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The term basilar artery migraine (BAM)1 was coined
by Bickerstaff in 1961 to refer to premonitory
symptoms of a particular type of migraine, which

might arise from transient ischaemia in the territory of basilar
artery and its branches that supply brainstem, pons,
cerebellum and both occipital lobes.         .
   Many cases of  basilar artery migraine leading to posterior
circulation infarction had been reported especially in
Western hemisphere little is known from recent medical
literature in our Indian subcontinent.8In Netherlands, Kruit
MC et al had shown, from general population  with clinical
and neuroimaging characteristics of migraine cases with
and without aura and controls with posterior circulation
lesions, a total of  39 PC infarct-like lesions represented the
majority (65%) of all 60 identified brain infarct-like lesions
in the study sample (n = 435 subjects with and without
migraine). Most lesions (n = 33) were located in the
cerebellum5. Nevertheless, recurrent BAM leading to large
cerebellar infarct is a rare entity and not many cases had
been reported in recent medical literature.           .
  Besides episodic headache with nausea, vomiting and
giddiness, it can produce myriads of clinical features
including hemiparesis, opthalmoplegia and cheiro-oral
syndrome.10 Vasoconstriction localized to vertebrobasilar
circulation produces transient posterior circulation
ischaemia followed by secondary vasodilatation resulting
in throbbing occipital headache. Migraine related strokes
in posterior circulation are often due to occlusion of stem
or branches of posterior cerebral artery with occipital cortex
being exceptionally vulnerable to ischaemia and may cause

lateral medullary syndrome or cerebellar infarctions.
Infarctions at other sites in vertebrobasilar system are
infrequent. .
    Here we are presenting one such interesting and unique
case report of basilar artery migraine with large cerebellar
infarction probably first in Nepal.

Case Report                              .
     A 29-year-old housewife presented with sudden onset
weakness of left half of body and ipsilateral loss of vision
preceded by a history of occipital headache, nausea and
giddiness. There was no history of smoking, alcohol or oral
contraceptive pill. Her mother had migraine-like headache.
       Neurological examination revealed left sided brisk deep
tendon reflex, upgoing planter, tendency to fall on left side,
past pointing in left hand and ipsilateral
nystagmus.Fundoscopic examination was normal. Routine
investigations: haemogram, urine analysis, fasting lipid
profile, glucose, electrolytes, liver, thyroid and renal
functions tests were normal. Serological tests for syphilis,
coagulation profile, lupus anticoagulant tests and
antinuclear factor were within normal limit.
Electrocardiogram, echocardiography and skiagrams of
chest, skull and cervical spine were normal. Computerized
tomography of brain (plain and contrast) re-vealed low
density, unenhancing lesions in left cerebel-lar hemisphere
suggestive of infarcts as well as cerebellar atrophy. Follow
up computerized tomography performed 12 weeks later,
revealed persistent abnormalities (Figures 1 & 2).            

We report a 29-year-old, non-smoker, non-
alcoholic woman with episodic classical migraine
(frequent monthly attacks of headache associated with
giddiness and vomiting for last 10 years). Ultimately,
she developed sudden left sided blindness and
ipsilateral hemiparesis which was preceded by
occurrence of an abrupt left eye flash of light, pounding
occipital headache, severe giddiness and ataxia.
Computed tomography of brain showed left sided
cerebellar infarct.

Migraine-related huge infarct at this site is very
uncommon. In this report, the authors report this entity
along with a brief review of the literature.
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    She was suffering from episodic  monthly hemicrania
associated with nausea, giddiness and acroparesthesia for
last 10 years. Two months ago she had a similar history of
abrupt left eye transient blindness, headache and ataxia
preceded by nausea and giddiness. Patient was rushed to
hospital where she was found confused and having
staggering gait with slurred speech. After 48 hours’
hospitalization, she returned home with negligible nausea
and headache which gradually subsided within 3 days. All
routine investigations were normal. She was given
propranolol and flunnarizine.Prior to this, 4-year ago also,
she had another incident of sudden onset transient flash of
light in both eyes, headache, severe giddiness and nausea
4 days post-partum. At that time her drowsiness, slurred
speech and unsteady gait were ascribed to peri-partum
bleeding and weakness. She recovered completely within a
week and discharged home with haematinics.

Discussion .
    BAM, a migraine variant of children or adolescents,
having 80% family history and female preponderance, may
show variable symptoms of vertebrobasillar insufficiency
preceded by throbbing occipital headache with or without
aura, vertigo, tinnitus, visual disturbances,
dysarthria,acroparesthesias,cranial neuropathies,
alterations in consciousness, vestibular and pyramidal tract
dysfunction.         .

In the current sudy, the patient manifested typical
features of basilar artery migraine with vestibular, pyramidal
and cerebellar dysfunction and fulfilled the above mentioned
criteria utilized by Sturzenegger and Meineberg in their
follow-up study on 82 patients. Of their 49 patients with
basilar artery migraine, they also described a woman with
cerebellar infarction who was a smoker and on contraceptive
pill. When rigorous criteria were used, the diagnosis could
be confirmed in 49 patients (32 women and 17 men).The

Figure 1. Computed tomography of head of the patient, (A) at the time of presentation showing left cerebellar infarction;
(B) 12 weeks  later, showing the persistence of abnormality.

most frequent “ischemic” symptom was bilateral visual
impairment (86%). Symptoms and signs of brain stem
dysfunction were vertigo (63%), gait ataxia (63%), bilateral
paresthesia (61%), bilateral weakness (57%), and dysarthria
(57%). 77% of the cases had disorders of consciousness
(mainly syncope, confusion and prolonged amnesia).9     .

BAM is primarily a diagnosis of exclusion, and thus a
careful history (including family) is important. Invasive
testing is probably unnecessary when there is a strong
family history of recurrent episodes of migraine and no
intermittent pathology or other significant risk factors are
present. The high incidence of atrophic changes has been
attributed to repeated epi-sodes of focal or multifocal
cerebellar ischaemia due to vasospasm.  Featherstone et al
reviewed 64 cases of mig-raine related strokes published
between 1950 and 1983 and observed that 59% of them
were related to the anterior circulation, and in 38% of patients
infarctions occurred in the vertebrobasilar territory
including those in the posterior cerebral artery circulation.3.

For years migrainous headache was thought to originate
from a transient disturbance in the vertebrobasilar
circulation, but more recent studies suggest that a central
neuronal disorder may be the source of migraine.6       .

The exact mechanism of migrainous stroke is unknown
but possible mechanisms are intense vasospasm, platelet
dysfunction, coagulation disturbances, mitral valve
prolapse and embolisation, arterial dissection, migrainous
arteriopathy (wall thickening oedema and hyper-reactivity).

A high-resolution magnetic resonance imaging and
magnetic resonance angiography probably would be
indicated in patients with recurrent episodes of basilar
artery migraine with motor dysfunction.
Electroencephalography findings may be normal but
common reported abnormalities include diffuse,
polymorphic delta activity in occipital region. Single-photon
emission computed tomography studies suggest decreased
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regional cerebral blood flow in the posterior circulation
during attacks, but transcranial Doppler studies have not
revealed changes in blood flow velocity.11           .

Complicated or hemiplegic migraine patients who suffer
infarctions do so during paroxysmal attack of headache. Of
interest is the report from Broderick JP et al that out of 20
patients with migraine related strokes, 9 suffered the
infarctions during the first migraine attack and the rest in
subsequent attacks.2                                                            .

In view of the present case, a left cerebellar large lesion
on computerized tomography of brain, it is likely that during
the recurrent episodes of basilar artery migraine, our patient
suffered repeated vasospasm and in the long run total
vascular occlusion resulting in infarction. However, in
cerebellar region of posterior circulation territory, patients
with migraine had a higher prevalence of infarct than
controls. Macdonald (1990) reported young female suffered
from basilar artery migraine also had cerebellar infarction
leading to hydrocephalus and recovered with ventricular
shunt.7                                                                  .

In the differential diagnosis one should consider the
pathology of posterior fossa, diseases with recurrent
vertigo, complex epileptic seizures, CADASIL (cerebral
autosomal dominant arteriopathy with subcortical infarcts
and leucoencephalopathy) and MELAS (mitochondrial
encephalopathy with lactic acidosis and stroke) syndromes,
and alternative hemiplegic migraine with cerebellar
symptoms and signs.4                    .

In the prophylaxis sodium valproate and calcium-channel
blockers and, especially in the prophylaxis of vertigo,
betahistine chlorides are used.         .

The prognosis of basilar artery migraine is considered to
be generally good as it is transient in nature owing to
disappearance of the vasogenic brain oedema and infarctions
occur rarely if one excludes those in distribution of posterior
cerebral artery.                      .

 BAM has been reported in the Western literature
frequently but rarely with large cerebellar infarction. Our case
merits publication as it is first of its nature ever reported from
Nepal; secondly the large cerebellar infarction caused a
permanent weakness as opposed to the transient nature of
the BAM.

Conclusions .
This case report finding suggests that some patients

with migraine with and without aura are at increased risk for
subclinical lesions in certain areas of brain such as cerebellum,
pons, thalamus and brain stem. We should be well aware of

the sinisterous outcome of the frequently occurring so-called
simple headache like basilar artery migraine.
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