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[ Abstract] Autoimmune encephalitis usually presents as a critical neurological disorder.
Currently, there is no consensus on the management of severe autoimmune encephalitis both
domestically and internationally. In order to address this gap, the Neurocritical Care Committee of
the Chinese Society of Neurology organized relevant experts to develop the "Chinese expert
consensus on the monitoring and treatment of severe autoimmune encephalitis (2024 edition)”,
which is based on the current available evidence and the realities of clinical practice in China. The
main components of this consensus encompass 9 sections related to severe autoimmune
encephalitis: the definition, disease assessment scale, immunotherapy, tumor resection, monitoring
and symptomatic treatment of seizure, movement disorders, autonomic dysfunction and catatonia,
as well as prognosis.

[ Key words ] Autoimmune diseases of the nervous system; Encephalitis; Epilepsy;
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Table 1 The characteristics for differentiation of acute

symptomatic seizures secondary to autoimmune encephalitis

and autoimmune-associated epilepsy

4% T AE ) 2 EREARTE

I ' ff1 40f 3 4
i H i 4o H B G J2E A G I A
NTHEAYPCIAR Y FF X 40 i 26 o He I g b FF AT 40 A B D I’ifl it
Vi h (K(HCNMDAR LG, & CHP 9 #2240k

CASPR2,  GABA R,  GAD65) ; Rasmussen
GABA R, mGluRS, finj %8
DPPX.AMPAR) fl 4
M N BT LAY BT A i
PR GAD6OS)

oA S0 AN A 4 Mk 2 F &5 4 1 g PR

R ) FFZEM T
7 Rt A S 0 A 3 R
N IO e

LRI

BT G I G IT L OB 25 Y HORR 25PN
BT INRHETT s AT
i I A 1 AR S B T RO AT

T2k A alREREHT  METR TF Jay &E F 6 5
S IRITE ST/ R S ”f fJ'E (i WL A0 HELFE4Y

(¥ P2 A HI B 24 PR A T B A

:AE: [ B PEPENR % : NMDAR : N-H BE-D- K 22 2 {5 22 1K
LG : B8 48 @R I 0981 A iG B 1 CASPR2 : i J5 F1 AR DG 3R 2,
GABA R:y-Z Kt T /% B Y7 (A ; GABA R:vy-2d 3 T A% A B2 (K,
mGIluRS . T {C M Y 77 2l 3% 7 1K 5; DPPX .~ JIK X BK Al 4 32 1 6;
AMPAR ;o 2d He-3-Ff he-5- T L4 53 e i3 27 A s GA D65 - 1 2 1§ it P&
At 65

Ly Y S D A A T A S P S AT K
(P=0.031) " (IEHEZ 5] :3) . 7E 252 i i A\ AE Al
wll i 9gg 1 28 25 5 kBB b, 50 ] B8R DA A FF
R KRB, A LR U iR 00 UK 245 )
(42/50) , {5 JC— 1] 58 & A8 H 24 J5 300 & AR 15 31 5¢
P s TRIT A 9% 4 JOIGRE A A 00 AR Al B0
%%ﬂu?-#—ﬁﬂ-(:ﬁm)Jw.%:/ﬂf&(:sfls),.-D“*lf-
PP (2/11) A Z el (1/8) ™ (UEFE R :3) .
B AR R PEIR T 8E IR T WS Tﬁ;
ﬂ'ﬁf?’]%ﬁ{”nmﬁz? (A€ Bt U7 BH A5 A i )

K VE I R FEAK 50% ) K 10.7% , 73% 2419 % AF
236 T A R0 SR R i BH ) AR
*EHEZH BIRIT .

= ﬁL’ﬁﬁJlﬂ&VE 2919 fdi FH S ]

XT T2 A UM A AR AE BB E,90% 1 A8
PO A AEAE A T 120 H N2 L, 68.4% 1) 5 -
fEatE R 3 T HNEZy . e a2 1AM
i 175 B 6] L1 9.3% 09 58 & 00 A Ve & I & AT
R A TR IR T e AT T1.4% B SRR A BUK )
B8 U ARl . FERDT=24 4 H 1Y 163 51
%‘l’hﬂﬁ&l%ﬁﬂfﬁ P SRS KA 25 )
GO CUEHE g . 3) - 7 24 {51 HAE ST NMDAR i
R, A 1301 B SE L (HAE 2P S Y e
T AAE Y CUESE M :3) . 110 1904 3509 & VE Y AE
B (P LG PUAAH Mk 28 . T NMDAR fii 28 Fl4¢
GABARFTIAA IR ITE6 1 H 124 H F124 4~
H I, 70 545 79% .96% F198% 1) £ i he A VE 15
PP 14 1] B8 A 2 4 N IO A fE A
12 51 75 58 T UG e 581697 T BOR sl 88 8] 9 859 &
VE AR B i > CUESE ) - 3)

£ X SE. ¥ & 1 SE (refractory status
epilepticus ) | #1 2 ME A M SE (super-refractory status
epilepticus ) BTG 25 B9 O HEAE 2 2 2018 4E
N 2 PR B Bk PRGN FR 2R BRI b [ e R
RN
HEFEE R (1) NS b T 7 24 h A F i el 1 WS
iy ff"‘f',lzf*_.‘gﬁ Z A W 48 b (UEHE 9 - 3, g B 4
7). BRFARYF, wfp"l“‘ HEAT 30 min 19 ikt 2]
o U B 2001 < 3, i ZU4fE 47 ) . 4B 4 1 B ] S
b A A FNAS I T PR A lsnfuﬂf i R TR
A v ] B (£ 3 A s U 77 ) - (2) H BRI 2
VEM HAE AE BB &0 {di fH 4 Lfﬁ'ﬁf“fiﬁ:f”j#ﬁ/ﬁﬁﬁ #fE
{0 G 2 R B 1 i B n'f? AGIT (ke 25 - 3
MErE) - WA RO AN, n] B BLTRAS [ 10 24 fr%.uk




< 1080 - i fE s 22 R A 85 2024 4E 10 H S 57 4255 10 1

Chin J Neurol, October 2024, Vol. 57. No. 10

LA 2 Fh BT A A 259 (L 2383 o ZILHE
1) o X T AN A& A B HUAE AE 44# N B 3~6 1>
H &85 45 5255 3 Al R k4 g0 PPAS v L 25 JC R
AE i 3] FthH?ﬁifﬁ'fﬁl AR 0T & IEFE T L
W Ve (L Z AR s B ) . X T H B
P2 iﬁﬁrﬁwwﬁﬁ’ 35 ﬁ LT A PR BT
% 2 1% MR P2 i 65 (glutamic acid decarboxylase 65,

41)6% %fﬁ M‘: *ﬁ a‘éﬁﬁi% ], b‘t#ﬁrfﬁ' /iﬂ éij%m il Ht
3IER TR
rfrrJTiFﬂ)ﬂ“ﬂﬁ% AEm&leLPﬂ#:ﬂJhﬂBL} AE & 1))
A Wi & AE ﬁﬁ%ﬂtﬁﬁifﬂlkﬁﬁ#m“hiu. T"rq
A (e FH UG 25 90 (2 K L s BUAE TS ) - (
FIDHME TG ME SE Z8 23 A i o, i Az &b By @Dﬁ
FHOGIR ™ 2 (T IR, #HEF)

1z B A3 B i FO XS fE VR IT

FIEAE B H LA A Fizsh iy Le]BH & 1
R SE R f?‘%@i NCU & By AE B8 & Bz s f
g /) H B @& ik 33%~69% ' . 4 A 163 il $it
NMDAR fii & 8 & AU iF 57 25 3L W s L AE & 9F a2 sh i
r R EN A 17.3% L SD " . SD &35 354L ™
gL ALK RS g | O st M IR S LA
o\ 22 AN E g D ae R AU (i 28 L i o 255850 B oD g
vy WLZL AR 1 K I i LR Bt T i K1 1 000

u/L) "% . I SD py AR &K B el L 6 4~ H R
fifq 2"
— i

DSAP # 5 i+ H T4k L ILgK g s fieg e ™ i
FEJE 320 A AH G R ZCH 0.993(P<0.001) 7 (it
PR 3) . AAE AN A 172 65T NMDAR i & A
# oK M DSAP Al Hoaz 8h B 6%, 8.1% 19 f& & %J
DSAP 4~5 2 , ¥y a5 € e W 47 Cuk #2513
329% 1) DSAP3 2 i) i 27 i I 2 4 2l 5 2, R
TXT DSAP3 2 iy (A EA T T 10 Cuk#e 2 ) . 3)
1z B B RS A 5 BR 12 N SE, W5 BT S KA
Mz sl hg g 5500 GIEJE 2] . 4)

L ARETRYT

7 JLH T NMDAR W% 4 12 a8l B 85 1) 25 90 ¥R 97
'1-',é‘iﬁé‘ﬁ%%%v’ﬁ:?ﬂﬁ%(%ikwﬁ ”'ﬁfrﬁf
), HAWiR I 9 646 . T AP WE | R 4 ML 58
TR U 259 (A2 PP HH R PYSF) | ﬁw%
S KRBT R R ) L DA R D B0k T A AR
S0 K FUI 24 2 ORI 5 il Bl 7 WR e | L 20 FTn] A

(UEHEZ 0] :3) . 120 1] A{E NCU & Ji-1z sl fi
ﬁ”FIJAP B, FERNAKE R E K (74%) DU
2581 (53% ) MITNIA Y (319% )67 2 (UFHEZ% 51 . 3)
—JUEF X 172 930 NMDAR A% 48 (9 [9] [ P4 B 5% v
A 14050 0 SD B8 &, Fir A7 SD 28 27 Dk £ FH JRR i 24
B ol LA 70 (R IR s 14/14 N IA B 12/14 A7 E4T
K E 12/14 . % E IR Bk 3/14) , 12 > H B Bl i
L1714 1% 8 5 mRS 50 M O~1 73" (ka2 51 - 3) .
KT AR 1z sh FEfG i) e AL iR 97 i, H g i oAl
s uEfe M WG Ir R S dERSE RN
2019 4 fr) — I Z5 34 KL Tz 5 505 1 95 B A= B o
o (4R 5/ R A2 56 $E 1 AE 12 SRR IR YT 24
Pt an .

AN EEHETR PRIz B BRG] AN B e PR bk £
FACKE AR R/ 52 TR B B R R R A 2 LA
F )< BH iy 77 45 245 9)

2.t B AR METR PR Az s R 3z shis > Bz g
e it EﬁﬁfL IR PRS- iz Bl 3 2 A Zﬁﬁﬁtﬁﬁ 25
it LRG 2 . BT AR aCHE 2547 . B 52 AR BH #r 751) BT i i
295 WLk SR it BRI  DUIR B RE 259 . 2 UG

ZRFR A A 2 R FE ) R R F K o 2 KRH

o ;(IJ Ff{f 68 _

47 7
WEE: (1)@ DUKH DSAP A AE &1z 5

o 007 TR S AT VAR R, 20z B PRS-
I»H&ﬁ ME UL S B o A7 A0 b ] e 0 Rk 4 2%
5‘}'1: ' ‘Jﬂ”’” Tﬁgﬁ‘ (2 H@#‘:L_IJJ E"T‘ ﬁf,ﬂ, | ”,15'_@%: *TJI’F_
BIT 9 (L 3 s BUHEYE ) - (3) XF DSAP3 2%
s o '.'f{i.. U RSIyIIE e f::\ HI He b 7 & i &
DSAP4~5 9% ( L5 il o ZUHETE ) . X DSAP4~
S%&rr’w-w’% Ii’%J 4‘: wr{th{nJT&I\.iﬁ’ﬁ%’%ﬂﬁﬁH

2PREIRTT (e R s B kA7)

#9122 T BE PR 5 ) M I A0 3o S 7

F 35 # 28 Dy e B0t 76 5T NMDAR i 28 8 & v
T A-Ii*HIf*i 25 IR B it 5 A YA
W ASH Tz s B AR PO
A E NCU FTHLA G Y A& A R 488 e HLUfm s ™
e BERT S S 2E Y . AENCUAE B #E H &
fift 28 I e R B 1) A2 2 R Ol 45%~55% , I 5 B AS
ﬁmmmﬁ“P+W%ﬁmLMIIW 2 e P
FELEE LA L H

~ CHS

CHS DL S5 PR A FEAE , Qg mg 87 155 A <,




e 2R 25 2024 4210 HE 57 5% 10 ] Chin J Neurol. October 2024, Vol. 57. No. 10 - 1081 -

AT IR R4S I . 22%~28% 5T NMDAR
i % B HV B CHS ™™ 7 (IE4E 901 : 3) ,CHS 5
m NMDAR Jixi & i BUA A RAHSE ™ CUEAE 251 -

), ABERS A7 7E CHS S 4T NMDAR il % 58 #5522 4L
ﬁﬂc,@—nﬂﬂf& BRI GiEHE 20 :3)

2020 4F , MK M *}*u K1k CHS Haéﬁfl% i A CHS 2
XN i B Ak B 9 JE (PaCO,) 26.0 kPa
(45 mmHg:; 1 mmHg=0,l33 kPa) ; oy [ T 1A PaCO,>
7.3 kPa (55 mmHg) H. fF 22 210 min; 8% fE AR HH
PaC0,>6.7 kPa(50 mmHg) 52210 min H. 555 0
AN MY AH Fe & =>1.3 kPa( 10 mmHg) . 1E &=
i € X N . 3 Bk Il PaCO, ¥ 4.7~6.0 kPa (35~
45 mmHg) H. 1 Jik ifi 5010 A RE=95% ™

& J R A 8 pf 28 o JE 2% Ay (paroxysmal
:-;}'mpathetle hyperactivity, PSH)

PSH J2& — 2 LA 98 & % 1k 1Y) 28 ot 228 I e 1 2%
oy PEEE I A FFOE IR IR 253 k. — 3048 A 132 44
Il NMDAR i & S8 & B 5C 2 R R L, 9.1% 1Y 15
[ e B PSH, 5 1 O 53 M e FLAROE T AE
NCU. #iL NMDAR $T & = i & /9 8 & 8 5 Kk
PSH " (UE4E 20 : 3 )._. i EHT NMDAR il 4 f8 &
1 PSH 9 & 9 % 53K 50%, 1 B PSH 9 AE B % {F
B¢ FF Ta] A1 AL A i ~C I [a] B4 ™ CRE #2801 = 3) .
2014 4F | [# PR AR H 1T 1 PSH A2 Wb ifE , H il
PSH PEA4d & 4 (Paroxysmal Sympathetic Hyperactivity
Assessment Measure, PSH-AM) & # r— {Z o 1 Il
KiZWr ™ . PSHIIGTY Hbn L4k . (1) )8 ok 5|
AN 25 R A (2)0&&/‘@5‘5@%@%;‘{&;?&
I MR 25990 B4 - ] 7 2R 259)) | n%ﬂ)kiﬂcwf’j #JJ 1F
PEFEME B S ARBH ir 1 o2 2 IR T sh 7] #2808 19 24
Py (PR B s T Li(j} ES _’TE#WWHI
HoA 259 CnpHth AR < th T2 R 25 ¥R 7 I 20097
AR, B2 AT ﬁ:fﬂ,' —*Tﬂ‘l 2 e A Y, IR
il H R Z A 25 WAL 5 R 7 T SR VAR AR
TR AP - (3) SCHFPETR YT I8l ds PSH XT38 4% B
JERY S 7

L HA W A 2R ) e R A

O E B FE DD fE R IS BT NMDAR Ml & fig i W
) H F e dgeRf , o] ROV ELE O E O
Bt % ORK R i‘;-'{E ZF‘-: RAEE O PP, 5 T O E
A Dy RER i a9 8 & 6 T~ H BUR 2 7
AR, AE BB 1Y A28 ) RE B A A A4 IR l[l
J/es i B R DI RERE R HEGE 2 TR o i )
HE R AT AR Y9 S i s e RE R o (I £L iz 2 57

_h

IR ERR AT S

AE 2 & 1Y A 0T T 2 S 51 R e IR
PR A X A2 D HE R R A R
U W 0 A0 48 B 1 R ALO R B . TERZ 8O T,
9 3 2R ) E B A R & NV AE NCU W 17 L FF PR
7, I T FF s W M A iRy - T B R AR A M
(I = R E R 1y &*%Hﬁi*ﬂgﬁﬁﬁ**fﬁg?%‘ji:'“T
DMK ZH M n e s 2. Ol S
lﬂfirrﬁ-ﬂcr“z-easu@)\I%,J#T"‘E%ﬁﬁa Il F S 1

BRXFRE G A, ™ i Wiz ol i A8 T 2
%flﬁ%é’h:.?%,bkﬁﬁ%ﬂ%%ﬁa MAETHE,CHS &
T B L

HEEL: (1))((% AE BB A1 H FEMee e
WA A AR AE S AR B LA SRRl AT
22l S\ Ak o R WS . sh AW IR A
K/AMEBEINEE , KF OIS EE  WLsk S A #eR O O
ML T FIE I 50 W ) AR A O (e A
o FUMERE ) o (2) X IFM T 3 i B A 28 K7 5
b0 43 B s S i B, s E — A6 5E 3% B ﬂﬂ< L~
BT, IR IR S HL VAL S A PR CHS., Y LA R
e A N G N R TR T Pﬁ}%#ﬂﬂaﬁlﬁiﬂn‘%ﬂhﬁﬂ
?AJ A8 0 R Bl AR I 5l B HE 7 F

3)XF T 2BEMRL PSH A A 04 i 75 & ] PSH-AM #ﬁﬂ
fm‘Fﬂ ZWr . PSH AL PRES It 00 15 71 Bl A2 4 . A2 A 1
I\FﬂﬁFﬂi?ﬂF‘r‘Hm Jiﬁ?éPsH X 028 B I RE Y 52
e ) , T L[] 17077 HA s FUHELE )

2 9K JE B B T A0 XY E 1R ST

K E S — MO fls Zh 2R S AE 4Gz 8l K
fi AT AN F A S EEAR . HTNMDAR i
%ot H B Rk e R ok AE ) £ 2 N Y 14%~
86.7% IPL NMDAR i 48 H 35 a] HS 30 B o i 70 828
T GABA R .GAD65 | LGI1 PT 1A AH K i 4 58 & o n]
B R 5K AE 7 nl e LT L 55 GABA ‘f’a‘E FIAF 2
2 oc I aemy s Lt RIS AR A
1) B 9K AE &R BIm IR Z . R %r'{ém:na AE B #H
FHEE , 248 A& B 9K AE ) AR S8 & A 5 & L Fdy 3
NCUEH'™

AE 19 5 ok i DA K 18 s Bk 4 oy E &
(posturing ) (G&E M 18 2 55 & ULl R 22 2L, i 454
SOEEAT 1 AE A0 B 2 A (mannerisms ) A4S 5
UL . AR R I TR & B 'BE 5K AE nT o A gl BRRY | 2 Ay Y
FILAE 2 Fp 280 27 ] i 2l i 1 5 8, 24 32%~56% 1)




1082

e 22 R R 4 2024 4

10 H &% 57 55 10 H

Chin J Neurol. October 2024, Vol. 57. No.

10

PSH-AM=
CFS 24 43 +
DT 43 :
U PSH-AM
8~ 169> .

4 PSH-AM
=174, N
R HEPSH

Fy ] fig PSH:

PSH : {4 A 1t %

:JF;‘]' I ¥

Figure 1

T NMDAR % 4
Hi'E K IEMiZ M £
3 5 FR (

1)

o4 T 4 R

NS

T 15 O L &R

B 1 AVl S il 28 o S M i A

- . . L . * . . T
Management of paroxysmal sympathetic hyperactivity (This figure is drawn by the authors based on literature review) ™

S B ]K{nf F B WIR

| /5.. ﬂ‘. R3-86. 90.9]

= -3

SC I 238 1 BE 24 AY s PSH-AM : PSH T B & ; CFS: 1F A ™

IE-I FH

B Im RERNE i £ DLT:

izl gEME 1T H

PR R AR P20 £ e () SCmik i St Lo 14 22zl o7

]

KR sm izl S 401+ F

Diagnostic and Statistical Manual of

Rating Scale , BFCRS)

A b Il A : ET A
dipppeae | FTMHIRIR g, 5 A 1 2 iR
e 6 5| ke KA AEAR K
A A gy || 21k FPSH | WERATEST. WE B | 1 ~10mg
! amEIPsHE | SR aHAER. AtER ERAT W i
A TATA e JORC R ey LT s OELR ) Py
IEEST A Y DS AL Bhid
MY IR Hl] 1;%;‘1’:% # s K i 12~ 100 ug/h
ST A
ARGHITICU | WRKRTEST . W £ A%
MHYPSH | (¥ FI 0.2 ~0.7 makg "“h!
L _;:El‘| :l:"lf[lfﬁn
WY W2 451 4555 7y
2R | IR & [Tk R
il 1Lik BRI RLG | 100 o g8 ~ 12/ 1]
. AL . 1 | IR E A ROK A R
MR A WA | 1200 na/d: $EBKIESS .
i & A S | E BT
FERCR A
_ WAREGR | WEH. ST | 20~ 60 mofgd~ 6/
l{f”fi fh gEid MAGHERE | TTIRCHT B0 RAE: 28)
ki I [ F &
PEAPLER | SraemmhFnl ——— ,
ok A R 5 DLI& R 100~ 200 mghg1 2751
| 1R
. WRKTESS . FRFIRE< | 10~20 mg
KRR 2 | KRS AR NI 4 mg-kg "“h' arKHETE
REAIZ AR | s T 100 mg &8/ N\ THE
BUE:: fre K ) k4 800 mg/d
U 5 I — T SpT— :
ﬁ§§§H+ﬁwHaﬁf wpgpim | CEEEERIL ) L > moREnil Ik
_:_;,_r_ -~ B WAL AR 2 9 J1BRER I A A1) BESO mg/d
PORCHE B | R SpEERR L | 1.25 moE 1 2/ 1R
Lok S P dtd R . 2k | he K ATRE40 mg/d
A il 1)
e I
SRS YT 0.5 ~8.0mg/d. 4k
[1HK
7 AL PRE 1 ~10 mg
e e e A4 PREN. AR R RAHETE
BORGR | it & — -
SEY| 2 I 1 s £ 1 ~2mg
i RKHETE
SR TAL TR I ~4 mg
i KHET
0.5 ~2 mg/kg
DR | smsaE | =il
magm | s T ki y
| SR Al
10 mg-kg '-d '
XA AW AT &8 T . ROCTIRER M. WG Y PRI TRA Ik K V4. SR E R AR .

L E W

76-77. 80|

Mental Disorders-Fifth Edition, DSM-5) #1145 {1-4]; [Y]
Py i 2 9k JE 1F F i & (Bush-Francis Catatonia

DSM-5 12 Wi ' gk i &8 oK AF



e R

2024 10 H# 57 &5 10 8] Chin J Neurol. October 2024, Vol. 57. No. 10 - 1083 -

12 FAE AR A il B0 3 AP el LA E o 1fif BFCRS h A
23 TGN LA ET 14 3500 A - 91 04 2 B8 K Wi
#ft 1. H (Bush Francis Catatonia Screening
Instrument, BFCSI) P25, i S8 1E 14 J500E R i B>
2 GURE AR T HAFZERT ] AE 24 h D) b, J7 0] % s iy
K RE CPEAN 202 0458 9 31k A7 hitps < //bfers.urme.
edu). BFCSI &2 W & sk IE i & H AV 2% L (HASTF
o WY JE A AE B8 7 0T [a] I 45 9 5 22 RS GKAE L X
T B 9K AE B2 W iy 28 2] 14 TURE AR 1Y 4 100 A HE
ﬁﬁﬁ%%ﬁ!&i KE(91% ) FVRF 5 % (919%) ™ (k4
K23
%ﬁﬁ%h%m 5 JC 8l 53 B RN 22 A AE
AT BSRAE B2 W AN B 2 B N RE A T 0T
PHPE RO RS SR T Y 00 A BE (L 5l i 12 2 KA /Y
SRR RN ALRE o8 @ W Al I35 e i BB < N
of R REIREGY B N T L AEBRZ 55 I T A
T B oAl LU 8 H At A :5&15%%%1’5??%
5, nwKas M L e Ah oK AE ib ] H P A
g Eﬁ%:ﬁ%ﬁ:( NARBOLE Z9KAE ) . &k
'?”Kfﬂfﬁ:&*fﬁﬁ ?#?T%?”ﬂl(f%*ﬁﬁ)\m"‘
W) B EMARE M EAR/ TG OBl 3
"-F"Aiﬂ:l%%ﬂal’. TF) % MR L. RS E IR ri.
s RVE TEJLH N O i B UL B ek R SR
U5 5 K AT 25 LS A MU S 2 LR D T
M3k T R - A R KOhE A AR TR 5 4 25 BH iy 7] o
£ 25 5 1E (neuroleptic malignant syndrome, NMS) (1Y)
(& HFE FF 7F & . HL NMDAR fi 48 rf % 5 gk
JE/NMS ) & R 24 R 129%~16% %" (1FE s
2 :3) .

HL NMDAR i % 5 ) Z 9K A % H 259 7
&S5 PP PE (95.1%) 4 W B RE (31%) TR B 55
(9%) METEZ M (4%) . 1R IR A — i e

2% e BB A 1Y B aKAE | (B0 I 2 ' 9K E ) i e A AR
S (UEEZ R - 3) . AR va BT (electroconvulsive
therapy , ECT) W4 ) H T-{G 97 T NMDAR Al % 11 5
gk o 18 Bl R 58 5K $% 52 ECT IR Y7 Y 9T NMDAR
fiki 4 6, Horb 10 191 B8 4 (1 B2 oi0E A 2 MG ™ Gk
e :4) -

Z 9k E 1Y ﬂcm J7 AL 6 R TR B R A
() ECT. KA R E R ZIKAERT, 57
PLog PR 2 kLY. WoR—ZRIr AT
GIT IERE H AT A 2%, vl LA F IR Ry 1
U501 Ff NMDAR 45 4¢ 741 T WA B 8 5 <3 M1
HAb Ry ol A 22 1 2 g ik s ) LR S oY

I-f|

- T ER AN TS S R R A W LAV RS
e g, R Rl PO SR 298 . T (el
FHPURS #0005 25 90, 10 16 PR % NMS 11 XURS I 14
WO T, A K i 7 ik sl NMS BE £ s & 1 A% b
o SR AR SR BOKRS #0259 1 % A TR
P EREHE R m E LY eah,
A RSN BF ST 7 CUEHE 2 51 < 3) R 5 $ ' (E
a2 - 4) 85 AL R 1F 0 AR A5 97 1 04 P s 57 $ g
PRI ORI , kA FH b v 2 0 AR SR P 2
TEIKRIEMRIT A —ERCR . X T BN E 9K
iE (1 58 5 N S A 22 LRl He R, I s bk (o
R — R/ ERGYa ECT™ . R4 ECT & B ik IE
1 —2 3697 T &, {H?HILNMDARM mEY,H
AT A R0 91 4008, AR T 2 Z 1 AF 5T R PP
HIPREG AR R -

HEE: (1) FEEHEAE AE B & Bk IEmiH
A, 24 R AR BEER Ay AES BRI
i *'#JJ%HEF“ 25 FRIRE 107 e e K 5K RE 1Y nl e, IFTE
o 55 1B 2 NG Bh 2 R SE AR S8 51, X T B aRAE 1%
'ﬁéi%&a% NMS . PSH 350 GO0 AH % 0 (L 21
g ZUHETE ) o (2) 4fE ¢4 H DSM-5 F1 BFCSI x#%%‘iﬂﬁ%
PEA T Wa I A132 W Cul 4 2% 591) - F,*’W‘Ji‘ﬁf"”‘ 3)HE
HKAE A IZ W AN g B, n] BT 9537 ﬁrﬁi&ﬁ%‘
HAR L IR O 2 (L M| ﬁ%"ﬂi‘fﬁ'@) 4) 14 H
BFCRS 1FA& & 5K AT 0090 175 28 Ak HIZR I 7 B (£ % 4L
WL sRPIHETE ) (5) —4iRdr : A R =2 RKAY (i
W ST R ) M8 ECT (A &1 A &5 =
JP R NS B T e ) . T ERIRYT il DASE
| f NMDAR F5 471 7 ( %Fﬂlt"ﬁﬁﬁrukﬁij, CIBREENS
HAthas nT 2230 AL e 2 12 éLVﬁﬁ{H\?ﬁMﬁﬁﬂ"ﬁ 2/
PO (N R N FE IR R (R AR )
(6) a7 Z 0 H] hLﬁ?fWﬁfﬁm Iy i FH A Sl A8 g
fi AR 25 P05 D e, H— s B A FH R UK
B GW) . YUK AN 2h JWJ U H: il F‘WJLﬁi"M )
W) ) AEAE S & K L4 NMS 9 JXURS: Cifin 37 Bk Ik ok
WETE A NMS o S VA4 0 7 550 ) SR 75 A K fl e
i, 7Skt G (el FHBORS B 259 (4 2 AL g 5
#HELF)

ol VoS

L.

— NCU ¥ Bt |a]
ZIHFIT 4 B L, A{E NCU B9 AE 4 1F
NCU it a] b 24~39 d & (FEHEZe 9 :3) . A



- 1084 - e 2R 4 2024 4210 HEE 57 555 10 8] Chin J Neurol. October 2024. Vol. 57. No. 10

I S E A LRSS O & W ks
Table 2  Protocol for a lorazepam challenge for catatonia
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