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[Abstract ]

clinical manifestations of brain abnormalities in patients with neuromyelitis optica (NMO).

Objective To summarize the magnetic resonance imaging (MRI) characteristics and

Methods

The clinical and brain MRI data of 19 patients with NMO treated in our hospital from January, 2002 to

May, 2008 were retrospectively analyzed. Results Of the 19 patients with NMO, 15 underwent brain

MRI, and brain abnormalities were identified in 7 patients. The lesions involved the cerebral hemisphere

in 3 cases, the thalamus in 2 cases, the hypothalamus in 1 case, the surrounding areas of the third ventricle

and the midbrain aqueduct in 1 case, the midbrain in 1 case, the ponsin 1 case, and the medulla in 2

cases. On brain MRI, the lesions appeared as spots, patches or linear changes in the brain with low signals

on T1-weighted imaging and high signals on T2-weighted and FLAIR imaging.

The main clinical

manifestations included nausea, vomiting, hiccup, diplopia, nystagmus, facial numbness, cognition

impairment, and lethargy. Conclusion NMO may cause lesions in different brain regions, typically in

the surrounding areas of the ependyma and hypothalamus.

Clinical manifestations may occur in some

patients with brain lesions, and in a few cases, these manifestations can be the initial clinical event of

NMO onset.
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Fig.1 Brain abnormalities on MRI in patients with NMO
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Tab.l Brain abnormalities and clinical manifestation in 7 patients with NMO

WS MR BRI () ERFE MR FGRED)  MRUHRE AL I R ¢ 2
1 b'S 40 ON ON(1) M(1) S s A0 S AR ST
‘HIH
) " A%
2 Z 17 M ON(2) M(2) FEPNIE S Ttk
3 I 50 ON ON(2) M(1) T 0 A i > 3K TeHE R
ON(4) M(2), ) "
4 s 21 ON SiE it oty KR WERE AROK M %
ON/M(1)
5 & 35 M ON(3) M(7) i i HR BR 76 Sl fiy L KPR 52
Fefigi T i A7
NN TR A N
6 I 37 \Y% ON(1) M(1)  MiiP RS = il = Al A
WE I A2
F 3K A JE
7 I 29 \Y% ON(3) M(2) PR Fe A v B AR 1t

ON . LM 28 58 s M i 42 ; ON/ML, [ I 2z A R A 28 5 IR BB 48 5 V . MK

WO 2 B 61 7) #5014
(B ALPHOAE T 5 ), U 1 B0 )18 Hy 3212
WO IR R G W PR 4 L, R T
1452 R 44 H

W’

e = ST AN 1) N L AR L A & )
T UE S NMO 2 X 1] 22 % A A (MS) Y — >l 57
PR EAIC VAT T S MS A Fr AN [ DR If R B
i IE AR 2 NMO HoA B2 5 LW AR NMO F %
Z A 2 TN RE , LA BE R IR P 52 AR 2 (MR
AR KR >3 A HEGR) AL T NMO-1gG T 1A 46 1
FER2 Wi i B A (EAH 24 L i NMO £ &
R 5 AT SRR I PR L MLS 6 1) B 8 0 A

Pittock 45 [E] Jii 4 43 #1 60 ] NMO & # (68%
I 7% NMO-IgG FHH:) 193k fii MRI KA 455 k£
K 36 ) HH B AR AL X R kA A T RN
SEER TR R T 28 R 2 HCh AR R R e kL (HA
A6 ) o bk MS FEkcAE | s Hod 5 ] i T
NMO-IgG FHPE , IZWF 5453 8" NMO A3 %8 5 1 ik
W BLR . A RHEEE RS S MS FHE R AR
19 ] NMO £ 7 i) MRI A& A & 50 3505 At
F2 B F M BR | JE] A AN+ A5 A Barkhof
& B MS i2WibR e eAE R T ARG S T2 F
FLAIR {55 804 | Jo WA s Ak AR I 5 T2 Al
BUAZ AT FLAIR IAUSAS 5575 ) e 30 5 H akt A 40
il 6 B Bl | Fefi | Kk Bk B0 kk Ak | SR A
= = R K T A S B A e ki =
R 30 X R B il 1E J& NMO-1gG 8 4t Ji—K
A B 4(AQPA) & 5 & FBALH PRt | BRI 2R A — |
DY i 2 J) 0 5 kR T e o kb AT R AE 1 | B

I X TF MS H IR
AL T BIA AR kb BB R S B R B R
AR Kk WEaE B IR AR | R OR A
LN — i PEREIR , 5 Pittock A HRE AR L, HHp
2 (1) 6 51 7 )M 0 ke bR e L I R B 2 AR
BT IRE, WARYLB] 6 735 F 1 ¢ B [ 741X
2k A T BE AT B RE P 2Rk R A
I FARBR DI AE . HAR 55 MR 3R S M B R 7K R LW ik
SH L ZRERBISAHIZH, 24 4 4R R
AR TE T3 R B WUIR A 77 N B | 25 8 MRI 4278
. MRS L kKA BUR A (>3 AHEMR) Ko vE
NMO-IgG FHPETI #7128 NMO, T Fefigi /2 8 15 P9 ik
T Bl RPN 3 AT Bl 1 = SR 2 TP K, I A s AR T
AR Bl AR TR T R KT P 0 AR T
o5 A P RE O AY . Vernant SEO4RGE 8 152 &
B NMO B #H G I Nk s 4 L
ARIRIREWGE R i MERE IR AAE , T840 R A
T 3] 5 S g 2 [ Dl FY R i R (T4)  HEFL R (PRL)
BRI R (FSH) K F- 539, Horb 3 3] MRI A6 A5 &
IR Fe - AR T2 &5 155 2028 Poppe S84t
2 il NMO 35 BT e fili 32 81 6] & 30 0E b | 5
1 {51 2 B W8 B ARG A9  MRT #1385 FLAIR B 1% ¥ W
T FE R A AR AR PR T e e AR S B P
AR N HCARE B P UL T NMO 837
ZEAy SCHR PRI A0 RO 5T 25 5 NMO S B i
Ik B PR B R AT U349 (1) 78 NMO %=
o S 30 o R v 2T R R s () kb T AL
06 TR0 A AR A G 2= 3k | . LA MG 545 RS R i T e i
Qb9 bk ELA BOR R AR 5 (3) IR A — AR AT A
MS 2 Wb ; (4) 96 kb T LA AR R DR A | T G
(F¥% 831 1)



FEMZESEIAE 2000 FE 8 H 8% 8  Chin J Neuromed, August 2009, Vol.8, No.8 . 831 -

WG R T W VLR BT 0 32 B2 3t v L+ B2
i L 57 S IE B0 i B B T BR B 2 AR £ I
Mg A B LA o3 18 Wi kg B A S g3 A
PR A 28 RN AE TR 8 92 Sl AR T R e e | DA
SEAR M T A X Se R R A BE T A A Lot
P, H.22 Jey BRF R 48 R0 rpopf 28 3 e X3k 427 DA
TEiEE N T, B RE B RN E X HIE KRR A —
B, HEENKYMEL TETRZHIINEZ —,
JIT A B TR L 5 UL B 8 i LU P, T s A TE IR
S AR 0 T ) JRy PR 3k mT 5 )z R S A 2 oo 4
S [R)32 B R 28 TR A X

T 205 [ SR A 3 e 7 AR Az B MRT 2% 81
A A EE MR K 48 il 2 W HD W 25k 2 —
Hirayama 4558 52 fift 28 JEU 22 F 98 e 24 65% f8
() SIHE AN 57 Fr 0T S8 7 C HEAR KT 19 6 18 5t 4 B
2P EE SR Y R SUEE e A, 88% AR A T LA
JIEE 1) T 5 A% 81 A B S ) T i A 4 | T A S Ak
T HAL A X L) 2 s . ARBESE 1 B A
SR AN RSk Je A7 B 2 AT L 3] S A e R AR R
BT 32 F A6 2L 7 B IE 5 8 A R 7 N ) i
12 E AR B HLE] BRI R KT 20 4F R
TR AR — M E R AR Y <30 % R <
10 4F 0y 2| HE S8 Aip 5 72 48 W) 8 N B SR A /)N |

H AT HD W AL A B 86 sh Ty 225 . Ak
REH MR AL 2200 S HLH 2 3 12 3l
M TuA A B ETJC— A5 U0 AT i B i A 1 HD
G RIS (HL [ P A2 25 3 ki DA ) 4 B 3 ) 2 2 1
LU R RE R — B bA O | 7R HE A T e 2
A Ab i R, R I AT R AR HE AR N
4 910 DN o A 57 A Bl ek S A7 B DN T )R A 1 TS
HIRER RGN 1.5 om, J5BERG N S om , 1E #5530 F

A T A A B T A 2 2ot e B 398 i A 8 T R RS L (H
£ HD B | DUMEGORTE AR K RS- A | 3o s
B R B B — A E TR B R RE R
I e O S RE K B 3 i, DA 1 R A TR RE RS R
IR 5 | A R O G PR R R AN X
8 Gl A BBURK | WO AR IRBE | RAR A R B A
U3, 5 AMMEL SR 1k B 25 AT SR A 5
VT B Sk 45 S R 30 15 0 e st 1) B B R SRL  ek
LWL G 3X A o5 — 5 T $ 7 S0 1) 20 7 2 2
A5 nf fEJE S 3 HD A A s A IR % |

& % X #

[1] Tashiro K, Kikuchi S, Itoyama Y, et al. Nationwide survey of
juvenile muscular atrophy of distal upper extremity (Hirayama
disease) in Japan[J]. Amyotroph Lateral Scler, 2006, 7(1): 38-45.

[2] VR4, 3R IR, 25 R 0L, 45 HD 4 B R R AR 27 40 AT [J]. o ]
ZKE PR 2% 35, 2006, 32(1): 23-27.

[3] Z=AEDL, TR, BRif, 55, 75 4F b 000 o 25 45 1 I IR LA 181
JULPA 5 R A A S (0], T AE b 2 kG i RE 24 7R, 1994, 27(3): 131.

[4] X0 mH, B0 F, BRwiig, 55 HD 09 LA B 5k 40 0% 4 s D],
7R BE 24 4%, 2008, 33(1): 88-90.

[5] fli s, BEA T, 5K 5. HD A9l PR B #5136 I 1552 1 2 s ).
b5t R 2 (BB 2R, 2007, 39(2): 189-191.

[6] A7k, BB, sk 4x 1l 5. HD (9 MRI 2 Wit B [J]. AU 2% 50 1%,
2007, 22(8): 807-810.

[7] Toma S, Shinzawa Z. Amyotrophic cervical myelopathy in
adolescence[J]. ] Neurol Neurosurg Psychiatry, 1995, 58(1): 56-64.

[8] Misra UK, Kalita J. Central motor conduction in Hirayama disease
[J]. Electroencephalogr Clin Neurophysiol, 1995, 97(2): 73-76.

[9] Hirayama K, Tokumaru Y. Cervical dural sac and spinal cord in
juvenile muscular atrophy of distal upper extremity[J]. Neurology,
2000, 54(10): 1922-1926.

(s B 11.2009-04-15)
(A= SC % . 7K 3%)

(4% 827 1)
AR By BRI RAEAR A G5 R $ /% B 2R Y G
TE NMO il 59 28 1 7775 B AU 5 MS B9 551

Z £ X W

[1] Pittock SJ, Lennon VA, Krecke K, et al. Brain abnormalities in
neuromyelitis optica[J]. Arch Neurol, 2006, 63(3): 390-396.

[2] Wingerchuk DM, Lennon VA, Pittock SJ, et al. Revised diagnostic
criteria for neuromyelitis optica [J]. Neurology, 2006, 66 (10):
1485-1489.

[3] Wingerchuk DM, Hogancamp WF, O'Brien PC, et al. The clinical

course of neuromyelitis optica (Devic's syndrome)[J]. Neurology,
1999, 53(5): 1107-1114.

[4] Wingerchuk DM, Lennon VA, Lucchinetti CF, et al. The spectrum
of neuromyelitis optica[J]. Lancet Neurol, 2007, 6(9): 805-815.

[5] Barkhof F, Filippi M, Miller DH, et al. Comparison of MRI criteria
at first presentation to predict conversion to clinically definite
multiple sclerosis[J]. Brain, 1997, 120(11): 2059-2069.

[6] Vernant JC, Cabre P, Smadja D, et al. Recurrent optic neuromyelitis
with endocrinopathies: a new syndrome[J]. Neurology, 1997, 48(1):
58-64.

(Wi H #1.2009-04-07)
(AR 3C 4 it . 1 BL)





