o E BRI PR A 2014457 A5 1465 7 Chin J Contemp Neurol Neurosurg, July 2014, Vol. 14, No. 7

- FPOAX R 22 AR G R e R S v -

1 N-H LD - KA 24 R 52 AR R - = il 41 1% 9 SC ik &~

(WE] B#  HE S HrH N-F H-D- K& 2 MR Z M (NMDAR) ik 98 2835 I K 28 9, 5 25 L & i 4y
Mo AEESER L3HIAIEIR . S50 ARk A B2 W7 S 5T NMD AR I 48 0 #%, 354 2 4] 2o vk
1), 485 33 ~34 4,135 33.30 2 G IR 2RI Sk (2 61 R w55 (3 B1)) |, & iR e (3 1)), i3 8
S LB S5 (L)) s MRT . 7% 10 101 e Al S0 S5 51555 i 0 4 A0 50 2 5 I, VT 22 Jmg kL e B ik 3 e 1
5 G T At A (3 ) AR e Q2 ) TR . WA RNR R e M B E CRYT R L. &R T
NMDAR I 48 Sz — P /2 {0 a] 4P 2 05 , S I A mT LSS 5] FLm] I 3% 2 7 B2 W i g o L0332 o A
K BRI A B F el B NMD AR ik 4 28 5 FilJs o

[RBE] MiR; =& N-HFRED-RELHEMR

Anti-N-methyl-D - aspartate receptor encephalitis: three cases report and review of

literature

ZHOU Guan-en, AN Zhong-ping

Department of Neurology, Tianjin Huanhu Hospital, Tianjin 300060, China
Corresponding author: AN Zhong-ping (Email: azpaf@126.com)

[Abstract] Objective To study the clinical and laboratory features and diagnosis of the patient
with anti-N-methyl-D-aspartate receptor (NMDAR) encephalitis. Methods The data of clinical features,
laboratory findings, and radiological manifestations of 3 patients with anti - NMDAR encephalitis were
reviewed and analyzed. Results Of the 3 patients, 2 were male and one was female. The age was from
33 to 34 years (33.30 years on average). Main symptoms included headache in 2 cases, psychiatric
symptoms and speech disorder in 3 cases, different levels of movement disorder in one case and
hallucinations in one case. The results of MRI examination revealed gyri swelling, abnormal signal and
demyelination of temporal lobe. The EEG showed focal or diffuse slow waves. All cases were confirmed to
have the disease by detection of anti-NMDAR antibodies. Both the white blood cell count (3 cases) and
protein quantification (2 cases) elevated. No tumor was detected in any of the patients. All patients were
coued after receiving immunotherapy with methylprednisolone and human immunoglobulin. Conclusions
Anti-NMDAR encephalitis is a severe but treatable disorder. The syndrome is highly recognizable clinically
and can be confirmed with the demonstration of anti-NMDAR antibodies. Timely diagnosis and treatment
may yield a favorable prognosis.
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Figure 1 Brain MRI findings of Case 1. Axial enhanced T'WI showed gyri swelling in left frontal, temporal and occipital
lobes on June 19, 2013 (arrow indicates, Panel la). Axial enhanced TiWI showed less gyri swelling in left frontal, temporal
and occipital lobes on July 2, 2013 (arrow indicates, Panel 1b).
showed hyperintensity in left temporal lobe (arrow indicates, Panel 2a). Axial FLAIR showed patchy hyperintensity in left
temporal lobe (arrow indicates, Panel 2b). Figure 3 Brain MRI findings of Case 3 showed multifocal demyelinating changes
in bilateral centrum semiovale (arrows indicate). Axial ToWI (Panel 3a). Axial FLAIR (Panel 3b).

Figure 2 Brain MRI findings of Case 2. Axial T,WI
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