M2 5 ThEE R - 20184E4 H - 55133 - 541 177

» —FH=
e
Y 3 34,@31"% \ ) A Y \ \\A“ >
AR 235 AR 15 ZR P e PR s Al SRy 7 ik e
REE KR, ELF RES TR, 2ms, KIK

WE BRI EE B 05 R P (NMOSD) 1Y I PR s, SRR I T HE R o F53%k - BB #r 13 1) 1EB AL
NMOSD B # (Wil RF I Al Bk A 25 1 897 MBUS P T50 0. &R 13 HINMOSD B E T B L bl i HER KRR
1:3.3,F¥(4514) %, 2EBHES 1101, AN R 9 ], AERE S5 IX SR A AE 2 01, 1 & B IR e 2 1), A b st AR EE B 45

ZEVEPIR 3., O 191 HR 3 I AT/ I T AQP4-TgG FHI: , 3 P IARFAYE e 1 il MOG-IgG BH%:, 11 MRI  pNF}
IR AT B REN (5 5 rksnll, | BIERETS M T 55, L UM E SR E Stttk BB 2 dbst 100050

PEIIZE T JGR B BR by sl S Bk A s R B AT, A B A TR IS T S Ok . 1L E BEEE

(84.6% ) I , 1R (7.7% ) Tolhfi , L B3 (7.7%) FLATZE MR 811(61.5%) R R ie, 511(38.5%) ) K ARBIFH4

HAHRETR . Z518 :NMOSD i KRR I Z Fh 4%, B T ML ORE R RIS BB IR Z AR OB IR . KA (No. 8167050067)

Bty I R G BR AR AT AT H AT S M AT 5 L B NS R R IR R T R B

ST RAE M —Z 2 2018-02-02

KR MMZEBERIG RPN 5 Im RS 5 1R97 wiEE

RE 43S R741;R741.04;R744 SCHEEERIZES A DOI  10.16780/j.cnki.sjssgncj.2018.04.005 it
ybzhangen@sina.

Clinical Characteristics Analysis and Treatment Progression of Neuromyelitis Optica Spectrum com
Disorders ZHAO Ying-ying, ZHANG Yi, LIANG Wen-ye, XU Hui-zhen, LI Yao, WANG Rui-jin, ZHANG
Yong-bo. Department of Neurology, Beijing Friendship Hospital Affiliated to the Capital University of Medical
Sciences, Beijing 100050, China

Abstract Objective: To investigate the clinical characteristics and treatment progression of neuromyelitis
optica spectrum disordersqtNMOSD). Methods: The clinical manifestations, auxiliary examination results,
treatment, and prognosis of 13 NMOSD patients were retrospectively analyzed. Results: The proportion of men
to women in the 13 NMOSD cases was 1:3.3, and the average age was (45+14) years. There were 11 cases of
acute myelitis, 9 cases of optic neuritis, 2 cases of area postrema syndrome, 2 cases of pruritus, and 3 cases of
spastic pain in limbs. There were 9 cases positive for AQP4-IgG in blood and/or cerebrospinal fluid, and of the 3
cases negative for antibody, 1 was MOG-IgG positive. MRI showed demyelinating signal with intensification in
the long segment of the spinal cord in 11 cases, abnormal signals on the dorsum of the medulla in 1 case, and
optic nerve abnormal signals with strengthening in 1 case. Most patients in acute stage were given high-dose
corticosteroid, immunoglobulin, or plasma exchange treatment, and some patients received azathioprine in
prevention of recurrence. Eleven patients (84.6% ) showed improvement, 1 patient (7.7% ) showed no
improvement, and 1 patient (7.7%) showed spontaneous improvement. Eight patients (61.5%) had a course of
recurrence, and 5 patients (38.5% ) had a monophasic course. Conclusion: The clinical manifestations of
NMOSD are varied. Beside the typical core symptoms, there are also many atypical symptoms. Current treatment
during the acute phase includes high-dose glucocorticoid, plasma exchange, and immunoglobulin therapy.
Azathioprine, mycophenolate mofetil, and rituximab are first-line drugs for prevention.
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