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Abstract

With the continuous discovery and improvement of autoimmune encephalitis (AE) related antibod-
ies, the incidence and prevalence of AE have shown an increasing trend year by year, and the inci-
dence and prevalence of antibody-negative autoimmune encephalitis (AbNAE) have also shown an
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increasing trend year by year. However, in the absence of antibodies, an important diagnostic basis,
how to diagnose AbNAE early, conduct early immunotherapy, and improve the prognosis of AbLNAE
patients is now an urgent problem to be solved. This article reviews the diagnosis, clinical manifes-
tations, auxiliary examinations and treatment plans of AbNAE by combining existing research. Due
to the lack of relevant antibodies, the diagnosis of ADNAE mainly depends on clinical manifestations
and auxiliary examinations. MRI and arterial self-selected markers have important diagnostic value
for AbNAE. The treatment plan of AbNAE is consistent with that of antibody-positive AE, but the prog-
nosis of AbNAE is worse than that of antibody-positive AE. How to further improve the diagnostic cri-
teria, discover specific antibodies, improve auxiliary examination methods, reduce the misdiagnosis
rate of AbNAE and improve the prognosis of AbNAE patients is the main direction of future related
research.
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1. 5|15

5 G 7% 14 ik 7% (Autoimmune Encephalitis, AE)/& BT H B 598 [ N = A2 £ X #4128 70 41 f 3 T 555 fik
AU FBOA RIS SRS AR I AR RGP o LI AR PT 5 B P oG 28 AH AL, (H 3
AE IGPRAERAFERE SV, 18 G ROt F P R R AT IR 2 AR 5 3 SRR [ 1] [2] 0 9 1] fr— 0 [ i P
FL3]RI AE 183 EH: X R F A 0.8/100,000, HIFHR N 13.7/100,000, [FE7E AE HUAAKR B2 K
M5eE T, RELX AE KW E0R R R DB FIE mEH . 1Ak, Julia Granerod [4]55 A M — TRHTHE 4
FEAN L iR 4 5 T A SR R 20 15 20%. B E) AE Frisasi A Sot LB E K, +5
MG PR BEACLIN 2 FR 1) AE HUARKEINGE B 2 FHYE[S5]. AE RIG R EH R S R rt—5
RFE BB PRI 3 S AT AR FIAREE R RSB, B Gl M i3 73 3 BT ot R K S«
FHZTOPUE(Hu Yo. Riv Ma2. CRMPS5. GAD %)FI4H iR P (NMDA 524k, VGKC /4. GABA %7
. LGI %) [6]. EXTZICHUR I B B HUAKIINTE M2 2 G0 G e M50 2 W7 b 00 4 R s 3 4,
S NS K b 2 S5 A S5 0 I I E B AR,  AHRBURPUAR RIS Ry AE 835 B2tk v
FALES> AE AFEHTART I 1 015 00 BDHTAAR B ) B 6% 1% ik 4 (Autoantibody-negative autoimmune
encephalitis, ADNAE). *f1 AE $UAR I FRH A 7] fei& sz 2 FGT7 I TR A 4E iR . Woo-Jin Lee %5 A\
[71H)— TN FC A LIS AP AE BB 2 S5 70 R4 f EEA91(56.5%) 8 NMDAR Hif4ixi ¢ (NMDAR i
R)NF(74.4%) AR, X FEBI R AR AT e SHUARIIIE AE Km0 E M & A Bl m e (0 i R 2R
B FEHE TCRE 5 EA A R R E OC. thAh, ZTHE AL ADNAAE S8 R A
WAFAE—E M . ([EABET BRI RL S E ADNAE FRE G 1077 (R HE 15 th 2 T i % 22 ) o 7 i
Kz —. Tk AE FIPUARIIIRA 1T B8t BON IX BPUIRBIPE AE BIIRIZ T ZR12, MRz Bm i
H IR IETT T, BE T E B TS . RIS U R B HUARA £ 10 AE /& AE [ 3 227 7Y
[6] [7]. HIMAETCEEN AE FUARMBATHIZ IO, W RS2 W AE JF3HT ity T o IIAE i
R Al R . A S5 S I TS % ADNAE BIIGREHE . 1097 5TUE, IRKIRE 512 Wbr B ass
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iR, BIEERTT ADNAE B2 WibrE 3t — 25w s, MR ERIE R E.
2. AbNAE RUiSHrkR &
2.1. AbNAE B9ENX

M8 I B 5 G PR ik 2 A2 18 AR AT R B I BURPUAR) AE, A& FER W N B O 5 #2450
REINEAYER) AE, BIPUAEAYE I B B %% 14K % (Autoantibody-negative autoimmune encephalitis, ADNAE)
AbNAE, #R¥% Francesc Graus [8]55 N#& i iz Wiknite, MEMA M AE 7508 B & G Wil 2% 28 (LE)
SRR O N B8 2 (ADEM) AR A PESE L) AE (ANPRA) 3 FifIE A

2.2. AE SEIRRREXRK

HHI AE 2l /715802, {HLL Francesc Graus [8]55 A\ 3¢ H M2 WibsiE i) 52 . F2 WibnifE O =+
W W B 5 e e 28, FHIR IS AE. 2 BibrAERR T SR S A B & e e 2 ) = A
BRARER, NS R X AR, RS R ST RIG R ISR 22 A T 9 (12 Wb o B8 AT
H B G MG 26 A R 2 OIG R VAL . e RAR(<3 AN H)RIEIZERE, RARES MU B R, —
b Bl 22 ol () Jy b 1tk PR AR R 22 R e i« A B DR DT DR AR I VAR 22 4 RE B 7 i 78 1Y) MIRT 3230
G FRHERR H AR -

2.3. ADNAE HiSHEitRE

L Francesc Graus [8]55F AN H W2 WibrdE 751 2 LA TR YA 2K 1) Podidt M T 3 AN TR
7B IAEAZAE R) . FEHIRAS SR EUE e 2) HEBR BRI B & %% PN 28 27 & AR (1 an S Y 13
GRS SRR I RE 2 55): 3) MIE MM R B = BT B Shiis, H RS DU ARAE TP
: D)MRI 353878 H S e MG 28 s 2) IR 2 AR RE . IR VRS e AR ool B2 iy BRI AR 1eG T 07t
, BFE A 3) MTEAT R R RIE IR, HERR ARG (W) 4) G ERHEBR AR R R G
« ARUHME S R EE IR . PRI . CNS IR BB . BhE RSV (B 2y R U
. ZREBEHEABAENE DN ES) . 22 DL DU IUE SR, T2 W

. AbNAE BJi%i&

AE 5 AbNAE 172 Wibs i A A7 78 0775 I HH i 75 5 = WA ) 1 S A i DX o DAL 7 T i it
FUOARKISk 2 W AE I, t] 5L 2 0 A2 I 12 ADNAE J2 2503% AbNAE FiJ5 (19 ¢ 8, 1306f tf 5. 115 2
AbNAE 2 T #kfik. Francesc Graus 55 A\ 32 H 2 Wids e[ 810 &= T 1@ 2 W AE, HASWidsrEFX T8z,
TESEPRR I, FB4r e A R 5EH AR UK I BLEEIAHDGHR , 1AL AE 1R 12 %R AbDNAE 12 ibrifE
AU . E—T0Z O R FE[0]9, RIS IR R 3 FA G =R 5 PH I B SR it 3 A e
(50%); K AEFE SRR IR IR A RGUEIR(18%); AR FRIBAICATF& B F RIS in £ (14%); ¥h
REVEMIZ R GURHIE RN N 2 BLE A2 R GUEIR(13%); B0 2 R DL 5 (8%): YONKS Rk E B
B RN 5(7%); R AEESTIE MRS WI(5%)s WAtk R s SR FE(4%) . #7> ADNAE BEHTEIZ W
I E R E AE S RARESR, EZI06 107 GIHERE A 5 S5 ML 28 1 5 3047 B0 [m] ik
Zl . WEMERF T[], WRATANEERM B, 77 BI(72%) 2 Wi iR n] Lok Se, Wi g i sE =
ANEESR, IR 7T B AR AR AL S T DA G, AR S S WibRiE, SRR A EEEE L. BT AE 5
LG 40 88 SR 14 i i PR AR ACL B X LA I R A, HLAAR I RO 2 W AE (B BEARAE[10] [11]0 X XL
PRBAYER) AE Jo5E B A HEEANE, XHUARBRTE AR (R HH2 Wi BB K, {8 55— J7 D6 oA I i AR

A F I E

N
A
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B HEAEIR ADNAE 2 H 2 R12 ADNAE. 13% M AEER 20%01 60 2 LA N2 H B AR it 41
B [12] [13], X R KBS T EAIE H 5 Fafe Vi 28 SO Al B (2 W H , AR i B PR A
AIREIRIZINIZ, XM RS R U T B R e B8 AE RISIMEsCOIBER R . B—J7, # &R
AR, AR FIZ WG G A B e A U R R, R R A0 R B AN e 35 I Y BB 3
M, MM PUARYE AE £iEH, SEIRIZHN ADNAE [9]. Ih4h, SaBmgeRkmsS
AE RHUHMEL, B iim [ 14]. B R & P iR o2 22 Zebk B8 [ 15 1900 51 & i 16], 1B 1%
SROCWHRA W REE RIRIS, 45O ME A RE R I S HIX S 1 BT B . AR 8 SF 12 W bR i
W 5% S5 AE H1RE, TR T EHUEE bs EWH ADNAE, RSB ICREH &, @il ™k 857 2 Wrbr vk,
SEEMRARRI DR B FRA Z WS AsW, RASBEIKIRESE. BN AE 2Bkl
POAK I L BIYERE, R IRREREL. SRR =k AR RIS HERR AT S0 4 Aeks 2 W al B
AE, X2l OB ek 1% AE ISR SERIY KA, (AHABAEE—E MG, ERAREY, %8
RIS 2 A R i R A =, B IIR IR Z . T E 0 LI R . 237 AR Bl e IR ™
H A T RE 2 I RIS T AR YT IR %

FEFR 0 R S W bR e, 42 TH 56 3 5 5 00E R I BTk il , - 5] B 72 8 bR et B 1 R A AR = I
IR A JE ) MRI BY CSF ki fr 45 5 3/ 25 HE A AE ATRERI 51N, e RFEE LB % ADNAE [1i%
LNz,

3. AbNAE BIEFRFRIE

AbNAE T6 U] & () KW AR08 KL A3 A, A ERR T K . AR ABNAE Ty i HoA 6 i oA 12
W7, 15 AbNAE SHUAFHIYE AE (G ARFRITCH B0 X, 004 RTORER, AR RUEAEER . &
WX B AEVE, I 7T R 2 B R, I PR 3 I a0 % A B K L5 B AE[17] -

ABNAE I RAEIR LUBIH(81.0%)« 1C1ZI8IE(93.2%) FEHIIEIR(76.2%) = iHFEIF(80.3%) H&AFa
Je LT R (79.6%) A 5 TEBEAT(71.4%) 500 W[ 7]. #5> AE WG ARERAFAERE T, 8 Qe e 2 MR
FEGEEREAIR[1] [2]. ADNAE tr] Re tH iz s K LGK 77 F5hS . T Dhaedifs. B F AL TIReREAS . Griffith
SP [18]5 N R IUAHE LAY AE, ABNAE [0S G DhRERAG5E 2 M. [ B S PR 48 11 [ 5 G pe pLik Fo
K6 S5 R (I AR 5 SRR [19], T HUARFH TR AE B35 HROin R VE rTRE S 0 WL, WERE . S0 & 1 A B
HIAT NEAETE ADNAE B HURREYE AE 4> 0L, 640, 7EHiiARPH P10 2% 78 (Limbic encephalitis, LE)H, i
Sl R AERIAIZE>50%, 1E Francesc Graus [17]% NI HUAARBA 4 LE AE 8% H BN & 17E, Aidiz
TR SR B D, 45 AT B e — &% 2. 7F Naoki Yamada [20](% [HBiERF 98, #£)L# AbNAE &
R R AE R A R T PUARRH ) L AE B3, MHAUE R KL ADNAE N T2 RE%, X5)L
# ABNAE B F0e & E IR A B B UIAR DG . BN FUME I () 45 SR T -5 0t 195 T[] st A ok 7975 491
BEMMADE R, B Francese Graus [17]1%5 AW S SN ADNAE Bg X2 B NI G RG22 8,
7 Naoki Yamada [20]() [R5 58 JL#E ABNAE B K152 RN W, X )LE 5 R N A B 3 22
FE P IR 72 245 SR TR A B B R K] . ADNAE S5H0RBHE AE W0 A& AE AR (/R [F) H A A AT B E 18 5%
BAKBTAT o 38 3R AWT 5T ADNAE SH0RFAYE AE S35 AR PR 2 0 538 J5 B BARNLE, A BTt —
i AbNAE 2 WifE, 23l ADNAE [E- 12 W,

4. ADNAE R B

2T ADNAE B BIR 2 £ 2 IR AT, #hE s AR 2R v =8 ]
Mojzisova H 25 A2 dt BB 722115 ADNAE HE IR 7EIE i o, Hes i i (B 4
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GRS, R

M3 B A FEFEE T, RAEON LT =K 29 ML, 2/3 BE HBUNCE 1eG F& T, 2/5 BEm
IS SR Xty 45 SR AR o TIAE 53— BB BUERE 7 [ 7], 90.5% 0 838 Y U A IE , 8.2% ) &35 5
SbEX AR R X PR AT e 50 AU X R AR ABEAR RSB ZE S, (AR, a1
FEFRI S 2 S ADNAE Wi KR . AbNAE FISL/ MRI 7] %30y FLAIR/T2 % RH5 5,
W R PR T — g, AR 32 208 3. BTk MRI 552 2 M ADNAE 52 54 YIhR £,
{HE A S LI 72 [22] K I 56.5% (13/23) 18F-FDG PET/CT 45 . 5 () 8 48 MR _E3%AE 8 KL,
X MRI 7E AE HWHEUREA R, £/ PET/CT R llE7E 7% 1 R U@ & T H MRI, PET/CT Af
REHIE A1 N ADNAE [ EE R EY . WE I IT[23] 241K BLBIIK B ebsic HiAR(ASL)FE AE K&
AbNAE [ RS2 W B B EANE . 1 BRSS9 Hme B8 i 75 )t 2 ADNAE [ B 202 ik #iE . /£
ol IR B W R AT T, 7890 S8 35 MR BT, A2 REAR 2 A Hi, L% P ADNAE (1)
WCHEEERZ L.

5. ADNAE B9;afr 5¥ifa

FH T ADNAE &35 B s AR 0 5 E N M ET I B2 ADNAE J397 77 R I0E KL, 4T ADNAE &
HNRITE BRI AE YT TR, 09T FEARRIEIRIT . SCRHATT . REIRIT &G
Jo B HUMRIIG ST . ADNAE IR T IR BEAR %, (BATIS Z B4R TG o Sl VBT J7 S8 =2 R A 47
PEITvh: —RIIT ORI Y O Bk S R (RIS B e, AR AL HE R A HUR PR R
[251-[27]o HH R Jo U5k 2 RN I e 2 0/ 98 i V2 Vi R 9 RE A IR PR - 0 7= 26 o S bl B T R R IR I — 28
YBIT 77 %828 ] FHRINKIE S S B BR R AN ML B B AR 2V PR VR R G R IR oA o IX P LIS, (R
KBWRAONE, SUFMARK, HFEEE, FEOMtE, E % BRE D 7E M 4EREmT R,
EARN SR UL RS . 225 BT 238 PR B bk BT 1 A4 L 2 3 400 P P T e 3 BEL L B i 40 S 4
RIERIFERR B kAR . ZERE B PR . Sk S S Bk 2 R I 3R B 3y 7 RCR AN i, AT BLJE B
TEIRTT . B2 BRI T M EFE R IRT M B UG TELF, BRFTAR IR, BB Rk
BITH R E TG B4 M EE —RIBYT R, Z2RIa 97 v oGS T RO R [27]. KRR RIZIRTT — K
TERRM — R IRIT e, B R RIEIRIT IR, BAE WIS L RN B8, WEEZEENE, RPkEg
A G2 P A H AT KAR (RS 16T 77 % FHZ5M[29].

R e iy AR HRER AE B A TS BAE o A — TR BB AR 72 [30] 5 97%H) AE 3%
FERERZARPEIRTT 2 SR BE T Th R B, {H ADNAE B B a4 K, H AbNAE Hi i) B i is
I B PUABIE AE SR, Lee WI [7]55 A — T [B1 B PEA FEHIESE T 5 NMDAR 4 4
(NMDAR Jii %0) &35 FH L, ABNAE 2 fETiJi5 R 4F ISR EBAK(56.5%%T 74.4%), X T e £ KN ADNAE H
A AN]SR A B PE I AR ML, T PR S0 NMDAR i 6 ShRERRAEAR KRR ER v i i, B —
T FE[3 1] [FEFEUE S PRI YE AE & KR YT I T (FR A7 4 4 J)EE ADNAE S5 1R 7 I TR (FP A7 5 13 J#)
¥, [FBT 118 % AE 3 H A 36 4 (31.6%) WG AR, HA ADNAE EE WS ZP EAEE), 118 4
AE BHETHE 19 B16.1%) MR K, PR AE 4181 ADNAE 412 M X E 2% . (B2 Yang JH 2N
HIBE R 321 PUARFIME R AE BB BRI E W, JLEERFEN 31%, AEKFEN 40%, HHLZ T, AbBNAE
BFEH, WA 20% MR KT ERERAELE 2-3FEN, JLEHURRTE AE 838 5 X E KR F I 10.6
NH, BRAPURIAM: B B RE R TR E Y 13.1 AN H, ABNAE B B IRE R KFEIN A 6.9 A
H o AR ZE BHUAT REAEA RURARE R AR, Besz P28 bt PIBEEE I M 2 e vy 7 i) 8t 4k
LR — B AR TR BB S2 idE — 30 S Bey 7 ) J 3 U B4 (30] 6

AR T IR T, (B —2RIATT RIS B AT SRR R GE TS oG, s, FayT Rk
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BRI TS . #E— P nssih e R BRI I, e WibedE, U2, MR 5 EER,
£ AbNAE 5 I SCELR B 521, A BT 20% AbNAE B 15

6. REESRE

BE AE FHGPUAA W RIS SEE T, AE KO BN R R IR A%, AbNAE K
RN B AR IR m A (HERZ PRI —EZS W RE ST, W52 ADNAE, &
JHBEAT S I0IT . % ABNAE S35 Pl f5 A2 ILCE R AR R TR IR 1) . (EIG IR SR, FA/EE 12 ADNAE 1%
BB EY RACHHZ IR E TG 3E AbNAE JRIR %12 N ADNAE FH A/ L, AbNAE J§i2 Lt
B, PRGBS WbRE, BT RV IT & PR ADNAE R, 3 ADNAE & TG M X8. H
HIEF X AR BIWFFEHR %, TR ADNAE BB FEAEX R/, 1X 5 AbNAE BAHEZ . B2 M ADNAE
BFHER D X ADNAE FIGEBEA A, HEREHHU A ANL ADNAE BH AR RSIRISIE .
AT ZEXT ABNAE [FIAIF 78 75 B A S 12 b e DN bR v o RIS 75 B4R i 6 ADNAE B (7R, i
ST ADNAE Bl I IRFR I IGIT 7 Z R FL . A5 ADNAE J£9F “31E” ADNAE, #] LA —
AT R LR, B ORI RE R LR, S0 AE iZWE, KX ADNAE AR R HUAR R M
AE FIEAL . F—J7 1, E— Bt & 7B, InsExr ik & F B 7L, W ASL. PET &HR
H— D¢ ADNAE iz H 2. AE 5 AbNAE HiEIT FBLEARAEE, X ADNAE (&5 a7 5 %40
TSI FRIA R . H BT ADNAE 1R SS Wiih G — e B, it — 0 s B2 Wika it . RIUFE S
PP, IREB A TBL. F#K ADNAE =12 R Ak ADNAE B34 HUs £ 4 Ja At 7 i 5514
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