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Abstract

The causes of epilepsy are complex, including genetics, poisoning, metabolism, infection, and
structural changes, among which autoimmune is one of the most common causes. In recent years,
with the deepening of the understanding of autoimmune encephalitis, more and more patients
have been diagnosed clinically. It is usually accompanied by severe seizures and continued sei-
zures. This article reviews the progress in the pathogenesis and clinical features of anti-epileptic
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seizures associated with autoimmune encephalitis, such as NMDAR, LGI1and GABABR encephali-
tis, to improve the understanding of epileptic seizures associated with autoimmune encephalitis
and provide reference for the diagnosis and treatment of clinicians.
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1. it NMDAR ALt & {E
1.1. $it NMDAR B# 48 XM & 1ERY & m L&l

Fi N-H1 H£-D- K &5 % 5% 14 (N-methyl-D-aspartate receptor, NMDAR) 4 /& —Fh = 5 i) . B A e S
i AR e VA T B B R 2%, %95 NMDAR [ SR AHIE[1]. B35 1 NMDAR Fiifcid 52 BER
PIAL L B 5 P A FE AR OC NMDAR 1) 2 11 %2 B2 AT 5 fiuh 7 o7 1) ade 9% 1A A0 R I8 R B, AT A4
NMDAR /5 R A D ek I5[2] . Hughes &5 [2]38 i xR e S LUK SLAe T F R I, 5L NMDAR figi 4
B IR NMDAR RSV 30 B2 AR DA S T v 5 2Rk B AR, DO A 2R 52 R T 2 [ sk
222 A NMDAR /1 S R A Th E , I TTT S50 NMDAR i 28 #1927 51 T2 M HoAth 47 A B555 . NMDAR
St VMR 8 S A S BROE I PH S Il I, fE PR PR R G e ey PE S iR it . P EREME DL RO A w
(i 2 bk AR FH[3]. NMDAR S8 2 — M RUR T SRR S = 7 DU R i, R 2R i 5 HERAAL &
(] NRL TEE: AN 5 SRR AH 45 6 1) NR2 TEAE2H A, 7 SR AdAE IR AN EE I8 . W 2R HE 2 DA R S K R 1 e (—
FRcAZ I iR 2 SIHLH) Ik B b e F B A o FH AT I NMDAR 93038 5848 58000 K A 5 DIAH 9% [4]

1.2. i NMDAR FRZHE <1 & AR IE AR HRHE

i NMDAR Jifi 48 /& —Fi 5 [ B G 2 PR 5 3 AH 5C 1 @) o Vi 2 R Gl 9%, 76 18 B G g Tk i 46
(autoimmune encephalitis, AE)H % oKk I K=k 80%, & WT )LEAFE LA, RIKRL N 5~8/10 Ji, &
PER TR ZIE B 4 £5[5]. B TIRERERYS, WG — N EEMBURE R . B NMDAR K % & A 81
B PERR, Hoh R 2 B2 OV SR IRR, LU IR AR R IR DL S LA iR [6]. PR STRIA, 18~45 &
Pi NMDA fisi 7% Lotk i v, I 60% 54T B SR RIRE[ 7] 2 W7 B AT BT NMDAR Jiii 4% [¥) . K294 70%
R ARG PR FS B EhT, 2 MU EARS PR IR ) R AE J5 1 L P B 5 9 7™ I I R RFAE,
BFERERE. AAFEZE). RREE. A EME RGPS RS, B AR R BT,
FEER N P SEETI[8]. H iR WL AIZ B REAG 2 B s B e aT . LsK S BEAG L SRR, HURE
WA E EMZE DR RIT[6]. T NMDAR il & 18 5 S a8 ok, IGARRER IR MEAEA RS pRRAS, an4)
B AL ORI AT NEE[9]. HRE T AR R R ONIIN AR, JRER IZEEG . UK DI RRAS . RIS
FEARBIAE, 16T REAELE B LA I AL PRS2 [10]. NMDAR & — Rl AT PRS2 44, /i 5 50 B (s 2 T g,
UMD A A% S K I R R AN S (O T 8k, ARTTT NMDAR  H3ed 18 0% 7T e S BU0e AV [11]. B0 & A
T HILTE NMDAR B 28 (AR By, ALHE S A8 o PEAN Ak R M4 S sl BT - BRZE AR, IXEBTER
I AT BE R AR AR =, B 3E AT RE HH B F7 22 IR 45 (status epilepticus, SE) [11]. A 16%1) L4 mT

DOI: 10.12677/acm.2023.1351111 7940 I IR = =23t e


https://doi.org/10.12677/acm.2023.1351111
http://creativecommons.org/licenses/by/4.0/

RE I A R T R A, DI PE T 2 34%, W nl Be HIMEVE M SE [6]. U A& AE T ALE B3 TR 1Y)
AT R A, (BRI B o 3 S A7 [12] . Wang Z6[13]%F 7 #1471 NMDAR fixi 48 559 & A 9 11 R
FRAEREAT 43 M7 Forp 5 5 HE BRI R AE , R IR T1%; RAETE ARy =Fh: 2 1 5 kb1 iR 14 R A (focal
aware seizures, FAS) (40%), 1 {51 Jakt: iR B fig 14 & A (focal impaired awareness seizures, FIAS) (20%), 5
{51 4= 5 5 BB 25 74 & F (generalized tonic-clonic seizures, GTCS) (100%), 2 {5l SE (40%).

2. 1 LGI1 JiafE LM & {E
2.1. $T LGI1 Bz XM & ER & wHLE

B R I R 3% 1 2 A (Leucine-rich gliomainactivatedl, LGI1) /& — 7l H#h 22 7070 b ) m] ¥ P 0 2
H, fERRE RS, SR D b RIA[14]. A3 LGIL & A R B DR S 80 Ytk B 3
MR [15] . LGIL R = B S IY R Iy R AN KA« Fukata S5 [16]38 1 % /1N BR ) SR IR 78 o,
/MR LGIL 18Rk 3 BB MmN, LGIL F 6 R 2% & SRAZ A/ BN B . LGIL i K i A~ 5
A S 2 R 45 ADAM22 Fil ADAM23, MM R T 5 Rl B2 A4, AFE RAHT 5 A 5 118
UL AMPA 324k, [t LGIL M E K2 FEOX PO A M E RS2 200K, dEm s> 7 i 5 20 41
AMPA ZAEFT T I A JCIR R AL 8, T8 FAME L FEIR K E: Bk, A LGIL 2&—Fhbu
AR, BT ARRT A AL S M E A E A, R R A6 [16]. S AR SIBIESE, LGIL
& ARG 3w (R R . RS AT 2R -1 ADAM11. ADAM23 UK ¢ fih 5 25 11 ADAM22 2 [AJE 3]
FHAE T, MR OO Ak ) 52510, i3I 2 5 4 0 1 B0y 1 4 22 40 1] 1) 7 &% 28 [17] [18] Ohkawa %5[19]
WK, £ ADAM22 (AN, @it FHKr LGI1-ADAM22 AR E AR, M-S E0K B D R4 o0
rh Sl 5 A PR 2 78 AMPA B2 AR/ (RHIB 4 23.7% + 1.92%; p = 0.027; n=23); JHAIILE LGIL i
DR e 3% 1 /0 BROVE E iotR [, ol g 2 UK S e 52 B AMPA B2 4 K P BB 3 BRI . R I
LGI1-ADAM22 A HAE I BAE BRI 5%, FRAK T AMPA 2R DIRE, IS 808 & H I A i
BEIM UL BB KA . IXEesh FR B, @S AN 2 fik AMPA 2244, LGI1-ADAM22 #H EL{EFE4EFF K
oG TE 5 Mty PR B AR A . Seagar SF[20](AF ST R, $T LGIL HUIRAERI TR IG B RIS, Retg A ES 1
i i (voltage-gated potassium channel, VGKC) )% &, LGI1 $= 5 802 SRR B N » Wi S 080 & 1 -
LGI1 TR —Fih X #h & RE MR AR, 5HMRIE RGEMBA S, LGIL JLikmfe@t ik LGIL 5
FOURT 152 AR 25 G BOR A1 Rz st FELBT LGIL A~ I S8 B (1 o 1Y, Bl B e il s Nl A i
AR, TG BT T R e 4 2R G R A Ty RE A [21] -

2.2. $1 LGI1 BEZEIEFREFE

P LGIL i %8 2 4k Bt NMDAR fixi 8 2 J5 1) AE 58 % W o 322 4 i 98 10 8 5 L9 K2 Pt LGIL i
%, FmPRIEIR F ZER IR A AR I HIBERG DL A GRS #AT A s itk 2R, XM A
B G2 PR 505 R R A T [22] . LGIL i 4838 % K AEAE 60 B UL L SR, HAMEREER.
LT P TR 5 B RS MR A AR LA AT AR FIE 1m) FRfig[9] [23] [24] [25]. MESRALRILTK JBEag, ekt
PEIZ Bl KA 2 5 e TR R R U TR 0, LI PR SR I 1 212 0 (R PE B A B Pz BB AS [9] . — M0
i tH IR 5K ) B S MR A, CARRAE A T 1R 6 B S 4 (G 5 R R O IR R s B R) . T 3 D,
—RRAERIR: =2 I EETE N H UK MRI 25 S5 (6] a0 5% A SR AR KB T 46 0%
BT, B SR IAN D REFEAS AT e AR (RRE IR [24] [25]. Wang Z5[13]SEE6HF 7T 1 9 9] LGI1 AE i
B R AE, RAEZRER 100%. BFFRHA =MRERE, 53R S 8] N & AE (mesial
temporal lobe epilepsy, MTLE) (66.7%)- [fi'& W17k 7 545 /& 1 (faciobrachial dystonic seizure, FBDS) (44.4%)
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RS Jeb A VR 5 4 R XU 4 T 4 % AF: (focal to bilateral tonic-clonic seizure, FBTCS) (77.8%). FBDS ik Ay &
P LGIL fili 4 ARFAEE A& AR [23]

3. 1 GABABR i & 1E
3.1. $it GABABR &% XMt Z 1ER & RHLH]

y-2 K T2 14 B (y-aminobutyric acid receptor B, GABABR)/& —#h G & 244, &2 AN
HAL(GABAB, fll GABAB,) 14 i.. GABABR i A LA EIHLH], AT/ 3 S Ak i 0040 . 0% G &=
ABVEBR I P e 25 I T DA B A R DG 45 B8 I, IX A2 AR RIS T A AT A n i B g Bl R
GABABR AT i i AL A AL, M5 S i PR S Ak f LAy, 3T S B SR A S AP & T ] . JE
R PRI BT 5 GABAB, I, 2 GABA 25 & HHZ IR AT/, JF H GABAB, WJE, 2
AR TE R T4 MRS ()4 5 DX DA AR G R BRI A e ). AR B GABABR J 2 /3 A E
XM E RGCKMATEBE), ERIEE . b= migs), & SMamsl, ¥ IREGE B AL 33 EHM
KM, AT R 15 # 22 ph B 72 K Bz S A 22 S A ) (45 3¢k, I LT ad i s i oA 1 2 R 40 2 L iR DA R G
by B i e o0 22 6 SR A [B) PR LTS By, 338 T R MR 22 TG RIS B AR [26]. Brown Z£[27]RF 7K H], GABABR
I Ay AR R AR, PRl S RN R ORI T i /KF Y GABAB 24k GABABR fET:
B PP T 2 RO B A A 2 TG I RE AR TR, S R 22 0 R I B Y s R D BTG N, R A
B2 e FIAD RS, I GABABR Z 2 ER, #H4 R HILRHH, SEURMHARE.

3.2. $i GABABR &% I16FRISE

7 NMDAR F1 LGI1 fixi % , GABABR fiNi 48 /2 55 = Fh ' WLH AE 2874 . i GABABR HiiA/ S 1) AE,
WRRNGFRS, ZWTHRENMEER, TR, o B KT R H IR I AR 5 1 (I
RYWRER, FERIUONEIGAL  IWETHRERRRS . FERIT R, MRI R PET-CT 40 Al o R @it 55 (5
SRR IBARE R, RSN E S R ), KR WS [28]. TEIGAR b, R AR RERE
TG ARG BT R 5 8 R I R BRI, T 0 A 2 o AR [29] ot mT A tH IR 2R I o i = i 28 R4
BEZE - IIBEZELEGAE[30]. AWFFLER Y], GABABR & A =40 2 — BAH /NH M (FE08 53~70 %, 3
AR [31]. GABABR RIS & B2, 5 8O0 & A LSO SN RiG [32] o R KA IR B nT 52
T Ve B 1 A B MR AR, BB R A AT IEE N SE [9]. GABABR i 4 [RRFAIE 5 &5 2 LARE VA MR
RAFRPIGEIEIR, F % GTCS 8l MTLE FEEUH & 1E[13].

4. RE

ASCHUH L) AE ARSI PE RAF AT 25008, RS R A BRI AT R Jg, KR SAT 2 I Pifi 4
TRPUAAF LA . BEAE XS AE MO P AR (1 50 WL B2 i R R BIAOR RN BTE 7E 5 AH S STHREOR
%, NUJE AE MIRAIGTT IR I 2 R F 75, 6 AE BEREIE 23k,
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