration (BMA) and lumbar 
puncture (LP) is an essential diagnostic approach to the 
diagnosis of  hematological disorders, which is performed 
on children with leukemia and other neoplastic disorders 
during the course of  their illnesses. These invasive 
procedures can lead to considerable pain and distress 
in children, which is considered by the patients as the 
most painful experience relating to their malignancy.[1,2] 
Therefore, in these procedures, pain management is now 
considered an essential part of  care in children with 
cancer.[3] Regimes for the optimal pain management in these 
children vary widely. Usually before these procedures, local 
anesthetic (LA) is used to numb the area and reduce pain. 
The patients may also receive intravenous sedation (IVS) 

and analgesia.[1] It has been shown that patients receiving 
IVS have a lower pain score and tend to have lower levels of  
apprehension at the thought of  having a repeat procedure. 
This is important because in many cases, these procedures 
are frequently repeated.[3,4] Therefore, an adequate sedation 
and analgesia is essential in these procedures. An ideal agent 
for procedural sedation should not only have quick onset 
and recovery time but also provide satisfactory analgesia, 
sedation while maintaining cardiopulmonary homeostasis, 
amnesia, and motor control throughout the procedure. 
Although many pharmacological agents have some of  
these qualities, none possess all of  them and consequently 
physicians must use combinations of  different drugs at 
varying doses to achieve as many of  the preferred goals 
as possible.[5,6] Propofol, a popular sedative of  choice for 
procedural sedation, is a short-acting non-opioid, non-
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