Pz SRR E A - 20214E3 H - i 1645 - 45 310)

AN B HER TE AP — Bl PRAFAE
M2 RGN BT SE

RFF, wm s, ik, BT
HE B U2 BEJ 18 R 5 (NMOSDs ) i — B R4S 5 M2 RGN, IE M il sy i &2
KRR E . Fik : mEE Y 5 NMOSDs £:35 55 il NMOSDs 41, ft 42 36 Bl k% HEAL, £ 21055
IMUHHL B DR WURR ARG S5 bR . AQPA-Ab MRS L A XSG A R A A5 3 i sk B B CIEIR B R B
i RAFIE . 455 :NMOSDs 4F & T i 4F Lok, 4 Ll 1:10, 9 Lo KAk 2 [l 3 o 22 5. 2 A vh
% a1 O QY N w1 I QS R v 1 M N w1 N ISR ONI B OIS U = AN = &S u N AL o = = e 6]
ZR G X (P<0.05) . VAENE KRB Z 7R  AQP4A-Ab IR A | il P 57 215 1 LA B A3
FE 2 I RAE bR Z [0 1 25 S TEGE 24 8 L (P>0.05) . 518 : BRH WA Z RGURE RS, NMOSDs 8 # 1l gk
NI BRIV R U 52 R AR 2 A AR R T A A ONLR 25 R T S IO A IR .
PE5]  AQP4-Ab /5 P4 32 S L L) B kA FEIAS 5200 NMOSDs & & B .
KR AR RE A RPN G R O 4-PUR M RGANRI RIS B R
RES 2SS R741;R744.5 XHEFRIRAE A DOI  10.16780/j.cnki.sjssgnci.20201099
A5 A oK, W SE, A, FE . AN B RS A R R — I RN ROl 28 R G AR B 5T
[0]. #pi0 S I RE T L, 2021, 16(3): 141-145.

Study of General Clinical Features and Extraneural Manifestations of Neuromyelitis Optica

Spectrum Disorders ZHANG Yang-yang, HUANG Li-qin, ZHANG Qian, JIAO Wen-yu. Department of

Neurology, Renmin Hospital of Wuhan University, Wuhan 430070, China

Abstract Objective: To study the general clinical features and extraneural manifestations of neuromyelitis
optica spectrum diseases (NMOSDs), and to analyze clinical factors that may affect recurrence. Methods: The
NMOSDs group and control group cases were retrospectively enrolled, and routine blood work, renal function,
creatine kinase, and other indicators were recorded. AQP4-Ab status, related imaging examination results, initial
core symptoms, number of relapses, and other clinical features were recorded by a professional neurologist.
Results: NMOSDs were more common in young and middle-aged women, with a male to female ratio of 1:10,
and there was no significant difference between the age of onset in males and females. The NMOSDs group and
control group had statistical differences in neutrophil count, lymphocyte count, neutrophil/lymphocyte ratio
(NLR), estimated glomerular rate filtration, and creatine kinase (P<0.05). There was no statistically significant
difference in the number of recurrences in 1 year among clinical indicators such as gender, AQP4-Ab status,
intracranial involvement, and lesion range (P>0.05). Conclusion: In addition to common neurological
symptoms, patients with NMOSDs may also experience symptoms of the skeletal muscles and other peripheral
tissues and organs. The neutrophil count, lymphocyte count, NLR, and other indicators can reflect the
inflammatory state of the disease. Gender, AQP4-Ab, intracranial involvement, and the extent of the lesion do not
affect the number of recurrences of NMOSDs.

Key words neuromyelitis optica spectrum disorders; aquaporin 4-antibody; extraneural manifestations;

inflammatory indicators; recurrence
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sl W% B RIS/, xts)  WBCAX10°/L, ats)  NAX10°/L, xts)  LAX10°/L, ats)  P/(x10°/L, xks)
X R ZH 36 6/30 53.81+10.43 5.79+1.63 3.42+1.18 1.79+0.52 227.97+58.75
NMOSDs 21 55 5/50 48.71+14.41 7.35+3.49 5.37+3.15 1.50+0.90 215.87+70.68
tlyz (8 0.570 1.835 —1.875 —3.032 —2614 —0.954
PIH 0.450 0.072 0.063 0.002 0.009 0.340
215 hs-CRP /(mg/L, x+s)  NLR/(x=s) PLR/(xs) Cr/(umol/L, x+s)  eGFR/ (mL/min, x+s) CK /(U/L, xs)
XT REZH 2.06+4.20 1.97£0.59  134.17+42.11 53.83+10.10 104.38+13.59 64.28+39.27
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P{A 0.763 0.000 0.133 0.062 0.009 0.001
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