rhAH SO RN PR B GYT 4 25 (FFAR) 2017482 451135 45 139) Chin J Exp Clin Infect Dis (Electronic Edition), February 2017, Vol.11, No.1 e 1 .

JRAL I K R 0 BRI K R R

2 gAh " s RE !

CREZ Y AT R #: (HEV) EYen] SRR BV ESERT R AT Dhae e, A5 — R84
RIME . WL RGN TRHEVIE R WA NRILZ — R, KT RME RS RAER]
TABIRIEZWIG % . 5 25- R SR A AR VR L2240 2 IR 20 R AR S I M 2 RT3k
Blo BHERBRF R AR RGO ACRE IR AR I H AR TE 32 EEA b AR5 B IR AL SRS A S N 25
SRR E AT . AU R 2035 5 R R RGERIL L AT RER SRR EAT 2504 o

[REIm] & 2-UHEGAM: RS, A, M=%

Neurological injury in patients with acute hepatitis E Liu Annan'’, Yang Song', Cheng Jun'. 'Division 3
of Department of Liver Diseases, Beijing Ditan Hospital, Capital Medical University, Beijing 100015, China;
’Department of Special Medicine, Beijing Hospital, Beijing 100730, China
Corresponding author: Yang Song, Email: sduyangsong@163.com

[ Abstract] Hepatitis E virus (HEV) infection could cause acute or chronic hepatitis and liver failure
and is associated with a number of extrahepatic manifestations. Neurological injuries were one kind of the
most common extrahepatic manifestations of HEV infection. In recent years, case reports on hepatitis E
neurological complications increased gradually. Guillain-Barre syndrome and neuralgic amyotrophy were
the main neurological manifestations associated with acute HEV infection. Pathogenesis of HEV related
neurological manifestations were controversial. Current research focuses on immune mediated injury and

HEV directly neurotropic injury. Hepatitis E virus associated neurological manifestations and possible

pathogenesis were reviewed in this paper.
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