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Abstract: Th9 is a novel type of helper CD4" T cell subsets explored recently. Th9 subset is mainly
characterized by the secretion of interleukin-9 (IL-9) and can be differentiated from naive CD4" T cells in the
presence of transforming growth factors-f (TGF-B) and IL-4. The regulation of Th9 cell differentiation is
complex. At present, its key characteristic transcription factor is not clear, but many transcription factors are
known to be involved in the regulation of Th9 cell differentiation. In the adoptive immunotherapy treating
mouse melanoma, Th9 cells showed a very significant antitumor effect. This paper aims to summarize the
characteristics, differentiation regulation mechanism, relationship with tumor immune response of Th9 subset
and its adoptive immunotherapeutic effect on treating tumors, trying to provide valuable theoretical basis and
clues for differentiating superior Th9 cells and applying them to tumor adoptive immunotherapy.
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bt 5 Ji B R AN W R, R a2 B T R ST B
B, FARUIBR. AT S5 JF BOfE L™ A4 A &L
FIVETT RO BEAh, o6 T4 ) B 1 R (L R R 55
FALP MR, K FH AR BR A bR R &5 7 iR AT IR T
AN G5 B R R 540, i L DA £ S B i
JAFER A REYE . TR, IR K R
JE BT IRAE TR SR, ke A R BTR T
MR 7 TR Gk i IT 50515, B8
WA T RBEME R R . TA M 4k 5 20697 2 I A
RIBHISFW REIRTT TR —, TEAFEMHME
B, — A A RO A I 8 B B R e
JER RS S A 1 e g 52 ) 2 bk 40 M (tumor infilltrating
lymphocytes, TILs), —i&f{fi %tk REM %R
1A AR R A PR 5248 (chimeric  antigen receptor,
CAR)MITAHE, BLETAMAZ(T cell receptor,
TCR)Z 471 57 B0 e 8 45 7 VA ol Ji 988 e L F0) T4
fate AT, CAR-THHAGTE MK 5 G0 HE G I8
o, JHAEBA M AU F i, S T HEE
BRI TT R BhAh, TILsi 4k # R it stk
B, WMRORE . EIERRA . HERE,
HA& 5k R iR mpe .

WHFE R I, A2 N T e 4k e 77 1 AN 1) 4
BhtET4H M (helper T cells, Th)IEEE2EMd, Th14H
Ji 2 0 L A ) PR R D e, R AR A
FEAMERE . Th17 W REAE AR N A IS B 1IN ]
AEL I JH fir e 081 R 0 S e ) o 551
1 s 2 I S e el S A | VAR R e W R oS
VBT A H R R AR R R OB ). AR DI
P AL B CD4"™ TAHMV#E 2 —, Tho4H i 7 &
ORI IS TR BTN RO, AR gk
R B R N 2 5 o T AR T HeAth 4 i 2R Y i) Bt
g e U, E R IR I Ak TR T 7T A OGE
PN A . BRI, 2 TT 5 S ThO A1 i 1 A2 4)
PRV AR PR RCHAE R R AR AR P A
MEITE, B TIREFE FIEREL R I Tho4u /e, A
M A e S vy Sl 58 2 i mT e, & H Al
Jod G VR YT U IT 7T P R

1 ThOAREREEWF 4

CD4" TR HZZ U IE R , 72 A 7 40 g X
THRMT, BN Z R LR, 48 Th,

Th2. Th9. Th17. Th22. 75 T4 (regulatory
T cells, Tregs). JELAHBIMETAH M (follicular helper
T cells, Tth)5E. A, ThOA ML I 4 K H &I
IThaH fEHE, B e O —BFREAE K & 4 WARFAIE
PEA IR FIL-9. TL-10ATIL-21 s i 4 Bh A4 T4
PR o

SchmittZ5 " WF 5t KL T — BEAETGF-B. IL-4LA
FAL-2(0 5 564 N R K& 40 IAIL-911 CD4 4
R, IR SCA— M AR EH#E . Veldhoen
SEERH], Th24H i A 5 78 Sl 1 i fh AR K TR 7
B(transforming growth factor-B, TGF-B)H#Es&F T
AN R M IL-9O I N MBIk, R Ham &R
Thogu e . t4h, DardalhonZEU" VR I, ¥4
CD4" T AETGF-BAIIL-41015 S 41F T, thfehs
IR —BERK B IIL- ORI AR, [FIREAR 2 R
ThoZHL. BEJSHIAT SR, ZETh240 7 i) 5
WIR B, AMLAEUE 0 IBIL-4, IBRERE 73 IIL-9, 12
FEE M TGE-BIiE T 545, XTI iR 240K =
ST 78R B, TL-41E A Th240 i
ook, RERE A X S K% 5% [K -3 (forkhead
transcription factor protein 3, Foxp3)fJKik, T
TGF-BIAE Ny Th2 48 i 75 A0 R 4 il 771, — 3%
B4 Al 5 S A CD4 " T A ThO 248 i 5 18] 43
tho B, TGF-BAIIL-44F A ThOYH il i) 45 Ak 1t
75 5 25 1Rt 00F B Tho4H i & — AN J0Rs 0 40 i
BEo dbAh, Z PR RR 8 2 E ThO 40 f i 431k
MIL-9f9 53w, AFEIL-11, 1L-21"7 0 1L-6M"". IL-
101, tL-21"7, 1L-25", 1L-33%% IFN-a/
B2 GM-CSF™2. Jifg i 3 o ok (2 40 Pl 2E pl &
(thymic stromal lymphopoietin, TSLP)“’'%; fij
IFN-yAIIL-27", TL-23%", # 3% (retinoic acid,
RA) 2 HHIThOA A 3L - B T TGF-BAIIL-4
Gb, BRI, IL-4BEIL- 1R A A 205 2
ThOZA L) 4627, FBL T 5 5 Tho4i i i) 2 Fh ]
RetE. JRE N FThogH o b 1) G F 1 R AR i s 1A
TERATEMAER, BECEAZMERRET
BEUE 2 5 7 X ThOA ML 7 A %, BLHEAS 5%
5 R SR 0% B 1 6(signal transducer and activator
of transcription 6, STAT6). GATA%Z: &4 H3(GATA
binding protein 3, GATA3). PU.1. THHEIMATTHF
4(interferon regulatory factor 4, IRF4)%1*),
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2 BYARSTERE-9(L-9)

BT IL-9¥E SR A K A0 B A K g PR e A, i
W SO AR A KK 7, #RZ2 pa0. NJE
IL-95: AL T55 ek KB b, IL-9EHEA
144N IR IR IR I B BA — M8 18 = BE R iR
B4 5 K. TL-9 87 1 A A2 Th2 7 41 i [X]
T, RS R KRB, TL-942 — > 2 Rk 4 A ]
T, EZEHTh. Th2FI LKL /-, ] LL
I E A A W, 45 Th17. Tregs. HAR
T4 M (natural killer T cell, NKT)4HfZ. CD8" T
YT it A1 AR 41 i (dendritic cells, DCs) .

IL-9%2 K (IL-9 receptor, IL-9R)ELHE /N IE
£ IL-9Ra bl K o) —%kyBE, HPIL-9RaH BEFE
SRR BITL-9, T yEE N2 )& TIL-2. IL-4. IL-
7+ IL-15FATL-21 %5 20 f [R5 52 44 2 350 43 1
— & HE M yEE . IL-97E 5IL-9RofFF ML B2
Ja, DAkt by A, ARkt — BN RIL-9fF
S HEHIL-9S5%EBMIL-ORGE &2 5, 4o
TEIL-95 5 1) R bR, ISR AL I BUETAKIE
ff(Janus kinase, JAK)ULJMSTATI. STAT3. STATS
SRS T, IkAh, TL-9/IL-9RME 5 REWS 0T £
P 5 AL B (¥ (mitogen-activated protein
kinase, MAPK)i& £ VR B4 A5 Bk L B2 3 - 1
(phosophatidylinositol 3-kinases, PI3K)-AKT
wpRY,

-9 —FP 2 U A0 A Rl -, 3 ifit #E 40
IR, SE TR, YRR L E
fER, HZ5Z M HoSsmmd 2, wids
PERRE . A AR RGBS e A RS A
SRR PTGk A B SR R, TL-97E il
BWRBERMRE TR, wHEAERE . A
RO IR G L Rk R e
SR AR TBNER; (H2E
SO FIR R R R T, TL-9nT 52 4] B (0 2
MEKIF S H R AETE T,

3 ThOZBRE 5 LRI EEHL I

3.1 ThOZRRaS L 5% FEFPU.1
CUEWFFEIERE, PU.1/&ThOZH L /b (1) S B i

SR T ONRIE A R BRPU 122 )5, ThoZH

JH P 23 AL FOTL -9 ) 3 08 52 ) P B s e, i b iy

PU. 1/ ZIE N L BEThOAI M i 401k, K&
WIL-9™, eAh, ETh24N i 5P U1K IE e
% 0 2 BRARIL -4 20 b, FE 23 Th2 40 g 17 Tho 4
J1 AP, #fEFoxp3” TregsHid FikPU.1FFABE R
SIL-9K) 53, $27-F T TGF-pfE 54, &7 EIL-
MES A e Treg Al /0 WA IL-9. WF7ER M, TGF-B
55T ThOAH i 2 145 73 A A FE A #5 Smad i 7% ¥ 1%
LA PUL LI RIEP, IbAh, PU.LIKRILIE 52 4k
A ZDHITE A B = BRI, PULLAT A
HEGGRIL- 9 EZT L, SEAEA LB
A EPCAF DL R 2 R B4 # i Gens, @I 2
TG 68 T R A BEThO AR B ¥ 734k PUL LIS ] b 5% 5%
(Al F-IRF41r [7] 4% ThOAH i () 4344 o
3.2 ThOWfE & L 5% R EFIRF4, IRF1F1B-
ATF

IRFA1E N — Rl sk A1, REEHTCRIE 51
S&ik, JHBEY S5 B Th240 A Th1 7408 (1) 5
Pt FE AR B S SRR B, TREF43E DR R B 1
CD4" THIIARESM L A ThOAN Y, W] IRFA 2
{2 2E ThO4H ffd 73 4. 1) B8 B2 4% S [ 7. IRF41 11 Th9
M Ak P LE S 2 . — 5 I TRF45 B 14 52
TR b 5% 5% [ T (basic leucine zipper transcription
factor, BATF). STAT6WFIE FH K i€ 2 ThOAH i 1)
St I —J71, IRFAS R FPU.14 & T K
SR R, AR 5TGF-pE 5 FiFHI % T Smad2
MSmad3 ¥ FIAEH, LAk A2 2 Tho 20 it 14 77
o AL, ThOHH M 7E 52 30 4H i R - 10- 1 B 33k
J5, BEWE K JFA R T Th1 40 i 410 A 5% i) % 5%
Kl FIRF1, IRF1ReM B 455 RN IL-90 )8 3+
RO XPIL-9f A i L B L BRI ISR ThO
S 0 PR 2 SRR T

AT KIL, TNFEZ MR TLIAZTh9
YL 3R S5, ZTLIAG S Thogl i re
mRNAFE A FH KPR E FRRIEEFEHET
BATFAHIBATF3, Jfit— B 44 21L-9/83)FIX
B, WORIL-9M 4y, $RRFE SN FBATFM
BATF37EThO 4 g 1) 734k isk 72 o e = 22 (1) 1 45 1
FAPTS, eAh . TLIAKE S A ThoA U GE RS 1 IHIRF4
1315, FFEIR/RBATF. BATF3AIIRF42 [a] ] fg
TEAE P [FI A R 5 ThOZ L ) 43457,
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3.3 ThOZf 5 b 5% R EFSTAT6F1GATA3

BRI, FESTAT6RI GATA3HE R B /N
. TL-93R K KB & R BT $RORSTAT6 A
GATA3TEThOZH ff At id A2 v A B /EA . BT
25 TIL-4/IL-4R{5 555, STAT6TEThOZH 71k
RE BRI, Ht— 0% S GATAZIRIA.
STAT6FIGATA3 X T ThOZH i 11 434k 5 H A A ] B
BRIVER , {HSTAT6FIGATA3 A R 7E Tho4H il 73
Rt FE R R R IL, EA/ETh2 40 i AL H AR
b R 4 AR A

GATA3 )22 1K 7K F-7E ThOZH i 431 3o 2 o A
B0, fH & FE Tho4n i 4 1k i 2 2 )5 Bl B 9
RIS EHLHI IR, GATA3H A HIES
S Tho4 i /3 A6 F T, @it R HFoxp3 &
KK SR TA) 2 1 35 ThO 40 i iy 43 A6, 9F Hoax —
o R R N A2 S R T PUL TS, R i,
GATA3TEThOZ i 73 4k, 1 5 B B0 1) 2L 171 Tregs
YA 5 R 404k, T ThO LN G B B s, 3=
PR SRR FPUABH TR
3.4 ThOZRRaS L 5% R [E FFoxol

SR 1T X [ 1 (forkhead protein 1, Foxol)
WiakiE 2 5 7 (e 3 Th 40 i ) 43 4% LA R IL-9 ) 4
Wh o Foxo L Y2 AH G I DR e 53¢ (1) ) BB A T IL B R
eAE Y, BREFREW, Foxol fEThO4H il 4> 1k
ofFE R B ER AL K E R m T ThOM Th2 4
', ix B AT ThOM Th248 i, FoxolfETh9
YA R R T HEEMIER . Foxoli@id
55 2 Pt IR 7 HH B4R FH Ok S 90 1 % ThO 20 Jifd 4
W E . — 7718, FoxolAe B #4545 | Th9
Y ATL-9J8 3 F X3, (R IL-9 /I 43 5y
—J5 T, Foxol MK mfEFHPU.IMKE T
F%, $&/~Foxol " AL L A 17 PU. 1K = Thogl
W13 4L . BEAh, Foxoli&A] LA 5IRF445 & FEAE
HEILIEAE, M E ThOZm B (1 4345
3.5 ThOfE 5% R E FHif-1a

B R AD, TGF-Bifitb ¥l 1(TGF-B-
activated kinase 1, TAKI){E ATGF-B-Smadif #%)
REH A EER, BTG L f bt &
FAER . TAK1BESS HM0H] Tho4 i 73 fb ik 72 b 2%
CIRALEESIRT 1 RIAY, i SIRT 1 H = REw5 (i
BEThOYH ML () 04k, &z, SIRTIidHIE N &40

HIThOYH L (1 734k, . SIRT 15k [ BE % 175 5 488 o il 7L,
V) E MR R LR H (mammalian target of
rapamycin, mTOR)-{K% %5 53 H 7-la(hypoxia
inducible factor-la, Hif-1ou)f 5 A 4R B fir A 1 i
7, H IR 2 ThOAH i 73 AL BT 75 AR 2 1 . Hif-
1o fETEThOZA A > fh i PR b BB A BIIL-9)5 3l T
Xk, SThoZuff 71k, ik, TAKI-SIRTI-
mTOR-Hif-1 o4 1 HH B AR i 42565 T Th 40 i 1) 43
W N EEL, th4h, dHHAPATPE I 75 5 — A A&
Az, HSRIER Z AR5 55, EibmTOR-Hif-
1ofSUHi#4%, PLATP-NO-mTOR-Hif-1af5 5 %l () 5
AL HEIL-9f 1% 5 Thogm i /9 4L
3.6 ThO RS (L 5% R E FSTATS

STATSZIL-215 5 T E Z K H 1. IL-2
R AL CDAT TYHMTEA I A JEPETL -2 (1
LR TEVE N ThOAR B, R T TGF-BAIIL-4
Ah, TL-250F T Tho4u f i) 73 Ak th 2 b A AT D . IL-
25 HIL-2Ra(CD25). IL-2RB(CD122)F1 34 yiE
(CDI32)M ) s M I 2k g, 33— D30
HA S STATSEFR LY. STATSRENS 45 & FIIL-9)5
HFXIMEIDNAL & 57 b, HEIL-91%R
ik 1M STATSERFEKICDA" T4H M TEIE Sk A ThoA
M, BRI, IL-2/STATS{E 5 78 8% ThoA!
Th 1740 M5 403 F2 1~F fli h ol B 2R A, i
STAT3 A4 (1) 77 AN Th1 740 ) 4348, AT
{1 3R £ L 1) ThOZH Al 7 1) A6
3.7 ThOA i 5% K E FNF-«B

Ji IR SR FE A F-(tumor  necrosis factor, TNF)3Z
A 5% R B LI B4 T OX 40 R 0% 7E TGE-BATIL-4 17
RSB, B BENF-xBAE 5 kAR HE Tho4H i
AT, OX40HE % BT 12 2% 4 42 filg b R PR 4L
K F 2 kA0 R K F6(TNF receptor associated
factor 6, TRAF6), #EMEIENF-xBi&te, (it
NF-«xB p525RelBIE B 7 — Ak, B#45G 2IIL-
I JE B ¥ LR AEEThOZM ML) 434 NF-xB p52%k
R I TYH I TC 20 AL A ThOZE il . b4k, NF-kBif
A PL S A TA A% K F-(nuclear factor of activated T
cells 1, NFAT)ZIE A% i B[R FH R 36 SR IL-9 1 4%
5%, HAHENFAT1(NFATC2) " HINFAT2(NFATc1) ')
Rey B E (LI ThOM MM it B TOX40f5 5
A, BHFFARIE Fasfs 5wl LB T Ca® 4 #6177 =X
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BT [ C-B(protein kinase C-B, PKC-B), ik
— B WAIENF-«BIE 5, M2 Tho4 K
S,
3.8 ThOZff 5y b 5% R E FBcl6

B4k 2 [A7-6(B cell lymphoma 6, Bcl6)i&
JEIRAH BN VET A0 B oAb I B i S Rl -, 9 HLRR B8
I Th2 20 B 704k . BIFFCRIL, Belothz 5T
ThOZH L (1 AL it i, HRE B CL 0Lk
A ThOGH M S T, I H /K FHIBclo A
FThOMMMI . JxZ, &M P Thog i
B Bcl62= 4 MILIL-9 1) 73« Bel6Xf ThOZH i 434k,
FE 0 8 A TL-2/JAK 3/STATS3E %, Belo4h & FIIL-
9aBh T L, REEHIHISTATSE 5 M FXFIL-9
(e S BaEE . ik, Bel6ZEThOZH L it 734k
IEFR P T — A ER I SO A
3.9 ThZmAa sk 5% % E FBlimpl

Btk 245 T A & H 1(B  lymphocyte-
induced maturation protein 1, Blimpl)/&T4HZ& K
IR A TR R — AN SR 0 B SR R DRI
W7 KRB, Blimpl FEWHNHITh1 40 M (¥ 22 4L7, IF:
B2 57 Thau"" fMcD8" Ta A rifiz"™, &
1T B LRI, Blimp 1 5858 3081 ThOZH i (1) 4344, LA
JIL-9F 73 s T ThOZH AL AH OC 40 Jfa [Kl % Blimp 1
RIS H A HIEF o

i LFTiR, 25 ThoAM i 70 IR % 55 1 12 9 4%
TR, EMEFRETSE5HY, GHEPUL.
NF-kB. STATX Jfi. IRF1. IRF4. FoxolZ%%& 5
ThOZH M 43 44 1 IE M1 4%, 1fiBcl6 Blimpl &85 5%
HF 25 o f ik i .

4 ThOMAESMERERIX R

1L-9 K ThOZH i Xt fifr g i3t e (1 semm, 3812 i
B SR R A, PR B 4. Tho4m i
L BRI R R AT RE S MR R AL A oG, 1
ANTRI S AL 1 e v H R FE A R A AR ]
4.1 ThoZHEFAIL-9RY{E BhiEz £ F

WFFLR B, TL-9RE W (2 3 it 40 i R AS49F
SK-MES-1 {3555, Tho4 i 7= A= FITL-93@ i A i3k
s R STAT 3 9 i - 1) F 727437 22 28 IR 1) Tk TR
b, AEHIE I BOE FIFIAK/STATIE S, R 244E
T3 e T8 2 R 1 364 i s JHC K ot 4 kR T 4 ) R

o FLIGISE 0 i 2R TC IR AR IL- 9% Sk R 1 /)N B
A, FRBHIL-9 ] BE 2 FL AR 41 i AE K 5 14 5 iy
Tle hah, TL-9MFRIA 5518 M bk B8 1 2 993 ML il
DL 545 i 40 i R CT26 1) 4 KA %% 1 Bk
KW, R R, 5EAER/NRME, CcT2641
JLAE IL- 9= PRI o /0 B 1) A A W i S 2%
4.2 ThOZh fnFNIL-9f 4 A EE1E F

H A ¢ T ThOZH Bt e 76 A (A 7t = 24
EREZR T . PRI, KRIME S ThY
4T 3 4K B B ) 1 Rl B 16 B 10 350 AT A /DS B
W, A SRR A A il EALIL- 9 Aok
Ab HE A e R DS B AR BB IA B SE 28 R AR K IR
SRUEITL AR I TL-9 g5 40 B 16F 10 2 (4 398
2 B AN/ B A LLC L A= K, B oA
AIIL-9, FLATAr S M40 i) B g A= & i 4 ) 2= 9
R TL-O ) B2 AARTL-OR B b 2 85l 25 e i3k 2 (0 30RE 119)
ARSI, Ak RS E RN B P 11
ThOZH fE/E R N AT RS ThI4H AR IR T, e /3 Ih
2B (ITFN=-y™>* X A B8 2 ThOZH Bpi 8 Th Ak
MUIIZ — o BEAh, ThOH i mT @ it 43 WA IL -9 >R 5l ¥k
R gn B e A AL R P CCROBLARCCL20, HHH:
SR SN N RR, B ES AR ET
WREE4H B (cytotoxic T lymphocytes, CTLs), X8
Y M IEAT 5495 o ThOZH i id v L it 43 1 AH 5C 240 i
IR Sk [ F2 3 e 0 A2, AnThOZ e vl LA it
G3UATL-2 1 RB0E [ A e 40, AL HENKZH i A
KA, sEAEHEThI 740201k, LAtk fa]
2 bk B P PR A K B RS, IRk, ThoZn i
REE T 2 g A ) 2B R R i AR

5 Th9ZHi 5 BT 4t S &Zia T

T ML I 4 I 77 A7 il e 5 6 1B iR )T T
Bt, 7 MUR S B in T h A TSR IR T TR
—, DR SRR R P IS TR BRI AL
Ro WARIARTTHIROR EZAR A T 4R AL A
FRIT 4 P KT f T 240 1 0 9 2 2 LA AR A BE 6 K
WAL IS R RE ARE /1™ CD8™ T4 M ik 4k 4 # 3 f
WG, HRDH R Z R AR 5, TiCD4”
T 73 T B 2 M ThAE R, A5 A B AE AR A
HA M EGRFIAFITRE /1. CD4” THIRAEA R %
PER A R, HrP 45 PETh1 41 AR
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b 4k B R B A N JE AR R AR O RE IR (R Y
FHAEREAE FmERRZED . BRI RR
L, Th1720 MAEAM &b B AT Th 40 B B AR 1
SR S, HRHLS%HEBEIRNZ G, FA
PO R AEER ) RES AR R ARG SE R A R, IR
RERS A T 47 1 4R 87 R . ThoZi i & LA K &=
3 WA 4 JR DR F- 1L -9 A REAIE 11 37 B 4l By 14 T 4 i .
B, W F0 A ISt B 17 v 1) g 0 o) v 2 DA K
RN KGR T, JF B A R4 58 58
PEo Rk, ThOY i & T4 it 4k 1697 i — AN SEAR
FE . SAEMRAIL, Thogn e 5 € 28/
SRR AR R T AR iR 0 4 o Brboe 2B K e
HARM T ThI 0P AITh 1 740 A, 4708 Th ik
FHRIL-9) %k, I HThodl fg & L H HPu.1-Traf6-
NF-«xBf& 5 #E 100 R R, X g3
TE AR P BR 8 K A A7 78 I R HE B0 o i 9 T e 1) IR
Kz —. mAMERmyE N ER TR FHEZ
o4k B IR 250, S BUA T R
. AWFRAEBL, S5Thl/Tcl. Th1740M0AH EL,
ThOAH i 55 7~ H 55 K R i 47 S5 25 2 748 S %) v &4
MA K RIRE . — 5T, Tho4i i B A H 5 1
BRI A ER s 55— 751, Tho4e ek
IR N 4T AR ATP I AR, AT 3 SR IFN-o/ B 1) 43
WA LA Je FAAZ 2 M 987 P IRV ik et L — 25
WEBA T ThOZH M AE IiRg i 4k 67 A i Ak

6 /g

ThO4H Hd /& — 537 AL I CD4 ™ 4 B M T 48 g
B, DArAIL-9N EZRHE. TGF-BAIIL-4/2 Tho
22 B 1R T Ak AE, Ak 22 P A e IR T e A g dk
ThOZAL I /4L, BHEIL-1. IL-2. IL-6. IL-10. IL-
21, IL-25F01IL-33%F. 1A ThOZH i 73t 1) i 5 72
PR 2, H ATE A KRR 3 % A
“F, {HPU.1. NF-kB. STATS5. STAT6. Foxol.
IRF4. BATFEH KT CHIEH S5 T Thodil i
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