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The endocannabinoid system regulates the pathogenesis of migraine

ZHU Yupu,YU Hao
(School of Mental Health , Jining Medical University, Jining 272013, China)

Abstract: Migraine is a clinically common chronic disabling disease, and its pathogenesis has not yet been fully
elucidated. The current mainstream view of migraine is the trigeminovascular theory, and its chronicization process is
closely associated with central and peripheral sensitization. Cannabis has a long history of being used in the treatment of
headaches, yet its therapeutic mechanism remains incompletely understood. The endocannabinoid system exerts effects
such as analgesia, immune regulation, and mood modulation. Its regulation of neural synapses and neuroglial cells is
closely linked to the pathological mechanisms of migraine. This system can regulate the release of neurotransmitters
included GABA through pathways such as PI3K-Akt and cAMP-PKA , thereby modulating the ascending facilitation and
descending inhibition of pain transmission pathways. Additionally, it can produce significant anti-inflammatory effects,
ultimately mediating migraine attacks and their chronicization. The prevention and treatment of migraine currently face
challenges such as a limited range of available drugs,low efficacy, and the inability to take potent analgesics for long
periods. This article discusses the pathogenesis of migraine and the analgesic mechanism of endocannabinoids as entry
points , aiming to systematically elaborate on the relationship between the endocannabinoid system and migraine.
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RGN 225 R G AR PR 2 R e b BA T A
YRR, IR IG5 T B 7 2525 W M BURAE . X T Rg s
% eCBs %%t 25 i A4 3k JF ( Medication overuse head-
ache, MOH) 7] LIRS — 2 i VR . A0 A I <k o 2t
W25 2 SR YR & A DY BB R 2 R
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