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Stellate Ganglion Block for the Treatment of Classic Migraine
—A case report—

Sang Im Yeo, M.D,, Jong Il Kim, M.D,, Jong Seuk Ban, M.D. and Byung Woo Min, M.D.

Department of Anesthesiology, Fatima Hospital, Taegu, Korea

We had undertaken a stellate ganglion block everyday for the treatment of a classic mi-
graine patient who is a twenty seven a year old male. He had experienced a very severe
and frequent attack two or three times a month for several years. After ten times of stel-
late ganglion block, a headache attack occurred mildly. Seventeen times of steliate gangli-
on block were undertaken totally. Now he feels better. The intensity and the frequency of

headache attack are markedly decreased.

The pathophysiology and theraphy of classic migraine are unclear. The mechanism of
stellate ganglion block for classic migraine treatment is also unknown. However, we think
the stellate ganglion block contributes the improvement of hypothalamic blood flow, the
recovery of homeostasis, and the weakening of sympathetic overactivity.
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Table 1. Characteristics of Aura

definition:
painless preheadache focal
neurological symtoms
develop over 5 to 20 minutes
last less than 60 minutes
visual symtoms
spot in front of eyes
hole in the field of vision
flickering, shimmering light
......... fortification spectra
sensory disturbance
speech difficulty
hemiparesis{rare)
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Table 2. Pathophysiology of Migraine

Table 3. Diagnostic Criteria of Classic Migraine

A hypothalamusel 4

brainstem$] adrenergic,serotonoergic system%
=

regional cortical blood flow2] 74 (vasoconstric-
tion ?)

cortical function ¢ depression

B.vascular wall2} nociceptor®} sensitization
histamine 2] &4
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substance P2} ¥4¥| (trigeminal nerve ending)
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1. At least 2 attacks fulling 2.

2. At least three of the following four character-
istics:

a.one or more fully reversible aura symtoms,
indicating focal hemispheric and/or brain stem
dysfunction,

b.at least 1 aura symtom developes gradually
over more than 4 minutes, or 2 or more
symtoms occur in succession.

¢. no aura symtoms lasts more than 60 minutes.

d. headache follows aura with a free interval of
less than 60 minutes but may occasionally
begin before the aura.

3. At least 1 of the following:

a. history, physical, and neurological examina-
tions do not suggest organic disorder.

b. history, physical, and neurological examina-
tions do suggest organic disorder, but such dis-
order is ruled out by neuroimaging procedures
or other laboratory investigations.

Table 4. Treatment of Classic Migraine

a. elimination of trigger factors

b. psychologic & physiologic therapy

c. drug therapy of each attack NSAID, ergota-
mine, dihydroergotamine, metoclopramide, phe-
nothiazine, etc

d. prophylactic drug treatment b-adrenergic
blockers, amine antagonists, calcium blockers,
clonidine, amytriptyline
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