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[ Abstract]

of more and more clinicians.

In recent years, the antibody-associated limbic encephalitis (LE) has attracted attentions
The associated antibodies mainly act on neuronal cell surface antigens,
including the N-methyl-D-aspartate (NMDA) receptor, the a-amino-3-hydroxy-5-methyl-4-isoxazole propionic
acid (AMPA) receptor, the vy-aminobutyric acid B (GABAjy) receptor, leucine -rich glioma - inactivated 1
(LGI1) and contactin-associated protein-like 2 (Caspr2) and so on. The clinical manifestation is primarily
defined by the subacute onset of short-term memory loss, seizures, confusion and psychiatric symptoms
suggesting the involvement of the limbic system. These severe and protracted disorders can affect children
and young adults, occurring with or without tumor association. Routine detection of serum and
cerebrospinal fluid (CSF) and imaging tests show no specificity, but associated antibodies can be detected in
serum and (or) CSF.

corticosteroids, intravenous immunoglobulin (IVIg), plasma exchange or combination of them, but may

The patients respond well to tumor resection and immunotherapies, including
relapse. This article aims to study the clinical features and treatment of antibody - associated limbic
encephalitis and to improve the diagnosis and prognosis of these diseases.
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Figure 1 A 24-year-old female patient was diagnosed as
anti- NMDA receptor encephalitis. Transfected cells being
incubated in patient’s CSF showed strong positive reaction
of anti-NMDA receptor antibodies (Panel la). Transfected
cells, being incubated in patient’s serum (diluted by
phosphate - buffered saline on the ratio of 1 : 100), showed
positive reaction of anti- NMDA receptor antibodies (Panel
1b). Negative control test showed no obvious green
fluorescence reaction (Panel 1c¢)
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Figure 2 The 24-year-old female patient was diagnosed as anti-NMDA receptor encephalitis. Cranial MRI findings. Axial FLAIR
showed hyperintense in right basal ganglia and thalamus (arrow indicates, Panel 2a). Axial FLAIR showed mottled hyperintense in right
corona radiata and centrum semiovale (arrows indicate; Panel 2b, 2c¢).

(arrow indicates, Panel 2d)
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Figure 3 A 18-year-old female patient was diagnosed as anti-NMDA receptor encephalitis. Cranial MRI findings. Axial FLAIR
showed signal of hyperintensity in left temporal lobe, insular lobe, corpus callosum and cingulate gyrus (arrows indicate, Panel 3a). Axial
FLAIR showed hyperintense in left temporal lobe and left hippocampus (arrows indicate; Panel 3b, 3c¢)

Axial FLAIR showed mottled hyperintense in right parietal lobe
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v-AHE TR y-aminobutyric acid(GABA)
C-Jun IR 4G C-Jun N-terminal kinase(JNK)
o- A HE-3-FE Ak -5- B Sk -4 Sk Y iR

a-amino-3-hydroxy-5-methyl-4-isoxazole propionic acid
(AMPA)

F1 44 0 20 B AR O BT -1
leukocyte function associated antigen-1(LFA-1)
F A BT leukocyte common antigen(LCA)
I EE R galactomannan(GM)
P ITRE AL Y e 1A S g A AR 0 MR
autosomal dominant partial epilepsy with auditory features

(ADPEAF)

1% X B A0 Ik I
marginal zone B cell lymphoma(MZBCL)

N R limbic encephalitis(LE)
Creutzfeldt-Jakob #i§  Creutzfeldi-Jakob disease(CJD)
JC 99 75 /I i FURE 240 Jifd 1ot 22 70 B 89

JC virus granular cell neuronopathy(JCVGCN)
o FRLPE S e P e £

scrapie isoform of prion protein(PrP*)
BILER
o Y 0 A S 3 A SO A

autosomal dominant lateral temporal epilepsy( ADLTE)
B C-K B high-sensitivity C-reaction protein(hsCRP)
o ZL AN A R

recombinant human erythropoietin(rhEPO)

HHNE R

vimentin( Vim)

< I~ ] it -

recombinant human growth hormone(rhGH)
e A R

transmissible spongiform encephalopathy(TSE)
BEILPRIETE  magnetic resonance spectrum(MRS)
KNGS 5895 gliomatosis cerebri( GC)
HAR R B R herpes simplex encephalitis( HSE)
AN L -1

monocyte chemoattractant protein-1(MCP-1)
HL S 1 45 P P 7l T

voltage-gated potassium channel(VGKC)
565 %3 RNA  short hairpin RNA(shRNA)
Z kP multiple sclerosis(MS)
BT frontotemporal dementia( FTD)
TSR diaminobenzidine(DAB)
ZHEWH  dimethyl sulfoxide(DMSO)

47, 6- PR RE-2- IR S|
4,6-diamidino-2-phenylindole (DAPT)

C-JZ M #E 1 C-reaction protein(CRP)
A4 ER non-Hodgkin’s lymphoma(NHL)
AR K LA ] T A0 34 B
periferal T cell lymphoma, unspecified(U-PTL)
KIZH#  rubella virus(RV)
BRI G PER R paraneoplastic limbic encephalitis(PLE)
) TR AL MR UL R 2 - JUL P 2 £ 5 i

paraneoplasic opsoclonus-myoclnia syndrom(POMS)

BRI 25 E  paraneoplastic syndrome(PNS)



