. 538 - P E AR 2B A4 20136 A 13555681 Chin J Contemp Neurol Neurosurg, June 2013, Vol. 13, No. 6

- Mlfa PR g BE (491D 5] i -

R BRI B
HEE A YR AW

[X$ER] 2K N-HED-RAEME; M WolRS
[Key words] Receptors, N-methyl-D-aspartate; Encephalitis; Case reports

A 16-year-old woman with fever, epilepsy and diplopia

XU Yu-yuan, LIU Qing, PENG Bin, CUI Li-ying

Department of Neurology, Peking Union Medical College Hospital, Chinese Academy of Medical Sciences and Peking Union Medical
College, Beijing 100730, China

Corresponding author: CUI Li-ying (Email: pumchcly @yahoo.com.cn)

mHME

BE ot e ¥, FRER CREMZRINEESS A A&
M2 A4, 20134374 H AR, BH 6 AT (20124
9 A D) B E " R IR 37.5 °C L, E SR IR SR
X 35 2 P i R Mt S K o R R N . M R
B LA LR S g " A TR T (R AN ) ABAE IR TG
B GEAR, WTA) G 28 1 I — RO AEVE AR R D R A Hr sk
1~2min. 20124£9 J1 24 H 4 EE B % & iR, F LLE
Sk AR F BT AE B K (AR RN IR
553 R PR R IR U A L FEEE 2 1 mine kR
MRI A A5 2 75 DF AR A S5 15 5 (IR 1) o A 2 i 5 V0 )
300 mm H;0(1 mm H,0 =9.81 x 10~* kPa, 80 ~ 180 mm H.0) ,
FIATIEIT 05 x 109700 (0~ 5) x 10%/L ], A4 B AR IE 3, %
R R, T LAH S ISR S LA E R T4 2
RS (HARR AT  ERE 2 N R RE, Bk . &
MR R AFRE R TC 0, IR S T 37.5 ~383C. BT

2012 4F 10 H 23 H 2 Jb 50 B2 e gt 12 B A 25 o k3 T 1 KWJF 10 d L MRUGEFT L 12 BT T.WIF

37280 mm H.0, F1 40 M2 3T %0 100 x 10 /1, 4y % 101 45 47 1F G, BEIRAR T 05 3 s 15 5 (B Sk FR) 1b SORAL W
. N G, DEIRAR T 5 38w (55 (R sk iR ) B2 &A1&

Al A . s . . e 1

Mo MRI&ﬁﬁﬂ?ﬂﬂmﬂﬁﬂﬁﬂk\?ﬂ?ﬁ’@ﬁﬂ\Jtth nﬁ’lagﬁx %%M[{lﬁﬁm[j& o &ME[‘1W1?5U7W5&1¢$JE%{S‘

J5 W kb SR AL (181 2) o 7 DAB 5 3% 45 L 8 L H il 2R 0k FHE I B A7 5 (5 3k TR ) 2b R INT TG T WILBE SR A L
TR L e o, n T N ‘ADIﬂ’E‘\ i 2N

6 PO R AT 1 A, R ) A5 T HLA PRI AL X P ) |

- . N . . e Figure 1 Cranial MRI findings 10 d after onset. Axial and

2 A5 ki B W 7 210 mm HL0, I 28 36 B 41 if % 46 2 i 5 W sagittal T.WI revealed hyperintense in posterior corpus

N N A e ) IR callosum (arrows indicate; Panel la, 1b). Figure 2 Cranial

BN AR -D -0 A B (NMDA) 5245 PR i 75 4 MRI findings 1 month after onset. Axial T.WI revealed

NMDA SZRBTIAR S B . B NPT NMDA SZ IR %7, 45 hyperintense in corpus callosum and cingulate gyrus (arrows

. g AN A o . U indicate, Panel 2a). Axial contrast enhanced T/WI showed
o FE A CHLMARR B AT ) 367 2 R Sk i A A IR i 4R slight punctiform enhancement of the lesion (arrow indicates,
Panel 2b).

doi: 10.3969/j.issn.1672-6731.2013.06.014

VB 0100730 [ BE 2 Rh 2 B b oo BRI FE 22 B 6 5 Bl SE RGN L BE T A 22 Ik HT BT % 15 0.20 g(4 Y/d) il ER
5 o 22 B K 40 ml(4 K/d) & JE#A 60 mg(1 WK/d, B 2 It S mg) -

i AE # 42 1 9 ( Email : pumchely@yahoo.com.cn) 2012 4% 12 J1 20 A A8 JC 175 K A9 AL 20 IR O 58 1 K i



o AR B 22 B % 2013 4F 6 H 85 136545 6

Chin J Contemp Neurol Neurosurg, June 2013, Vol. 13, No. 6 . 539 .

SR A1 i/ o A B S 5 A (K TR

pons and cerebellum (arrows indicate, Panel 3e-3g).
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Figure 3 Cranial MRI findings 3 months after onset and 1 month after intravenous immunoglobin (IVIG) treatment. Axial ToWI
revealed newly emerging hyperintense in the right medulla oblongata, medipeduncle, left pons and midbrain and bilateral cerebral
peduncle (arrows indicate, Panel 3a-3d). Contrast enhanced T\WI showed enhancement in the bilateral cerebellar medipeduncle, left
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Figure 4 Cranial MRI findings after the second IVIG therapy (the first time admitted to our hospital). Sagittal T,WI presented multiple
lesions in medulla oblongata and pons (arrows indicate, Panel 4a). Axial T.WI showed newly emerging hyperintense in left cerebral

peduncle (arrow indicates, Panel 4b). Axial T,WI showed the diminishing lesion in the left part of pons (arrow indicates, Panel 4c).
Figure 5 Cranial MRI findings after the third IVIG therapy (the second time admitted to our hospital). Axial T.WI showed newly
emerging lesions in the pons and right cerebellum (arrows indicate).
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Figure 6 "“F-FDG PET brain
transaxial images 5 months

after onset revealed

hypometabolism in left frontal cortex (arrow indicates, Panel 6a), left basal ganglia (arrow indicates, Panel 6b), and right cerebellum, and

hypermetabolism in anterior pons, right dentate nucleus and posterior cerebellum (arrow indicates, Panel 6¢).
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*, taking mycophenolate mofetil or azathioprine for mone than 1 year; ", taking aminoptein orally or by intravenous
drips as alternative immunosuppressive drugs; NMDAR, N-methyl-D-aspartate receptor;
CSF, cerebrospinal fluid; IVIG, intravenous immunoglobulin
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Figure 7 Proposed treatment approach for anti-NMDA receptor encephalitis in children
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Figure 1 Light microscopic findings. Demyelinating lesions were clearly defined in white matter associated with intralesional
lymphocytic infiltration. HE staining low power magnified Figure 2 Light microscopic findings. The macrophagocytes had distinct
cellular border with foamy cytoplasm and uniform nuclei. Abundant reactive astrocytes could be found among those cells. HE staining

low power magnified Figure 3  Light microscopy revealed myelin debris were phagocytized by macrophagocytes, suggesting that
staining for myelin could be used to demonstrate the edge of the lesion HE/luxol fast blue (LFB) staining low power magnified
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