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f R ARG (X BRZ) P MRS AR , HEUSCEE 10 133 32 S I kla YT 1 S H IR 3R15 BE DI 19 GMG (& (JRI74L)
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P LRI OG , SR 7 M4 = AIRE J¢ Tfi/Tth Hofd.,
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[ Abstract] Objective: To analyse the ratio changes of AIRE and Tft/Tfh in patients with myasthenia
gravis (MG) before and after immunotherapy. Methods; Peripheral blood samples of 16 cases with
generalised MG (GMG group) , 14 cases with ocular MG ( OMG group) and 10 cases as the control
group from Jan. 2016 to Jan. 2017 were collected from Tangdu Hospital of Airforce Military Medical U-
niversity, China. 10 cases wth GMG as the experiment group were followed up after immunotherapy.
The expression of autoimmune regulator (AIRE) , Tfr cell and Tth cells were measured by flow cytome-
try. Results; The AIRE expression and Tfr/Tth ratio of 10 GMG patients were significantly improved
after treatment (P =0.01,P =0.009). The expression of AIRE in the treatment group was higher than
that in GMG group (P <0.001) , while the difference between OMG group and the control group were
not statistically significant (P =0. 164,P =0.862). The Tfr/Tth ratio in the treatment group was high-
er than that of GMG group (P <0.01), lower than that of the control group (P <0.001) , but with no
significant difference from OMG group (P =0.685). The expression of AIRE and Tfr/Tth ratio were
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negatively correlated with the quantitative MG (QMG) score and clinical absolute score in all GMG
group (P <0.001, P<0.001, P<0.05, P=0.002). Conclusion; The AIRE and Tfr/Tth ratio in-

creased in different degrees after immunotherapy, and there might be an interactive mechanism between

AIRE and Tfr, Tth cells.
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2016 4E 1 J1 ~2017 4E 1 AiE 1 MG 835 30
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F N R A2 SR ) S E R AR 1 i K B R
J7H G IR H AN AIDs, HR4E Osserman 73 AL f8 35
538 4 B AL MG (GMG) 41 (16 f4]) , IR LS MG
(OMG) ZH (14 f51]) , e HE (R 1] 10 ] f e AR A 35 A=
Xt BRAL ; GMG J 35 Hh 10 24 £8 25 5% T G2 410 o 1l
T HPUIRTT (R A I B 4 sl i e Bk &R
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5 ], P AR (40,70 £ 15.44) % K AR R
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1.2.1 IERRAR  GMG 4 ) OMG 4 i % Fi077
T R S IR R K AR AS IR YT AL FRYT 1 A G B
25 B K IALERAS , 15 mL JCE TR T ZH0sE Ay I
PRASSRAE RS INEEAL MG J8 35 UGS HE S R ik R 46
FK I 3 mL BIEE, SR HR 5T ICE AE 4 C ISR IR
o

1.2.2 AIRE FHP:40 i T 20} A2 Tfh 40 it 5 L
R R FH %8 R 0 1 43 8 A R i B A A 41
(PBMCs) , % 3 mL [fil B A% 5 45 i 1640 B %)
(HyClone 23 &) FE43 R AN, An AN S i bk 4 40 g
STESWR 3 mL,fE4 °C 'K 2 000 r/min .[> 20 min;
B EW 752 2, B PBMCs 2, ITA 5 5K
RMPI-1640 A BZERANNL 2 UK, A4 B8 B e i 00
JIEHR Y PBMCs . 4l fifd i br &5 CD4 J CXCRS
PEFEICY AL KT N CD4 HT44 ( Biolegend A ] ) il
HL N CXCRS {4 (Biolegend 24wl ) 5 4 il B 5t
SHRS)RECIFE 30 min; PR 2 UG IR B R
BRHTE 25 A ISR O 4N A , RIS B T INA 1T mL [&
TE/ MRS (Miltenyi 23 ] ) B, % 30 min #F47
AR, ANAEAE ARG AIRE J2 Foxp3 G sé it
ety RGNS LR K YRR AT B A A 1 mL [
B/ W B, REDY 30 min HEAT 40 A IR, Uk
WA S AT AIRE HU{& (Miltenyi /3
) FHLEL/ N Foxp3 HifA ( Biolegend 24 F]) L
H 30 min; B NA 2% £ R H [ 500 L [E 2 4
fitlo 2R H] FACS Calibur 3 =40 g 43 H7 4% ( BD 24
7)) 4T AIRE FHEEZ0 .CD4 + CXCR5 + Foxp3 +
(1) Tfr 4L &% CD4 + CXCR5 + Foxp3 — [ Tfh 41l g
oIl
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Tab. 1
group, OMG group and treatment group

MG patients”severity score in GMG

15 MG JEHEAR P ( ﬁ)
QMG PF43 ERN iy
GMG 4 14.87 £5.67 17.63 +5.07
OMG 41 6.50 +3.28 8.71 +4.08
IERAE 6.60 = 1.84 8.80 +2.39
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Fig. 1

The positive expression rate of AIRE in the treatment group before

and after treatment and in each group of patients

2.2 Tir 200 Tfh 2085 b &% The/Tth He(E
TRITHL GMG JBEIRYT JG Th/Thh A ERYT
R4 (1= —3.314,P =0.009) . 4 4§k
Tfe/Tth FUAEHLEE, 2 5B G #E XL (F =23.251,
P <0.001) ;JA¥74H Th/Th H{E%: GMG 410 5

TH(P <0.01) (B T X} B ZH (P <0.001) , Tl 5
OMG A He A 22 5+ LG it =+ X (P =0.685) . i
%%2\175] 20

2.3 AIRE [HPEFEA%R Th/Th [L{E 5 MG &
R RE A DG

GMG %% AIRE fHPERIARY QMG PFp (r =
~0.729,P <0.001) K45 %E4> (r = —0.709,P <
0. 001) 3 2 FAAHSC s The/ Tth HAHS QMG #43 (r =

-0.640,P <0.05) KA XS P53 (r = ~0.656,P =
0.002) EHAHRK ., WIE 3,
2 AU Th Th 28 5k &
Tfe/Tth tfE (x +5)
Tab.2 The percentage of Tfr and Tth cells and
the ratio of Tfr to Tfh cells in each group

Th 400 5 Thh 4Hif 5
a: | (%) (%) Tfr/Tth FLAE
VBIT4L 25.03+2.14  74.97+2.14 0.34 +0.04
GMG £ 18.24 +4.02 81.76 £4.02 0.23 +0.06
OMG 21 24.08 +4. 86 75.92 £4.86 0.32 +0.09
X HE 2l 31.82 +3.87 68.18 £3.87 0.47 =0.08
5 GMG 41 b4, P <0.01; ) 53 HR41 4t , P <0. 01
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Fig.2 The ratio of Tfr to Tth cells in the treatment group before and

after treatment and in each group of patients
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7= 2, OATI B 36 i R IR o 24 Tfr 41 g, Tth
Ui AR A A AR AL, 2 S B A ZE AL, A
7= B 4 it BE3RIE, PUiR N £, MG it ik, 45
BARSLIGEE R N SCHR IR R V6T 5 BB s i
Ry [R RS RS AIRE )2 Tie Tfh 41l bE (AN [5) 72 B2
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