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Updated pathogenesis of migraine

Yun-Ju Choi
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Migraine is a chronic condition of recurring headache of a complex pathophysiology. There is clinical experimental evidence that me-
ningeal inflammation, sensitization is involved in the pathogenesis of the migraine. Several findings support a pivotal role of calcito-
nin gene-related peptide in migraine. The vascular hypothesis ruined by the facts.
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Figure. Anatomy of the trigeminovascular system-ascending projections. (B) Modulation of trigeminovascular nociceptive trans-
mission-descending projections. TCC: trigeminocervical complex, TG: trigeminal ganglion, LC: locus ceruleus, PAG: periaqueductal gray,
SPG: sphenopalatine ganglion, Ins: insula, PtA: parietal association, RS: retrosplenial, Au: auditory, Ect: ectorhinal, RVM: rostral ven-
tromedial medulla, M1/M2: primary and secondary motor cortex, S1/52; Somatosensory cortex, V1/V2: Visual cortex, SuS: superior sali-

vatory nucleus."

tHettl B Iela] 2018 = MI37 A =tate] - Z9= -

219



%
b

Table 1. Neuroanatomical processing in migraine®

Structure Comments
Target innervation: Ophthalmic branch of trigeminal
Cranial vessels nerve
Dura mater
1! neuron Trigeminal ganglion Middle cranial fossa
2" neuron Trigeminal nucleus Trigeminal nucleus caudalis and C1/2 dorsal horns
Ventrobasal complex
3" neuron Thalamus Medial nucleus of posterior group
Intralaminal complex
Periaqueductal gray matter
Modulatory Midbrain Orexinergic mechanisms
Hypothalamus Insula
Final Frontal cortex
Anterior cingulate cortex
Basal ganglia

Table 2. Vasoactive neuropeptides in migraine™

Nerve fiber Vasoactive neuropeptide/neurotransmitter
Trigeminal sensory nerve fibers Calcitonin gene-related peptide (CGRP)
Substance P (SP)
Neurokinin A (NKA)

Pituitary adenylate cyclase-activating peptide (PACAP)
Nitric oxide synthase (NOS)

Parasympathetic nerve fibers Vasoactive intestinal polypeptide (VIP)
PACAP
Neuropeptide Y (NPY)
Acetylcholine
NOS
Sympathetic nerve fibers Norepinephrine
NPY
ATP
WS pelo] Qe Ao Seiglch v WSS Y= CORPE 37709 ohvlietow PAE AN A%
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