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[# E]8 ¢ TP REERTXHLEREN TS (Myasthenia gravis, MG )Th1/Treg 40 % N 721k KA A T8
B, # % RFH RT-PCR BARKM 52 41 MG B JLAN 20 {2 Fext B8 & 41 Ja] il 284~ 4% 48 2 (Peripheral blood mononuclear cell,
PBMC)T-bet Fil FOXP3 mRNA fIZATEM, W ELISA B MAH M E T T K - v (Interferon~gamma, IFN- v ) | F1 41 A
% —6(Interleukin-6,1L-6) B ¥1b4 £ HAF - B 1(Transforming growth factor— B 1, TGF-B 1)BIREAILIEN . &R SEEXH
ZH HEY, HL T-bet mRNA K35 B E B (P<0.05), MEFWITHA SHITrEARE LR EEER . BEIBITRISH FOXP3
mRNA 25 B E R TEREMBE(P<0.05), BE T EH SEBFEMBANE, ERAFITHE L BEBTREATEENE
#£5 , T-bet nRNA 5 FOXP3 mRNA HZiA H{E , RIGITRTA BE B TRFEX BE(P<0.05). MEIBITEH SEENBA R
JGIT T4 L8, TFN- v UM B E TR (P<0.05), TR FEN A 5T R CE E®ER . 3 H2H,IL-6 F1 TGF-B 1 &
WREEL B E MR 5 .45 # . T-bet mRNA F1 FOXP3 mRNA 7& MG BULFRIEFH , R Thl M Treg S5 T MG KIER, &
EWIT G S Th e ik E s A 41 8 L IL-6 M TGF-B 1 WKEXHE R, BrX s LAaE e ETLBERR, REIE
EERKE;TE—EEOA T IFN- v E3677 5 HUKE A @ TR R R 388 —E AR ERL.
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The impact of glucocorticoid treatment to Th1/Treg cell transcription factor

expression in children with myasthenia gravis and its mechanism research
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[ Abstract JObjective: To investigate the effect of glucocorticoid treatment on the expression of Thi/Treg cell transcription factor and
related cytokines in children with myasthenia gravis (MG). Methods: RT-PCR was used to detect the expressions of T-bet and FOXP3
mRNA in children’s peripheral blood mononuclear cells of 52 MG patients and 20 healthy children; ELISA was applied to analyze related
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cytokines IFN-+y ,IL-6 and TGF-81 concentration changes.
Results:Compared with the healthy control group,the T-bet
mRNA expression was significantly higher (P<0.05) in children

with MG, while the groups before and after hormone treatment were
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of no significant difference. In the group before hormone treatment, FOXP3 mRNA expression was significantly higher than that in the
control group (P<0.05), while the hormone therapy group and the healthy control group were of no significant difference and the groups
before and after hormone therapy were of no significant difference. For the ratio of T-bet mRNA expression to FOXP3 mRNA, the groups
before hormone therapy was significantly higher than in healthy controls. In hormone therapy group, compared with the healthy control
group and before hormone therapy group, IFN~y concentration was significantly higher (P <0.05), while the healthy control group and
the before treatment group showed no significant difference. In the three groups, IL—-6 and TGF- 3 1 levels were not significantly different.
Conclusion: T-bet mRNA and FOXP3 mRNA expressions are abnormal in children with MG. Thl and Treg cells are concerned with the
pathogenesis of MG. After hormone therapy, the immune function has been restored to some extent. In this research, IL-6 and TGF- 1
levels are not abnormal, suggesting a less extent in children with immune dysfunction and no significant difference; in some cases,
IFN- v levels increase after treatment, which suggests IFN~ -y may also play a role in the protection of the body.
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FERITHEIHFE X, RS LR R R RERER.

TGF-B 1 1ENS Treg M E VI XM A 7, 8
il T AR SR AN DR P2 | SR SR AR A R
HEAERLARB ST 52 T B B ERER . ABF R, 34
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