. 208 - o B B A 2 05 2 0 2024 4F 4 A A 24 5 4 ) Chin J Contemp Neurol Neurosurg, April 2024, Vol. 24, No. 4

- P AX e 2 2R S e g PR R -

RO R A B B G I 2% I PR 45 1 4 A

Toe A& Edr B4k

4

(2

(FE] BRGS0 Hh XOR [ B A AR A G M BB H e PR il 98 10 I DR ARRAE | I 430 A 6
T FIRZWIME, ik LA 201845 | A £ 20234F 10 H B4t B /8 BiA X A RE 2B 5
TRIT Y 47 GRS TE B B S e MG R AR AL RGBT R R RS R R T AR 1 1 (LGIL) BT M A 56 il %
181511 (38.30% ) 4T N-H D~ K & 58 R 32 /R (NMDAR) i 48 16 1] (34.04% ) i 5 3 /0 2 118 5 20 e i 4 1
(MOG) iR A i 48 8 41 (17.02% ) BT y-2 3 T B2 B 2 /K (GABA,R) i % 5141 (10.64% ) , R+ 2 A
22 00RE I PR 2R 0 L SC 96 25 T FL A B G A5 45 5, 2 1 32 3803 TAEFRAE (ROC) i1 28 DU VEAN AH S0 96 %=
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A, BT NMDAR IR AR G858 T0H W 40 B 3 E 508 T BT LGI HT M4 A0 SC il 48 (Z = - 3.307, P = 0.001) T4t
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(1=-4.592,P=0.007) & & iAW ALY E TP LI B AR SE M 4 B # . ROCIh4 Wos , KR4 k2 W
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10°/L, il W &AL ¥ 12 T Bt LGLL Bt 44 AR ¢ 1t 48 A9 il 26 K 1 #H  0.748 (95%Cl: 0.598 ~ 0.898, P =
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[Abstract] Objective To summarize the clinical features of infection - associated autoimmune
encephalitis (IAE) with different antibodies in Xinjiang region, and to explore the diagnostic value of
relevant laboratory indicators for IAE. Methods A total of 47 patients with [AE diagnosed and treated in
People’s Hospital of Xinjiang Uiger Autonomous Region from January 2018 to October 2023 were enrolled,
including 18 cases (38.30%) of anti - leucine - rich glioma - inactivated 1 (LGI1) antibody - associated
encephalitis, 16 cases (34.04%) of anti-N -methyl-D -aspartate receptor (NMDAR) encephalitis, 8 cases
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(17.02%) of anti-myelin oligodendrocyte glycoprotein (MOG) antibody -associated encephalitis, and 5 cases
(10.64%) of anti-<y-aminobutyric acid receptor type B (GABA,R) encephalitis. Social demographic data,
clinical manifestations, laboratory and other examinations were collected, and receiver operating
characteristic (ROC) curve was drawn to evaluate the diagnostic value of relevant laboratory indicators for
IAE. Results The age of onset (x°=9.500, P =0.023), myasthenia (x’=9.967, P =0.019), vision loss (x* =
9.967, P =0.019) and seizures (x*=8.046, P =0.045), cerebrospinal fluid (CSF) white blood cell count (x* =
15.237, P = 0.002) and chloride (F =4.156, P = 0.011) in patients with anti-LGI1 antibody - associated
encephalitis, anti- NMDAR encephalitis, anti- MOG antibody - associated encephalitis and anti - GABA R
encephalitis were statistically significant. The age of onset in patients with anti-LGI1 antibody -associated
encephalitis was larger than that in patients with anti-NMDAR encephalitis (Z=-2.384, P=0.017) and anti-
MOG antibody-associated encephalitis (Z =-2.420, P =0.016). The CSF white blood cell count in patients
with anti - NMDAR encephalitis was higher than that in patients with anti- LGI1 antibody - associated
encephalitis (Z =-3.307, P=0.001) and anti-MOG antibody-associated encephalitis (Z =-2.835, P =0.005).
CSF chloride was higher in patients with anti-NMDAR encephalitis (¢ =3.159, P =0.007) and anti-GABA R
encephalitis (¢ =-4.592, P =0.007) than in patients with anti-LGI1 antibody-associated encephalitis. ROC
curve showed that the area under the curve (AUC) of age of onset for diagnosis of anti-LGI1 antibody -
associated encephalitis was 0.722 (95%CI: 0.569-0.875, P = 0.012), the sensitivity was 0.556, the
specificity was 0.821, and the cut-off value was 54.50 years old. The AUC of CSF white blood cell count in
the diagnosis of anti-LGI1 antibody-associated encephalitis was 0.706 (95%CI: 0.558-0.855, P =0.019), the
sensitivity was 0.889, the specificity was 0.571, and the cut-off value was 4.50 x 10°/L. The AUC in the
diagnosis of anti- NMDAR encephalitis was 0.790 (95%CI: 0.643-0.937, P = 0.002), the sensitivity was
0.600, the specificity was 0.967, and the cut-off value was 13.50 X 10°/L.. The AUC of CSF chloride for the
diagnosis of anti-LGI1 antibody-associated encephalitis was 0.748 (95%Cl: 0.598-0.898, P = 0.005), with a
sensitivity of 0.722 and a specificity of 0.714, and a cut-off value of 122.70 mmol/L.. Conclusions [AE
with different antibodies in Xinjiang region has specific clinical features. Age of onset, CSF white blood
cell count and chloride have important value in the diagnosis of anti-LGI1 antibody-associated encephalitis,
and CSF white blood cell count has important value in the diagnosis of anti-NMDAR encephalitis.

[Key words] Encephalitis; Autoimmune diseases of the nervous system; ROC curve; Xinjiang
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Table 1. Comparison of sociodemographic data of IAE patients with different antibodies
W b Bt Lcn(a?liiﬁ}:)la‘émﬁ% hN(erlD:Allé)Hmﬁ it Moc(bﬁx‘;fla‘éﬂnxj& it GA(Ez:BSR)M% i P
PRI 61(%) ] 0.905  0.824

B 12(12/18) 9(9/16) 6(6/8) 3(3/5)

g 6( 6/18) 7(7/16) 2(2/8) 2(2/5)
RRGAER [ M(P,;,P,5), %] 55.00(43.00,63.00)  39.50(24.50,51.00)  39.00(36.00,45.50)  51.00(43.00,57.00) 9.500  0.023
ABE#Z B [ (%) ] 1.420  0.701

2018 4 1( 1/18) 2(2/16) 1(1/8) 0(0/5)

2019 4F 3( 3/18) 4(4/16) 2(2/8) 1(1/5)

2020 4F 5( 5/18) 2(2/16) 2(2/8) 1(1/5)

2021 4 1( 118) 5(5/16) 0(0/8) 2(2/5)

2022 4 1( 118) 1(1/16) 0(0/8) 0(0/5)

2023 4 7( 7/18) 2(2/16) 3(3/8) 1(1/5)

LGI1,leucine-rich glioma-inactivated 1, BRI R TG R H 1; NMDAR, N-methyl-D-aspartate receptor, N- L D- KRR RZ K ;MOG,
myelin oligodendrocyte glycoprotein, BE Y /D 2 I o 2 BB AR GABA R, y-aminobutyric acid receptor type B, v-BHAE TR B I 574K

L9 7 XU e B L TR AR LRI RO O EB R B
(EBV)IgG FHYE . (3)F# > 18 % . (4) R 2ATES W 2
PE R o (5) HEBR B Gs Me Mo 2 A 1 1 i 9 8 oo A o
ZRGMIE VL S R R A e 3 R

2. — B BTRE AN AT ERAE TR B A XN R R B
HL 0 0 2R 48 2018 4F 1 H 2 2023 4F 10 H (198 44 AH
KM B B g Pk i A R A 3k 47 ), B v 30491, Lok
17 B 5 4F 1% 18 ~ 76 &, 1 i 4F #% ly 43.00(36.50,
55.00) % ; £ 45 BT LGI1 Hi K& M 26 M & 18 1
(38.30%) , It NMDAR fii & 16 4] (34.04%) , it MOG
FE AR HH O % 46 8 191 (17.02%) , $t GABA,R i % 5 1]
(10.64%) .

= W5k

LIGIRBERERE (DRSS AT 22508 M
&I I LN BEIR 2 B A (2018-2023 4F ) . (2) IIfi JR
AL AL R R SRR kR LTS L
1B A NI A B A B AR A O &R B
RAE KEMAT N RE RR A (3) LI R8s G
VR IR A A A, LA RO B I 2 A (4) HoAth
T BORG A  AL 4E il 8] OMRIFT MRV %5

2. 53 M7 R HH SPSS 26.0 48 iR 1 it
TR AL 38 5 23 BT o B0 LA R 500k 18 1 (%)
BE (%) £, oK KK 5 Kruskal -Wallis H A
¥, 1E LK 56 R JH Shapiro-Wilk #6556 , 5 1F 2543
A 3 o R DA B £ R 25 (v £5) TR R
KR 5 225701, B LR FH LSD - K 3 5 SRR IEAS
3 T BORE L AL BOR Y A SRR BE LM (P,

P.) 13578, % H Kruskal-Wallis H ¥ 56, ™ 1L 4 %
I Mann-Whitney UK % . % 1 3 1 % T ff 45 1
(ROC) i 2 FF H 30 2 B i BL(AUC) RUIT- i 4 e 5K
B0 2 16 bR TE YL A OC M BB A g M ik 8 2 Wb Y
. LLP<0.05h 27 A5 E L,

5 R

— Fho AR TR

Pt LGIL $7T 4K AH 3¢ i % . $T NMDAR i 4 . $it
MOG Hi AR A5 48 BT GABA R I 4 1 & 1Y & 5 4F
%2 5 B Gt (P =0.023), 2 $1 LG
P AR AH O i AR B R AF % B T HT NMDAR Ji &
(Z=-2.384,P=0.017) 4T MOG B (4 A0 K il 42 (7 =
-2.420,P =0.016) & & ; 0 1 5 F0 A B 8 12 i 8] 75
ENGEIR: NPy P RE RS R L i Y
2SI LG FEE L P>005,%1),

G PR AR AR

Il PR 3 %2 3R 0 AT o = w0 19.15% (9/
47) , 5N IR (5 14.89% (7/47) , Sk & 10.64% (5/
47) B KAE 5 10.64% (5/47) , 559 & AE 5 8.51%
(4/47) , TN M1 ) fig B 05 5 8.51% (4/47) , k= &
6.38%(3/47), K i 6.38% (3/47) , Jii i 4.26%(2/
47) , WL H3 15 4.25% (2/47) , ¥ 1 F B 5 4.25(2/
47) , BERR SRS 5 2.13% (1/47)%% . $i LGI1 Hi ik AH &
il % 4T NMDAR i % HT MOG $T 1A A0 ¢ i % L $1
GABA,R i & 5 LI 71 (P =0.019) ML) TR (P =
0.019) FU I & AE (P =0.045) H ] 2% %8 i it 5
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Table 2. Comparison of clinical features of IAE patients with different antibodies [case (%)]

WIS 7 Bt Lcn(ﬁtﬁzlz)la‘éﬂlxi& Bt N(l\/rllD:Allé)Hwﬁz £/ MOG?’E@;H%M% ¥t GA(I:JiﬂslngXiﬁ i Pl
i N S e 3(3/18) 4(4/16) 0(0/8) 0(0/5) 3.532 0.317
K 1(1/18) 1(1/16) 0(0/8) 1(1/5) 2.073 0.557
S8 1(1/18) 1(1/16) 3(3/8) 0(0/5) 7.321 0.062
P 2(2/18) 1(1/16) 0(0/8) 0(0/5) 1.527 0.676
MLTE 0(0/18) 0(0/16) 2(2/8) 0(0/5) 9.967 0.019
I T B 0(0/18) 0(0/16) 2(2/8) 0(0/5) 9.967 0.019
AT e b A 3(3/18) 1(1/16) 0(0/8) 0(0/5) 2.791 0.425
e G i i 1(1/18) 0(0/16) 0(0/8) 0(0/5) 1.611 0.657
T & AE 1(1/18) 0(0/16) 1(1/8) 2(2/5) 8.046 0.045
i & 1E 2(2/18) 1(1/16) 0(0/8) 2(2/5) 5.691 0.128
REARAT o 5 3(3/18) 6(6/16) 0(0/8) 0(0/5) 6.490 0.090
VIES 1(1/18) 1(1/16) 0(0/8) 0(0/5) 0.792 0.851

LGI1,leucine-rich glioma-inactivated 1, LA R TG 1; NMDAR, N-methyl-D-aspartate receptor, N-H! Fe-D-RE AR Z K ;MOG,
myelin oligodendrocyte glycoprotein , i i /> 28 i J5i 41 fL 5 25 1 ; GABA R, y-aminobutyric acid receptor type B,y-2 3L TR B #15Z {4

S5 A R 3R BLAE AN [F] BE A4 288 7R JRR e A OGPk 3 B
G PV N R B Z H 22 RIF G R X (P>
0.05,%2).

= E KA

LB W P LGIL PR A G % . HT NMDAR
1 4% 4T MOG HL 7K AH C il 48 9T GABAR i & i #
i 2 Y 40 B8 (P = 0.002) R AL # (P =0.011)
ZRAAHEITFE X, SR EZH, it
NMDAR i % £8 5 i 5 ¥ 1 40 A 14505 T 90 LI 3t
TRAH % (Z =-3.307,P=0.001) FI4HE MOG $i 441
MR (Z=-2.835,P=0.005) # ¥ , 5L NMDAR il 4
(t=3.159,P=0.007) F1HT GABA,R il % (Z = - 4.592,
P =0.007) £ & AW K-8 T 5t LGI1 B 44 AH O fil
AR 5 1T At ki A VR A AR LE AN R AR 28 R Rk e A
KME B S PERG AR B E Z 22 RIF RS2 B
X (¥ P>0.05,%3),

2. 5N ML IgG ASHA 21 ) A [ B A 24 700l e
AHOCHE B B fo 92 Pk 1 48 28 5 A6 D A0 J] Il TG, 45
W78 HSV-1 1gG FHPE ANy 90.48% (19/21) , . 41 il
5 B 1gG BHPE % 100% (21/21) , KB 5 7 1gG FHAE
Hh 85.71%(18/21) , 55 JE A4 TG PHME R N 9.529%(2/
21) , Bl it SR B TG BH 28 57.14%(12/21) ,EBV
IgG BH 1 2 2 100% (21/21) o 4t LGI1 Hi 4K AH 5 i
4 PL NMDAR i & . 5L MOG #i 14 A0 56 ik % L Hit
GABA R il 48 8 35 1 i I AR 8 e 22 S T8 12 3
X(¥JP>0.05,%4),

DU | S 56 3 A AN [ B A 288 AR R LA DG PR A
B 8 M Il 2 12 W

53 500 225 T R 98 AT L I VR 1 4 L OR SE A
Y2 Wbt LGIL H0 44 AH OC il & . HT NMDAR fii % . it
MOG Hi /R M ik & HT GABAR ik & (19 ROC i £k .
SERWIR KRR 2 WP LG T4 FH 5C il 52 1) il
2 T L 0.722(95%C1:0.569 ~ 0.875,P =0.012),
RAYE N 0.556 45 5 E 4 0.821, # K 4 54.50 % 5
kG A VR 1T A T T SR it 4 T AR R 0.706(95%Cl:
0.558 ~0.855,P=0.019) , R} 0.889 4F 57 & N
0.571, #% W {8 4y 4.50 x 10°/L; il 1 ¥ 5816 9y 11 il &
N AL 0.748(95%C1:0.598 ~ 0.898, P =0.005) , &
BORE 0.722 % S R 0.714, 8RBT 9 122.70 mmol/L
(Bl 1a), KIEEEYIZWiHT NMDAR M 4 1 il &~ i
TR 0.672(95%C1:0.490 ~ 0.854, P =0.061) , R 4 J&
H0.667 55 R 0.677, BRWHE A 42.50 & ; ki B
148 T 25 il 2 TE AR O 0.790(95%C1: 0.643 ~
0.937,P =0.002) , R U H 0.600 . FF 5 £ 4 0.967,
BT BN 13.50 X 10°/L; i W sl A6 P 19 it 6 T 7R
9 0.630(95%C1:0.458 ~0.802,P =0.156) , R & N
0.667 ¢ 5 FE 4 0.616, # Wi {5y 122.70 mmol/L (4]
1b) o AR 2 Wi HT MOG P 5 1 % (1 #h 2 T
T FL K 0.673(95%C1:0.515 ~ 0.830,P =0.128) , R fif
JE 0.875 RS BE 4 0.553, i {E N 48.50 % 5 i B T
14 B 31 4500 M 26 F AR R 0.702(95%C1:0.519 ~
0.886, P =0.075) , Z & 2 1.000 K 5 £ 24 0.605,
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Table 3. Comparison of CSF examination results in IAE patients with different antibodies
W d b it Lcl1(;:t_1ﬁﬁ)7‘éﬁm& it A(l\fll):fxlré?m HMOG %;HL $8$E7éﬂwﬁz it Cx?]jf:BSR) i 4% CHRFE P
L3 E M (P, P,y) N /HP] 0.00( 0.00, 0.00) 4.00( 0.00,16.00) 0.00( 0.00,360.00) 1.00( 0.00, 8.00) 5596 0.133
H AN 5 M (P, P,s) X 108/L] 1.50( 0.75, 4.00)  14.00( 2.00,20.00) 1.00( 0.00, 4.75) 8.00( 3.50,71.50) 15237  0.002
B2 40 B A M (P, Ps) L % ) 63.35(49.10,78.63)  78.90(64.00,94.50)  63.10(39.58, 90.88)  90.00(36.85,94.25) 3.465 0325
A LB M(P,;,P,5) %] 23.05(11.25,36.38) 5.60( 2.50,24.00)  27.40( 4.70, 50.05) 9.00( 3.30,27.00) 4739 0.192
7 0 240 1 [ st P, %) 0.00( 0.00, 0.00) 0.00( 0.00, 0.00) 0.00( 0.00, 0.00) 0.00( 0.00, 0.00) 3961  0.266
A He 4 L ), %] 0.00( 0.00, 0.00) 0.00( 0.00, 0.00) 0.00( 0.00, 0.00) 0.00( 0.00, 0.00) 3292 0.349
wmaémﬂ@tmm (Py,P,5), %] 1.80( 0.00, 5.00) 2.00( 0.00,11.00) 0.70( 0.00, 5.25) 0.50( 0.00, 9.45) 0.554  0.907
W R AL B[ M(P,g,P,5), %] 0.00( 0.00, 0.00) 0.00( 0.00, 0.00) 0.00( 0.00, 0.38) 0.00( 0.00,19.00) 2867 0413
wg R A L [ M( P, Ps) %] 0.00( 0.00, 0.00) 0.00( 0.00, 0.00) 0.00( 0.00, 0.98) 0.00( 0.00, 8.40) 0219 0975
W TR R A L L [ M (P s, Ps) % 0.00( 0.00, 0.00) 0.00( 0.00, 0.00) 0.00( 0.00, 0.00) 0.00( 0.00, 0.00) 0.000 1.000
WE B A L [ M(Ps, PLs) %] 0.00( 0.00, 0.00) 0.00( 0.00, 0.00) 0.00( 0.00, 0.00) 0.00( 0.00, 0.00) 0.791  0.851
Pandy i 5 P [ 51 (%) ] 2( 2/18) 10 1/16) 2(2/8) 2(2/5) 4186 0.242
BAHEHR (x£5,mg/L) 483.33+177.63 486.00+273.85 527.50 +304.99 504.00 +283.78 0.068  0.976
HIEBE (3 £5, mmol/L) 433+ 121 387+ 0.86 381+ 1.26 399+ 0.9 0.657  0.583
ALY (3 5, mmol/L) 12103+ 3.73 12419+ 3.06 12325+ 274 12562+ 0.93 4156 0011
LRI S (x5, U/L) 1657+ 4.20 2027+ 5.63 20.16+ 7.88 2422+ 820 2,662 0.060
R B U <2 UILL (%) ] 17(17/18) 16(16/16) 8(8/8) 5(5/5) 1611  0.657

One-way ANOVA for comparison of protein, glucose and chloride, and Kruskal-Wallis H test for comparison of others, FEHER A mAEA
I H AT BN & T 224007, Ho AR 8 AR Y HE 84T Kruskal-Wallis H K55 . LGI1, leucine-rich glioma-inactivated 1, BRI R R T E
1;NMDAR, N-methyl-D-aspartate receptor, N-Hl %£-D-K KR ; MOG, myelin oligodendrocyte glycoprotein, B /D 2 6 A0 M B

GABA R, y-aminobutyric acid receptor type B ,y-R TR B AIAZ ik

BT 2 7.50 x 10°/L 5 i 5 U S8 A6 9 1 oty 6 v AR
4 0.533(95%C1:0.334 ~0.732,P =0.772) , R E N
0.625 . H5 5 % 4 0.679, # W {7 123.55 mmol/L( &
le) o RIGAEWR 2 WPt GABAR I & 19 i £ T if
49 0.600(95%C1:0.402 ~ 0.798, P = 0.469) , R & i N
1.000 ¢ 5 £ 24 0.683 , # W {2 38 % fisi ¥ Vi (1 4
Mt oy M & R R 0.649 (95%CI: 0.371 ~
0.927,P =0.282) , R Ji 24 0.800 . % 5 £ 4 0.683,
BT B Ry 6 x 10°/L 5 i 15 W A6 4 %) it 4 °F 1 AR
0.766 (95%C1: 0.636 ~ 0.895, P = 0.054) , % #{ & Ky
1.000 ., 47 5 & 24 0.707, # 8 {6y 124.45 mmol/L( &
1d) o FIRSS RN, K 4 0 I U 40 A T 4K
FVE ALY AT BT LGI1 B M A8 O I 48 B A R 4 1912 Wi
M {8 5 7 8 D A0 3 B0 5T NMDAR Jili & HA R
4 1932 W 1.
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Table 4. Comparison of the positive rate of IgG in peripheral blood of IAE patients with different antibodies [case (%)]

B e b7 ﬁLGn(iﬁiztizﬁ)a‘éﬂm% k7 N(erlDzAlfﬁ{;]ﬁilﬁé ﬁMocﬁE{xg)ﬁa‘éﬁm% £ C%EQ%R)HE& N PIE

HSV-1 IgG 0.068  0.995
PR 8( 8/18) 6(6/16) 3(3/8) 2(2/5)
53 4 0( 0/18) 1(1/16) 1(1/8) 0(0/5)
Z oAl 10(10/18) 9(9/16) 4(4/18) 3(3/5)

5 20 i 9% % 12G 0.139  0.987
BH 8( 8/18) 7(7/16) 4(4/8) 2(2/5)
9 1 0( 0/18) 0(0/16) 0(0/8) 0(0/5)
A A 10(10/18) 9(9/16) 4(4/8) 3(3/5)

AIZ 5 BE 1gG 0.321 0.956
FF 4 8( 8/18) 7(7/16) 2(2/8) 1(1/5)
¥ 14 0( 0/18) 0(0/16) 2(2/8) 1(1/5)
A 10(10/18) 9(9/16) 4(4/18) 3(3/5)

EPIANF 0.213  0.975
FF 4 2( 2/18) 0(0/16) 0(0/8) 0(0/5)
[ 6( 6/18) 7(7/16) 4(4/8) 2(2/5)
A 10(10/18) 9(9/16) 4(4/8) 3(3/5)

il U B 7 126G 0.469  0.926
PR 5( 5/18) 5(5/16) 2(2/8) 0(0/5)
5 44 3( 3/18) 2(2/16) 2(2/8) 2(2/5)
E Rl 10(10/18) 9(9/16) 4(4/18) 3(3/5)

EBV IgG 0.139  0.987
BH 8( 8/18) 7(7/16) 4(4/8) 2(2/5)
9 1 0( 0/18) 0(0/16) 0(0/8) 0(0/5)
AR A 10(10/18) 9(9/16) 4(4/8) 3(3/5)

LGI1,leucine-rich glioma-inactivated 1, R 1 1;NMDAR, N-methyl-D-aspartate receptor, N-H! I D- KL HWRZ K ;MOG,

myelin oligodendrocyte glycoprotein, i 2 58 i o A0 it AR ; GABA,R, y-aminobutyric acid receptor type B, v-BETRB W AZ AR s HSV -1,
herpes simplex virus type 1, P2 R 1 8, EBV, Epstein-Barr virus, EB WG T

KA, S BLES 4348 b5 0T LAAE 85032 Wi AR [R] Bt 44 24 76 Jgk
el Sk BB G B R G 5%, A5 R R S TR iR 2
TR Y8 FH G ) B P I A RR R A IR AN T
K 18 ~ 76 %, i A % 43.00 (36.50,
55.00) %, Hoop T LGTL $0 4K A 56 i 2 L 9] f5 5
(38.30%, 18/47) , I & T 55 % B % ; H ik & $it
NMDAR fiti % (34.04%,16/47) , 2 WL T 39.50 % F 1 ;
I FL MOG it 1A A ¢ i % (17.02%, 8/47) Fl 4L
GABA,R Jili %6 (10.64% , 5/47) A5 A% , 43 5 - & T
39 F1 51 % B, BT LGI1 B AR AH 5 I 4 f8 & &0 4F
% W5 T 5T NMDAR i & F1 35T MOG T4 K 56 ik & H
T AR [T 2 AR Y A OGP B e e
i 98 R0 38 2 180 TG W 3 25 R 6 SR GE , BT LGIL T
TR I % 8 % kAR T 60 % DL E B e, H R i AR iR
Fii B T B0 NMDAR fili 2 83 0 A5 Jir 4% 39 it b

DX B G 1 il A% B A K AT i 5 R AR i T SRR
— 3, AR Z AL TR A R AR R
LGLL & — Pl 43 Wh P 28 fol 2 (1, 2 22 383K Tt
B B S AR 2 R G0, T DA 5 ol i I R A A
& E -4 R % A EF23(ADAM23) H1 58 fil 5 15 & 1
A FE LR E A 22( ADAM22) My 1 58 fil 52 &0
2 5 28 TU A R 58 fil A% 33 5 BT LG L1 LAk ml f i [
IR PE A B 7 (VOKC) 2R 3% L 8 i -2 3t -3- %
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A2 il A 398 U 55, T BRI AR KON N ) e B
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Figure 1 ROC curve of age of onset, CSF white blood cell count and chloride in the diagnosis of IAE Diagnosis of anti-LGI1
antibody-associated encephalitis (Panel 1a). Diagnosis of anti-NMDAR encephalitis (Panel 1b). Diagnosis of anti-MOG antibody-
associated encephalitis (Panel 1c). Diagnosis of anti-GABA R encephalitis (Panel 1d).
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Figure 2 A 39 - year - old male patient was clinically
diagnosed as anti - LGI1 antibody - associated encephalitis.
Head MRI findings Axial  T,WI  showed slightly
hyperintensity in the bilateral medial temporal lobes (arrow
indicates, Panel 2a). Axial FLAIR showed slightly
hyperintensity in the bilateral medial temporal lobes (arrow
indicates, Panel 2b).
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