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Progress in synaptic mechanism in epileptogenesis

XIAO Xiuzhen', OUYANG Yuanhan’, SONG Zhi*, ZHENG Wen”

(1. Department of Nursing; 2. Department of Neurology, Third Xiangya Hospital, Central South University, Changsha 410013, China)

ABSTRACT Recurrent seizures lead to abnormal expression of synaptic proteins, reorganization of synapse
and formation of abnormal neuron network. Recently, it is identified that the synaptic proteins are
involved in epileptogenesis. The abnormal expression of several synaptic regulatory proteins and
postsynaptic membrane receptor proteins may result in epilepsy. The ion channels usually are the
action target of most antiepileptic drugs. However, carbamazepine and zonisamide may interact
with syntaxin and/or soluble N-ethylmaleimide-sensitive factor attachment protein receptor
complex to exert its function of anti-epilepsy. The synaptic vesicle protein 2A is the action target for

new anti-epileptic drugs, including levetiracetam, brivaracetam and seletracetam.
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TR 2 R e 28 e v JE TR) A0 1 5 T P S
F— LU o 22 Mol D] R S OO A, R
LI 2%, 125 M ARTE MM . H AT &
T B TR . Na', K, Ca"HICIE T
M T S PR A K A 2 1 D BE S e — o S A
U B4 A U o V2 OO 25 aa AR T T R T
TR FEPORAE A . 20184 2 2% # e (R
) MO Sets 2 BRep il ) SRR R ICTE A T HE
AU SR AR SC AR, AN U AT e — A
ARG o S A AR IS I PN SR v e AR A T
B RS & W2 434 (single photon emission computed
tomography, SPECT). 1EMH T AHIHENLNZE BG
(positron emission computed tomography, PET-CT).
i L K (electroencephalogram , EEG) I e A e b
(functional magnetic resonance imaging, fMRI)%FH54r &
BURIRE L o 3L AF R 5 Ml AL ) L 0T 5 3 v ) T 5
HRMTRA o AR 5 1 7 U PO 1) 5 BIL A
HOREE AR, 24 S M A 4 2 1 AR S S
SRR (GRS T R EORR R E . BB R O
A RAEA A SIS, R BARZ R
fil AR A M R R SR HIk, HATE R
Wh, —H R RER T S s,

1 fantiEi= & B 5

5 fi B Ve L vk AT A SR R E L TR ARG AR
B, ARZRMMEASSEEY . EE B,
Rim, Muncl3MIRim-BPHYE S Y7ENE L IX 5 2 fib Ay
Ca™" il il . 4% HBassoonMPiccolofl HAEH, 5l
UG ik B 6L A PR AL o FE SRR B BOE WA R
L. FEE A T . Sl /MA R 125 (synaptosome
associated protein 2§, SNAP—ZS)*H%@EEE&%% F14H
H S5 5 Y BTV N - 2 356 T 5 Tk 0 e SRk R 7
ﬁ%lﬂ%ﬁi(soluble N-ethylmaleimide-sensitive factor
attachment protein receptor, SNARE)E 54#). %X
B W) 00T ol fel 20 9 JBE 5 5 ik 7 M R O BE AL TR
LR ZS o Munc18 0] 55 58 fil il 5 85 HAH 54 ]
JH#ESNARESR G L . SNAREXR & )72 58 firh
Wk A A% L sy, LTS SR
A B Y Mk ek R L Rl A B B s VR A 7 Y 2 ik
Rl R T T Ca® B, Ca™ Wi, Ca®™ /'
il 2 & B [11/2(synaptotagmins 1/2, Sytl/Syt2)
L SNAREE & W, w] fih A 58 firh 4 0 55 28 ik wif
I R il o 22 038 SRR I . SNARE S 5 W) 1K
= complexin | IR AR s 2(proline rich
transmembrane protein 2, PRRT?2) 1% fifli 4 i1 8

2(synaptic vesicle protein 2, SV2)#Z 5iZad 1
Pt G T B SNARE S A W e 5 fih By 5 2
BChlcis-SNARER 54, #1700 . 4. 6%, H
I & B 221 5 foh 98 34 v 9 42 2 1 Rk 5 T S 3
TR ZAE

20164F Zheng % " E — M AERUR R R P AL T
FO FL A PRRT2 c.649dupC(p.R217Pfs*8) %7 . PRRT2
E RIS TR N EZ — , 5%
fih B8 60 ot 25 08 RSO LA e R . SRR T £
K16p11.2, TEMGHG BN T PRRT 28 1 - A ik FH
W A, Hr NG . R AR 2T RN )2 Ak
Fhrrt, PRRT2EE AR R AT M goce bk, 1
JR A F7 1 BLTE I I 240 B oS N 21 PRRT2 8 (11 2%
B FE N o g, R R 5 M i A
PRRT24 H Kk AEH -5 . PRRT24H A AE 5 & fiik
HIAREE FISNAP-2SHH BEAERH , /3 Ca” ek 8 1 Syt 1/
Syt2 5 SNARER AWK, fih 4 5 finh 2 760 5 o A v ke
A Mg AR . PRRT2IENER G, i
WREO /D, 5 il BE 6 B8 AE v B . S filfs HR
TR R B G R, Jeie Xt gon, iR
SEPDHIERN LT, BRURIF & 2 fil f R I R B
AR, (HOUK bk 5 5 . PRRT2JEIN 2878 5
P RVEMEY, ORERERK . WOW . R VEH
1B BN KB B R 2R AP

20144FESchubert I7E P A FUE f50 bR / 22 4)
JLIGIR R Z T o i 28 T BUR FE N STX1B ¢.133_
134insGGATGTGCATTGHlc.135_136AC>GAZRE
STX1BREH A T Y iRk 16p11.2. STXIBEEH s 2
fih 75 B 11 - 1B 2B Y B AR 11 R 2 T A AR 11 SNIAP-
2SI ZE A SNARER &Y, S5 % fl % i B
BRI TR AR S Al A B - B T y- R L T R
(GABA) FIAT SR A 22388 B A BRI . B Stx 1 b3k PRI )
B 11 4 {92 B R U R & AR s AR, O HL XS
UNTTBITEE S AN

SV2JE: [E N IF 5515 LR 2 i — A2 il B . SV2
FEARIE B MM EE R PE LR 4Y, AN S BE T 1T b
T HSV2IECS N T Rl syt 1455, 5%
ik S V0 LI P S A R, BB VAT b 2R S ) R
FHEIIEIS . AT B (SV2A) EH B 2 W A2 2
PP A/ AR AT SV2ATETE DL | /NIRRT
LT S Al R 1 2 ik o 389G ik . SV2 AL PRI
W /I BUTEE T CA3IX GABARE M Z A5 156 D8 55 , 0 1)
SHIEREIN, /NERUH A ™ R & A, 3)E
PIFET= 1 S [P AR 28 LR FB 5 M L bR A
SV2ARY A R AT RES S TR 1 KA .
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R fih S0 Y P 2 3o B R 3] 2% S [ B FS P A 2 1
B VR FH R R0, 00k 2 M iy S PR, [ fie 3] 58
il iy A R B NG IR . FE BN AL, 2
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coated pits, CCPs) . CCPs5 Z& fil iy R 42 19 # 7R &
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AR BH A A, WiRIE iR A 25 1 A0 923 (clathrin-
coated vesicles, CCVs), CCVsTEHUARTEHE . HihE
P RIS fish /N B R T 55 4R VR R i bk, JF iR
B2 G PR . SyndapingE [ 7] 5 DNMANZE fih /N
WIS RIS, .

DNMJe HA =B S MmN ER, 25
WIS B A AN A /E ] . DNMAT AR, DNMI
FERAL T NS R 9q34.11, Hihs 2 A4 4
BREFMERE, ERE . A SUIRIR RN
SYWA AP AR, DNM2SER (7 T A YL (oA
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(GABA type A receptor gamma 2 subunit, GABRG2) 244
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S\ HE KL K (GABA type A receptor delta subunit, GABRD)
IR p E177A. GABRDHIGABRG2E [K 73 il 4 i
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21, AL/ A B Bl . SERSE . GABA
Je PRI R G ER AR ERI 2208 BT, GABA, A
AR ECAR T P S s, A TR AE R, ]
38 7L 3l v X el 2 2R 5 P A o 1 R S 32
GABRD IGABRG2JE [H R % F B GABA Z K I RE S+
L RGO Al R e, AT | R AR
OB S & 1R

4 SRR 2B 1 S R

FEM AT AT EBVERY S L, 527 L RS R
FARE OIS o S AN il S BUE Y HE- RS R
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fifr, BEEELFYEHZF, IS HOE BUS R R ik & . Bl
N S RN, W AT P Y 5 floh S 3 A
M I8 52 B 2 M 4210 e AR T 9 T LA e S
XA ] A e LS B

5 fih AH DG AR 11 B 5 fink w98 14 AE AR 19 2 o AL
il b R 4% B . (H AR A A B 22 R SRR
HYAIEFE Y, A B 58 il RH DG 2R R S R A 58 Sl ]
IVERYLEAE . 20154 Shen 5P 2 T Y o (K g
PEIS A 1 R AEVE AR 12 375 & 132 3l 5 % (paroxysmal
nonkinesigenic dyskinesia, PNKD) BB FE R PNKD ,
S B IR 4 5 A PN KD 26 12— Fh 28 fil 26 14 .
PNKD E#ZE Rl RL, SRimMEIEN, 5%
i 90 0 R AR R T, R 2 TR R AL
PNKD /)™ FRURE B 14 A A7 7 22 L i {5 o 38 B 181 1 1)
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VRIS, e I Sk i A A AL T R U455 . 2014
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GYIRTIRE ZEGURIRVEH], R 575F-AY7PKDIH
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