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[ Abstract]

and etiologies.

Epilepsy is one of the most common neurological disorders with complex manifestations
It is widely influenced by hereditary and environmental elements. Traditional genetic
mechanism can not well explain the reason that epilepsy occurs. Therefore, epigenetics, which explores the
effects of environment or non DNA sequential changes on gene expression, may provide a new perspective
to unravel the underlying cause. This article intends to discuss recent research progress of epigenetics,

which is likely to provide a new perspective to explain why epilepsy occurs and how to treat epilepsy in

clinical practice.
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3% 3zt BR & 3A 3R (—)

Bl JR R ER 9 Alzheimer’s disease( AD)
JE PR carcinoembryonic antigen(CEA)
v-2AHE TR y-aminobutyric acid(GABA)
o-ZHE O TR I I A A
a-aminoadipate semialdehyde dehydrogenase(a-AASDH)
- HE-3-F JE-5- 11 -4 ST Y TR 7 1A
a-amino-3-hydroxy-5-methyl-4-isoxazole propionic acid
receptor(AMPAR)

BEVPGE oxcarbazepine(OXC)
e ey e B XA A R 1 L TE R

benign childhood epilepsy with central-temporal spikes
(BECTS)

NS FE AR #VE A pyridoxine-dependent epilepsy(PDE)
NP R limbic encephalitis(LE)

PRUEAL I %2 standardized mean difference(SMD)
FRERKHFZIK  epidermal growth factor receptor(EGFR)
WIER  valproic acid(VPA)

WL vimentin(Vim)

W FL S R N R E

mammalian target of rapamycin(mTOR)
ANBHHEIA stroke of undetermined etiology(SUE)
A PE WO LR partial status epilepticus(PSE)
AR A i vl 14

long-term video electroencephalogram(LT-VEEG)
KHEAE g5 RNA long non-coding RNA(IncRNA)
K FEH  long-term depression(LTD)
KHFFEE 3R long-term potentiation( LTP)
WU OB  autosomal dominant(AD)
WAL autosomal recessive( AR)
T 5T 25 LR R

repetitive transcranial magnetic stimulation(rTMS)
EE AR repetitive nerve stimulation( RNS)
WEIPR I TE  magnetic resonance spectrum( MRS)
KENPKHFERELL  large artery atherosclerosis(LAA)
KEABEIT ¥ massive parallel sequencing( MPS)

- N gl -

KHJELEETE  Ohtahara’s syndrome( 0S)
PR R

metabotropic glutamate receptor(mGluR)
R L& 1E metabolic syndrome(MS)
PAA IR R AE simple partial seizure(SPS)
PAARE SR % herpes simplex virus(HSV)
FRAE IR #PE N R herpes simplex encephalitis(HSE)
10-FLFERFE AR T P -
EPLHEB  protein kinease B(PKB)

[ 22 B RITN A BRI serine/threonine kinase( AKT) |

A B AR low-dose fish oil diet(LFOD)
M AEFE EIR T low glycemic index diet( LGID)
PRI S0IR A status epilepticus(SE)
H 1 e T
voltage-gated calcium channel(VGCC)
S MLE A arterial oxygen saturation(Sa0,)
5B PE K B L &% /E transient ischemic attack (TIA)
Z KZYEWfE multiple sclerosis(MS)
Gesell KJEH 3R  Gesell Developmental Schedule(GDS)
E4MHS RNA  non-coding RNA(ncRNA)
3’ JEBHPEX 37 untranslated region(3°UTR)
A AT IR A JIE R 2 IR S
non-convulsive status epilepticus( NCSE)
i bk 4 USRS lymphangioleiomyomatosis(LAM)
KIZHR#E  rubella virus(RV)
BB & AE complex partial seizure( CPS)
Bl R 3 G PE I R paraneoplastic limbic encephalitis( PLE)
MR BT T modified Atkins diet(MAD)
1o % JBE i A DL ]
high-density lipoprotein cholesterol(HDL-C)
FROB A B high pressure liquid chromatography( HPLC)
5 H toxoplasma(TOX)
PRAAE 7% R LS autism spectrum disorders( ASDs)
H % bone mineral density(BMD)

10-monohydroxy carbamazepine( MHD)



