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Antibody-mediated neuroimmune response: Advances in the mechanism of autoimmune encephalitis YU Lei,
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Abstract:

nal antigens, with the main symptoms of mental and behavioral disorders, epilepsy, and cognitive impairment. In recent

Autoimmune encephalitis (AE) is a group of antibody-mediated inflammatory disorders that target neuro-

years, specific antibodies, such as anti-NMDAR antibody and anti-LGI1 antibody, have played an important role in the
pathogenesis of AE and have become effective biomarkers, which have significantly improved the early detection rate of
AE. As novel antibodies continue to be discovered, the pathological mechanisms of AE are constantly clarified, providing
new directions for precision treatment. Nevertheless, there are still challenges in the mechanism of action and clinical ap-
plication of these emerging antibodies, requiring support from more basic studies and clinical data. This article discusses

the role of antibodies in AE, analyzes the types of newly discovered antibodies and their role in disease progression, and

explores the potential and challenges of antibodies used as tools for precise diagnosis and targeted therapy.
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H & 52 Jiti %2 (autoimmune encephalitis, AE){Z
68— TP RGN X X Bl 2 RGN Z TR
Jo A 7 A A A SR TS5 A B L T R A T A AT
A, FURFAE 2 0 28 5 S AR 0 , i PR LA 2 P BT 2
PERAE BOIIA IR A5 BORS ARE R O T 2 PR 3%
B AE A B HUAEEAR Y S B S 20 A A
AP LRI ROR G R R T Pk IT4E
*, XTE%?ILPIUFHB%TWX%éJﬁfﬁE’JUW UG RS
PR ke 2 BB 1 B 0 A ) 0 S o, T
T 2025 AE R CH B ST, X RRIEm 13K
T X} MK #2482 R 58 (central nervous system, CNS) H
B G 0 A , O S B0l PR B S AR L RAR AR

H AT AE M6 Y7 5 S5 T Hofl 3 B A 2 v
2 RGP R B L B B AR R BR A Bt
PRFNAM ] G232 RN . AE AL & Z 800 AY , BE AL 45 A
B HUAHE ) 40 A PR B WAL S A B TR
L 16 200 0 PN BT SR 2 i R bR 28 B RS . AR
K MRS A B A B0 P R EDEAL X 5 AE A G
FIAT 200 i S0 R 240 i PN 5 0 D Y B B AR B 2 R
20 JH0 250 R O 0 R AT A 44

Autoimmune encephalitis;

Pathogenesis
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g O s = L O T N | R e
EARZ 5 W A B huik s, I 5ol DU i 2 &
BT D RE iR T R SR BOK . H 2007 441
N- H 3 -D- K 4 & 2 52 1K (N-methyl-D-aspartate re-
ceptor, NMDAR) H & u /& 8% iz 38' Diok , & &4l
‘*TWZ 5 AEMSCHIR R R A B Piik . B

T RIS 1 B 44 NMDAR 3 5 23 51 i
xﬁiﬂﬁﬁtﬁiﬁﬂﬁﬂﬂﬁ,U\Wﬁf‘%ﬁ,ﬁ\%%ﬁ%%ﬁso oAy
Bt B4 I PIL ) 60 335 BELIBT A2 AR 45 5 1% S AR
FUBT -2 B B L B i i e kP A
S B0 B FRSE R EE I T e PR A 5 xh HAE b 22
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B R ECH WL AED . AR AR A R T
HH B ey AL 5 1 S I 96 2R AR DG

NMDAR s BCAR 145 BH 8 73d 18, AR A 1
77 20K H & RS &R 1 45 A 5 3 B5 IR RH 5 -3
TE B FF T, 388 TE S 7 AR S TR AE R R B 2
A IE b E 2 X EZEEM . TIReRIAm
NMDAR 51 28 RGeS0k A 5% , 4345 B J o vt 3R
TIERRE A A o3 ZLRE FAS R g | A ki e 4
NMDAR H S¥iike—FmuREE 50, 2 HAE
M2 454 19 GluN1 M3 ( SUFR NR1) RIS 2R 45 & 1Y
GluN2( M PR NR2) W35k 2 X254 H &R 1Y GluN1
F GluN3 (3 FR NR3) W FE 41 ¢ . Jir 45 NMDAR i
BEAR R A 1, ol — A 2 K 3 45 48 38 (amino-
terminal domain, ATD) \é/l\@ﬂﬁiéﬁﬁ%ﬂ‘@iﬁ(ligand
binding domain, LBD) | — /™ 5 i 25 #4 3 (transmem-
brane domain, TMD) 1 — > #& £ °K ¥ (carboxy-
terminal domain, CTD)ZH i . ATD i i 5 i 5h 57 4%
A 09 LBD AH B AR ISRy 8 il G v . AT
7S AR I YT ARG W A AR B, BB SR IR BT
NMDAR Hi /4 #7125 45 GluN1 3£ 1% ATD', 4K 1fif
YE4 0 1k 1M A KRS 0 45 A0 S AT S5 A AR

NMDAR NR1 5/ B B Hiik 2 AE 2 UL
JRH Z—, % [ HT NMDAR Jisi 4 58 % 19 A Bk
PR T IgCL 2, PRt EA S R MA T TE A& M
RS ST, NMDAR H B4R E BlE W 7 14
NI A 1 3 P e 28 5T D BN BRORITR BRBSE Y
W EPUE B T Y L, NMDAR B B4R 7E N LI
P S BRI A 22 AT X NR LI 35 A8 B 2 A1) 4
MIAM A o 3X T B0 B P28 50 2%y P R AR T 410 )
NMDAR #5114 + Bf B2 3 55 (long-term potentiation ,
LTP) . LTPZiCIZ i —A> 25 1 , A N5 A 3
NMDAR H SHifR 28 F 1012 , X 25T NMDAR i 4
BE DVRHEEIG R R B e S &It
Wel AH 2, B2 BT pf 48 T 1 NMDAR H S HT A 1711
il T AR A T B A M 2T R SR =,
B BT B A, PRAHEN X R NMDAR H St
PRI TS R IR T I 09— Fh AT REHILTRT , PRI Ry 4100 7]
P R 5 18] 4 2800 P B NMD AR 1 RE DGR 506G 1 4
BUEAT K

NMDAR i A BRI Z 1) AE R Z — , E
WRIRRIRIT R R 2 M, R RN, A &
Pt & A F 1) NMDAR N £k #% Ephrin-B2 receptors
(EPHB2R) # {5 BH W , 3X nJ i /& i T NMDAR Al
EPHB2R 2 8] Y AH ELAF 3G -, Bk S al DLgG e
Zfilrf ) NMDAR,, Bt J2— Al REAIR T A A
FEIL KL, NMDAR 124 B2z A8 AR IR 55 R LA By 1k 2 £
HURTE T 19 NMDAR 3 R IR FEACFZh et H B4t
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A2 IIVER . SRR R, CE RS R BB AL
Tt 122 2 s B ) ( — 385 i NMIDAR [i1] 4 Jifd fi 32 % 1)
e[ ) 3G T AT LUK 4340 1 £ NMDAR H S04k
5| S AR & VR, X NMDAR i 46 AL 1 (4 0F 58 47
AP R TR A

1.2 LGII H&HifK 2001 4F, 7531 % & 5t ik
REE PRI TE X R ] $E 80 1E (voltage-gated
potassium channels, VGKC) i) H B, SRR A
J& Shaker ¢ % (1 #7133 W A (Kvl. 1, Kvl. 2 8§
Kvl.6), MM 255 UL A A OC 8 T i & A S
e & H 2 (contactin-associated protein-like 2,
CASPR2) Fll's & 5 2R I # 22 J6e o9 K% 1 |
& $i {& (leucine rich glioma inactivated 1 antibody,
LGI1) o LGII A ik 48 iy £8 2 i o B B ke g , 762
ERMERE D Z R, RN NG RGER L5 5
8 T E RV A AR B I2 R SCRY J2 T AL
K 7 B & AF (faciobrachial dystonic seizures,
FBDS) . & AE I 4 3 LS I3 i 52 2258 3=, A0 4
et 98 PV EC S B AE H I, X T X s
i R AP ST 1 U T PO 25 1) (anti-seizure medi-
cations, ASMs)'"™' . LGI1 JTiR B & ) 55 — 1A~ B & 4
TIE S22 25% 1) £8. 35 % FE 2L 28 — R ASMs BRI A R
F VAN 371 b N TR G D1 7 S B VB ey (W& e )
Stevens-Johnson 1 5 i o 33X — I R WL £ 45 SR $2 7R
AL T REAEAE NS AL 40 LB I (human leuko-
cyte antigen, HLA ) JCHK

TSR BT ST o W], LOT il ad Kvl. 134
TR 204 A MR R Y AR T M 4, VGKC Y #1 i
JE 0T Kl FKv 1. 2 S5 5 W) 5 0 21 58 fih oK i 22
S AE 5 Ml AU , LGI1 i a3 7 HI T AMPAR #Y
FEIR AR Y S fil A5, X LE LR i LG 5 %8 fi
Hff G R OO &8 B 45 B & 23
(ADAM23) MZfilg ADAM22 2554 1. LGI1 &
— P - F-3-FR S -5 - FH -4 S WS T TR R A7 A
(a-amino-3-hydroxy-5-methyl-4-isoxazole propionate r-
eceptors, AMPAR) #l VGKC Dy REAIR 51 2 1) S 2R A 11,
AMPAR i S PR 2% Ay P A 24 IR RE P 28 12 326 1 58 fil
AIRPE XN IR H R ORI DI RE O E [ AR,
VGKC 75 28 388 RS il 8 5 1 22 o X4 PE s
SRR A CHVE T

RZHATLGIL i 4 5 #5317 1G4 2K 1 3 &
YUk (B AT REAFTE IeG1 H Brhiik. 1964 A HHiik
S RO LR A SE GO (8 A B, AELAT R 6% B BT 52 AR 2y
RE AR 1 BT -8R H B EAE . LGOI A Stk T4t
LGI1 5 ADAM22/ADAM23 B4 &, MK LGT1 AL
YEFRR AL AL BRI o ARS8 R, X i AR 2 e 3 )
LGI1 WL B 3R 8 A 25 M ) A Bt iR A S0, 3



XS R 20254 6 )] 42k el

KZH LG fixi ¢ 5 % [l if BLAG 1 %o 3 WL s 25 o
BIP M LG & & AR E 2 45w A 5
Pk

1.3 CASPR2 H &¥ifk CASPR2EMAERFK
& B — i 4 M 2L B 49 T (cell adhesion molecule,
CAM) , 7E X # 28 2 4t (central nervous system, CNS)
F0JE Bl R 42 2 58 (peripheral nervous system, PNS) i &
- FRIREF X CASPR2 R IR ALY A SRS —Fhak
PR A Pl b 225 B 4 [ AR AP 2P E WL B (neuro-
myotonia, NMT) 5§ Isaacs ZEA1iE |FHTAE A &, —E6H
A T CASPR2 H & HU A 1) 34 W] B 72 CNS F1 PNS
(Morvan ZE&1E) 5245, 5 LGT1 HLiR iy B A0 L, oA
A2 NMT 22 . A 2T e SR AN (=) f2
PEEIEY . HA CASPR2 BRSNS AR () HR & S 4
H B S ) ] LA 22 R G SEAR , 7E Morvan ZE G 1EHT,
CASPR2 A1 LGI1 Hrifis & Hoff TR . ety
WL R , 35% 1) CASPR2 Hik B 3% v] Uiz 5 i,
M LG PR H N 4%,

CASPR2 A #8737 Kv1. 1 1 Kvl.2 VGKC 7£ F §f
B2 UL 5% IX A A, WP IE R B Sh B R . 5
LGI1 F B HKRZE L, CASPR2 A B Ik F % )8 T
IgG4 W2, /LS T 1gG1 W3E ., CASPR2 H HHifk
TP EAE , IF B CASPR2 5 3488 1
contactin-2 2 [8] {4 #1 B /E F1™", CASPR2-contactin-2
RGP KL, 2 £ LIk, S B 200 2%
PR, o X A B B R R s il B
SR DT HIE T T4 CASPR2 #% B & il 5 CASPR2
4 i 2% 1 FR A4, {0 FLAAF S B T CASPR2 &
K V% A7 A5 Ak 5528 filk CASPR2 PR PN Ak T ik 20120 21 i
PR — 2 i TN [F W25 /) CASPR2 H B ik 4F
SR BB A S B R SR 25 5
ANuEE I — 5T . — T 55 W52 3
AMPAR FE 4 AL 530 AMPAR /5 (9 FE 37 1 LTP [
ik, 2022 4F — T 5% , Z ¥ T CASPR2 /% H &
Bk iy /NI H B CASPR2 N 165 | 2 11012 B 5
B & B HF T 3K — 52 R R N /N BRUBE AL
CASPR2 H B HuiR ek 28 1 B2 TE 15 Jo 240 Jitd A0 /0 i S 240
JH B TR 25, TN T AMA O3 B9 R ik, X 5 S I
i % T — 2K

1.4 AMPAR A B¥ufk  AE Al 4F X AMPAR
FIPIARIAE S, AMPAR S22 e R I HTR . XA se
E—FhFE UL AR, B R Wei 552338 . AMPAR
FEREAS TP R 8 R e TP 08 R SR A6 g ) AR H:
il 2k 250, BT AMPAR HUIREN X% Z K 11 GluA 1 5%
GluA2 WV L 7E 4R LA 220 o BT AMPAR Ml 48 d
ULF o AR LM, R ZHURE R 2k sl 20k & 1 .
5 HUNMDAR AE —#, SE{LIHT AMPAR AE 7E 5050 %
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A HH 3 S A T E AR o BRI, AT LA
TE4T NMDAR FI470 AMPAR il 28 Ho & b, 76 R 2501
U, BRA RO 4R 7R JE ARk, X T2 WX #h [ B
e PR IR B, 5T AMPAR oA | i i 46 2 —
Flih 28 R G , w5 R g, Rk nT Re 7 25 B ik e
CEAERY AR . BRAEAF IR, K240 AMPAR
i 98 £ A G I RRE , A M R /0 200 e i 9
FLIIE A BP S195 , McCombe 25> SiESE , W Ised B A
AE [ 55 WLAR

AMPAR J7 72 23 A 4 CNS 11, & iGluR % 14 i
B, SR AMRE A, AMPAR 1T, S 30eh fn s i
T, S PGE Al A T 2% A S E R e A 2
&3, E AT S g b 2 fd s i, 5 HL B
At Rkt AMPAR B 2S {1 FE2H A% | i
iR A DR 285 AT L 2 B 8 1 0 T LA i A 2 fh A% 326 1) Ty
B2 AMPAR W] Hy 4 AS[R] 43 FE 4 A% : GluA 1~4,
7E GluA1 Fl GluA2 F B HT AR H0 HAE H 5 NMDAR
B B Hr A L, A R AR R R, A
AMPAR 1Y GluA 1 F1 GluA2 #8270 % AR K R
T2 T A /N USRI SR F B, D44y M AMPAR
BB 25 AR AMPAR A RO HLIR , $01E LTP 175
OIS . FF R GluAl B GluA2 (9 B B Hi ik i
TG WA 3 A A 2, (A BF9E R e B T G 1 WAL,
Al RE AP L RE S N kBT R

R AN R EE PRI T GluA3 A F it
A TR AT A5 B0 i S AR A A R b 3T 174 B R
WA T GluA3 B BHUARPS &0 g 28 A 1Y
GluA3 B SR nT BEAR K BRI 25 #f 2 oT b 2 A 28 fil
GluA3 () AMPAR FIR 58 %% B o [A]—WF 58 /N
L3 BREE T B GluA3 A BHIAM NIES L
20 A Y5 P s 280 TP Y tau KOS, BT tau TR
Y H LT AU S A A tau 25 P, PRI GluA3
H P iART] BB 28 o g 2E MR 22 AR M 22 ] 1Y) A
KA,

1.5 ~-EET]mRAMZERAGHE Piy-2
TR A I 37 1K (anti-y-aminobutyric acid A type A
receptor, GABAAR) i 4 8 7 & B hy 2 #E 1k i , £
A5 I VR O R SR A X T AR R B
JiE WL A TR PO FR SRS PV RN . R
T M ICAZ BT | R ) o B FAR F A 2 T 1Y
W5 I |, 5 HoAth A0 28 50 2 10 BT AR (neuronal surface
antibody , NSAb) #H ¢ fii % AH Lt , £ 80% 149995 5] MRI
AR S B AR BE TR 456, MRS B & 4 5
P REBURA EZAFI S BB 2 A
FE - iR TL,FLAIR {5 5, VR Bz B L 9 22 3l
A BIAE , XF BEVRIT N KA I o X SRR 2

AT 45 STV S R E S P UARI AAE IEAR I
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PRIFEE th - T iR T R R -

GABAAR JZ LA 4588 7 M S 2 7l il , 7R %
A CNS %35 2655 . GABAAR J2& CNS rpesgi il 1
AR B I EBEAT, TNz, AR AT
JREIR G AT Re bR E REERD . K2
BGABAAR A M 5w WK 2 a 2L 2148
WD 1Ay W LA . GABAAR H B Hiiqm 7 )&
T 1gG1 W2, © A& BLHD 1) 52 AR 9 JLAS A R BB 43, A
ol B3I M2 HE PEHiE , GABAAR [ Stk
AT FEAR SR fik GABAAR By Rk , AT IR A1 58 fish
PR R (0 A B PUARA S X RAE T
BLI W AN 2, 2021 42 & 3R T GABAAR H BHUiR1)
RS, 3008 T /NRIE 28R T oG
T H B PUREHE R 2 AET . Xk B RASBE D
GABAAR IgG1 H Bk py st — L85t m T
SZ AR ) 0 B B B FPOR R AL - B4 FS BT GABA
gk A B BH T GABAAR AOZZ R IR Y . X se BRI,
LG 1 TR 1 7] #3245 RN N A6 LA A1 ) LAt
BLIA T, 9 ok 0 —A M ERE B B3Ptk ISR
[] ()37 K45 & LA T 2 AR T RE

1.6 KIELAKEEFEER -6 H Ptk bkt
BK B 7 2 11 -6 (dipeptidyl-peptidase-like protein-6,
DPPX) i 4 Y £ 5 30 2 AN, o LTS FII A
(cerebrospinal fluid, CSF) (1Y) DPPX T4 [r] HL [ ] 44
B IE Kvd. 2 ISP | cRh i ) PR 30 T —A>
REAEE A9 1 R = BRAE , (045 Mg T8 IR (= 22
T5) GNAKS #H DD BERERGAN CNS 1o B AT I B L
rp e B A — A ELRAYRRTE . DPPX U L AR
PE Kv4. 2 47 30 18 1) 20 it 2 Tl Bh W 2, 5 Kvl K%
(£ §5 LGI1 A1 CASPR2) H tb B A A [a] 19 4% 1 .
Kv4. 2 #1318 J& T Shal % (Kv4) & 15805 , 11 3 CNS
FTPNS H ) IR s 00 361 FELIAE o o 42 0 08 AR 58 0
SRS T SR LA [ 2 TR 5 Y I [ A5 DA
Je g fb vl ¥ DPPX 5 38 38 (1) Wi L L 25 5, i dF
21 16 P 3z 2 RS, DA T A 0 Kv4 38 38 (Y 3% 1E 2%
iK1 XFF DPPX Kv4. 2, 40 i 2 1 /K S 25 1 5 AR
(7 &) AL R BRI /L NMDAR JIrs (4 B
] (<4 d) 4, ik 2 B SOH B 11 41 B 3% 11 52 8T 1 A
B AE AL AT BEASTR], 491 40 DPPX %% 5% 5 NMDAR
P ER

1.7 IgLON5 H H¥iik  HA IgLONS5 Hi 44 fiki
RIBAE T — T TE I 22 R G M RN S E A T 1 9
g 2 [ 2 A 2€ H HLAG R A 5 & A9 NSAb A O %52
I o I PRER I AT RE AL T FL b 28 R e A8 P
5] = MR 4 BRI T AE T B2 Sl 2R T -
HA TgLONS B (1) £ 35 10 1 TR 26 A A 224
P 38 1 A 2 B I S A taa DORRIIESE , HoAt 5
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T TIE S F B PR HE ] i 28 0 8 1 09 M A 25 44 4k
RSB EAATE RO R . TR B
JRRIBL R — ol o 0 AL , A P T ) e R s %
AP, A7 78 & BEAY— S, 15 NMDAR-ADE iz 5)
PR SEBL, IgLONS HT 4 1432 3 i ik 1 ot 22 bl R ¢
W ALHED AR BT iz 2hiR g2 LK T A
FEBUREZE 3o B Ay PR 2R LR R B 5%

IgLON ¢ J& & — 4 th 5 4> 40 Jf &5 BiF 4 +
(IgLON1~5) 4 WL Z2 0% , >0 1 HAT 31 S fie ik
B ERELEIE, A 2R AN AR BAETT R i A 1M
Ji%i 5t f& (blood-brain barrier, BBB) &P i} IgLLON XK
JG 3 ¥ AR BIF 5T R W], TgLON Kk BAT Z2 Fh i) fig
5 W6 40 3T A% A 57 LA N BBB 3d A% 1 Y L, AT
TE V&1 P 22 A KRN S 2 M 5 T R R T . TgLONS
TEM 28 RGN Rk e et (HAE HAd A% B v & B
e BRI o LgLONS [ B9k £ 2R T 1gG4 W2k,
{HAF Z H 3 A 05 P A B 3 7R 1eG4 Fl /b TGl
PLIgLONS [ BT nl 5 K Bl S 20 E 77 A
KA P2 o R o ik , R B B B PUR B A R
P AR AR, Bl FH 22 88 740 1gLONS 3 Stk
NI F L2 He T AT AE M & ooy e TUESE T LA
R, Ol TSN RS R A B
/IR (e 78 7~10 d) AT RO N AR GIESE T
IgLONS [ B BT A [ AT 174 0 5 38 48 1 5 fioh $ k1) 52
Wiy , B S RS AEAS 7 d, AN B A AL T3, AR
1M 30 dJ& , /N BRR B pl 22 e 4 L AE T2 3 i, X 3R
B, IgLONS H B HR 4 & i /E 2 A T i iy, i
ZBREE A B HUAREIR YT R MR A 1

1.8 HaEmZEa Ty HaEmRZIE(gly-
cine receptor, GlyR) HUA & IRAE 1 A7 Lok B S B
28 [ E 17 1 B 5 B 2 (progress iveencephalomyelitis
with rigidity and myoclonus, PERM) H 3%t & B, GlyR
B G5 i 8 1Y) S I PR 26 28 Lo T AV AE Oy 32
FRH BN PERM B SPSD %545 A 1E . GlyRs &t fA
14 R SR T E s , HSZ 1R GlyR J& 11 21> GlyRa E.
LA 34 GlyRB 3 20 1 1) 5 . AR Z AR, A T ki
T HVE RE A PR R R AL BN R E S Sis
B4 R A, BT GlyRad 9 GlyR 1 B4tk
T 2008 4 B UKAHE L I fE A B2 GlyR A SRS
HWARiE . GlyR A BPiik EZE F 1gG1 Ml [gG3 I
J5, ALOIE 35 GlyRad 1Y% HEK 20 Jifd 2 1 (1 #h
PR fEARGE , GlyR H B ik 2 S B ClyR 75, 4t
GlyR ) HEK293T 4 its_I- P9 Ak A B 5 £, 3X AL
HIZE LT NMDAR F1 AMPAR [ B4 (4 I, 76 B )
gl R IER] T GlyR kBRI,

1.9 REEIA AR ZK 1 B B diik  Prrtss

I 4F % R 2 7K 1 (metabotropic glutamate receptor 1,
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mGluR 1) fI§i 4 f 11 PR 22 780 L /DN i 5% 20 81 A 1 2k
KAEAE , mGluR 1 J&—Ff G 2 M A% 240 it % 1ri 2
&, JEF mGluR By T HFE W . X 2L Z K50 A F CNS
PR A5 A~ DRI, R 2 /DN i P YT 5 T 00 i R Ak 28
BT S 5 B AN T AT 27 2 5 fh 1 K s R 1
il (long-term depression, LTD) , %} /)N t5 J F1iz 8l
SEOJARE B GG /NIRGE , B 5 TP mGluR1
i 9 £8 2 1 /N BR/IN G U0 R B 3R 4 6 mGluR 1 3% 8051
B SN R AT , DR El Ao AR Al o, 7R 1 2 /N R
PP, B B B PURRRAL T LTD. 55—
INHRGE , BT R 1gG1 WL mGluR1 H &
PR B K RO D #h 22 T AE RS IR B & o TR R B
mGluR 17 BRI/ H AT 20— i Aiff o2 ok
BRI F BPUERA S 0 BOR L o

1.10 RAIAEmRZIAS A Sk bl
A2 2 R 2 K 5 (metabotropic glutamate receptor 5,
mGluRS) i & 7T WF JLEE AR, BRI N 2
PEIC A3 25 A CEO A #1%8 mGluRS5 5 mGluR1 — i
PR mGluR (4 T 4L, W4 % 28 flh o] Y80 (f 45
LTP A1 LTD )45 50 55 5, A Qi E S &R Z 1K (mGluRs)
0 G B IR 2R Z AR, A S AR Sh JE p 22 2R
Gt 1) 24 gy ME R 2245 33 . mGluR A 8 Fh2E Y (mGluR
1~mGluR8) 43 3 41, B AT TEA LR/ AL AN 5 firt
SEAE . mGluR1 M mGluR5 J& T4 1, EEEN T
S, Yk Ca/IP3 (1,4, 5- = BB ILEE ) [Z51%
3 VR T AL AR ] LTD 78 PN A 2 ik DD RE
mGluRS HTIARJE T 1gG1 W2, 1T g 38 12 22 6 Fi A 1k
AR HURE 5 58 fh B2 2 il F mGluRS 7 %% it 3
FEAR, e A 20121 PR IR IR TR . 7F ik sk
HILAI A S 10 R il DX i o R 3k, 8 A i i 1
IRFNAMUAZ . mGluRS SZ R AE /M h ik, (HFRIK
FRBEAAK . mGluRS X 2 fish v 98 4 2 2 (1) 5% Wi v
AESZ NMDAR (i35

AR, mGluRS 0] GE7E I 5 RV 451 s i v &
FEAEH o WF o8 R B, 76 1% 55 2848 5% 14 i 5 i 1l
mGluRS 78 ¥ DA v () ik 88 T, 17 78 5 = mGluRS
B/ B k3240, I B mGluRS F5 B0 2 R 2L H
RV 3RS . AR RXT mGluRS B BT 32 24 00 58
il J 24y, AHE A AT AR 28 fleir , DA 34 56 i 28
1 AR 2011 AF4RIE T 8 112 mGluRS A &
U B SR, B3] 2018 4F & P & mGluR5 H
Bk (FE R 11 W)W/ T KR RIE D&
I mGluRS #% A9 &7, (8 5 AR 09 /5 L6 A
W

111 P& E3a A Sk BAPMAEE
3a(neurexin-3a) fl§ R AT A FE M, S E
TR O & VE AR R R neurexin-3a H B9
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AR BT R 2 15 58 g RN ) BE 4 41 A 26 B 43
F , {H neurexin-3a 7 2 it o 14 8 VI AE FHATE 9K K 0 .
a-neurexin £ #% U B XF 28 filh Ca 18 18 7Y & A7 A1 T fig
REE, XKML, neurexin-3a J& Ca® fith 2 1Y
5 fil S P 28 356 J5T 7 2 ik A R0 P A R 1Y), DL LG X 5
il LR IR T . 2016 4, G PRBF ST & IR AE 5 101 i
HHRAH ABINEIE T TG R A AL, IF H R A 1gG1 5k
IgG1 HA D& 1gG4 s .

1.12  CaVa2d A BHUR 2021 4%, i & i A
AE B35 19 I35 A B A FE 2 B R E TR R BT
A0 1) 2 fish FI R T T4 538 18 (VGCC BY CaV ) 4l B E
F(VGCCH CaV) ,a-2/8 W.HE(CaVa2d) 1 1gG2 W2
A SR, 26 8RR NEE T
W AT ek R K E IR R, Hod 1 R
B N B AR AR . 5 2 B K
B B PR PR N 2 I R . VGCC 2 o] i 25
Ak T 45 1 A 28 T8 1 2 A IR, IR R 20T A
PRI 2 T 20 TR & A — i . X SBT3 1
() 4y F Z A AR K, H I L B9 CaVad 14 Bl
CaVa2d Fl CaVB WAL . 7ELNRE L, CaVa2d 3N
T RANETARAY VCCC RYFRIA , I3 T Ca™ il i 5 i
AR FH TR i o 2238 S R T ) S R

113 HAth § BPiiR  FFX2r i 2R 52 (R 0 3%
2(GluK2) A ¥k . Z B D2 2 (D2R) AR i #
A& R Z R 2(mGluR2) HE & 1E HH 5% 6 [R] J5 A 2
(SEZ612) A AR 2K 82 (GluRd2) 1Y H B ik 5
TV ARG IR A — 2 S, AN REHERR X 2L 5 Bt
A EHE R EORE R (B BARYLH 7 2 — 25
AR

2 EEMEARMEIRNE SN

PLUR AR T 25 5 flb 44 36 119 40 i P9 #0 bR 1Y)
H B, BARPURAE AN N (PS5 5 &
120 T 174) A0 00 B e A 30 1), B D B B R R T A e
ARSIl —FhELSFE 7R B o 1 N A 1R
A, B BPUARTTREPIA R S fi, SRR & A SR
(A REHL S S PR R BE Al & v REFR AL T X 88 [ B it
PRGN Aar 5 oy R A (A v AE B

2.1 BEMRMRE6S A ik SEMMAR
it (glutamic acid decarboxylase, GAD) 2 GABA & )%
) B T, T AR Al LAY SR A o - IR BR Ak R
GABA'™ | JEAE Wi Fh GAD V. &I : GAD65 Fll GAD67.,
BRI R GADGT 5 - 40 it 5 v i 458 /0N Ay Sl 7Y
GAD65 F A7 T GABA REM 2 U AU M 2 KA , 4l 2
TER /N 235 GABA a2 FIR . Bt
GADG5 ik T4 T GAD65 5 7 GABA 28 fifl /N Y
G54 I T GABA £ %6 E 4 3 DL R 0 3 o 4R B 28
fih [B PR JHASL () L R, T BV N GABA 5 L
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T 3% U BRI Y T B e A5 GABA RE P 42 1%
BB, GAD A BTk F 2R T 1gG1 W2k, /] 5 2 ff
M2 R GBI A O AL G BN ZE 5 R 1 R A (stiff
person syndrome spectrum disorders, SPSD) /> i 14 1
T AR AR N L 2% R G A

TEM ARG GAMERFE P, GAD6T A H4iikJL
FESETEA GAD6S A Bk, I HAA AL AAT
R M RGAEIR , F B T A B G K &
Bk, R GAD6S H SR HZ 54 RG 5%
s TR IZ WY, B BRI AT RE AR A B
MV AEIRAR

2.2 RFEAFHERRTEE H 2016 4R —2H gk
TBIT I B LR AR T R BT BT £F 4 R M 2 1 (glial
fibrillary acidic protein, GFAP) LA , i LA I8 Ao
W2 Ay BT BRI AE— T 19 2R 41 A
(n=102) , R ZBUEFH AFAEHRE HTIRAE AR , 94% Y 8
A R A A% SR RE AR L 29 30% 1Y A TRl I A7
TE 7K 38 18 85 H 4 (aquaporin 4, AQP4) 5, NMDAR #T
1, 29 30% ) 84 AFTE IR TE RO B o CSF P Y
GFAP HURKG I 84 1200 ) S B, T GFAP J&—
Tl 240 6L PN 1 R b ST A RT R R VAR S R Y A
Yibs &, A ELAEEOR M

YERZ Wi B - Be , TE X A B &0 T MRS L
S SR RO G B SR A T 3 i i R
L 10 5T 1) e M S bR ot 7 ) AR =, U A8 L mT e AT
TERI B 5 . (ERBES, WA I R R
PSR AL . AN, FE K2 2/3 i 5 Fh W ZE ST L
5 . RZHECCSF L 525, 7624 50% 995 9] v i
PRI T 40 3 22 P40 315 80/l) VAR 1 B T
FSETERET . WH BRI RE S, HE A 2 B g

SBE RGBT 09 NN AR ] L (H 73% 1 fii 5 il
- E R B E R — AR RN, TMER P
KA B A 258, AT R R T D A
WA IR . — A OCHE ) R GFAP HUR 5 HAh i
AR A B I A7 A R B GFAP HL AR AE 3R
PG — 537 A B A R4, 1 S 3 W B 1
GFAP RJ & [f] S 240 T 40 fd %

2.3 kelchBEBEF 11 2019 4F , 7E— 2 2 HUH
JiL 4T B JRE ki 9% KB AR T kelch BE 8L 11 (the hu-
man protein kelch-like protein 11, KLHLI11) $T {4
KLHLI1J2Z 5 & A Bz Z AW E3 2 R -8 H % 4%
it 52 5 W A I 3 4 A 3 e 2 U 1Y) Ma2 BT AR,
13 461 K 5 TR AT 9 181 (69% ) 516 T4 st 448 I 9 12 W 13 81
MR RGLRBAE . — 5 IR Y 1] e 2R S 0T 5
WoR ZBURATE B E b B, RN 22k 2% - 83%
55 S AU 5 A M R e S (LR R 2% A &R ) A
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%, IF H4%/R HLA-DQB1%02: 01 Fl HLA-DRB1%03: 01
S FE PR I B Rk X BT I RN (B SR AE VR YT
1) 58% Ji2 J; 3% WAL X 1 b 20 it PN BT SR ) S o]
AE W RIRIT ROV . Ml Z R, — T[] (1) BB T 5%
5 T AR AR B oA, 55 R (72% ) B AR Sk
ARARL, Firb 32 B S UG R P I R RS | (E RS TR A
JigR ol TR A AR T AR . IR L, 41% A R B AT
IEFF IR B T FELEAAE I L% 4L N g 56
I T & 4R (85%)

B2 M B A R A B TR T ok
PEA B R T ) A A I, Gn 5 52 P, i
7| eI 114 v B LA R S B 7 i R, T
— L BRI R FE 4% T A% KLHLL 1 i 48 14 s A 12
Bl

3 HAHEEEER AR

X AR R HE = S 30T A B AR B 5 SR
o A R RS RN BT AR B 952 0 12 A o 118 AN 24
o Ri2% A 3R f— , RRESFHR A A I R
FER BB LR AT BERY AE 3 55—, X Sk 3 MR A
B RIS PR AL 5 50 =, B BlA BR il
JE B 2L RG] s At A3 A0 955 2 7 3 TR e i 1)
TN AN . X 1T RE A AE AT 6 15T 1A B
AE B2, I PR 125 A Ry 120 1 B2 A B S AL 3
B, B e HEBR AR

BEAR 3T AT RE A BTIAR BAE AR B9I2 W5, i TR
FLL 3 TP %A S 2R N %A B T8I . M bt
ARG 000 107 122 (87 ) 2L 8RS T R0 366 1 400 B A G ), F 555
IRPA O 7i O 2o =l AL RN B e 2w e e
it DR 25 A AE - PR ST T A AN — . X AT REAY BT
PRI AR AR 12 Wk U0 ) 5 A A B2 A AE A A
YIkR BB, O A AR R DA TR YT B AN
PR [R] ARt

4 BEERBLEE

AE e WL RS B B0 P B 28 22, A S5
BB TR EMIEL, BHare sRyHEW B &hiik
(9 B BOR PE , 9F R AR WAL 22 Al e AL £
FEMEMRAE . AR, P 2 dde s T 2 Fog Al
H B PUARE AE PR EZE/ER ., RS X [ Gk
(I FAML 45 5, (0 R 280 7R 5 i 3 A Bk
o 25 WA B Bl AR R — 2 D RE AR LA SN o X
LU BN R AT B AR B9 T HLEI SR TR LA
R R KR PEIRIT B T HE IR . RIS
N BN — R AR X s 3 FHiiRmfER , E—
AR 5T fif D A2 2= B ML 9] AL, IR6F AE (950 F 40
i I R % B 2R 00, LASYI R AR B3R )T A H
R S
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