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Abstract FOXP3'CD4'CD25" regulatory T cells (FOXP3"Tregs) belong to a specific subset of CD4* T cells which modulate many
immune responses and play an indispensable role in maintaining immune homeostasis in vivo. Many major human diseases such as
the autoimmune disease, the infectious disease, the allergic disease, the transplanting rejection and the cancers are associated with
the dysfunction of the Tregs. The forkhead family transcription factor FOXP3 is a master regulator in the development and functions
of the Tregs. Recently, a common conclusion is shared by many reseachers that the FOXP3 is not a solo transcription factor, it
interacts with some other transcription factors such as the STAT3 and the RORyt to form a complex, to dynamically modulate the
specific gene transcription progress. Furthermore, many studies including those of our laboratory demonstrate that posttranslational
modification of the FOXP3 also plays an important role in the functions of the Tregs. In summary, further understanding of molecular
mechanisms underlying the regulation of the FOXP3 ' Treg function by inflammation will lead a novel therapeutic clue for conquering
major human diseases.
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AR AL A HL B 1 PN AR S P R DA e 5™, i mT L o o 5
JRAE GBI A EPIRES S OF 7R R B P L Se B
XFVRIA R T 4 D RE ARSI 5 VR IR R, R
T4 SR 2 AN EH R (A5 F B B vh o | e S e
M 32 RAE SN G BRSO S A B VI C R, A SCE B
IR B ARAE GBS T I8 514 T 4Rl i D) e S FOXP3 2 12
E IR R TR .

1 FOXP3ERESUHTHRHRE

W3k 3 1 P3 (forkhead box p3, FOXP3) J& Sk IR 5 5%
FRIGEA L, X e OAREE R gt , 5 Tregs 1 % B MIHER
HEEM SR AER . AR FOXP3 3E R 2878 ] 76 7 1 5k
FEH SRR AL X YRR S B G IS TR
ZEA 1 immune dysregulation, polyendocrinopathy, enteropathy,
X-linked syndrome, IPEX) 4, 5 AZSHHR, /N B FOXP3
W FEUTHAY A B RAEBRET . FOXP3 & R RF2ER X
N RAR VAT T 4 (nature Tregs, nTregs ) AT IE 5 B e
IS RE T, FIAREGE o, AR FOXP3 Al LL 5152
Fe S FUE L FOXP3 S Gk, s TR 4G A &
FE N B FE PR SR 5%, A Tregs B SR PE T DI BEDY, I
Rudra %" R FOXP3 8 142 A A5 40, F) IR AR B 7
Br A TAIN , 455 & 30 FOXP3 R JE i F i (L B2 A 14, FH G
43 F JFUR7E 400~800 kDa 2 [H], BRI 1 (1498 P13k 361 i, I
T2 30% MR AT REE S5 T Tregs AR L it 72

HEiXEEHCEAFZ AN T, BEAE X
FOXP3* Tregs W58 TR A , B HH N B 7R 845 Tregs DI REMY 1L
FEH, FOXP3 JF A2 S AR TR, 2 5 177 2 HAb RS s A
THIEAE B U P S, S IAE Tregs R F 5 UIHE
AL, 5 FOXP3 [R) ZE 14 1 FOXP1 ] LA iF FOXP3 [y —
RGBS ZIE 5 SRR, TS5 352 Z IR - PR 45
Fag e A A S, b Ah , FOXP3 ] LA 1o 45 5 114 2 e 45: i
(coiled— coil ) 25 14 1 J8C W] Y — 5 4 , 3k 10 )™ A6 A5 33 1 19
FOXP3 ZERIA, P84 Tregs TIRE™ . ZHeALE R N T-B(TGF-
B) 75 T A% PN 2R #5 T A O I AZ A4 2 1 — 1t (retinoid—related
orphan receptor—yt, RORyt) & T Bh4iffe-17(T helper cell-17,
Th17) 4 % B 5 DI RERY T 24 s K 1, H 255 3 B dn g 4
F-17A (interleukin-17A, IL-17A) (5 31 F X, fi i 14 T 41
JiL 1) Th17 48504k 5 11 FOXP3 U AT LA B 28 — A0 8 4
150X 15 RORyt AHELAEF , i 1L-17A 923k, DT A2 1 80 2
RZSH T HMAETE Tregs & B RORa ] LA FOXP3 [ — 4
B XM B AE A, 40 FOXP3 1 %% 5%, FOXP3 I 7 fE
RORaff) AF2 45038025 &, F IR 1L-17 . 1L-22 DL Kt b e 122
& 3 (chemokine (C—X-C motif) receptor 3, CXCR3) [#) 335 .
PRI, 76 T 4 85 7K 72635 FOXP3 AT LA S 21 5 i A
TR, T2 T 20 M ) Tregs 4316

FOXP3 5 AR st 1 045 & , BAT AR A BRI RE AN
I 53 Treg AR H B DB S Btk . THEZR M A+ 4

74

(interferon regulatory factor 4, IRF4) {F & Th2 4if Jifg v 55 % 49
Sk 15 Treg 1 5 FOXP3 45 5 0F HALFIMEHF— R I
SERUREIEDN {8 Tregs BEAR S HESN ] Th2 ZHARAY T RE . IRF4
BRI Tregs W ASBER I Th2 B9 SN, FOXP3 5 Thi 40l
IR L SR T T-bet A HAE FHREAL A Tregs Xt Th1 K2 Y
", W FOXP3 5 Th17 41 A OCHE I 715 55 5 5 5 5
P35 A F 3 (signal transducers and activators of transcription,
STAT3) 455 WK B Tregs A &AM Th17 41T RE™., P,
Treg TEAN [ B PR G RIECT , AH R 09776 5 R e 20 M rh 3k 1
W, 5 FOXP3IAH G ARG , RIE T Tregs BE A B 411 25 25 b 28
B

BEAN , & A B A5 Tkaros ZE5 AL BT Eos W] L3 1 5%
s ST FF C 34t A 25 H 1 (C—terminal binding protein—
1, GBPD) S5 A B FOXP3 S 54K |, i3 FOXP3 & & (R A+
B SR A0 TS PR, T AR T 4 B A% I (nuclear factor of
activated T cells, NFAT) Flli% fb. 2 1 1 (activator protein 1, AP-
DALAT LA FOXP3AHEAE ], NFAT AT L5 AP-1 J DNAJE
B AW B A T2 TL-4 F1IFN- y Y 36 3k 2, 1
FOXP3 W n] DL it F & FKH 25 14 57 [7] — DNA X 5 5
NFAT-AP-1 & 41 Hb (8 NEAT 454 -4 2% 2 A P 5 i)
R RE A st B . Iy, NFAT ) BEZE T 400 ) 98
PE E G T oy LRI OCAE T, BT A A AN R 4E
TR, SR R S TR EAE ] A SR R A B BE
B Tregs PRI AR T 52 FTREOW PE T 4RI (T effector cells, Teffs ) [
PETE o W AR AR, BRGNS T HAT C S
TREEMI, S AR PSSR I L e SR ZE IR FOXP3 2%
e HA 1 S e T DI RERY, 1M Zeng SF W5 & BLBLF-
RS A FOXP3 f N w2 s AN RS & DNA YRE ST,
DAL G A DU FE N 23 7 9 W] BRI T AN B %2 5454 DNA (9 /2, 1
SR AR S RSO0 K7 B R 7455 THREE Y DNA X
B, SRR S R SR ME T . AT L, SE R B FOXP3 45
Ptk (N S5 R 8, C S B4 45 A I e R P R 4 A ol Sk
ARGEA IR X T Tregs 47 HAEH DI RE R A ] D gl

R T FOXP3JE MUY 25 11 52 G AR 1 45 81, 15 22 5 s I
0] LA i 4 S P VR 3 FOXP3 (5% 5K, 520 Tregs 93
fig 5ok AP, BlH R 5 PR Sk B (acute myeloid
leukaemina /runt-related transcription factor, AML1/RUNX1 YA
J AML2/RUNX3 X Tregs B & B AR EE . 16 TCF-Bf5 51
FWCE , RUNXT I RUNX3 0] L) 25 4 T FOXP3 4 [ 11 ) )
F 45 FOXP3 4 1Y 3R b 5, NI 7E 4% Treg 9 A & 52
AE Hh R 4 E AR P, STAT3 W af L) i BR ) Smad3 5
FOXP3 4 3 7 1 25 7, T 30 1 Tregs DI AE , /T Tregs [1]
Th17 446>, GATA 454 8 1 3(GATA binding protein
3,GATA3 )t Th2 0 ) B s K7, 0 Th2 4 R B 5
DIfeAER EE, HF5E W% GATA3 1] IZS & F FOXP3 HY)5 3l
T A FOXP3 )45 , T ] GATA3 T 241 it i 375 5
PP T 41 (induced Treg cells, iTregs) X & A @8 HY 2,
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TR /N B Tregs WY GATA3 FE R B 5 | Tregs #3511 FOXP3
HIZAIXS AR, ELEEBERS Tregs FEELINREMIFELLEY, GATA3 W
AJ LLZE4 3 FOXP3 Y CNS2 X B, 2 F FOXP3 [958k, IR
eI GATA3 LT 1T DL 5 AN [R S B 240 ifd (Tregs 11 Th2 4 )
B 5 43— AR LA DT 43 301 4 v R IR FOXP3 1 338
Ko

T HHA WF 506 FOXP3 5 HoAth 38 75 PR 7 (4 A0 AR 2o
P —Fh T BE A QBT B, 45 FOXP3 4% Tregs K H 5
REM TR T ML RS, 15, B e E R T
40 CTS, RUNX ZE 0] GBS T FOXP3 4545 THH N A48 3 1 X 38,
FOXP3 WA 5 B AT T AH B A M 4R 31 0T 1 1) 38 528 7
52 5 Hk X — s Rt n] 8 b ) 2 XSRS 1
FIFEHI FOX01 A5, FOXO1 1l L5 FOXP3 5 5 P48 5 1 4%
A 5 FOXP3 U FOXO 1 6 H e s feJ , NFAT Fll AP-
1 0] BELE T 40 L 32 1 2 715 5 (T cell recepter signal, TCR
signal) R T , 22 5 T FOXP3 45 S P14 58 7 X 8l 11 4 00 5
AP AR DI o8 A5 12 DXk Fr) e 00 S 45 4 Ak T R IBCIR S,
T FOXP3 45 G o X — BB (42 1 TR AL T Z 1% FOXP3 2R
FIE Tregs & B SUIRENLHI AN,

ALFEAR > TG R R L AE DY (W1 2 0F 58 22 B FOXP3 X
Tregs [ — ZINAFEAL L A AR K- 1 2 8 U 1%
FOXP3 1) 1% 5 15 1t 23 %F FOXP3 i 26 35 7K - 5 D1 RE - A4k
FEFZM, TR T Tregs FITIBE™ . B4, FOXP3 7EIE AL —
AR SRR, 250 137 1 252 47 1) AN G B o7 o R A% T
FEAEF 63 BN A5 A AT 3 8 i 4 2 A 24 DUl L i
P HRHIE S5 B M X Tregs M AT, Li S CSE w7 AT 5T &
B, NI Tregs "1 (1) FOXP3 2 [ 7] L& A 2 R £ k4L, HH
N i o] DL L B2 48 35 £ Bk % % B Tar 45 & 5 11 60 (Tat
interaction protein, 60kDa, TIP60) , 415 FOXP3 5% s
7% P . FOXP3 1 B A1 1T AU 2 25 (25 £ Wk 1k il (Histone
deacetylase, HDAC) HDAC7 & HDACO M H.1E Il & &
Yy, T8 G R B R B R 4% FOXP3 T fig . LAk, &
P %% B2 T P300 M 41 25 1 25 Z WEAL T SITR1 AT REL 2 5 T
FOXP3 (1) ZBEAE I, P300 REASIEHE FOXP3 1 ZEfL , #2
{5 FOXP3 i A2 e M, TTT 3 in FOXP3 25 /K 7 16 M, 1 5
Tregs FITIfE . AT U Felt RIS 38 8 T —Fh E3
2 F N T——Swb], B RENSLE T {55 Wi R 41 A
T e 2SRRI T, 212 R0 FOXP3 25 [ 11 48 {7 #i 2
TR A% FE , X — i PR 75 B0 F B IR 76 85 H 70 (Heat shock
protein 70, Hsp70) (155 . £z Z4b Y FOXP3 & (1 #f 1fif i
1 2 B R, AR Tregs B S0 MR THAES, ] — A 307,
van Loosdregt 5 & B T —Fh oz R ——2 REAFE
S 2R 1 7 (ubiquitin specific peptidase 7, USP7) , iX FiiFAE
% 12 Z Ak FOXP3, i 6o F bl 8 1 il A4 1 At , AT 28 755
FOXP3 (1) & i SR8 U, 4E 45 Tregs M IE W UIRE . 7E 8 il
A T 1) FOXP3 [& fift i 72w, HIF- 1a ti T 1T DL 2 0
FOXP3 454, MTREtHLES 5 T X —id B2, B0 Tregs AT HE,
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BR T HH L AT L, R 22 38 14 D756 FOXP3 25 14 B B IR Je s i
FHPAE T Tregs WA T S5IHE.

2k BT, LA FOXP3 S HO B X Tregs I RE 1 1744
BILT > P2 I TIAR 20 1) 42 I 2%, DT 445 Tregs 7 LA
XM FE RO AT S 4ERRLIAR B B S 52, AT LA
GRS (K 1),

~ Smad3
3 NFAT
Siprioard AP
-

FOXP3 BzhF CNs1

CNS2

E1 Tregs #AfH L FOXP3 2 Hls S B B A M 4%
Fig. 1 The regulation network of FOXP3 in Tregs. A.FOXP3
interacts with other protein factors to form a complex. B.

FOXPS3 gene transcriptional regulation modulated by specific
transcription factors. C.FOXPS3 protein posttranslational
modification regulation

2 FOXP3'ET 4T 4HARThaE AT 5 it R

PR T 4HMJE T CDA'T 40, & A 2 — 2R, X)
TR H SO Z , B 1k 3 B S5 1) & A= R 18
SR LA LR Ik L 40 R A AR S P A AR R R SR
ARG et AR AR R B T e 4 (AR e T
ANy B AN 7E R & B A A AR S A B
i B ER (clonal deletion) 3153 T X H S 5 i 57 , M fif
RERE X th A B PU I AMANRTR . BR T X A8l 1 T 52 Bl
Tl SN A AT — b = Sl 8 e s A2 AL RIR55P4E T 4 i
SR B BPURRERENN 52 . Brunkow S5 2001 4538 1o
e 3 F R AH Y 81 43 BT 8 7 vk R I FOXP3 BE DR & e I8 1
PR T 40 i ) B B S A

i Tregs 4E+5 e FEAR A BOAE FHZ 7 52 B FE AR, %] Tregs
TIRE B S AR 2 . Tregs BETT LA A & SO M T 20
JitL, B 1k 1 B G e e 1) & A, T AR At G 8 A it 4
FEPC 55 e 40 i ( antigen—presenting cell , APC ) Fll Teffs 22
BE™, FHIBFIE AR IR T nTregs Fl iTregs DIRE & 58 42—
I T S AR I 2 ST T A nTregs 5
iTregs ANMERIEAH] , DIREHIE A o nTregs 1] RETELE
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RIS B B B i S s b e VAT, B E B 4
PEMH A2 5 1N iTregs WA AT REZEHUARAERE XS S A AR fil
A=) R B R S 5 TR A A B ) AR ) RE

AR b 5 2R UEYIE L 1 5R 3
KFR . EANMYRITHAE N A E KA, Kb
AN Z A BOURPERE E A Y. B, 3% AL K Tregs 4E4
HUA S 2 R A T Re i 23 T, el TE 4 19 IX 43 2 A 2k
Yy IR IR W) B AR B R I 53 e AT S i i 52
BPE RN A T Tregs [ FEZAT 55 . WfJ& UL, Tregs 7E4EHF
15 T GG A G R PR A B A S T AR R
X AR GBI RS B SRR (dendritic cells, DC) A
SRR IR T R BB T2 R R IR RS N 2
& K 6 (TNF receptor—associated factor 6, TRAF6) [ /)N
SR AR 88050 DC 41, (1145 DC AU XT Tregs 5 Th2 4
JRLFSP- 98 5 B TR L e B0/ N UM Y S e R A AR
A SR I A I AR DLRET , BLIAR RS KR e RS HEHT
Jiid L 2 i (APC) \Teffs R L B 201 25 8 i — R3] S )
W25 AR SR Y R BE VG R o AR A e S 3 T oA, A
PE R GEAE 5 99 It A 1 [ B {58 AT B 3 B ML A 2H 245405
Tregs W AT LI 325 410 i Teffs K240 5 4k 356 410 o 25 JHAth 50922 4
BIE AN TR B HUA RS ORAPYE ] o Tregs MZHREIEALL T4
AR, B 205 055 64T UM AT 75 HLAA
G T2 35 BE A BRSO 1 U AU P AndES g 48
INERAE AL A8 S BT Tregs 1T AV /D /)N BRI 38 110 52 310K
L, 1M Tregs B D 32k 58 ) AT 8 23 i S LA 5 226 TR 1) B
SRR,

SR, Tregs 1) S 2N T RE WL & — LTI G . Tregs AT
LU Teffs 4 002 S2BE , — 63 Jit B R 1 3k —Aep e, fel
TR S RGN RERE RIS BR e AT, DA 32 1018 Sk
Yoo TEBLRIAT B AL (Leishmania) &Y (AR /N R B T
Tregs TR YL HRA FH R, i 15 Teffs (1 D) REAZ 2 BRI, BHLLE T 4L
TRXS 2R A A RO R B R BUNRUA PR,

KR WFEUERH | Tregs X7 e 40 i 09 7715 A 15 FH L 458 5]
JETE R 2R TR 5 R A S e 1 e A= i #R P . Tregs T RR
Qe AR 3R, 2B JR 0 A0 R S5 SO, DA T 5 B0
SRR T MR R AR o e B R A/ USRS v R I
WE B 0T ¥ &= 5 5 10 R IR S8 IR 52 4K (glucocorticoid—
induced tumor necrosis factor receptor, GITR) fY PATE PR
(monoclonal antibody ) 4585 M 35 [4] Tregs G $il 52 17 , 7T LA
BESRALAR BT IR SN, Wl D AR A TR s 2 e ) 5

Darce %515 Bettini 25"z 1 ) FAS [R] B 7Y /) Bl A iy 35
SN SEE S i = (green fluorescent protein, GFP) 5 FOXP3
ARG 25 ——FOXP3" X Tregs DIREFEATIF 5T, 4551
BARMEAS T T la(hypoxia inducible factor-1a, HIF1-a),
IRF4, 155 H £ B FE 5% FL | (histon/protein acetyltransferases,
HAT) , Eos, HDAC7, Tip60 &55% 53 A F-AEA F: Tregs 1) G 711
HVE R &G, HIF-1aflF 7] LA R IRF4 55 445 &

Il 76

FOXP3, 1fif IRF4 5 FOXP3 (925 & W A Lk — {3 IRF4 [
B B 5% 45 IRFA (19 &8 1 52 57, ATTHG 5 Tregs X Th2 il
Th17 20 M7 A= AR T, L 217 1k A B S se o i & A=
TEH R, 25 FOXP3 2 [ RS L i ny 5 -l et i
F—5E MR, 7 Bettini 5 19 5286, FOXP3™™ i T2k
T OEHEH N IS A5, AN RES Eos, Tip60 & HDACT 4554 5% 4]
T RAANER, FBCT RAE X Il nTregs YJRESZ B, [F] A
BRI T iTregs A5 T o ATERAYE , 7E AR FOXP3'-NOD
/N RV FOXP3 S H 2k T KR FOXP3 [ IE 7 DI fE,
Tregs Z4% 1 BEWUE " 1, BISX AR FOXP3 ™" 285 FULE AAE X Il 1Y)
Tregs Nl 8 81, HED 5L PR AT BE 2 Tregs FFELHEZ RAE
IR T 00, B IS . Tregs W] LA 25Tl
S A I HIE R . HorP IL-2 . 1L-10 \ TGF-B.11L-35 .2}
FLEEEE K 1 (galectin—1) 4 g B¢ M5 T Ik I 40 B AH S BT 5t 4
(eytotoxic T lymphocyte associated antigen—4, CTLA-4) | £]- 4
EARAEEA Z(fibrinogen—like protein 2, FLG-2) & H T
=1 (neuropilin 1,Nrp-1 VEZST Tregs X Teffs 8¢ APC 4%
AN TR AL 2 A0 A R R IR

3 FOXP3'Tregs 5 A#E XK RHRE

M 20 28 70 AR Gershon S5 HH IR PE T 40 i 9 A&
24 Tregs AEAERFHLIAR S e - B Re L 85 e T
KR Z 1 T . WA Tregs 76 NFEVF 2 HE K A PE KOoRH G
o TP ) A €, IR LD e 4k 1R A s S i BRI 1
LR C AN RE A RIS L,

3.1 FOXP3E5ALEXZIR

BUARXS F B 1 G Tiid 32 S B0RT 4 Sk ik sl it 32 F0 3= S i
Z WA =, BN 2 BY [ B SNk T AR A R R
SO RETE BRI BE 5 32 Sl 32 )2 98745 P T 48 L FOXP3 Tregs
TEANE E o W E B R N T 0B iE PR dE R . R
Tregs 5 [ B 207 1 T 20 A T A 5 AL AR 1) S e R 28 ok Ui gl
BRI L, — HS MR T ) 233 ™ H i F B
PEVESIR , W IPEX , KB T R4

IPEX ZEAME 1) & A A2 1 X Qe Ak - 4ifith FOXP3 2
3 R = A2 T 58748, F 30T FOXP3 " Tregs B I RE =4 25
filo BFSE /R, 7E IPEX 2R G 1E B A TR AR JUAR IS 45 90% 11
AR BL T OB (T1D) I AE , A7 70% 1Y - FEAT F AR
Jig 41557, 3, Lampasona S5 PF 57 % 0 M I Bz 41t 40 )5
(enterocyte antigens ) harmonin ML EBHE M villin 19 5 SH0AAE
IPEX £5 & 1iE BB 35 v 1 2R 3K K SRR 6 5, sl/r vl DIAE
IPEX ZE B AE PRI T X AT BB R IPEX Z5 G AE I - 112 Wi
PRAL T B, A R T RETAYT .

I SRR G T IR N T AU A S . SRS
AL, RBEIT A )T RS R, PR R,
Tregs 417 1Y SR8 10 1] T RE 2 e 58 200 A ik 398 4 5 75 o3k 11 O it
B 22— , DT B8 A e G e YR 7 1 2 B i

I SEAE R /N BB 9Y FOXP3 Tregs 751988 i 9 /E
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AR T HERE e 4R oy A CD25 R 5 EBUAR I ] Tregs
My ZRE , AT LB 2 g i A K, CTLA4 bt iR e ml LI
BRI e e By 5 DA T 1 R KT g ) SR TR RO
B AR PR £ Tregs 5 iet U] RE A% A8 AR A4S PR T Jirb e 448 i 1) 492 2
N7 5% FE ', Govindaraj 55 & 38 RS UK 3 X 32 14 2 (TNF
recepter 2, TNFR2) Xt Teffs A DI BEA 521 , 98 /> TNFR2 Tregs
S3CHE AT LA 9 5 P Teffs 1A% 0 77, 3285 TNF-aFl IL-2
ik, dE 2 A2 Y BT LM S A A 1 OB
TR B F)AI5E 5 T, 45 SR s 3 b ik T DAAF X 42 15
P15 A RIA T 80 o DRI AT DL 335 >4 2078 Tregs i &
ThReAr B g 40 M A TE R o

N2 P8, 3R 90 A M T i e 3 8 T i S R I
{4 (inducible costimulator— ligand , ICOS-T./B7H) 55K B 52 4
ICOSYEI , 55 FOXP3 Tregs H458 , A # I HLIA S B8 (4 2200
AL B SLNE, SR B B BGFE, An SR T R Y 1L-2
Xof S8 R R R R N AT S IR T W 2R AR
ICOS"FOXP3 " Tregs F¥GFHA , i 1M B TL-2 4 5 19 S 28 SN
flifs R I LA IR S T R

I 98 A0 B B B B e A 22 Ao R 3R AT LU T R 4 i S
Tregs Z [B] (U RLAD-F- 1 o 3 P-4 52 ] T TR BE 455 R0
MG S R 0] T — T, o3 —Jr B2 SNz RLE T i
SR IRTT AN GE R B — IR0 Tregs B ol 412 /5 s G 93 s f
X T B AR TR X URE” 22 ] A~ 1T B 23 B I AL
3.2 FOXP3'Tregs & il #it & S I &

FOXP3 ' Tregs 7 N T IT 4 9% 55 (hepatits C virus, HCV) il
N A B FE 9 5 (human immuno deficiency virus, HIV) =
AR SRR G AR b A E A ), anAE HIV FTHCV 18
PEIRYL T, Tregs 0J LAFEAR AR BE 1 3o SR A X LR S
JOF T 52 PR R DT A0 S ML A %o 3o iy S AR R ABD ISV B o T
X p T H ARG 7 P e R B ) R A
—o JEHIMFIE R, eI SR B AR DGR YT i AR P Y
T Tregs A ZRE AT LS 922 F 808 UARIR P SR o BEX
XFPE O, BEBTBE AT LATE PR S P i b A7 A DGR 18 S
5P —— LA Tregs A8 B W HE S LA Tregs DIREN i
SEINH 535 U0 IL-10 I TCF-B5F MR . LA T e i
AL N BYVE 2T 58RI T35 P T 40 M 2 e Y A AN Y
W FOXP3 JE (R (1445 S 1 2 53 9 35 PR 7 B FOXP3 2 1
B IR, AR T FOXP3 2 11 B 5 4 o ik 2
P45 R 7 X Treg 40 HLZH BE 1Y Sh 23 45t A B A vl Bk Y 7R
JHE= PRI AR B AR A it R v, P DA X S e S P 1)
B I R SR 259, NI 5 Treg 28 ML 1 | 46 15 9%
HIRE,

82, FOXP3 Tregs i i & N A G2 A A48 0 1 2ok 7 1) v
O, GSARTFZE RN R ERE TLTTHENKR .
T 58 B TR B2 R FOXP3 Tregs BT fig & 43 F 14 15 L
L 4 R AT T3 B A e A DB B BT Y 25 M

I‘Eﬁfﬁ
4 5

FOXP3 Tregs 7454 S e o A5l A v i) 8 SR ST
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