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[Abstract] Foxp3* regulatory T cells (Foxp3*Treg) are a special subset of T cells that prevent other immune cells from attacking
the body’s own tissues, and are critical for maintaining immune homeostasis. The forkhead family transcription factor Foxp3 is the
master regulator of Foxp3*Treg development and differentiation as well as its functional stability. The alteration of functional stability
of Treg cells caused by the changes of Foxp3 protein level has been actively involved in controlling major human diseases including

infectious diseases, autoimmune diseases, anaphylactic disease, tumor progression, tumor metastasis, and transplantation immunity.
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Understanding the function of Foxp3 in regulatory T cells differentiation and development and its functional stability will lead to novel

therapeutic approaches for relevant immunological diseases.
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Treg # ik CTLA-4, T 18 DC % CD80 1 CD86 1%
ik DC BOE R IR AL T 400 09 B8 1k, T
B R W S 522, Foxp3*Treg 4f A i I
5 % 1K I B 40 7% Ak S5 -3 (lymphocyte activation
gene-3,LAG-3/CD233),LAG-3 B85 APC ) MHC Il
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TR 58 19 Treg e A6 A b 968 3% 473 1A L2 4000 JHL T LA
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Figure 1 Transcriptional regulation of Foxp3 during the development and differentiation of T cells™
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HEHEMIE RIS BRZE - RV EHESMEA
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FH , BERE O K 25009 Treg 20 M AH 56 3L X (F0 35 %
S0 SR ) Gk, IR Foxp3 78 H 0 I K 41 1
FADL S 45 4 e S kaoe v AE S i AR — 2
R F TG I, Foxp3 DI REAR IH A AE . LA %
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F Nrda Xt tTreg #9531 & & F1 G 55 it 52 1) 4 £5 02
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361 4>, Hd 30% 898 H 5 Foxp3 B4 kA ¢
I, Foxp3 755 sk 7K P By 45 E 2 4= Y,

BFFEIESE , 4EFF Foxp3 M2 BRI H R 2,
J& Foxp3 J#7 JE L S b 1 . 45 A2 Foxp3
PR 14 5 T i 45 P Bl 114 051, 28 78 25 138 I Foxp3 23R

HARSHMBIN, IS BU™E M A & e
W, RZ R X QR E B B R R LR A
(XLAAD/IPEX) , 1fi N i GFP & 4= 287 J5 i) Foxp3
e A 25 3 3L Foxp3 (gfp) A fig 5 Tip60 . HDACT ,zinc
finger 4 Eos 548 1455 , #EM 51 Foxp3 £ BEAL I
55, K48 (i iz Z ALK ok, e 2 g R HE T 40 i o)
AEZEAL, AR AR R T Foxp3 Y — A~ 3@ 4 A
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FREE & T 5 IRF4 (A EAEH, SEEHE T 40
6 ) A0 T AR R AR AR DT 2 4 M X B A
Th2 'Th17 4 644 ) 2h 68 3% 5 52, I 4h  Foxp3 i
FE 0 o 5 0 B R T 40 M AR A R SR N
K AML1/Runx] Pl & AML2 (Runx3) L& AML3
(Runx2) A EAE R R H AMLL 7 500 112 ik
AML/Runx 8 % %% 55 K16 P o] BE A B 5 B0 95 1)
KA Foxp3 X AML1 B30 614 FH A vl e A #l
T Treg M T RPZEMHIME . 10 iTreg 20 M 115 S
TR G T2 0 1) ) R %) R A R o A O T A o R R
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SO A RSN B A S iTreg 41 W RE AY 7= A=,
Foxp3-E2 1 £ 5 T AE 1) et 25K S BN 2K B B s
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b, Fom & IR Y N 3 o] DL B 348 5520 2R & Tk
RS TIP60, MM A5 Foxp3 Y56 SEH0 I 5 1k
Fh  Foxp3 1 £ kAL 52 21 2 1R &, T 5% 7% il p300 FT 4
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YEHAR A Foxp3 £ WAk, 8 it £ MEfL Foxp3 2
Foxp3 MR E M, AT 3G 38 Treg 1 1E H DIHESY 76 R
SiE PR EE R, R MEAE M R B LPS 1y B nT 5 S
HSP70 Xf E3 72 % # #: [ Stubl (936 1k, #m S 3%
Foxp3 &A= K48 iz AL FEAR L X Foxp3 LI HE 1Y %
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Foxp3 # A fa 22 P T W LA K Treg 0 il 4 T fE A4 ok
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filg =, AN RIE(E 515 T MiR-17 193Kk, MiR-17
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Figure 2 Role of methylation of transcription factor gene in T cell differentiation
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