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Antiepileptic effect of magnesium: a new medical hypothesis
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[Abstract] Magnesium is an important endogenous ion and coenzyme factor involved in many
physiological processes, such as oxidative phosphorylation, glycolysis, gene transcription, protein synthesis,
and is widely used in clinical practice. During recent years, continuous studies in magnesium ions with
epilepsy suggest that magnesium can be used for the prevention and treatment of epilepsy, even for the
supplemental treatment of refractory epilepsy. This article reviews the recent research progress from several
aspects, such as relation between the low extracellular magnesium and epilepsy, abnormal magnesium

concentration in the blood of epileptic patients, the antiepileptic effect of magnesium and possible
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mechanisms.
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H 3zt iR & AR (=)

AT PR B ERREE  progressive supranuclear palsy(PSP)

22150 0 W RE A
transcranial color-coded duplex sonography(TCCS)

2 2235 W) 75 transcranial Doppler ultrasound(TCD)
Z BN SE T transcranial sonography(TCS)
YU 259 antiepileptic drugs(AEDs)

Te-MERE Creutzfeldt-Jakob disease(CJD)

PR B rapid eye movement(REM)
PHOMBUSAE  diffusion-weighted imaging(DWI)
BE =% lamotrigine(LTG)

WRELEFEN ZEM lymphomatoid granulomatosis(LG)
BEERER 2 #h T phosphate-buffered saline(PBS)

Wi RS CB  phospholipase CB(PLCR)

AR NLEE 4, 5- B IR

YNCEL.

phosphatidylinositol 4, 5-bisphosphate(PIP,)
NG e LI 3-3% % phosphatidylinositol 3-kinase(PLK)
18 A T 1 26 20 SRR
schizophrenia-like psychosis of epilepsy(SLPE)
P AT TR A1 JILRR 5
chronic progressive external ophthalmoplegia(CPEO)
5P S8 P UL B A P 22 P A R A 2205
chronic inflammatory demyelinating polyradiculoneuropathy
(CIDP)

Mi B 12 iE1&  Treponema pallidum(TP)
TR 73 W% B 1
enzyme-linked immunosorbent assay( ELISA)
FKEMAR{ ¥4 American Academy of Neurology(AAN)
K R b5 2 A TR
Food and Drug Administration(FDA)



