SEFH LA I 2 i 20 1847 1 H 55264557 110) F ke Mk http://www.syxnf.net e11-

RT3 IE B 5 H 18 X I S e K R B 3T i3

A, g, B0, ks, s

il

[#E) 2% M E(LE)AFEE R R A GRS — £ PR Z A% KRB, B EIN 478 E( VGKC)
AR AP AR RANEZRZAGNEARE LOBEEY, ZAVZAARESTESOLERAE, EAFSE S Efi 2T
VAL P K AEE R BEAER . VOKC B F3RRA KA LEZH L B F e BMAv 2 R 5umm, BHKRAIEL VGKC A
AR B ERNENFARIEZRAG RRBRBEABEE1EG (LGI) P FOMEAHEESG 2 (Caspr2) , HETH AR
LGIL #MR M LE, 4% Caspr2 #4kFAdE LE, LGI1 #= Caspr2 3R M LE. A3 VGKC B F ka0 LE & 56016
BREIL, BB EGETF R AT T i, MRS VOKC A FHRA 2K LE 16 RSB A R AKEE LTS,

(@A) ik 4padad, wENE; %7
[hE4S2ES] R51231 [ XEktRIEFEE] A DOI: 10.3969/.issn.1008-5971.2018.01.003

W R T TAEATIEIE B KA S GOtk B K A BT [T ] SRR R A e R 2

[ www.syxnf.net ]

2018, 26 (1) : 11-13.

ZHOU L, WENG Z A, LI M, et al. Progress on voltage—gated potassium channel autoantibody related limbic
encephalitis [ ] ] . Practical Journal of Cardiac Cerebral Pneumal and Vascular Disease, 2018, 26 (1) : 11-13.
Progress on Voltage—gated Potassium Channel Autoantibody Related Limbic Encephalitis ZHOU Ling', WENG Ze—
an', LIMing', ZHANG Xiao—jia’, ZHA Yun—hong'
1.The People's Hospital of China Three Gorges University ( the First People's Hospital of Yichang ) , Yichang 443000,
China
2.China Three Gorges University, Yichang 443000, China

[ Abstract ]

involved marginal structure.Voltage—gated kalium channel ( VGKC ) , a kind of glycoprotein that insetting in central and

Limbic encephalitis ( LE ) means a kind of central nervous system inflammatory disease that selectively

peripheral nervous system neuronal membranes, is one of constituent elements of nervous system signaling pathway, play an
pivotal role in maintaining resting membrane potential and neuronal action potential. VGKC autoantibody related LE is one of
common autoimmune nervous system diseases, LGI1 and Caspr2 are the major proteins of VGKC that may serve as antibodies
and participate in the co—immunoprecipitation, thus VGKC autoantibody related LE can be divided into LGI1 antibody positive
LE, Caspr2 antibody positive LE, LGI1- and Caspr2—antibody negative LE.This paper reviewed the clinical features, diagnosis
and therapeutic methods of VGKC autoantibody related LE, to improve the clinical diagnostic and therapeutic effect, and the

prognosis.
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