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anesthesia due to significant decrease in systemic 
vascular resistance (SVR). The patient is also exposed 
to significant hemodynamic alterations to laryngoscopy 
and intubation leading to hypertension, dysrhythmia, 
and increased ICP. High dose of opioid is required 
to obtund these hypertensive responses which delay 
the emergence from anesthesia and may require 
postoperative mechanical ventilation. Hypovolemia and 
hypotension worsen the existing right to left shunt and 
cyanosis. Among the anesthetic agents for induction of 
anesthesia, ketamine has shown the best results in the 
patients with CHD as it prevents significant decrease 
in SVR but needs to be avoided in the patients with 
raised ICP.[1,2] Dexmedetomidine is a highly selective 
α2‑agonist having sedative, anxiolytic, and analgesic 
effects without causing any respiratory depression. It 
also has an opioid-sparing effect. This drug has been 
found to be useful in the management of cyanotic spells 
at an infusion rate of 0.2 µg/kg/h.[3,4]

The success of the infiltration technique depends on the 
specific drug and adequate dosage. The principle concerns 
with the LA infiltration are the systemic toxicity of LA 
agents. The toxic dose of lignocaine with adrenaline is 
>7 mg/kg, while for bupivacaine, it is >2 mg/kg. In this 
patient, we combined both the LA drugs to reduce the 
dose of the individual drug and to have early onset of 
action (lignocaine) and prolonged duration (bupivacaine) 
of the drug combination.[3-5] Subcutaneous tunneling is 
the major noxious stimulus which can be adequately 
controlled with LA infiltration  along with intravenous 
infusion of dexmedetomidine.

We do not recommend shunt insertion under LA and 
MAC in routine setting, but this can be used in uncommon 
circumstances when other methods are contraindicated. 
This is again a measure which can be considered in 
settings with limited resources but emergent conditions.
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Multiple Inherited Thrombophilias in a Young Patient with 
Striatocapsular Stroke

Sir,
The association between inherited thrombophilias and 
arterial acute ischemic stroke (AIS) has not been definitely 

established.[1] Coexistence of inherited thrombophilia 
with other prothrombotic conditions in cerebral vein 
thrombosis is not rare[2] and suggests a dose–response 
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relationship. Whether the same thrombotic gradient risk 
applies to AIS is speculative. We present a case of a 
46‑year‑old female, without any vascular risk factors, 
admitted to the hospital after wake‑up onset of left‑sided 
hemiparesis and hemihypesthesia. A  striatocapsular 
ischemic stroke was documented on brain   computed 
tomography  (CT)  [Figure  1]. Her mother had suffered an 
AIS of undetermined type  (incomplete investigation) at 
the age of 60  years and her sister had suffered recurrent 
episodes of deep vein peripheral thromboembolism by 
the age of 26  years, in association with heterozygous 
factor V Leiden mutation. The extensive cerebrovascular 
investigation, including transesophageal echocardiography, 
Holter monitoring, cervical/intracranial Doppler, and 
cervical/intracerebral angio‑CT, yielded negative 
results. The screen for thrombophilia performed 
at the National Reference Laboratory revealed the 
presence of heterozygous factor V G1691A  (Leiden), 
methylenetetrahydrofolate reductase  (MTHFR) C677T, 
and MTHFR A1298C polymorphisms. A clinical decision 
to start warfarin was made  (INR 2–3). She recovered 
progressively and regained her previous activities (modified 
Rankin 0) 3 months after being discharged. Striatocapsular 
infarct is a distinct subgroup of subcortical stroke.[3] Our 
patient suffered a complete striatocapsular stroke, which, 
in the absence of middle cerebral artery disease, is most 
likely of embolic origin.[4] Although rarely considered 
to be causative of AIS in adults, hypocoagulation is 
considered as a valid treatment in the presence of 
thrombophilias.[5] The association between each of the 
thrombophilias found (when isolated) with AIS is weak.[1,6] 
However, we believe that the prothrombotic synergism 
caused by the simultaneous presence of three inherited 
thrombophilias most probably explains the occurrence of 
ischemic stroke in this young patient.

Figure 1: (a‑d) Brain computed tomography showing a comma‑shaped (1C) 
right striatocapsular infarcts involving the caudate, anterior limb of 
internal capsule, and putamen
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