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Capsular Warning Syndrome-Better Observation or a
New Disease?

Capsular warning syndrome (CWS) is the occurrence of at least
three transientischemic attack (TIA) like episodes within 24 hours. The
attacks are stereotypic and lack features of cortical dysfunction [1]. The
presumed mechanism is angiopathy of a lenticulostriate artery. This
syndrome is associated with a high risk (up to 40%) of developing a
completed stroke despite antithrombotic therapy [2]. Recently, some
cases were noted to have a pontine infarct [3,4], giving rise to the new
term pontine warning syndrome, secondary to the occlusion of a
penetrating branch of the basilar artery [5].

Usually, 4-15 lenticulostriate arteries arise from each middle
cerebral artery (MCA). However, some patients have a single dominant
lenticulostriate artery, predisposing these patients to an increased risk
of developing CWS due to relatively poor collateral flow [6]. Other
mechanism for CWS are artery to artery embolization, vasospasm,
peri-infarct depolarization and atherosclerotic disease of the MCA
[7,8]. Patients with CWS present with recurrent stereotypical transient
clinical events. Most common manifestations are pure motor
hemiparesis or ataxic hemiparesis with or without dysarthria. Clinical
fluctuations are often observed during first few days before developing
permanent deficits. These patients have usual vascular risk factors,
hypertension being the commonest.

Neuroimaging studies often demonstrate relevant abnormal
findings. Staff et al. described abnormal magnetic resonance imaging
(MRI) in 7 out of their 8 patients with CWS [9]. Similarly, almost all
patients with pontine warning syndrome demonstrate a paramedian
pontine infarction [4]. Basilar artery stenosis and dolichoectasia have
been described in a fair proportion of patients. High resolution MRI
has been employed recently to demonstrate walls and the plaques in
intracranial arteries in patients with CWS [10].

There is no conclusive data on the optimal management of patients
with CWS. Antiplatelet agents, heparin, pressure therapy as well as
thromobolytic agents have been used to treat patients with CWS
[11-15]. It remains uncertain whether any of these therapeutic
strategies alter the natural history of this interesting syndrome. Fahey
et al. showed that loading dose of clopidogrel may be beneficial in
aspirin-resistant CWS patients [11]. Intravenous thrombolysis with
tissue plasminogen activator (IV-tPA) has also been studied in patients
with CWS [15]. IV-tPA administered within 3 hours of the newest
episode of CWS with National Institute of Health Stroke Scale (NIHSS)
score of more than 7 points led to complete recovery in 3 out of the 4

cases. Interestingly, no abnormalities were noted in the MRI scans of
the brain. One patient developed a new motor weakness (NIHSS
score=12) after remaining asymptomatic for 10 hours after
thrombolysis and MRI showed a new subcortical ischemic infarction.

In summary, CWS is a syndrome characterized by recurrent
steroptypic transient ischemic deficits that have a high risk of
progressing to a completed ischemic stroke. Internal capsule and pons
are the commonest sites of ischemic insult. Although, no definitive
treatment recommendation exist, urgent loading dose of antiplatelet
agents may be beneficial. IV thrombolysis may be considered in
patients presenting with a prolonged clinical event and within the
therapeutic window.
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