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[Abstract] CD4'T cells play an important role in regulating adaptive immune responses to various inflammatory re-
sponses. Parental T cell populations can differentiate in response to different cytokines into at least four subpopulations:
Th1, Th2, Th17, and Treg cells. These differentiated T cells participate in various immune responses and have different
roles and functions in oral cancer and precancerous diseases. The Th1/Th2 balance, the Th17/Treg balance and the oc-
currence and development of oral cancer and precancerous diseases are related to immune imbalances. Reversing these
T cell imbalances and strengthening the patient’s autoimmune function may prevent or even reverse the progression of

oral and precancerous diseases. This paper reviews the research advances on the CD4'T cell balance in oral cancer and

precancerous lesions.
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I3 R WA G S R EATAE ST, R Th1/Th2 - F
Th17/Treg V-5 . 7 F Ba i SR AT, BT
R e R G e A A G . A SCREIX 4 Fh
T 24 J S %) 40 L PR 5 s DR 45 L S Th1/Th2
A AT Th17/Treg “F-A LI 7E F 968 SR FiTg s rh
KR SBBIIF T IR A/ — 253k

1 Thl4HAE

Th1 Zi 2 T 225 A0S S RAE SR HIAE IR
TSN P —Ff CDA'T 4R 7 78 I A A
R-120950CT , W0 46 T 408 (ThO) PN Y sk il Ak 2
i 4 (signal transducer and activator of transcription 4,
STAT4) 2% F #4035 , 4 ThO 431k >4 Th1 40/, Thi 41
HE SRR ALY 2K -2 A TFN-y , Al A 530
//l\ % lél/‘J EEF JE-’? % % % -Q (tumor necrosis factor-a,
TNF-a) , ¥k UL 2 2R DR 4 - 5 e 200 ff0 2 v ) 38 R
“F (granulocyte - macrophage colony - stimulation factor,
GM-CSF)"',
1.1 Thl %m i B+

o3 A B Thil 248 i B 73 20 B die BLRR AR 4 1Y
A A F R IFN-y, IFN-y 515200 7 B stk
o 1) LR A DG, G T RUBE PR L 22 & P A Ak R
R DG 555 o IFN-y s — P 5 g i 42 22 41 i
PR, TFN-y RE £ i [ A5 0 200 0 19 woll B 32 A4 Y
Rk, e FE e R AL AR et = A
AR A R BUE B ER, S a1
G300, VT B AN O SR A MR AE T o R
IFN-y fE I3 [) 1 AR 3% 0 200 M A0 e Dt e 22 A i, ke
{1 ThO [5] Th1 4 734k , 2 i — AW iy A3 73
WIEIR
1.2 Thl#ZHF

T-bet 52 ¥ 2 Th1 20 73 AL A TEN-y 7 A= f) e
ST ARSI 8 3 28 B KRR T-bet 1Y Th 20 11 fiv
I3 WA TFN-y 5 b 5 Wi E AR SZ B A2 duiy
S IN, A3 22 58 B T-bet A BREE , DT Thi 26 i 73 30
1 TFN-y &8 30/ |1 IFN-y i 3 1 % S 4k
# F I (signal transducer and activator of transcription
1, STAT 1)BE7E Thi 53 AL I35 S T-bet fY 3R 15
1E Thi (5346, TFN-y-STAT 1-T-bet- IFN-y i% —
TF 1) S A5t 406 P A2 2 1 53 R A O AVE L A2 4 Th
ANWTTE TFN-y BYSEI R R8sk 7

2 Th24HAE
Th2 4 2 = 2 2 5 (R U G 58 K g g —

CDA'T 40 Y, Th2 F 24 A2 -4 (in-
terleukin-4,11.-4 ) . I1L-5 fl TL-13 25 4R IS R 1, Lk 4
it DR -7 B A U AR 22 e B0 96 S )
R T EEAERY . A SRR
g 1, Th2 B0 BT RAE T, #0H] Thi /5 /9 240 Mg
o o Th2 14 B R 7 8 22 200 JH T 0 0 119
TL-6 Ji3 311, Al At 2R 28405 41 A L IR R 4 i LA K v
7 21 i 45 43 6 1) TL-4 1 BB AR 4 Th2 40 i 19 Bl 24
Bt Th2 40 L i S, e 8 B ml DA i 1L-4, A
Al AT DL 7= A — A 43 WAE B DT 7 AR T 2
Th2 A7,

2.1 Th2#ape B T

1L-4 J2& Th2 43 W 1Y B S5 B AR IR, i
AR TL-4 o R R B, TL-4 2 i G AL G Th2
Pa /e e o w1 OO 3 O R
LA AT WA RIS M S g, TL-4 Rk 4
L7 BT 5 1 2 ML AME 5 4 L RE A 4 R] 58 5T
TARE o R bk LA . 7R e, 1L-4 BB
A0 5Tk SR B 5Bk A0 L, AR S AR 2 bR 20 L 1Y
B TL-4 5 PAAZ AN | B W20 i 3 T 14 37 (R4
B, AR A 0 A T |, T P A R SRR
IL-4 GEHN ] Th 1534k, BV 2 7E = ¥ B TFN-y (1)
PRI R SR AE PR I Th AT RE o TL-4 (T R AE H
T ALAE A Th 755 300 09 B VA0 M5 1 T
P — R 558 IR R K F 1950 Wb, A0 < IL-1  TNF .
1% 1 4 (reactive oxygen species , ROS) Fl{ 4 & (re-
active nitrogen species , RNS)"""*",

IL-5 1 TL-13 42 Th2 43 W6 19 55 FR WA = 2L A4 20
LR F o TL-5 J038cHS AL A0 B i i 7= A i, 4 ik mip
RIS R M 20 oAb B . TL-13 BRIl 242 4%
K+, 45 IL-18 . IL-12 FI TNF, Jf H IL-13 figfE N
B 40 i B [ 38 PR SR TIN5 B 40 AR 1 i 3 A
BT TL-5 A IL-13 8 ) 8l i 08 RAE S, I
2 37F Th2 A 3 1) G 58 5 5 11 o BHL R R A g i L XL
M T R ARSI
22 Th2# % AT

GATA3 J& GATA % 5 K+ ZE U Z — , GA-
TA3 fE 3L £ 1415 5 Tho [m) Th2 J7 [n] #E 17 53 1k 1AL
B, 2 Th2 41 AR5 S S - . GATA3 MU
454 ) TCR F P BE (9 38 5 1 L Jmsi K63k | 8 g
TR K 80 TL-5 0 TL-13 A4 3 31 X B0 5L
PRI 26k, IAITIE SR TL-5 1 IL-13 (950 . GATA3TE
YEFE Th2 R LA HE WM A, YT &0k
A% Th2 (9 T 20 i 9 GATA3 % B8 5 L 1L-5 J% 11.-13
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() 43 b 5t JL TR I AS 3] T TL-4 119 43 206 d 1 A X
AR 7E KR B R Th2 4, GATA3 X {4
FEfa e Rk TL-4 fU LR P Ak G B B0 E
SR A, A B X 2636 TL-5 B9 5L N 1 2 B Ak 41
EAMREAEEENE L,

3 Thl17 48

Th17 4 e & CD4'T 4u g — P EZL LAY, &
F 4 W IL-17A F1 IL-17F, 36 3% RORvyt % 5 A
o Th17 ZE3 B — Lo e B AR (N (122 e BE
AT S AT h I G EE A 0, FERL L
R R ST, Th17 2 515 2 A B stk
9o 9 SN ) B0 b B, s KGR OCTT R LR
SATORAE 2 R AL R E W 2 R
L@ AT T
3.1 Thl7 @A F

S3 A A Th17 20 B 32 22 43 00 40 i X7 oA
IL-17 KR, % R BB AR 6 Ll bt , 7 5l &
IL-17A (il H W FR M 1L-17) L 17B . 17C . 17D 17E
FTF, 2255 15 0T 1 40 B 2 0 4 18 | 5 56 A
Al B AR W BOUR B SR BE N . A A R
Th17 4 il fe 32 22 3 WA 1 42 TL-17 F IL-17F, {H 24
AR &P IL-17 W n] DL B 2R 28 405 41 fifd (natural
killer cell, NK) . yST 4il Jitd Fl 55 s 441 Jfg 25 7= A= 10
IL-17 5 — Mok )4 RAEHI ) Z 8 AR 5, &
RE A 75 T 119 & b DR 7 AR 40 i A O 400 i PR
Z 5 RGE RN, SR TG nss R A S 5
PR 2 T L TR AR H At 35008 LA AR 0 ) B2 2
PR E JE A ML G E A6 AT TL-17 I RE IR 42 1l
TN Bz 20 T P 1 BE T R A RS PN A i AR R
J, A IR 1 e A R JR B AT R 1) TR S A 35
M AL . HAh, Th17 404 G873 W4 1L-6., 1L-21,
I1-22, 11-23, T1.-26 AlI/b 4 IFN-y \ TNF-o FIHAI 2 i
PR 0

ThO 7F 32 3| #% 1k £ K I F - B (transforming
growth factor-B, TGF-B) i J| 3 T v LIA Wi 25 A ]
B 43 AL 3 B, BI AT DL e 46 4 Thl7 8 Treg, Hir
IL-6 J2& 8 %E ThO [] Th17 4H L34 S Treg 20 M 734k 19
KHEHF o Y IL-6 5 TGF-B H [F il % Tho B, ThO
0l 2 W 2 434K R Th7 201 14 1) gk 47 404k
1M TGF-B 5L 41 3 ThO K}, ThO KR4 & 434k A
Treg 43",

IL-21 2 IL-2 G i) — B3, 76 Th17 40 53 ik
B GE ARFNIL-17 43 Wbt B v, AU 2 TGEF-B, i

T2 IL-21 P RN E D o BF9E 3R I, 7 1L-21 F11
TGF-B /) Fp [ H 34T, w7 LA 6] Tho 7] Treg 431k,
AT 35 2 B A Treg T A1 5 14 2 328 900 1 2 17, 1717 24
IL-21 {943 W 52 2 51 2 J5 , ThO 434k R Th17 A9 1 72
2332 B —E R E R, IL-21 8% T ek 1L-6 15
SAN R BEIE I A0 IR, 1L-21 5 5 Th17 404k, 43
A A Th17 U436 TL-21, 3X Rh [ 4304375 S A4E T
TE Th17 240 i) 43 fh ek 72 vp & $E VR T, 7T DS
FIVEFEMEY WEEH
3.2 Thl7# %A -T

PR Th17 40 0 01 0 4 S5 P 2 S DRl 7 J e 5
F JK #% Z & (orphannuclear receptor, RORyt) ,
RORytJ& 4k A FRAR SR AZ AR RG22 — , 7
CD4" . CD8' Ik L 41 i e S 3R k7, WFSE 3R
i i ThO % & 3 72 75 22 RORyt 2 5, i 5 5
N ik = B, AR B K & 1 CD4" | CD8™ X FH 14
(4 T 98 2L 200 Jf A 0 & A R T, S R L R 4Rk
SN T 20 i 2 T RN A0 A 22 o 4R e S
W 7E STAT3 {5 538 B 1 I8 #5 F , 1L-6 I TGF-B
AEPR 15 T CD4 41 i 9 9 RORyt 55 K 23k, AT
BE— AR Th17 43 W 1L-17 €57 FL3E R B %
ROR~t 5, /)N B P9 9 Th17 40 Mo %505 B 55 08 /0
IL-17 [ 53 WA BEATS , /N BR Al L e % i TR, 5 1
Z R  (HRH B B e PN A A R A
TR

4 Treg ZHAE

Treg /& CD4"CD25 XU PH Yk HBAT S e il H]
T 05 Bh bk L2 A A . AR HOR IR B AN R) , ml
A R RARAPE T ME T 40 g (naturally occurring reg-
ulatory T cells, nTreg) F1175 A4 I 75 4 T 4 i (in-
duced regulatory T cells, iTreg) . nTreg 2 IS 7E B it
W BRI B AR, LA e ] 422 fnk 14 7 =X
RGP VR ], e ad 73 I R 3A CTLA-4,
5 e B S AR 200 1 D B, DA T e 2 5 i G T 4
A RS o Treg 40 /il CD4"CD25" 240 fifd 75 45 57
PEBUERAN TGF-B A5 40 i I 175 5 T 2L i e
ThO 7£ i fif 53 16 4 Treg A 1 41 g B CD4*CD25*
Foxp3 THiMid . 7EIL-2 IVEHT , Bk CD4"CD25°
Foxp3'Treg il . WAL, Treg 4 M 34 AT 38 5o 047 il
LR L He A 08800 20 B, =75 T 40 T4 R
BRI T Treg MM EES HHIAA H
Yo A2, 6 98 RE PE 5 g 0 Jifr g B 8 vh 4% T 2
PER=,
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4.1 Treg ‘g I A

Treg 21 Jifd 3= 2238 52 43 W IL-10 . TGF-B 1 IL-35
SEA LR A 5 B R T A7 O A R S T A
TEA PG B b R A EEAE . 1L-10 v] LAP
] T 240 6 ) 448 B B AR DG A0 B R (A TL-2) i P2
T AN BB E SR TR
I 411 R S PR 20 . | 9 23, BHIKT CD28/B7 i& 1%
X T 20 6 A B B 3 A e A S A E SR, A B
FEMHIVE o TCF-BAE A —FpHi R K, 7T 38 1 77
il G T8 A A0 ) 434k BB RN A0 i PR 1 e A
E BRI 1L-35 2 Treg & 15 G 10
HAE AR08 437, TL-35 a] #0461 Th17 20 i 4 34k
FAL-17 By 7= 3K — R vh , LA A oy AR5 [a]
Lo IL-10 4, il DRt i >
42 Treg44 X BT

Treg 2 it % 15 Foxp3 %) % 5§ A 7 4E 17 f i
Tiif 52 A1 N B S A F e b R AT > ThO 7 i iR 431k
9 Treg Hi A2 il B CD4*CD25 Foxp3™T 41}l , SR J5 15
IL-2 BIVEFR , A CD4"CD25 Foxp3 Treg il il ,
I CD4*CD25 Foxp3 I T 4 i R REWE IL-2 1A S N
CD4*CD25 Foxp3 Treg 4 s > o ThO ZL 4% A% by Hij 14
Treg F= 5 HUHE T TCR 1958 B LA S M fi 2 5 4o 2 v
() [ . Treg 1 0TI 25 & 75 Hh i) o s ok 12
A AR H B RS A I R SR
HIAA Treg it — 25704k R B Treg £ EAKEE IL-2,
U SRR P STAT-5 32 B4 57 TL-2 Z AR (5 5 i
IR o SRS TL-2 7 Treg S PG 5 40 H: 5 5 1)
YERT AR TL-2 FE M R b i & AT AR 2 A BRI, 31X
W FEHAN ] T Treg A& B ™o 1KLY Treg 7E 51
JEAE IR, AT AR (a2 g g v, B 66 TL-2 51 BR R
BT ETR Treg 2340 A BN Treg, AL, 1L-2 AT
REAE Treg LA K & ke 2 0 S BRIE T IVE o Bl
PN Treg A b T ThO 45 — Bz W {19 3 5 - HE 42 1My
HZ 7 —B W IALR DNA FBE, RS R L858
BB A1 25 B 3R Y DNA [X 38 78 ThO AL 241
Treg 3L [RIA7AE , /DAY A3 58 7 LA S FR 310 H B
SRR ETE Treg T E B, AR BEER Treg 1915 5 5
KA 5%, LA Foxp3 il Ctlad™

5 CDA'THHRERERIVEIRENX

— ARV A B B A2 IE w1 S R ™ AR
1 i BT 488, 17T A 10 s 8 7 6 100 2 3 ) o 25
WAL R OSCC, 45 512 1 s 266 I AE 22 3 80 N R
Chn s HR R PRS REARR A ) IR 11 R AR

T 39 T A TP B A A L 4 R s
KRB SE T 1R R BE AR 1S BT 4 1
S S R SRR, B DR S M A G 0 S RE B R
PEIE R AE T 19 B, T AT B T — A Bk
ONSEIEZ N

5.1 Th1/Th2 F#f

CD4" 4l Jid Aij 44 32 $0 i £ 2 411 MY (antigen- pre-
senting cell, APC) Jill ¥, #5311k ThO )5, # 7F
WIHA TR 35 T A = 7K SF Y TL-4, U ThO [5] Th2 J57
] &% 5 M, 27 IL-4 8 A, JUME i Th %Y 2 g
A7~ IFN-y #35 , ThO 45454 Th 40, i,
1L-4 %F ThO 20 94346 >4 Th1 40 i34 J& Th2 4 i it &
AR PR AR Y X R Th 20 M AN Th2 40 it He
151) B T 4330 %) 440 R 7 e i 5 MILAAR Y A B AR Ak
0 A A2 AR I RS R 5, R 3 e fap S HILAA Th1/Th2
ERRAL T AIRE,

IR B, iR A B m) DL 43 b 22 40
DAL, DT o807 T o 9 T A 19 B 928 B B0 58, o Tl
Th1/Th2 F# mEs . AR A  OMogEggin
DI APC () F ZH B M A K 1T (majorhis-
tocompatibility complex II ,MHC- I )25 T-Fi1 CD8O/
CD86 4> T2 3k, APC F= A= 11-12 B BE 152 3|
M, APC 4 IEAFEA A TL-12, TL-12 242 4d Thi
A3 A I SCEE AN R 7, e £ ) 9 TL-12 19 53 3
AT BE I Th 20 i ) 5346 % 8 s Qg F 5t a) DL
F7H 1L-10  TNF-B FIFT S IR 2 E2, £ 1 Th2 21 i 43
Ak g AT LR 38 IFN-y FITL-12 F23% , WA i 41 1
a] Th1 28 i 734k s @983 AT LA L9 1L-4 FHIL-13 (1)
Fik , NI 2E ThO [) Th2 4 43471
5.2 Thl17/Treg F#f

Th17 5 Treg 4l ffi A & 5] (9 2 I, 1E 1% 0l
TP TR A B A LG R LR A 2 Ak
TR L FE g N A R e . 2 E
HNFERE AU T 8 1235 S Th7 20 i bl s 431k
I BH T Treg 20 i A 400 1 4 FH L Th17 38 53 53 W6 1L-17
GG HE SR AT ) GRE 2B A I T A ) A
FER BN PR O/EH  HETAN ARSI L R
WAl RE A i T R AL T . OB h Y
TGF-B 1A g — A T 422 V15 S 8 400 51 A A Joit 4 45
Foxp3 [ #2315 , {d 8 2 (1) ThO 431k N Treg, M XA
TGF-B LT ThO Jo ik 5346 R Th17 ;5 55 4 TGF-B
T LA 0N T 4 A Gy 41 il et 25, OF 5L
TISHE S S T A0 PR T, Treg to BE 1 1 40 it P4 119
IR IR MR 10 781 T 200 i 1 38 7 434k, BRAIR TL-2 19 4R
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J o Th17/Treg (19 30 25 - i 94T 8%, K3 (4 Tho
AR Treg, Treg LA 5 K e e 0 AE T, 8
TE S o6 1 ) B 82 T 52 49 5, A 9 i s POIR 2
IV Th7 B9 98 R A T 88 17 450 0 0 k7 e g
2 f 38 3 o 5 2k i A KT E R . Th17/Treg L 5] B
%, 1% V-1 1] Treg 77 [a] BE AL I, g 461 TR AR AR IR
TIE BE 1 PG R e T IS 45 R 22

6 REEEHESCD4THM

i - B S — PR L5 S A O R
PERGIE RS , th T AR 1 45 1 ] LB AR R
JE , WHO B LI kA o 6B F g nr I,
FE i T B B AR Y L B T 2 R R A 2 T LK
Y CDA'T A MU= . X 28 CDA'T 4 it , 325 AT
PL4r K Th1,Th2, Treg,Th17,Th22 . Th9 Al Tth, X
ST IEHE W% Th1/Th 2 F11 Th17/Treg B A S
7 P BT ST s 41 DX 3 P 4B R T 4% 25 L
{14 B 2 5 B 1o

T B« KA 5 Th1/Th2 AH & (1 40 i R 1
S5 7T i V- #E R B, 40 TFN-y (IL-4 | 1L-6 ,
IL-8 . IL-10 Fl TNF-a, 7E i °F- & & B 3 s 5
Th1 A 50 41 K T TFN-y A1 TL-2 ()3 BEAIR T 15
XTHRE o 7 i V- 55 8 R IR, 5 Th2 A3 561
TL-4 P e B R DAARE Sy Jod ~F 5 s 400 A R g A A
TFo Treg FHOC AL P F TL-10 LB H 38 K A9 % T
Th1/Th2 Ho 5 A5 (10 95 15 7E H, A AL AT LASE A Th
AH A TL-2 1 IFN-y 1235 , AT DA 1 Th2 4 5%
) TL-4 F1IL-5 R = AR 2 g Ah i b & A Th2
o SRR e e Ut 7 AR e B A DTTE ,
-5 B0 1 i - 5 8905 1 19 7 23X #2718 Th1/Th2
S Th B G e 5 32 S A7, S A7 1] Th2 J7 (0] 22
Rl

Th2 A 5& 19 TL-6 8% & BL7E i - 5 8% 1Y) M Y
AR BT, 1L-6 T ES 5 i F- 5 #E L1 1Y
SR PR AR . IL-6 /F R — AP 8 E A9 L F kb (nucle-
ar factor-kb, NF-xb ) 4l Jitd K -, # A Ry 285 28 9 P
PR 5 I E B AR ROk I AR 32, IR 1L-6 2 5
S Th17 (534 . Wang S5 BIF58 K B, 76 J °F- 75 #
(4 JR BB s B P 2 BT IL-17 (9 mRNA , 5 2L 2 78 g
I AT i - B B X R mRNA 5
Th17 20 i °] 6 5 JBE RS 0 11 98 e - 25 B8 1) & A= K e
A T AR T 1R e 7 5 #E 00 5 Th2 240 i A G .
Wi /)N 22 A N IR 5 2 BR, Treg 76 B B4 78 11 188 i T
B B B B AT RURE O T B R, XA

AR T Treg REAM I Th1/Th2 - , L/ W 1 7E9%
AR S AR O e - B e, Th17/Treg
A ] Th17 J5 1018EA% . Th17 RIAE 2 VE FI VT BEAE
kP AEEREEH, M Treg B4 G 2 100 7l
VE AT REAE SN B e IR S R AR T

7 OBRFETHHLS CD4THAE

s 25 BT 2] 48 £k (oral submucous fibrosis,
OSF) & W FE 48 1 /48 R0 b [ 5 T8 b DXRRAIE 1 1)
1R B , 55 VB R Ry 38 BRI 35 LA e g s
RN RA Ko K Ty b AN A2 11 31 OSF 1
RN g gp 2, Horh 2 B CDAYT ik L At A
5 1 200 R B R A 7

Haque 5“5 OSF f8 35 M A5 A< 47 H 928 4 41
258 2 B, 5 Thl AH G IFN-y B9 7% & AH HE 1
H IR 5 5 Th2 A6 10 TL-6 (1 2 A0 Fb IE 5 4138
e Bl M R SR AE | Treg 40 M 1) T R 134 7
PO |, A Jm B8 S 18 0 . A IR 5
KB, Th17 AH 5C 1% 40 L R 1L-17 Fi1 1L-23 7F OSF
R Th RS —E YR, Th1I7T W eSS 5 T
OSF 41 21 () 9 iE S VL 32k 72 5 Treg AH & 55 ¢ A
Foxp3 7E OSF M0 i & #5 — 2 1 S ze i D e, mf
fit2 5 OSF WZH S E M iyt 2

8§ MRESHKMAES CDA'T 4

1 i R 41 6 8 2 42 BRES 75 KR, A 1985
AEFF AR RRAEE 494 300 T3 61 A LB & ], REAFBE
T NEL 145 T Hsie R G AR B 28 8 b
R R R B R o E 5 E ) OC R AR
A%, — 7 W E RGERE A R 4 e, 55— Jr i
o TS 52 5 G 2 10k dht B A1 0 o Jed 4 e i 9 1 L %
FEaE,

Gaur &5 5 1RG0 11 s 98 9 28 22 A0 T 1 b g
CD4 4N A 20 M PR 2 B, 10 s 850 HR 3 Th2 A1 G
(74 210 i P B 22 T Th 40 56 B 20 M 8, 4R
Th1/Th2 -1 [m] G 28 30 il 19 Th2 J7 ) 5545 o 1 LB
5 BRIt PR 0 2% B 48010, Th A 56 20 Jfd IR 1~ AS
W WG B 2% . 1 Th AH5C B9 240 i 7~ (1IL-2,
IEN-~y ) W BAT 0 g i R 47 48 FH O 5 RO 9 335
G . Th17 A SC A AfL A 5 1L-17 AH F IE % 4
SEE T T H B R I R A3 S TL-17 1Y
TR BN, A Treg 415 5 228 300 il A9 #H 5
() 40 ML PR F TGF- B, Bifi 25 Jif 98 1Y 12F o 1 AN Dy 14
Jn, Th17/Treg 25 fi 5 IR i) a2 Jig 285 V) AH OC
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Th17 20 L ] i 2 38 2 b 98 e 328 W 400 L 55 28007 4 4
LR B A R AR e ot 4 A S AL R S 5 bR
(1 & HE R R | TN Treg 48 A EL AT 410 1] K 4K i oes f %
WA V55 MU b 98 S e VR 1 gl s AR
) B PE R SR T S i b B AR T SRS, A
T 326 3% BILAA (1) BT 98 4928 B 1 o 8 e 48 Th7/
Treg 328 Wt =1 , 1011 AE J A R U] LU SR BEAIG , XoF L TE
ZH Th17 1 Treg #RAHXS Tt 57 , 75 0E 540 Th17 AH X
B, Th17WIREF G 7l RE 5 AL 73 1L-
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