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Research advances in the regulatory mechanism of immune balance
between Th17 and Treg cells*

Xu Wei, Shu Jun-hua, Gan Yi, Tu Dan-na
(Maternal and Child Health Hospital of Hubei Province, Tongji Medical College, Huazhong University of
Science and Technology, Wuhan, Hubei 430070, China)

Abstract: The immune system recognizes and fights off pathogenic microorganisms and clears abnormally
dividing cells in the body, and its balance is critical to maintaining normal responses and activities of the body. A
variety of cells in the human body participate in the maintenance of immune homeostasis, among which T helper 17
(Th17) cells and regulatory T (Treg) cells play an essential role. The unbalanced immune system could lead to the
occurrence of multiple immune diseases. The Th17/Treg cell balance is regulated in various ways involving
cytokines, metabolism, intestinal microbiome, and post-translational modification. This review may provide novel
insights and strategies for the treatment of immune diseases by summarizing the relevant mechanisms.
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TEGPEVES R E HEAEM . TCRAES (4 A
T A VRS 2 A 2 R S A A 22 R
T HL AT 52 08 Th17 20 F0 Treg 40 0 14 73 B2 ~F- 4
T T35 e 8 A 1 B S 0 52 ) KA o

1 Th17 fifa K Treg ZHAaHEIA

ZHHE CDA'T Ik I 40 H 9% TGF-B IS J5 . 7E N TF]
e 55 5 WAE T T 73 A A TR ) 240 i S AL 2 5 4
PERUN o Th17 40 A T R PEVES IR 19 K Az, T Treg
298 Y D490 ) G A OC A0 L 3 AL RIS B, A S
NS HLIAR A Th17 20 A Treg 24 1 i~ 7T £fE
RN E . RIETPS e M e . A
WFFEUESE Th17/Treg 240 M- 78 S PR 0 Kim
SPH I E R S, 2SR W | S P RE ZE PR
RAGEGIENER IR M NGRIE R TR . REVELLRER
W RAEPEIG A A B e MEBOi Y &  5 Th17/
Treg 20 Jifl 2 7 A7 G, H Hi#K 23 7] 52 0 Th17/Treg -
25 O A ] THIRYT Horh— 28500
1.1 Th17 4k

Th17 2058 5 43 36 IL-6  1L-21 K IL-17 554 &
W72 5 RAE R e B 155 5 T FI L S
1% A 3 (signal transducer and activator of transcription
3, STAT3) 1 4 H ¥ A & AL 3Z 4K yi (retinoic acid
receptor-related orphan receptor yt, RORyt) 1E Th17 48
MBS 734 A E R R A P AR . 7E TL-6  TL-
21 8% TGF-B (3 T , STAT3 #8405 3115 5 RORyt
(¥ 32 35 , 426 4h #E CD4™T Ik I 40 J 53 1k >4 Th17 4
L™ TL-6 AT 3 Th17 20 il 3% 10 1 40/ 3= -23 %2
& (interleukin-23 receptor, IL-23R) Wik, 5 1L-23
FE[EfE 3 Th17 AL o34 o TESAE S5 AT T, IhiRg SR 3E
PRl —a AT 55 Th17 4 A 5 T &3k 1) Ji 968 S 4 B 1 A
F 3K 1 (tumor necrosis factor receptors 1, TNFR1 ) 4
B, WG e-Jun 2 B K I 3 B (c—Jun N—terminal
kinase, INK) , it 13 B B2 1 STAT3 5 5 IL-17 7= 4=
e Ah, Th7 20 i 1) 53 A3 52 21 i 7L 3 4 7 ik 4 32 5
7 1 (mammalian target of rapamycin, mTOR) 14 8 4% .
mTOR A 0% A7 S8 e A L U5 IR 07 1R 6 18, £ 2 40
HE T 4k B2 40 0 7316 2 Th17 ZH 5
1.2 TregZRAE

Treg 4 il 3= B AT A0 A G S22 40 ) |08 1 9 0E B
HRHT G BEME PN, 8 2o 7 A 410 1] A4 40 DAL 4

T bk T4 40 B A0 i 52 328 40 Y (antigen—presenting cell,
APC) W1 T R 5 T S S ) 52, By 1k 3 B Y 82 e
R Sk BE 5 R F 3 (forkhead box p3, Foxp3)7E11:
Treg 4 T 9 45 57 P4 e s PR 1, 78 Treg 20 2 v i JE R
ik S ALK SR H T A EAE I 25 TCRF 5
e SO SRR o SIHE CDAYT i L 41 L 7E TGF-B
3% F i 5 7 42 Smad2 . Smad3 , 3% Foxp3 , 3 1M 43
16 Treg AL o TL-2 AT RIFH A AE CDAT i B 41 i 7
A AF T B T, OF RO S TS Y T 5 (signal
transducer and activator of transcription 5, STATS ) I i
Foxp3 , it it I 52 1 AU 1% 0 MR 46 11 IO/ A o B =
B SR DR A 5 B 5 FL 1) Treg 401701

2 Th17/Treg 4HAEFEF0THBERYIE TS

21 TCRIES %S} Th17/Treg AR & FN 1k
BT

TCR {55 5 F 58 BE 7] 52 0 Th17 20 i Fl Treg 41 i1
(1% 8 MOEE . A TCR A5 5 XF T Th17/Treg 41 A1
45 3 5 B LR 1 A Y AR S A
FLAE ) TCRAF 5 A 2 A0S 4 i, S22 5 B0
JEIE T, M TCR 55 APC KT (M MHC 25 & )5, 321k
A T U T A A S e R TR R R T Y B
JZE 37 A i S R 0 FE JF (immunoreceptor tyrosine—
based activation motif, ITAM) %) 4= #ifigfk, e {k
(4 ITAM #1355 T 4l Jfl 32 1K Zeta 5 AH 5C 25 1 L 70
(Zeta—chain—associated protein kinase 70, ZAP70), fifi
Bz 3 8 PR LR 2 SR R % 38 K (L-type amino
acid transporters, LAT) Wik . [, TCRIES 1A
WS W 5 T UL BE 3- U4 B (phosphatidylinositol-3—
kinase, PI3K) , Z&4E K H i B (protein kinase B,
Akt) . BiREE C (Phospholipase C,PLC) —v. 19
W% H IR AC e I 145 5 PH U 2R 11 . PLC—vy
WS e A H I R R e R LR . R )
PIE RAS/RAF/MAPK i 75 5 4 5 5% S MR i i
AL, B CARMAT-BCLI0-MALT1 & & & 1y
e, FR5E 91805 TRAF-6/TAK1/IKK 18 8%, 249
W SR T A T —«B  (nuclear factor kappa—B, NF-
kB) Mo T = B IUEE 5 N BT b B A5
P E P 5 b Ca™ BRI, I P Jo I B A B A
JH /3 F (stromal interaction molecule, STIM) Y 5 B
(LA STy M UR T =i e TR BB IE R & G
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it A A2 TS TR AR A T M L AT AZ N T . TCR (R 5
JUEZAPT0, LAT, STIM Fll NF—«B f) Bt ol 28748 2%
FECTCRAF 5855, FEAK Treg 21 A 4 400 05 1
2.2 {REEFX Th17/Treg 4R & FIThRERSE T

TGF-B A 3% 4 HE CDA™T Ik I 40 il , 76 1.6 Al
IL-21 15 JH F 3#00% STAT3, i 5 ROR~yt [ 33k, 2 3F
Th17 40 A4 434k, o n] B 42 38 2o 0 R A 380s % St [
F Smad2 . Smad3, i 5 Foxp3 1) 3k , 12 UE Treg 41 i
AR IL-23 s AT 5E o NG STAT3 #F — 20 5
Th17 4018 34k , 4k 45 Th17 40 i A% 48 55 A IE & D g .
1M IL-1 A] P[] 1L-6 F1 IL-23 , {2 3 Th17 40 it & &
WEBE  JF YR AR A T R kT IL-21
Th17 40433, "I A/E I F Th17 08 A & , {2 2 Th17
MM KT o [FREF Th17 40 4% W 0 IL-17, — )5
10 AT A F T Th17 40 M, {2 #F 34k 5 O3 — J7 e i
At # 928 40 3 006 TL—6 | TL—8 25 41 it B - e ok %
iE SV o TL-27 38 33 #4005 Foxp3 , #0] ROR—t, [A] B}
2 P Treg 40 i 43 6 TL-10, 31 41 Th17 40 j 43 3 1L~
17, 304 Th17 40 % &S 1L-15 ] 38 53 9 2> 11-17
() 4 06 A B0 ) Th17 40 B A 404k o T2 =8 B30 0 38
1% STATS F1 PI3K 3 [ 2 45 5 ill , 7E Treg 2 M 1) 73
oy L R A e e PR S o AE STATS {5
Sl TL-2 AT {ff STATS #5121k , i 5 Foxp3 i 3
1K, A HEZDHE CDAT 3k 1 40 B8 1) Treg 40 1 201k o [7]
f, STATS A 5 1L-17 JE K454, 1] STAT3 £ S 4
IL-17 3 R 5% 5% 3 TL-17 235, N 30 Th17 40
L5 Ak . A PI3K/AKL 38 #A 5 fl v, TL-2 38 2 FE T
JiL 3 22 28 PR 95 2 IR B U0 mTOR , £ 1 CD4'T ik
E 40 e m] Th17 40 B 246 . 1L-35 n] il Th17 40 fg
BB e IL-17 {953 W6, 91355 5 1L-10 77 £, DT 4170 461
Th17 4 B (4 434k , 1308 33 52 10 Treg 41 i 3T £% L U6k 55
mTOR 155 2 4k +F Treg 41 AY S5 10 1 Th !
23 REHMSSEEIT Th17/Treg 4HA F & ThEE
KR

AR o R Y R I AR Y AR A S T A
SZUE Th17/Treg -1 . 20 HE T bk B 40 g 75 227 FH 44
TR T2 £k 0 I 107 T2 S Ak s 42 2 41t /0 B i R 4 2E
AT 2, T T 96 B 200 6 T S A Y R e P
I, T AR B A A B — B R R 1T (adenosine
triphosphate, ATP ) LA J& 21 Hi 33 58 A A 4 Y 75 22,

WETE T bk 2 400 B 5 ok A v AR g R R S Y
T 94 0 448 M 0 I i A AR o i A (W I A L
T AR S A AR i g AR L P AR R ATP, 4
() CDAYT 3k L4 4 Ji 1] AS [ (% 48 6 I 7 43 4k 32 it i
I, 3OS R AN TR A 5 S DR B SR B O
Y14 B, 50 Th17 401 A Treg 40 M A4 731k o TRIAHAT
1 L gt PR AL R R AR 5 B R TR AR ) T
R AR 4R 1 06 A o ] 77 ) LA S 40 i 1 A=
YA B aer
231  ¥EEEAERT Th17/Treg 28 i -F #5 Fo 2 42 49 98 3
WH B A b8 7% S Th17 40 i 19 20 46 , mTOR £ %

AR R A VR Y. mTOR A 4 CD28 il %
5 M IL-1 T2 1 T4 25 40 it X 130G, vl /R R
A1 AR5 5 D0 2% 1 A RN R 5 5 A R Az 2% 15
il Th17 40 Jitd A1 Treg 40 2 14 2 AL FN D RE" . i 98 40
UL A1~ R T Al | A A B i e S5 AR R 7 A
() 77 4 s AT BTG mTOR, i 1 Th17 40 jE /9 5 1k .
mTOR i 7] 5 3 3848 (14 755 A1 O 8 B 8 mTOR &2
& & 1 (mammalian target of rapamycin complex 1,
mTORC1) , 5 7 A 25 5= A U AE 15 E 8 mTORC2,
mTORC1 7] 75 5 6l 40175 5 1~ 1a( hypoxia inducible
factor-la, HIF-1o) &3k o %P 778 Th17 40 il v ik
BEME R IR, V8 A 1% ik 6 100 175 5 300 R Y 2 TR 1% fi
it 1) 2% 38, 78 T 3% R B 126 AT A 0 A 4 B 1942 B
TR i 12 R R85 S RORyt 5% 5%, 2 9F Th17 41
Ji 434k, TR B 22 R 7 38 A ' Foxp3 Y 26 11 T 1% 2% fi
T 06l Treg 41 A D1 i€ . mTORC1 i8] 38 i PI3K/Akt
AR Th17 434k, I 0 25 4 i s B I R A A
W 7 f# , DT 2K AE Th17/Treg 40 O 1 SF- 47 o 410 1
PI3K/Akt 325 12 T 410 ] Th17 40 Jf 53 4k, , 12 3 Treg 4 ifl
it IR, PI3K A AT LAGE o AN [W] #4 PI3K [A] T g4
H#E mTOR 1% P K 7 25 BH48 U8 Th17/Treg 40 ff-~F- £ 7
A SR

BOBE MR CH R BLTE B & 1 BB (adenosine-—
monophosphate activated protein kinase, AMPK ) AJ 1] il
mTOR I Pk , BOE 5 7T 3 52 A5 D 1R Ak , A F 4 #E
CDA™T Itk B 4 J 1] Treg 20 L 73 1k o — B OWUIRAE A
AMPK S35 7], A48 Th17 20 0 09 434k, , £ #F Treg 44
HL A % B, E CDATT bk EL 40 B 19 Bt 2 A4 FH o #5
FMEM . AMPK B9 D) RE B [ 23 B mTOR T5 R34 i,
b I e 9, I3 Tha 7 4R G 246

Treg 4 ffl It 2 % 35 /> & ) mTORC1, {H
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mTORC1 A4 1% 25 {2 3 0 1% i , B 3K Treg 40 I 9 F22
JE P (o A0 6 T BB UK 55 o 1T Treg 4 I Foxp3 1)
e 35 W) 2 30 ) mTORCL Y 1% 1 AOBY B2 f# . 24
mTORC1 Al mTORC2 Ht 2 i, 2 FE CD4T Ik I 20 fy A~
fiE b VB A 3 42 . mTOR 5 P it 5 7] 184 5 40
CD4™T Ik I8 41 i XF TGF-B B S , 3 il STAT3 1%
I RE , 5 W Th17/Treg 4 A (9 V-5 . A W55 &R VT,
mTOR #11 il 57 75 0\ 25 2 AT LABH B mTOR 45t 14 4% 5
TRAZ A0 S P e 6 1 R IL—17 Y7 A, 34 Th17 46
B 434, R AR F Foxp3 A 2635 , 1 Treg 41 A 450
Hahn, A g 52
232 g 2R Th17/Treg 4a 8 -F 45 4= 2 4 49
AR e A S e A R S AR PR B T E
BAEF . Th17 400 s A LR & 75 B AR DR 6 L
11 Treg 20 Jfd (1) 53 A AR5 T Big 107 1 4L A6

HE 7 R 4 B AT A 34 Th17 4 j 404k, FC & 7% vh
(=] LA3G 5 Th17 4HM 0 s FI DI g . £ Bk
A FRALTE (acetyl coA carboxylase, ACC )28 i iR Ak
1) 56 B il , A3 G 455 RORyt SRR 1 454, 3
i) I U IR 5, He £ L ACCT AT ACC2 JE AT AE .
ACC1 716 T 1R i AL 00 4t M o v, A £ 4 B8 IR o e
A 0 R B2 N, 3 A T RORyt 5 #0 JE IR 1 45 5
AR FE Th17 40 89534k o ACC2 T 43 A 78 0 I AL
PRI 2 i A SR AR v i 07 2 1 4 Ak . AMPK AT
30 A1 ) L [ S TR AS A A 1l ACCL R T,
P00 1 7 12 A B, 2F T A0 Th17 48 oAk, DRI,
P ACCT 7T LAF ] Th17 B9 5046 , £ 2E Treg (19 53-4L
7E Th17/Treg 45 i I} ¢ 58 - #5110

55 Th17 240 0 A [ , Treg 20 Jifd 5645 #5105 15 12 41k
AR HE ATP . i 07 2 SR AR AR 7 45 Treg O FRE
J7 1 & 54 mEAE R A HEZ & 2 28 Th17/Treg V-
15 7% 7] Treg 41 AL, 1717 BHL BT 122 345 42 ) ] 58 35 P A1 Treg
B 1 A, ek 55 L S e M D Be . B D R ALk Az
FI| PR B RS A IR RS 1A R R R, BT e A K R
ATP, 4 4F Treg 21 Mi ) 25717 1A 75 4% A 1ok 5%
FE Ty 1A G 7 R 45 6 B 11 S 7E Treg 40 P (1 35
KV 5 5 T AE Th7 20 b i 36 38 KO

233 HE AR 8 5 5T Th17/Treg 4o JeL T #5 = 2 5t
a9 Th17 4 B /175 5 o3 1k 8 A T 4% 2 1k i

I i RN A R M 1 (glutaminase 1, GLS1) #5019 I
W PP GLS1 ) 2% 3k 1] 3 1 34 58 mTOR 15 5 5% &
M8 /0 Th17 4346 32 S8 Ak W T K 338 3 ) 84005 =2

1N v ( peroxisome proliferator—activated receptor 1y,
PPAR~) A 75 Th17/Treg 4t iS () -5 . PPAR~ I 5
TR T A1 1) A T B 1 43 L A Foxp3 3B, Jf3@
1 FEHT RORyt 15 P 1M B LE Th17 20 i 5 434k, TRl s 75
S AMPK B2 1k , £ 3 Treg 40 114 43 461, HH ¥ %
1% 345 428 B FLAR DG 7 ) W] 175 5 Treg 4H ML 14 58 AN 4k 45
ke vk, a8 I Smad3 Y BERRfL ANBE5E TGF-B
155 R L Treg AN . P03 Treg 40 v (1 H
IR & 12 2 T2 Treg 4 0k G A
2.4 PFiER ALY Th17/Treg 40 A T &7 50 Th BE i
BT

Ji7 38 9 AR 25 45 Th17/Treg 40 8 1) - 7 A 5 %%
MR R, B I8 A A R R S e K A % YDA
KPS B UE SN REHEY, SRR
S, BILAAR WA 241 T XoF 3k 2 ol A B0 ) B 8
N, M4 e S pE RG4S o TR B i 3 A A 9 4 40
PR 2 5 Th17/Treg 40 M0 A A 5 T 4 2

AN TR] B B A 4 AT 3 o AS ] B9 a8 428 9 45 X Th7/
Treg 4H M ) -7 o 1 55 24T & n] RE T 2 0 A 00 ) i
AR AN P A TL-17, [FIRHAE S Foxp3 AY 5 Al
1L-10 443 W K A2 E Treg 41 1Y 204k o BRAR ZE G AT
B AR R R AT S G R A2 R 15, ik
Treg 4N A4 434k, 36 0T 38 23 90 i 21 26 (% 2 B AL
W, R A OB, FEATADCI L,
A gt A2 B B A ) B R ] EARE T
Toll B2 4K (Toll-like receptors, TLR), 1% Th17 4
fiorAk. BeAh, Z M ol G R TR A T
FZ AN M AT Ry TLR B AEECAAR , I 300 B 2 bR 240 ik 53 0k
IL-6 A TGF-B, ffi Th17 40/ fb 3™, 4 53¢ 4
W, WA A AR A R A IR R AT LIAE R R
DRI S5 Y AR . JEEE RS 5 R i e A 4 e
fitg A, = REBIEH AR IR, K%
Foxp3 12 E Treg 20 M (9 A= 1%, i < Bk g 7 1R 3 2o 22
S B A 1 O R INK A2 #E Th17 40 6 9 34629
2.5 EFIEIEMXT Th17/Treg 48 B T & 0 Th B B
Rl

I 5 18 i post—translational modification, PTM )
A 30 ok 2R ik 2 1 T 22 SR B EORE 8 i B AT S i ) 1
AN E AR S AT S SCR A R AR E
P, DT 5 M 2 11 5T A0 285 48 R B, 8 L Y 28 AU 4
ZIfb A 1z Rk HERAL P SRRV T
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1Z R A 518 1 4 (small ubiquitin—related modifier,
SUMO)fb S, 78 3 [ ik = 55 7 5 Al 44
AT 45 Z M e Y 2e B v R PR E EAE AT, PTM Af
TE 55 S AR A FUKSE B H Y Foxp3 \RORyt %531,
=A| Th17/Treg 2 i 1) S A
251 T BALAS Th17/Treg 28 it -F 5 Fo 2 fE 69 8 1
LA & fE A E A 4 Bt R B (histone
acetyltransferase, HAT) [ AL T , ¥ 2 BE S5 72 2] H
N AR K= Y 5 E I R A S R
(histone deacetylase, HDAC){EH T & 2 Witk . Tk
122 WL T 20 35 1 #1 % R (Lysine, K) 3% 5E . HAT1E
Foxp3 11 K250 F1 K252 37 &5 1) £, i Ak 25 3 3L Foxp3 )
REFEAR . 1H K31 K262 Fl K267 {37 5 114 £ Ak D] 35 Fin
Treg 4 fL (1 534 , 38 58 MR DI B8 . 755 Foxp3 19
HAT F 4 TIP60 1 p300, TIP60 f] 5 HDACT 45 &
W G, 1 3F Foxp3 Z BEAL , ik 7] 5 p300 B [F]
P23 Foxp3 £ EAL . P300 7E Foxp3 Y 52 & R 1 31 .
262,267 SFEAL A L BEAG, AT IL-2 # AE R
Foxp3 M ThBE . A1, P300 W] 42 2k TIP60 7 1.327
DS AL, 33— 25 358 Foxp3 19 £ BEfk . HDAC
AT Foxp3 25 Mk AL , AT i) 5510 AT 38 5 Treg 40 Jd 119
IIHI T EE . RORyt A K69 K81 1 K99 5% 3 7] 4 p300
CTRAL A2 3 Th17 40 3 19 534k , 117 HDAC I 5 i 25
LA X B4 5 A2 1 RORyt 5% S 16 Pk 5 S Th17
. AT KB, 8 p300 Y 00 56) Q1 T i
1117 mRNA {4 & 35 FN40 A R 1 B4 7= AP0
252  BRBRALAT Th17/Treg 20 M 45 Fo oy 4k 89 8 3
AR Ak 2 e W TR AL Tl 1 FHE AL T, e ol 1R 66 DA 7 i )
22 F 1% (Serine, S) . 71 Z, ik ( Threonine, T ) 8% fi% & ig
(Tyrosine, Y ) 55 24 JE 12 (1) W Pk 55 141 | () — b mT 306 1
Mo KGR R A IR | M2 R F 4 2 R AT &
A WERR AL

Nemo Ff 1 it} (nemo—-like kinase, NLK) 7] 7F S19.
S156.S189 8273 ,8278 . 295 “5 7 st W 2 1L Foxp3 , 1
if BH 1k STIP1 [A] 98 ¥ 1 42 & U-box £ 1 1 (STIP1
homology and U-box containing protein 1, STUBIL) 7£
K48 137 15 172 Z AL 3G TN Foxp3 AR EPERY . AT 2R A
AL T T W % 1k S418 , 38 32 B2 Foxp3 () DNA 2% I
FI MY Treg THRE . 11 2K F BEFR B 1 W 7F S418 -2
R K Foxp3, -3 Foxp3 M 1GPE . 2R R/I =
1% 2 11 B Pim B4 1 (pim kinases1, PIM1) %2 IL—6 }
TCR 5 5 B4 5 , A] 7£ S422 &b # 12 1k Foxp3 , 1 H:

DNA 254 TEPERR AL, BEAIK CD25 4 2514 T 98k 1 41
PB4 FIOHE K 50 R 175 5 10 I Jeg IR BE 1] A G 32
(tumor necrosis factor receptors, TNFR YV FETL, Pim
@@2(pim kinases2, PIM2) B f. Foxp3 N= % S [X 3 f14y
S33 FI S41 A5k, 38 1 5 Wi Foxp3 5 Ho AL 4 B (5 5
(¥ 45 45 I B8 TNFR 1 CD25 45 42 i b i 19 223k,
A Treg 40 LAY H0 T D BE o 200 Jo) 390 28 10 A e D it
2 3 3 W R Ak Foxp3 4 S19 Fl T175 FEAK Foxp3 B F5E
P, A8 Treg 20 A DI REFFAIK . Foxp3 i W] 7F T342 {37
S BB Lok BERR AL, A7 S B AH S 25 11 2 L L4 I
AR A CRIEE B 4 Jm AR 1 9 SRR Y SRIKTR
[, Kappa B #ill il [A ¥ i B (inhibitory kappa B
kinase, IKK ) J& — il 3 I8 157 RORyt A5 Th17 41 fit
I AL S A, 5 i IKKo  IKKB FIKKy 458,
Hor IKK oo F1 TKK B 2 i A6 7 36, TKK -y 2 I8 755 30 46
IKKo 8 AR 1L S376 5 HL I , 1] 413 RORyt ) 5% 5 3
P, Tl TR A S484 5k Jk U 411 1) RORyt Y e 5% 1 1
IKK 1] {ifi S489 5% 3t | ) RORyt B iR 1k , £ ¥F 11.-17
i LR Th7 (4 5346
253 2 &AL Th17/Treg 48 it -F 4 Fo o 4E 69 8
2RI IZ R oy TN E) H AR E B —Fhe]
WAL, Ry Rz Rw . R
12 Z AL 0] 52 0 Foxp3 Fl RORyt 19§ 5 P K Th17/
Treg 2 il )P
AL R AL IE 22 RIG A 2 R A
fit) Xz R e M . TATREN3EN Mz R i
P, ]38 A5 Foxp3 AY B2 R AR ) Foxp3 1)
K B AN D) RE , STUBT 292 Z AL Foxp3 1E K48
8 22 AN U fel 2 1 AR A, 10 ) Treg 2HAEAY 2K,
T T 958 38 26 R F #H 56 52 4K 6 (tumor necrosis factor
receptors 6, TNFR6) | £ 77 % 4k K63 VLA i Foxp3 )
B SRR Y HLAR P 7 A K JRE PRI, AR
WA -1 015 5 Foxp3 2 72 R AL AR A (AR
fi#, il Treg 4N AL AYAMHI DI BE T B . Foxp3 Y1z F1k
T2 R FZ AN, R0 22 R e R A K
%?ﬁ%(ubiquitin—specific protease, USP) 45 . @t 2%
1z Z Ak, USP7 A] {3 4% Foxp3 & AU Fa 2 , USP21 AT fH
1k Foxp3 B4 [ i , USP44 1] 5 USP7 1) [A) 4 357 Treg gl
JL A I RE . RORyt 192 Z Ak iz 28 45 11 i He 1l
I, A Th17 400 64 73 AR AL D) 6E L 25 TGF-B A1
1L-6 3 [5] 77 78 B o] 4 ¥E ROR+yt (972 £ 1k . TNFRS
A3z %4k K63, 14 3 RORyt 19 54 5 7, bl IL-17A
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FIIL-17F 3235 , {2 ¥ Th17 204k . i K446 72 1k
WU 47 [ia) 98 5 Th17 40, {5 USP1S Rl {247 i iz &
b, AT 7E Th17 40 A 53 Ak v B VE T . USP4 1l
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