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560 280 RIFSURME S 2 H BB, AR SR, fE— AT
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The role of transforming growth factor- superfamily on regulating type 17 helper T cell /
regulatory T cell balance in autoimmune liver disease

Shen Qiyan, Gong Zuojiong (Department of Infectious Diseases, Renmin Hospital of Wuhan
University, Hubei Wuhan 430060, China)

Abstract: CD4" T cells are the center of maintaining autoimmune tolerance and immune
regulation homeostasis in the body, while type 17 helper T cell (Th17) and regulatory T cell
(Treg cell) are two subtypes of CD4" T cells involved in the pathogenicity and exclusivity of
the immune system. They are in opposition to each other in the body and can transform into
each other under certain conditions. The balance between these subtypes is the cornerstone
of maintaining immune homeostasis in the body. Several signaling transduction pathways
contribute to the regulation of Th17/Treg balance, with transforming growth factor-p (TGF-f3)
and its family of molecules playing a central role in the differentiation of Th17 and Treg cells
as well as in maintaining this balance. Researches had identified abnormalities in the release of
inflammatory factors and an imbalance in Th17/Treg ratio in autoimmune liver diseases. This
article reviewed the role of TGF-B superfamily and related signaling transduction pathways on
regulating Th17/Treg balance in these diseases.
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Tk NAEEUR M ThL7, X R g0 ) 55 35 4 052
I3 Wb BRI 28 733 B RS 240 - 1 4 B v R i R 5
(granulocyte macrophage-colony stimulating factor,
GM-CSF) . IL-23R&4¢/D, T i 3Rk G 2 1 749 K]
FIL-10. CD5L, MifiZ 5 qusfamgere. ifi
IL-6. IL-2351L-1B A XEh BURETh1 7T/ 4,
94 A TR A i BRL 1~ 7 9 S 2 G

Treg4H MM DR RIER) “RI4E" , FRIETER
IR AR S R 5 XK B ige 5 (K 1~ (forkhead box
p3, FOXP3) , w4kl G g™, FAHRALH S
RETE T 3k MG K 7~ 4n1L-10. TGF-BAIIL-35
SRy We, X BE PR Tk ORI 7 fLERE R E
AR EAE IR A SEBN AL . Th17 5 Treg4H i 7E 44
WIS, AR 2 26 A0 T AT R A LA
TGF-B/2Th175 Treg4t i 73 1L k% L», TGF-BRIH L
HIRHE 5 5 @40 DU SO GOAS AR 77 301
157 Th17 J% Treg 4t fiu [f) 43 Ak A58 20 M - T G e 2 25
T T4 1) Th17 5 Treg 4 i 7€ [7) 7340 R LA B A ) 2
fit, Th17/Tregi i L5 2 3 BTl e 7 5 2 Al
JUHIE B & et pam (A1 AU R A R Gt 213
M) MM, 7E A B S eI R, Tregdtl fa LU 451
FITreg/Th1 7R ARG, IL-17F0IL-223 k38, - H.
ALIE g FEICD4” CD25" TN M 4k 5% 7 ok 4] 1E,
Treg/Th1755 5 S G2 P T3 1) 1915 2 DIAR OGP,

WL R B, Th17/Tregf V-1 ALK 4 3% B
ERdETRAEZME Sy T AR ®RENS Y,
WL IR 73 (signal transducer and activator
of transcription 3, STAT3) w]J#H LT HT IR 5214
(T=cell receptor, TCR) & '5% Sl 2 511 Thl7
(R A3 A R, TGF-B/Smad™ . IL-7/IL7R™ K k% #
S AFkB (nuclear factor-kB, NF-kB) %55 54 il
B TOA R A ST I I AR L IR I R AR
A 45 AH 5 188 6 X T4 g 43 44 A Th17 8¢ Treg
90 ) AR A R E PR . b, I TGF-p/
Smadfs 5 4% Sl K 5 Th1 781 Treg4H BB 10 704K, M
TR T FLAE B B o e P9 Hh iR 2 2 it
FL I, AR SCE A K TGF-B/SmadfE 5 % i@
BEAE B G R0 Th17/ Treg 144 J5 Thi AR 7T 3t Jig
BEATERIR, BAENIRN T R E 5 G B R0 0
B S AT T SR IR it — € 2% .
| TGF-B 81k

TGF-Bil 5 M2 — M i 2 A5 M T e 2% V)
HH 2% B0 I 28 e 4 B By B 1 A G R 7 R 3 T
&, EREE T TGF-pEH . BRAKAEHRH (bone
morphogenetic protein, BMP) . 4K/ T

(growth and differentiation factor, GDF) . &
. MBI RETRESF. B, AR
B H 7 2 N R R AEAE33 AN TGF-BAH ¢
FiREH, OFE3MTGF-BFE 5 M1k (TGF-p1.
TGF-B2. TGE-B3) , 10/BMPAI1I/GDF, UL
WG R s ML R (Nodal) 2830 SR A 47
B, EATEE AR LA = R AR i 8 2 K e R
ik, G RWNFEIE ZRBAREL, ARAEK
W, s TS ER-AI R AL Cepithelial-
mesenchymal transition, EMT) 2 fE A FiE —
RrrAnzs,

TGF-BE X E—H 27 # s, RobertsT
19814 ) I 1 TGF-BIF) H £ i 14 F-E 1982 4F Bl T 2
B AW EAE - TGE-B; Derynck T 1985445
~ T NJRTGF-B1 H A cDNA%FE; MathewsflVale
T 1991473 B 1 s 3 2R I cDNARL[%; Savage
T 19964475 T3 SmadE (ALK, RBfSmadl.
Smad2. Smad3; Daopin/zSchlunegger®s 457~ T Il
LAY AFAEIFAE S5 [ Dy Re b= FE AR TGE-B
WA, BITGF-pl. TGF-B2. TGF-p3. KEHWIF
FW, TGF-BM5 5 HIc s i 5 H X HE R FRIA W
AN, Btz Ah, TGF-BiE i 4L RNA
F1ZRIA, WmicroRNAFIK & FEImIZRNA (long
non-coding RNA, IncRNA) , i #Ezh 40 i 5 5
T Y OB HE A S AR B R, R IR — e
TR WA A4tk . TGF-BAZ AR NiFIME 5 & A K
FSmadiE 4 (Smadl~8) WRIFEHINFEE R TN
PLR3F: ORI ISmad (receptor-regulated
Smad, R-Smad) , f4#5Smadl. Smad2. Smad3.
Smad5. Smad8; @i#FISmad (common Smad, Co-
Smad) , fil#iSmad4; @H)i|%!Smad (inhibitory
Smad, I-Smad) , f#5Smad6. Smad7"”. BMP#x
IR 8 s A T R AT R, @it 5t R
HEMBEEMEE SR EENESKER, IF
WA H AN ARSI 4ERE . BR IR T 5% A i
4b, TGF-BEBRIEILH —L “ZwH” , WGDNFZK
WA, L3 A 4 o 40 VS 2 0 s o 4 e e
ZEFRHT. WA, F — A TGF-Biz B 55 55
T, fNodalZE A% 5 ikic AR A",
2 TGF-B/Smad {5 54 SiB

TGF-Bil i 2 M A -1 (5 5 i S #2, itk
TRV L BIEAR . 2k NS 59 15, TGF-B
MV SR R U (I AR 5 S A 2, BI2AN TT 20 52 {4 AT
24N T B2 46U, BITGF-BR1 (HFRNTPR-1 ) Al
TGF-BR2 (HFRATPR-11) , "EATEH & L AR/ T
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RIRIEE 244 . TGF-B1. TGF-B2MITGF-B3/& TGF-
BR1/TGF-BR2E AWMl —Fi Ak, AT 5 AH R 24K Kk
ARG R, SRR RIAT AR TGF-BAC
PRRIGHME F ) TGF-BR245 G, 456 JETGF-BR2K A
B R Ak o i i B2 AL TGF-BR 1 A 25 #y3 rh (9 GS
XRBEETGE-BR1, JE AL TGF-BRIK X A R-Smad
ST HICKY “SXS” 7 H R A 8@ i oS 7
K EIR-Smad (Smad2. 3) HyLhAe!™" . vt
T B 1-Smad 41 Smad7 nJ 3 4+ M 45 5 TGF-BR1, [H
1ER-SmadfZ =B E), [-Smad AN $EHR-Smad4h
G, BN AR T R-Smad )R IE, Hik
REXTH A A% T, AR s i m) 45 e B R A
H. TG 2R-Smadn] 5 Co-Smad (Smad4) 454
TR G, E AT M 485 mok
M DNALE GH R TR R ERE A4S,
AR R A, S 5UARN AR B
T A Smad(E 54, TGF-Bik Al @it JESmad ik
X)), TGE-BAH RS2 R0 fa vT A FE i 1 1
FH > AT B Bl 4% b 55 B s 42, o 0 G 22 34
HE HEE (mitogen-activated protein kinase,
MAPK) FiRas[q]J§ 3 K FK R 1A (ras homolog
family member A, RhoA) %5AHE.1EH & A K0 #
Z 5 R RN .
3 TGF-B/Smad {554 S8’ 5 Th17/Treg 1

W R I Th1 75 Treg 4 AENLIA A B R34 H
MIEARAE . & B B o AP R MR 4 55 %
ABMCHE, MTGF-PRIEM KT AEEESHT
Smad2, Smad4. SKIZ5IFFIThI7MEHRMEY, 0T
SCD4" T4 [ Treg4M A /6" BUALLF L7 T8
R TGF-B/Smad(5 5 4% T8 11 2 585 Th17/Treg
(153 A FE SR (135 3]
3.1 TGF-BiA P Ta@fntbisds Wik, TGF-BLA
PR AR AN 7 S 54 FFTh17 5 Tregf 41
= NIRRT, TGP-BrTfe kb 13
TIRASICDA" T4HME [ #IAFOXP3, TMiIL-6] IE 7]
it 33 B S o - AE IR AH AU L2 A&yt (retinoid-
related orphan receptor yt, RORyt) [3L&ik., TGF-B
IR, BT e A IL-2145 4 9% K 7 1) Th17,
FAE I L K7 IR P [FAE R SE Bl B B 250 5 ThRe )
e . ZAEH FE IS R HFIL-23R KIL-6Raf) %
RS . TGF-B iy il LI Al i iX — i 72, [Fi
IR FOXP3fIFRIE, MIL-6 X ] 5 A% S Th1 774
FOXP3™), 7K () TGF-Pi& 1] #I#IRORyt, RORa
DA Sz i85 5 Runx 1AH B AE F A HITL- 1767 s R #5410
Th17534k, @A S L 5 Treg4i il (induced
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regulatory T cell, iTreg) fk.

IL-21FIIL-6 7] i i 38 58 Th 1 72 77 F45 H1 Treg 4
IR 7 R AL #ETh1 7534k, 5T R BIIL-6FIIL-217]
WL TAKBERR AL, MTTROETAK/STAT3E 5 4% 3l
o G ANSTAT3 [ 4 S it 4 il 35 ——4B i 8 115 5
1& S HIH| K F3 (suppressors of cytokine signaling3,
SOCS3) [k, M TGF-BLAF &M 5 = 0 il
X —F Y, #HI TGF-PR 1 8L TGE-BR T 1] § 0
TGF-BIjfiE, FINIL-61E[HF FSOC3HFRIL, T
STAT3 T, X TR [ Th1 770 AL & M HEH .
TGF-B3Z 4K N4> T R-Smadth 7] 2 5 T4H L ¥ 731k
2. R-Smad2 5R-Smad37E it 204 72 o R A
FIVEFP), ER0E, 78 Se a6 M AR 25 SN i
4¢ (experimental allergic encephalomyelitis, EAE)
NIRRT, 5K R-Smad2 3 Al RiBR, Thi7
I3 AR B 1R S BRORE /D, A I R I — B
ZIEAENLH] ZR-Smad2 i@ i 5RORytAH HAE H 1
FRIL-17/3R 1A, EAS S 4E B G AH G A L2 fk
c#E[A (retinoid-related orphan receptor ¢, RORc)
Fik®. 5ZRFE M, R-Smad33E HrgkR /N &R
R NRORYtEIAIG NN, Th174ME38 ", ix—45 5
Al fe 5 HAR I RORYyt I FRIA 52 24| A L. X250
R-Smad V. 2! 731 Dy RE % 57 149 )5 R /£ T R-Smad2 75 1%
FE DX A A 2R 715 B R (extracellular regulated
protein kinases, ERK) Ak, I AT /E IS
Kl ¥ 5 STAT3 fip3004; & LA 58 RORyti5 5 Th17
AW TIRE, SR, R-Smad3iEH: X Ao
BERR AL, e F Bl I 5 STAT3FINE L STAT3 ¥ £
5 #0115 (protein inhibitor of activated STAT3,
PIAS3) 45& I [FFHRorc M Dy eI F I KIE
IL17a2 [
3.2 TGF-Bifl4z Smad%& & # f&  TGF-Bu] i it Smad3
P FFOXP3KIA, MIMi% T KN TYH M A Treg 41
JL5E 7] 43 Ak, 3 R e R IL-2 () e s B A
STATS58 JJFOXP3 (1)KL . FOXP3[13KiE F E e
g i b R B Bt Treg 40 MR 75 S, LAMR S o 58 F7 1)
TCRAIBEL LA Ko bH 0 1 E S 4 i i 248 e = 2 1)
IL-2, TGF-BRAISmad# il it HiEFOXP3AL £ 11
CNS 1 #HFOXP3 % ik FTreg4l fu £ ik, TGF-BRAN
Smad 2 [ 36 7]l KB B T« CNS2FICNS3 X
A I TCR, CD28. CD25HI & 55 K 11
P2 Bl L35 5ok S 175 S FOXP3 () 3R 1A - 4 RF
HFzw k. FRIAFOXP3 1 Tregh i nl d it 79wk 971 4%
RAER FAITGF-By TL-10. A45 1 5 B0k DA K
CTLA-4 % 2 3R A Sz ARy R 2 ab 40 (o
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ERg . BRI B 2 DhRE, @i £ e 5K
ST H S . Tregdi i vl @ ik CCHE 7 fb A
F54K6 (CC motif chemokine receptor 6, CCR6)
IR F BL R & A FICCN3 A T 4H 41
WHARHEHALMEE, LALERHE BB b g 52

AEFRENH, R-Smad2 53 NHHT=
BeARSE 3k B8 (133 (tripartite motif containing 33,
TRIM33) HAH M, TRIM33EE AT FEHEAE
KA, R-Smad24¢7ER), TRIM331 5IL17afI1IL10
R EELE A, mALRIAIL-17, THIL-10/%KE 4G Fr
HIE, A BT o A s SUR METh1 7488 0, H 2
5 Th17MTregh il 70 AL (1 B AR FEH, R-Smad2ff)
R 3EAF FH 5 R-Smad3 (140 E F W &5 3 S IEAEE S
W, FRE—BT.

TGF-BI) 55— ML & B PR SKI/Co-Smad4 &
EW AR VFRoreRIEMTh1 7504k . BF 7T K I,
R-Smad®& HFEIER X, TCRFESIKSIIE 45
ZJF0E A R B e/ 40 L AME 5 T 08 (mitogen-
activated protein kinase / extracellular signal-regulated
kinase kinase, MEKK2/3) FIERKJE 4k 7] fif
R-Smad2 fIR-Smad3 3 X BERR 1L, IMEKK
Ry, TGF{ERE B HIaE St o8, TGF-BiEd T i
155 W Rorc R iA A Th1 7704k B vl BEHLHI U1 F -
Co-Smad4 ] £ L TGF-BRIF T #| Th175344, RIFE
% TGF-PEAERT, SKIEE 5RorckE i | i) Co-
Smad4fii JEIL 175 A B E ¥ Co-Smad4AH G BK I
R4 3R (2 kAL 2 Rore 5[] J88 3| Rore () T
e, TRIREETGE-Br] fil 5 SKIFEMR, MITIE4% SKL/
Co-Smad4 Z 51/ F [ Rorc ik Ht ] W,
Smad 8 [ ] 8 i B G 45 Bl PR R 3R ok S I IE 1)
BE) i T Th1 78 704K o

YENTGE-BRZAK 5 5707, Smadfe i it
JEh g EEAEA, SmadfE (145 FAE/E2AMR
SPEG R, BTN Mad =] P51 AT CoiMad [F] 142 .
ANRISmad & H VA BA & L RIVR I 4514 7 51,
ENFTGF-PRIGAE 5Bk S FEE . 274
R B B G e VI O F B e T BRS04
N EH SRR TR A —E S, REEN
5 TGF-B/Smadifi 2% /H ¢ . A~ [F] Smad £ 1 3. 8455t i
YA IR AR, ETGF-BIA R EF 4k
IS, Smad3fiSmad4 B/ 1E R AN, 1 Smad2
MSmad7WAH Iz, EIXALABAT ORI IEDIRE . A5k
WERER, EAMEIRGIHE (hepatic stellate cell,
HSC) 7, fRrSmad2 Al 1 5 Smad3 (R I 21 4EA L

BEFERY, 33X — R AT B 5 1 i Smad2 4 #ESmad3 (1)
WAL . R e T B JF 8 F R IE I EiA %,
EESHE N, Smad4r] 5Smad2. Smad3AH
AR REE A A, I SEAS ] 1 7 2R A ELAK
17, Smad4 57 i th 2> 521 Smad3 1 4% 5 K] #2511 T
ft. Smad7m] FitEA S Smad3 ik S 4tk KA,
TETGF-B15 S HSCEuE A, ELF4E40 - IE ]
W22 B Smad73R15 & PRI 5
3.3 TGF-B5CD4" Tamfi, CD4" THI A [ 5% Fb 3. 7Y
#Thl. Th2. Th17. Tregli/r e, 54
Rl & RAE 7 T3 VIS, MTGF-pRHAE ZiE
X TH A b S ThRERIE B L EE . Wug I
78 T ThlTH P, 3R B 350 PE Th 1 7801 4E B
PETh17 B 73 A AR A0 2R AN TGF-B 12 74 4 4%
FIFERKAS 5 WS K F . gl A+ 451018
IL-6. IL-237]#% S #0914 Th17 (pathogenic Th17,
pTh17) 534k, M& K TGF-BLAIIL-6 HEFE S
B PEThL 7 24k o 38 #2522 30 T2 2
(constitutively active form, CA) 0% & 214k RE
4 (activin receptor-like kinase 4, ALK4)
ALKS5EACActivin-ARITGF-B1{5 5, KHICA-ALK4
e 350 PE Th 174 5 ik R A T CA- ALK S i £ 14
FE R FIL-10/KFFHE e SR 40 i B S b i s
FRA-ALKAE SR R IEBUR ETh L7 04k, T
TGF-B-ALKS A i it # il ERK B iR A = 5 4E 250 14
Th17f150 4k

FECD4" THH, B ARIETGE-B 3 2R 8 T
Tregifil, ‘& w4 RN 0 A &7 5 £ 2k
41 (glycoprotein A repetitions predominant, GARP)
FIEEIE B H RIS TGF-Bo AR RYEAE, Tregdh
MoA A FENEAL, U5 E R R E Treg 40 M 4 F- Nt Treg
S, ANE A B RR A pTregdiffil. 4CD4" T
MU /E TGF-BAFEAE P BOE RS, EANfuRE 7= ]
{4 Treg 40 M 4 175 5 A2 Bli Treg 40 0 . BIF 5T 3 W A1
J Fi R AT A TR Tre g 20 B AR A0 35 S Treg LI K B
BT ETGF-pE 5 FEBH 2 5%, LHF b
FORYN A R 4 Treg 4l M f5,  Treg 2 M 4t ¥vs H 7
WTGF-BLRTH . WG HETGF-BLIEH T RIRCD4" T4H
M, fEREH A i TregdH M AN TR T, #4340 K
Th1siTh24H M. HHF RN, ARG FHiTregdl
L= A A 3R B RGBT 2 Thee, nl A R
it , X —Ihee S HE O 2% /N 1 Th17/Treg
R — ek R1,
4 Th17/Treg 58 BB R

H G P2 VE I 995 2 — Pl i 4 28 4 R 45 19 9
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W, FLRFAE N G e VR T R AT 3 B % A DG T
HRFHL AT S5 ERY, it e A g5
PEMEIT 4% (autoimmune hepatitis, AIH) . Ji & PH
HPEREA % (primary biliary cholangitis, PBC) . J&
KVEREALPEEE 4 (primary sclerosing cholangitis,
PSC) FllgG4HotE AL PEIESS ¢ (immunoglobulin-G
4 related sclerosing cholangitis, 1gG4-SC) . THHfIL
Ho i VE TN Th 7 5 4 Bh 1% 2R 0 Treg 8] (-1 7
EHELZ5 T B S e M 5 I K08 7T I oL e
ERfAA . BRRENRERESSHA & Rk
s B BB 2 —, HoH, g e iX — i B
BIFREE A A, BFRRE, HAJRCYP2D6#
A 1A U TR A4 0s RUBE Y o e L 5% B G g% R 1 ¢ T
MR LS, SRR, B SR
T /N BRAAR N A7 AE 2ORE R 1 InIL-17, IL-6. IL-21A0fie
JEIRBER T (tumor necrosis factor a, TNF-0) =3
KIS, Th17/Tregb G AR FEAG, 1XFRIITh17/
Treg KM e 2 5 HIE H & B TR KRE, WHE
FFAm At B AT 7,

4.1 T LB 3% 5 AIH AFEEHICD4 T4
FEol 2 Tregi M, fEAIHH RIFHEZEEH . AR
i, TregZllfin] 5CD4" CD25" TN B #: sk, If
S VAR T R 40 i IR F- A TL-4. IL-10. TGF-BoR M
HH & %%, BWAETCD39RCDTIMRIEN T
G MHIC . AIHEZHFETI L2 Tregl
M) THEE I %, H Tregd i 4 ik 2= T R #1 fil
Th1773 WAIL-17HI B J1 F#AK, X Re 5 H AL
— IR —WRIR /KRl (ectonucleoside triphosphate
diphosphydrolase 1, NTPDase-1) j&14E F&EA — &
K FR. EATHE G 50 T Treg 40 Mo B & & 15 b
HAl M EW . Th17r[ M IL-17, TL-22F1TNF-o,
ST, WA R BLATH AR % 31 5 1L-17/K°F
JRore2RKix A K, HIEW ANFMHLL, ATHEZE S
JH Tregl s N %, HTregUfiuThag2al, Witk
T 25 ST bk E 400 PR e 2 0 D) R ek 55, X — ik A%
Al RS H YRR % 52 J o WATL- 101 e 77 0k 55
B RN AR B G 28 1 BT 1 A LA X PR R
T a7 R S —E W . iR4E HIAATHE
& Treg 4t f £ & X Dy Re -84k v] & BRAED, TregH
Jia [ 460 v6 T AT Be A A T B ATH A AL ) Gy
& AT GE IS 4k 5] Treg 48 g Sk T TRATH
BH e, 45 R RMUE RIRGEIT 5 Z M
AIHEE T HBHE S RIEZEM, SRERKGTE
AHEG, T A A7 m) S0 2 0 1 7R A9 30 80 B s .
FAEW IR, CYP2D6E T ATH/ AR B 47
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{ETreg/Th1 7547, HTregi i b A1 Treg/Th17 H Al
BHET IEH A INRES, gh4h, REChild-Pughdy
% A BT ATH 2 3 ) Th17/Treg i th g fema™, (H
T AR E AR S, Frfsgs et — e /R
PE, TR T IR IR FEORAESE .
42 TwmfR LR % 5PBC sk ZPBCH EE
RIFHLH 2 —, CD4" TN e H b &k 3% B AE .
HATHZAL, TYHHE 9% 5 P8 Wi Th17/Treg L 471 2%
FfEth 25 TPBCHRIREERE, 7EPBCHE R ML
FEAH, JEHRAE SORER PG IR, O XA L
KECDA" TR . 7E & A i hm] A 30
TR Tregdlfie, HILAEIEXkEMpE bl —
ERSE . (EIL-252fRafh = [FIPBC/N F AR AL o mf i 52
FITh17/KFFF = A Treg 2 g EL B FEAR A B 559, K]
Uk, IL-2FITh17/TregfR AT REZ 15T PBCIKIAS RHE A5
AR FXT T PBC/IN SR A1 J5 AT I35 A=)
th2Egabn . FEAERHAR 4L . FFAE-RTh17 &% Treg4ii i
FRR RSN, RS M L, PBCRLZ /N R 4
I35 Fh s B 3 495 1) AR DAL S FR AR B SR T e
EIXHEE E A W BRI SRR A, SR
Th17RAE¥ 2, 1h Treg4H M WAH B #5030 K ILA
HEFEIL-240 3 5 (PBC/N R, iRy A AR
T 15 B 43 10 %, BITh17/Treg4H i Lt 4 w] 453 21|
BRKE, FFARICAE X JHA b 57 20 Pl SRR 5 4
ABEE - ED, X RRCT EIL-2R AT A2
PBCIRYT I — NEBTEHE S, AR KT TPBC 1%
R TR . HarBC NN, CD4'T
(WA B T4, BITh175 Tregdl i E PBCHI & i
BERE R ORFE R AR IIYER . HRTiAN, Th177E
PBCH HIEUH/E B oA B, fEPBCE & 1K
LXMW R Th1 712 IS . 1 Treg4l il 7EPBC
(1 0 ML) P omT R ELE IR A, AR A I 4k (R0
1E 5 B Treg 4 i vl 76— & F2FE L 4MHIPBC & A
I 9RE SN ET, 5 ATHARRL, Rk 31— 5E f OE 2%
i, X4 et 4k [ 6 Treg 40 M A1 1] B 2 JA 97 PBC
1) o — A RO A
43 Tl BB R F 5PSC THMA 511 G sls N2
EPSCHt et R EEAE . fEPSCEF MILE
X AT AL 52 ) K ECD4" TAMREMN SR, SAIHK
PBCZMBL, Th17/Treg4 i b 2k i1 th 2 5 T PSCHY
K. PSCHEFERNThT/Treght ki FE R A
Th1734 % . TregdH M tb kb . G KIM, Treg
Y1 0 EL A5 5 PSC s 1t Ji8 25 A OG5, HL Treg4m iy
XIPSCHA — M IE MM, X — it F 25 H
TregZii i R IECD39# %, CD39fE—E &M T
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Al FSE Treg MO I AL, o L) 98 E B 2 BAT 1
SRS, FEPSC/NERBEAIH, B T S it JF453 43 14 if
B EFRIRTL AN, B %2 5 Treg 20 B 4E 1)
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