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900 mg of loading dose of phenytoin dissolved in 100 
ml of normal saline through a 22-gauge peripheral 
intravenous catheter kept in her left  dorsum of the 
hand over 45 minutes. Two hours later, the patient’s 
left  hand was swollen and became bluish in color. 
The patient complained of severe pain at the site of 
injection, which soon spread throughout the left  hand. 
On examination, the patient’s left  hand and forearm 
were edematous and had purplish-blue discoloration 
without blisters, cool to the touch [Figure 1] and tender. 
The radial pulse was feeble and the capillary refi ll was 
sluggish and pulse oximeter applied showed a good 
trace. Duplex ultrasound of the upper limb showed 
normal fl ow. A working diagnosis of PGS, possibly 
due to the extravasation of intravenous phenytoin, was 
made. Compartment syndrome was ruled out.

The IV access was removed. The arm was kept elevated 
and dry heat was applied. Topical nitroglycerin patch 
was kept. Since the pain was intense and was not 
relieved with parental nonsteroidal anti-infl ammatory 
drugs, brachial plexus was blocked. The swelling 
subsided aft er 72 hours and the discoloration started 
disappearing from the periphery. The patient got 
discharged aft er 5 days. Her anatomical and functional 
aspects of hand and fi ngers recovered well without 
any squeal, over a period of 2 weeks. Extravasation 
of injected drugs may result from a simple phlebitis 
to soft  tissue necrosis. Certain factors like age, level 
of consciousness, venous circulation, location of the 
IV cannula and chemical characteristics of the drug 
(high osmolality or vesicant properties) determine the 
severity of the injury. The prevalence of PGS following 
intravenous administration of phenytoin varied from 
1.7 to 7%.[2,3]

The pathophysiology of PGS is poorly understood. 
However, it may be related to the crystallization of 
phenytoin upon contact with blood and extravasates 
into the interstitial tissue.[4] Another mechanism is due to 
the disruption of the endothelial–intercellular junctions 
following leakage of phenytoin and irritation of soft  
tissue. To obscure the assumption on the etiology even 
more, the report on PGS occurring aft er an oral dose[5] 
of phenytoin suggests that this event may be due to 
phenytoin itself and not directly related to the infusion. 
The diagnosis of PGS is mainly clinical based and has 
three stages. The management is mainly conservative, 
if circulation is preserved. Due to widespread use of 
phenytoin, students of health sciences, practitioners 
and nurses shall be taught on this entity, and trained 
to administer phenytoin carefully in order to prevent 
this episode/event.
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Acute inter-hemispheric 
subdural hematoma in a 
Kabaddi player

Sir,
Kabaddi is an Indian national game and is widely played 
in India. In the recent past it has been included in many 
national and international level sports competitions.[1] 

In spite of the wide popularity of the game, only few 
articles discuss Kabaddi related sports injuries.[2,3] A 
16-year-old female player had a fall on her back three 
days ago while playing Kabaddi and her head struck 
the ground. She had transient loss of consciousness 
and also had multiple episodes of vomiting. Now she 
has presented with persistent headache, giddiness, and 
vomiting. Her general and systemic examination was 
normal. Neurologically she was conscious, alert, and 
oriented. There were no focal motor or sensory defi cits. 
There was mild tenderness over the occipital region. In 
view of the persistent headache and vomiting, a CT scan 
of the brain was performed and it showed a thin, acute, 
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subdural hematoma in the posterior inter-hemispheric 
fi ssure [Figure 1]. She recovered with conservative 
management and was doing well at the follow-up. 
The game of Kabaddi requires off ensive as well as 
defensive skills that include pre-consideration of the 
raid, taking cant and entry, tracing the path, foot work, 
att acking tactics, and returning back.[1] These factors 
make the players prone to many types of sports-related 
injuries;[2,3] however, the paucity of literature regarding 
Kabaddi-related injuries emphasizes the fact that there 
is a further need to understand and analyze injuries 
related to this sport. 
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Figure 1: CT scan brain, plain showing a thin posterior interhemispheric 
acute subdural hematoma.

Rare complication: 
Acute syringomyelia 
due to tuberculoma and 
tubercular meningitis

Figure 1: Ring enhancing lesion seen in left cerebellum on T1 weighted 
contrast enhanced gradient echo images.
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Sir,
A 52-year-old immunocompetent lady was admitt ed 
with the complaints of gradual onset progressive 
altered sensorium with restlessness associated with 
a history of headache since 3 days. The patient was 
recently diagnosed as a case of multiple cerebellar 
and right occipital tuberculoma 2 weeks ago and had 
been on antitubercular treatment with Isoniazid + 
Rifampicin (300 mg + 600 mg), PZA 1.5 g, Ethambutol 
1 g, and Wysolone 60 mg since then. The diagnosis was 
confi rmed by an MRI brain [Figure 1] which showed 
cerebellar and right frontal tuberculomas and by CSF 
examination which showed glucose 13, protein 161, cells 
300 with 98% lymphocytes. CSF ADA was high at 24. 
CSF PCR for TB was positive and an MRI spine screen 
revealed only degenerative changes in the cervical 
spine initially. On clinical evaluation, the patient was 
hemodynamically stable but drowsy and disoriented. 
Cranial nerve examination revealed left  lateral rectus 
palsy. There was no ptosis or facial deviation and 
pupils were equal and reacting to light. There was 
slight hypotonia on the left  half of the body. Babinski 
was positive on the left  side. The sensory system could 
not be assessed. On the 10th day of admission, patient’s 
level of consciousness rapidly deteriorated and hence 
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