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[Abstract] Objective To compare the levels of CD4°CD8 double negative T lymphocytes (DNT)
in the peripheral blood of patients with neuromyelitis optica spectrum disorders (NMOSDs) and multiple
sclerosis (MS) in the acute phase. Methods From January 2017 to December 2019, a total of 53 patients
with NMOSDs, 20 patients with MS and 27 normal controls were included. Peripheral blood DNT cells of
the patients in 3 groups were measured by flow cytometry. Results The differences of DNT cells in the
peripheral blood in 3 groups were statistically significant (F' =4.362, P =0.015). Among them, the number
of DNT cells in the NMOSDs group was higher than that in the control group (1 =2.415, P =0.023) and the
MS group (¢t =2.415, P =0.018), while the number of DNT cells in the MS group and the control group was
not statistically different (# = 0.149, P = 0.881). Conclusions The number of DNT cells in the peripheral
blood of patients with NMOSDs in the acute phase is higher than that in patients with MS and normal
controls. It is speculated that DNT cells may be involved in the pathogenesis of NMOSDs.
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Table 1. Comparison of the laboratory indicators of the 3 groups
S E SR AR IEF X BEZ (n=27) NMOSDs 41 (n=53) MS 41 (n=20) ] PIH
LI EU(R £5,x 10/1) 453+ 0.40 445+ 0.43 454+ 0.39 0.127 0.881
P14 40 (7 + 5, x 10°/1) 6.48+ 1.41 6.99+ 2.56 6.35+ 1.58 2.790 0.731
PR A I TR £5,x 107/1) 371+ 1.37 4.53+ 2.10 3.61+ 1.24 0.377 0.382
CRP[M(P2s,Pss) ,mg/L] 0.57( 0.46, 0.73) 1.90( 0.58, 3.00) 1.50( 0.57, 3.75) 6.836 0.033
ALT[M( P2, Pss), U/L] 17.50( 7.81,24.50) 24.34( 8.40,53.00) 12.00( 9.50,23.50) 2.340 0.310
AST[M(P.s,Ps), U/L] 15.94(13.94,22.00) 23.00(15.00,28.00) 15.00(14.00,21.25) 2.901 0.234
BUN(X +5, mmol/L) 495+ 1.25 4.63+ 1.32 484+ 125 0.234 0.834
Cr(% £5, pmol/L) 48.51+12.05 48.21+10.01 48.1012.09 3.342 1.000
C3(xxs,g/L) 0.83+ 0.15 0.96+ 0.25 0.85+ 0.12 3.688 0.113
C4LM(P2s,Ps) ,g/L] 0.21( 0.17, 0.28) 0.19C 0.13, 0.28) 0.22( 0.17, 0.29) 0.385 0.825
ANA FHEL (%) ] 0(0.00) 16(30.19) 4(20.00) 0.267 0.606
OCB FH:L B (%) ] — 1( 1.89) 14(70.00) 41.264 0.000
MOG Ho A B[ 1 (%) ] = 4( 7.55) 0( 0.00) 1.597 0.206
MBP S A BHPEL 1] (%) ] = 5( 9.43) 0( 0.00) 2.026 0.155
AQP4 BT BHE i (%) ] = 27(50.94) 0( 0.00) 15.239 0.000

—, not detected, A £ M . Kruskal- Wallis test for comparison of CRP, ALT, AST and C4, and ANOVA for comparison of RBC, WBC,
neutrophil count, BUN, Cr and C3, and X test for comparison of others, CRP.ALT . AST 1 C4 Y b 3247 Kruskal-Wallis £ 5 , 21 40 g i1 %%
P20 T P R A M T4 BUN L Cr R C3 1 R AR T80 PR 38 05 22 40 BT, AR 45 048 bR 1 LE S84 T} K2 3% o CRP, C-reactive protein, C-/Z
J% & 15 ALT, alanine aminotransferase, [N 22 2 % 24 i ; AST, asparlate aminotransferase, KA R % %l ; BUN, blood urea nitrogen, Ifit R
2 A ; Cr, creatinine, LT ; ANA, antinuclear antibody, $T #% $T 14 ; OCB, oligoclonal band, % 5 B X 47 ; MOG , myelin oligodendrocyte
glycoprotein antibody , #2055 57 40l fE i & 11 s MBP, myelin basic protein, #4581 5 F1; AQP4, aquaporin 4, 7K il iH & [ 4
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Table 2. Comparison of the number of DNT cells in
NMOSDs group, MS group and control group (x +s, x 10°L)

2 531 1% DNT4IMEEH FAE P
X HRAL(T) 27 44.65+21.09
NMOSDs41(2) 53 65.02 = 38.06 4362 0.015
MS 4 (3) 20 46.14+23.19

DNT, double negative T lymphocytes , SUBHVE T i B 41 it

R3 BHZWAF N M DNT 405 5 69 P L g

Table 3. Pairewise comparison of the number of DNT
cells in NMOSDs group, MS group and control group

ZH 7] 7 b tfl Pl
(1) €2) 2.415 0.018
(1) 3) 0.149 0.881
(2) (3) 2.316 0.023
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