Int Eye Sci, Vol.25, No.12 Dec. 2025 https.//www.ijo.cn
Tel :029-82245172 85205906 Email . 1JO.2000@163.com

CD4'THEEB SRR MEE
%

- kg -

FHIRXPHAREE

Foede? AR Akekas? 4R ARATmR

S| e BB MRS 2. CD4' T 4T B B 90 5 P 3
N S b B BF 9T F . B B IR R 2R A, 2025, 25 (12)
1943-1947.

BE£MA . HXK A RBFEAL T H (No.82360954)

e AL, (530220) HET P& HIGXE T, TR E 2
K257(530000) H [ PECH A H A X R T, TP A R 2 K
S — P = B R AL

EE B A TR 5T A, R 58 07 190 < MRS 96 A o 15
Biiifr

WIWAES SharIH, Bt AT B0, B AF 5 A= S0, B 55 7 1)
HR RS A R S B35 . 360068099@ q. com

Wk H . 2025-03-25 & H H 3. 2025-10-30

wE

H S e A A A —Fh 2 CD4™T 40 S Y
PERM | KW ECH TR P RAE, CD4™T 4 i v] 434k
Th1 . Th2 . Th17 }% Treg %522~ DHRE L , X L6 B 38 1 43
WAL T2 5 PR I G 928 B R, A 5 RE I &k A 5 18
82, CEAZLRET Thl/Th2  Thl17/Treg 40 Ml 1 T RE 45
PE B ELAE W25 LB ATTIIT 40 0 1 S B 400 i DX (
IFN-v, TNF-a, IL-17, IL-10, TGF-B %) 7£ 8K 3l sl 411 151
IR S E 1 i v A ELMAR SO, A T DR 8 -1t £ R
ZIB R BRI AL, SCRE i — BT TR T IRE
Th1/Th2  Th17/ Treg - ( 41 I 45 4 22 W3 43 4k | BH W 56
B 58 P T Eg R AN R TR ) RMEIR T RE A, B TR AR
TR 1297 HEWs TN TT 22 8 B G 2 7 32 (2B Wy il 5] L 40 i
I7 %) SRR 2K EE R T 48 5

SR CDA'T 4 ; 7 B S 1 7 %6 I 48 s Th 4 ffl/ Th2
AU ; Th17 2L/ Treg ZHAE ; & SR HL T
DOI:10.3980/j.issn.1672-5123.2025.12.08

Advances in the role of CD4' T cells in
autoimmune uveitis

Chen
Yingcheng', Liu Jinging'?, Zhong Shuyang'’

Huang  Xinghua'?, Houjiao'?,  Lin

Foundation item: National Natural Science Foundation of China
(No.82360954)

"Guangxi University of Chinese Medicine, Nanning 530220,
Guangxi Zhuang Autonomous Region, China; *Department of
Ophthalmology, the First Affiliated Hospital of Guangxi University of
Chinese Medicine, Nanning 530000, Guangxi Zhuang Autonomous
Region, China

Correspondence to : Zhong Shuyang. Guangxi University of Chinese
Medicine, Nanning 530220, Guangxi Zhuang Autonomous Region,
China; Department of Ophthalmology, the First Affiliated Hospital of

Guangxi University of Chinese Medicine, Nanning 530000, Guangxi
Zhuang Autonomous Region, China. 360068099@ (q.com
Received :2025-03-25 Accepted :2025-10-30

Abstract

e Autoimmune uveitis is a blinding intraocular
inflammation primarily caused by immune dysregulation
mediated by CD4* T cells. CD4" T cells differentiate into
various functional subsets, including Th1, Th2, Th17, and
Treg cells. These subsets participate in immune responses
and mediate the initiation and resolution of inflammation
by secreting different cytokines. This article primarily
focuses on the functional characteristics and interplay
network of Th1/Th2 and Th17/Treg cells, along with the
specific effects of their key secreted cytokines (e.g., IFN-
Y, TNF - «, IL-17, IL- 10, TGF - B) in driving or
suppressing ocular inflammation. The goal is to clarify the
fundamental pathogenesis of this disease from the
perspective of immune balance. Furthermore, this work
explores potential therapeutic targets based on restoring
the balance between Th1/Th2 and Th17/Treg, such as
modulating the differentiation of specific subsets,
blocking key pro -inflammatory cytokines, or enhancing
anti - inflammatory functions. This investigation aims to
provide a scientific rationale and guidance for optimizing
existing diagnostic and therapeutic strategies, as well as
developing new immunotherapies ( e. g., biological
agents, cell therapies).
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T8 B AR e — 2 T2 B B RO R IREIR ARk 45 B 1 B
BPEIR P RAE PRSI IRTT R o AL P AT 20y e e
1 26 HEE 98 R AJE Rk % P 7 49 B R (non — infectious uveitis,
NIU) , Hor NIU 25 A B e il 5y DU RERY 25804 ¢, itk
AR B B 5 M 4 K R (autoimmune uveitis, AU) .
AU Bk R T HAl R G0 A B R PSR, a0 H 280
( Behcet’s disease, BD ) . Vogt — Koyanagi — Harada Z% & ik
(VKH ZE &5 AiE) | i B # & (ankylosing spondylitis,
AS) AR & MY R (juvenile idiopathic arthritis, JIA)
8, 03 A0 i A 45 A8 P 28 IR R ( sympathetic ophthalmia,
SO) | 54 R A fik 2 955 ( birdshot retinochoroidopathy ,
BSRC.) %50 3 04 1 4 5 46 1 JC LM R G R B B0
AU [ &I HLH % A 58 4 I B, CDA™ T i B 40 L (T helper
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cell, Th) fER—2E I RE ALY S e 40 A, 38 ok 43 W 22
AR T2 SHUARR e JFE 280 A B et s
R AEE AR, Th HOB AT B H 50 1) 240 i X7 7
AU P RIAE WP FTIESE, BUXF CD4"T 41 il £
FI B f g P o 2 AR v ) e 5 R TV AL o F O O R AT
1 CDA'T fifn 5 AU B & fR Ll

AU B9 5 95 HIL 20 B S i FR g8 2 ) st A% PR R (A
HIA-B27 HIA-B51 JE ) BRI (g ge Q04 ) 4
ZITHNE , Thl Th17 RS BTG ALS Treg ZHMIAY 2h
REBRBE A O BRI 38t A FIBR I PR 22 T E— 25 il 4 72
ZHL, H Th1/Th2 [ Th17/Treg 2 I] i 3h 25 V- 5 ¥4 5L T
IR GO FE R 45, HFFER W], Thl A1 Th17 40
FE AU [ &SR AILH A A AR TR 3 i 43 I i 46
AR ¥ IT 5 ke A IR i 3R 5K BBEER it — #L I EJ5: f
(blood—retinal barrier, BRB) , 2% & & = 41 o 32 1 HR P9 20
21, JEMAE SR 207 4 A B A K W o0 JIEE 1 B 5 o A
FEPET D BEM ZEL , e A FE AU 1 Treg 40 k2 %
FERI MR L RE BB 45 5 B BT 52 1 2k | Th1/
Thi7 S HEVE AL Thi7, Treg P47 i — 90 O B
IR DA K 5 9 RN, ) R 2 N EE, Th2 40 L0 2 5 )5
B,

2 Th1/Th2 4ifa 5 AU

2.1 Th1 5 Th2 ARa#ER  Thi 40 BIA Sk J2 75 40 15 42 Y
T EECR AN MR, HL 8 5 o0 Ak B2 A A R - 12
(interleukin—12,1L-12) 555 8006 K F 4( signal transducer
and activator of transcription 4, STAT4) | T & ¥% 5% F F 21
(T-box transcription factor 21, TBX21/T-bet ) i1, iS5
Ui AR e, FEE5 TR ER —y (interferon—y , IFN =) |
1L.-12 FIfBE SR 46 K 1 o (tumor necrosis factor—o, TNF-a)
LR A T, 5 5 RAE R SR LB e R
H B 40 55 M 8 % B 98 (experimental autoimmune uveilis
EAU) SR s 4R 5 R bt J5L e S M Th 48 v 35 & ™ &
R P ARAE 5 11 5% 5 HF T—bet Fe35 049/ UM A Thi 46
H A AL PR T 6 R M AU S35 B R AR D55 7 L I B IE 4 It
[FIESE Thl ZIAE AU K95 A O3B,

WALJE I CDA'T IATE TL-2 IL-4 555 5305 N+
3(signal transducer and activator of transcription 3, STAT3)
I BMELVE FH R AT 404k oh Th2 40 M, Th2 40 A 3 %2 4
IL—4 IL-6 IL-13 SF4R 5, Al ] Thi 20 i) 7 s
B, RAFPURAERS ) Hob TL—4 38 0] L3R Y 5 5 40 j A
DItE , I 5 B W40 4y W TL- 10 FFE b4 K 7 -8
(transforming growth factor—beta, TGF—p) JM #l Th1/Th17
BRI, N e FEH MBS I Ah  TL-4 7ER B 41
FEARERREE A E Oy I B O H T A B TR g
2.2 Th1/Th2 AREEXHEEF5 AU IFN—v /& Thl Zf
LA AR R R T VR S 20 e e i) oS 5 3 IFN - fig
TR PE A M b ) E A B E A 1K T (major
histocompatibility complex class 11 , MHC— I ) #9335 & Jin
AR A B e A B AR T R E B e
PP AR TPN =y 38 1T Y0 W 20 AL 43 W TNF -,
IL—6 F 1L— 18 %54 5 4 At B+, IR 4 i J2 o I fg ik
Thl 403G 5 . CAT ZF5TIESE IFN -y 2 5 #) 4
48 35 S RN R0 , BN AE EAU K R A JE 28 f 307, BIR PN 7
SFIFN-y = S ECH AR I &, H IFN-y K P55 %

1944

R RAEFEE L IEAE ) IFN—y B i SR —A A
4B (inducible nitric oxide synthase , iNOS ) FIAE EEE
SR FERTHRAE R IFN—y T3S iNOS 19 #E ik, i
A B ) TR — AR A, A A B R RN, FE T
v S AR 14 ) e S S50 L840 AR R A A IR R R

TNF - J2&— P G5 19 A2 % 4 i DX 1, 78 98 0E e g 4
() FH Th1 200 BRI G 40 IR 5, % 1 B e 8 I g TP AR
M TR 2 OGS, BEEMESR R TNF-a Al T £
HOLHI 25 AU B0, an IR R 7 K35, 5% BRB
T I AR S 20 A DR IR RO Th 4 fe
PEN 5 [F) B35 3 A0 B €8 & I HZ (retinal pigment
epithelium, RPE ) #f ffd v 3 BT & J& & A B ( matrix
metalloproteinases, MMP) ()35 1, fe 4451 & BRB 4544
MR FIRL I L 5 A B S 8 TNF - AT 2
FEK 45 B PN B2 4 M o A 9 B AR K R T ((vascular
endothelial growth factor, VEGF) K 7oA Hoh VEGF 2544
AR B BEK i A BB AN A 2 R BAE EAU
SRR S AE R AN E I TNF - 2K 3 T 76 2%
FE SN KT B, HOHAZARAE AT AR FN BRB A 3R 1HI
¥ B, ot — 25U TNF -« 576 26 85 2R &0 A — 2 A
XM H ORT, BUOTNF - o 25 8, 0B ik K B i
(adalimumab, ADA) FEIH|E B (infliximab , IFX) B 8
JE R TFIRT TR R A R A

1L—6 J& A5 7 % 5 A AE 1Y A0 T2 — , W] 35 5 400 ) s
DAL IS 24 TR T B I A R 56 A A 1, 15 R X I A
P FEVR T GRE SN | ARRE Ao B R A 38R R N T ke P
B, 1L-6 380155 5 IR N AT 2 40 A o R A K B
41100 0 v e ) R b v D RS R e A R
RS SRR F B AU RIEM KR . IL-6 J& ¥ Th il
RO AL A B R | LA 51 3 dl ik 22 s RN 7%
5 R ST, R SR A AR 3 Y TL-6 FEAE
A5 S S 7 STAT3 LU0 A IL - 23 52 1K
(interleukin—23 receptor, IL-23R) %) 3R F2 38R AZ #E Th17
Y M A BOR PR AL, TR 8L 1Y TL-6 {55 A% T30l Treg 4
MR AL IR & BLAE AU 3% 3018 3 A AR 9 b G
I3 1L-6 7K S 35 7t , RIS 2E # k 00, IL—-6 7K AT
Sl T IR AL H R IK T 580% 5 & W &2 0 2% 1E
AHE, R T IL=6 AR i 3l P 580 A aks 4 S T 5 i &
FRPELEN A", F BEAU BT | 432 52 3% B A P 0 5
TL— 641 3 351 £8) RS B, 7 i HR A AR E A 45 52 R AR B 1A
BALTXHHRLL (P< 0.001) ™ #E— R I T #0A] 1L-6 I
IL-6R M2 7E A A B R i B R YT I . FEBR 9T
JE—FhgE A IL-6R B g BEPUIA, O BEIESEFE NIU | 4 %€
R PR A IR J ( Behcet's uveitis, BU) A" 28 1% JIA #H ¢
2 R AR TT TP R S R A AT e AR
2.3 Th1/Th2 IS5 AU Thl/Th2 2 i 2 [a] i AH 5.
YERXT F A Fe o fa A 2 G H 2L, Thl/Th2 4l iy Lk 471 2% i
T Tine kA A, W R B B E I, T T R4
PRI Y B AR B SOE B, AR ST R BT, Thl/Th2 4 g
B RAT S AU R B ERE 2 UTAR OC , R B TE RAE 2
PEIA, Th 78 G008 I 245 o5 4 8 5 M2 (LA IFN—y [ TNF-a 45
fRRHFRKE W MHARE), W5 BRB B I8 K (R 41 4145
5 370 Th2 BIAHM (536 TL-4 TL-10 FEHRHAF) M Z &
LT RIEHIRI (2 dF RAEME S, Thl/Th2 L) B 76 %<
9 E e 5 7 A v 4B S A AR, R BE A ] Pk &2 Thl/



Int Eye Sci, Vol.25, No.12 Dec. 2025 https.//www.ijo.cn
Tel :029-82245172 85205906 Email . 1JO.2000@163.com

Th2 P 38 BT o AU BIGY T3 AE T 5 B B

H A, 1% Th1/Th2 S V-G 7 & 2ok g 17—
YW, FEEHJE (Tofacitinib ) YE A JAK-STAT {5538
BRI R E A Y Th 40 ks AR, B 2 3
R R B EEEAR T YR I PRI B B UE S
FOIRBR A A BOLh A R 0 48 4 Bl R A 3k
PR YL AR AN RS R AR A 5%, SR, %2
PUXF JIA FH QA %4 5 A 1) 952 5 32 R R A 115 2 149 52 T i
RBIH . A5 M 2K (Ripasudil ) 2 H BT8R EE R 75 G IR
TEHRRIT W — Fh 0 [l Rho AH G B M1 B B
(rho-associated kinase , ROCK) 11 #1J1 i 5] 2 , BOHT Y R
P, % 259 T 5 P45 ROCK 15 5 18 % rp 56 B 5L X il 3¢
I AW Th 40534k, 36 10 98 IR PN 9 0 S g, 3
— BL A B LA 2 AR Ak ke e IR AT T B T A
N HET S, BGEh 2RI B A S0R TR, SR oy &
B, Je B35 37 v] i 5 45 Noteh 15 53 B 56 St 4 5 A 1
Rbpj M1k, B EMH EAU KU A F 1Y Notch {55
B S TE Ak, TR & Th1/Th2 20 B0 B 2 28 - 9 ol
BRI B R Y o BLAh, a) 78 5% T 40 Mo ( mesenchymal
stem cells, MSCs)7E AU G780 b7 FHAR 36 T IR 97 SR mg
BRSO SRR, E EAU KBS B4 MSCs
AL E ] Th1/Th17 AL T (4N IFN -y (IL-17) )
F3k, A IHERSE R Th2 & Treg A1 540 M K F (IL- 10,
TGF-B) 3k, AR HEH Th1/Th2 5 Th17/Treg %% Fa
AP SR, M RTIE RAE U5 I £ EHRAR, 4G
S RS AR S B IR YT AR AN 2R [

3 Th17/Treg RS AU

3.1 Th17/Treg HREHEIR I%{L/5 1 CD4™T 4HMU7E IL-6
TGF-B IL-23 S5 4 A K+ 5 %% S B0 [ STAT3 4
PR A AL 3Z & yt (retinoid —related orphan receptor —yt,
ROR-vt) 05 5 T Al 404k R Th17 40 i, H 3 22 45
IL-17 1L - 22 %7 40 ffl - B g 20 i 45 75 ) 3% N 7
( granulocyte — macrophage colony — stimulating factor,
GM-CSF ) %5 2 Y 4 g K -, AT il 34 22 b G 92 200 it By [ 12
HEJEAE R, Q58 4 vh L 40 L, AR FR L 4 45 3
it GM-CSF 3% B W2 i, 2 iF TNF-o [ IL-1B 2542 &
TR Ak R PR RS Th7 40 2 f 5 /N B
Al RIS EAU, Wi A6 CDA™T 20 i v 45 S v pi 5y STAT3
SR B/ BUE Th17 40 0 b 6 B 3 b, Bkl k&
EAU™ W] Th17 A S GRBER N Al fES 5 AU &%
B,

Treg 4 & S E it 32 (A% AT, ok 5 T REsZ
TGF-B . IL-2 X KHEF [ P3 (forkhead box P3,Foxp 3) 4§
KR T AS B 95, Treg 40 A 35 20 206400 ) 78 240 g 1A
T (40 1L-10  TGF - 4§ ) , ] 1 4] G 33 40 B 190 3o 2 900
YeF s RGN R, B 1k [ B s s 19 KA
B2EE IR IR BRI BE 1 Treg A0AITE A EAU B
ZINBR,, T D A R A A A TS BEAG  fe PRAFF 5T
TG 6 Bl 8 780 S 48 BB 3 5 /K R Treg HL IR AR, HL Y5
IL-17A KF 2 AHE, TITRYT A B0 B35 R Treg 54
T IR B Treg 4 AE 7 1) P45 AU HERE
3.2 Th17/Treg X EMEF5 AU 1L-17 % H
Th17 Hf 5, A5 T 2R RAEA BT (40 1L-6 [ TNF-a
fERF) B, 2 518 £ 08 A A B R B,
IL—17 ARy H 2O 43, HHIT IL—17A 78 A0 19 B v 1) 3

e B3R Z I 58 E 52, AT 4l RPE 40 208 I 5 40
LR A0 T9X D o 40 7= A AR AR A B IR, I R pp et
AR AT PR A, S B S AR Kk TL-17A g
OIS TAK {5558 B 0GR RPE 20 RN P9 12 40 i 7= 2 1) %
WEPEE M, 51 % BRB B, vE— 0 40 RO
BEAN TL-17A ELAT (000 IO I 1f 55 498 4 2 e S 4 4 0 2
JRLAG A T, AR 1 22 R IR S0 950 10 2 A 2 e, AF EAU BRI
WP IL-17A 3R Y7 AT G 3 ARGk T &5 DG AIE | /0 i PP A%
210 i ORI O 3 e e R R L B8] S D A3 o
B 25 0 rh A o kL A IR AR 35 JRT ) ( neutrophil
extracellular traps, NETs) FITE R, £EBEZE Th17 4054316 HY
T K EAU REAR 0 528 S

1L-23 CIE 2 K SN B0 7 Th17 4 j 551k i 4 5
JERETHRE A R DA 7 #L1h) TL-23/1L—17 sl B% N 2/ A
By e PG 1) S BRI 0 IL-23 & P R L ik 2
L AR 2ER A0 A ) 43 B 2 4 A0 A PR -, 3 e 5 I 4
FET Y IL-23R 454, B0 JAK-STAT {5518 4 , k1M 9K 50
CD4"T 4 ff[a) Th17 WAESME""  Li %78 % i % 0t
2343 GM - CSF/IL—-23/1L-23R 1F [ 15t [ #% , DA 1 1) 55
Th17 GHHEECRTE , X AR AU KR R84t 728
Wl . IR FAE HLA-B27 MG A4 % shik VKH
ZEGAERN BU HE 1Y M35 T 34 m) & B 1L-23 /K P T
FEARE #5278 1L-23 25 AU Kt Fe™ . BT, &%
W TL.-23/10L-17 38 % O & 38 A= P ikl 5510, 4n 1L-23p19
IL-23p40 IL-17A 243, Hoh IL—17A 305 & %
ZF L HHT (Secukinumab ) B 7E 12 05 W 5% F T8 97 %5 4 5
9, SR, e RIS H G 07 |, 33252 ) PE 25 L A BLiRIr 1Y
MR PR A 5 9 AR 3 AE R T 0T R) 2 s B A A IR R
& IL-17A JRIFIE AU BRI R AR R AR 35404 T IR
SEAF G — 2 RHIE

IL-10 Fl TGF-B J& FEH Treg 4014305 Al T EHT 4
A R, Hodh IL-10 AR 8 MHC-11 2635, M FE A H:
LB PR EE S I IH T RIS . A BFIE 0 AU
B K 4 A0 R T R ¢ IL— 10 3k 7K - 7E 48 0 2K )
IRFNEAE , HH 15 RORE 9% fif 75 B 2 1B A 56, T TL-6,
IFN—y Jz TNF — o %54 48 [H - 2 D0 gt 25 R A1), 6
IL—-10 AEATRLHN G Th 20 M A9 A2 R SO0, Tl AU %8
SR B R T HRVERIAN  IL-10 Wil {23 B 20 it
BREE A A R SR A 5 (natural killer, NK ) 20 Jifd 1
CD8"T i 715 4 LA B 3] 384 i i 200 e 184 478 A 348 5o B0 92 2y
BB AL AMTIFIE R | IL-10 5L 5 AU 5 M AE e
SEHR FE BU 58 B FE 50 AH G 220 iy 48 280 I 4 25 W1 R v
PRI TGF-B S IR SR N TR S Treg 40
SR s B 5 IL—10 P [E0H] Th17 40 5 652
2 TGF-B {55 55 AR HE Treg 20 i 8 ~7 it 52 M F1 44 4
Th17/Treg 40 V-, A WF5E 46 H TGF-B DLk B AR P
A Th17/Treg 20 M 434k, 7EAR M B2~ , TGF -8 7] P [F)
IL-6F1 IL-21 il 3 b IL-23R i€ Th17 40401k ;
ME R R RS , TCF-B ASUHI I TL-23R M IL-22 Ay
AR, RIS S Foxp3 2K SR RORyt 361, AT
URB) Treg 40 AL HERE Y BUAL, A BFSE KB AU I
PRGE#IA 5 TGF—B F1 IL—10 ¥ I35 7K - 5 3 F 5 40 G
5 Treg /K5 IE A5, Th17 A7 40 g K 7 (40 TIFN -+,
TIL—17A K TL—22) 4 0L 775 v J3E U] 11 3 ) 28 R
3.3 Th17/Treg BB E S5 AU Th17/Treg 4 it 25 5 E
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PSR SSAEAE T 200 B B e i rh, i L
R T A P 15 6 46 JBE 4 451 Thi7 40 B 3 o 43 Wb
IL-17A IL-22 Z4E RN F BN A LURAE , 1M Treg 4
0 DU) 58 3k 430 TL—10  TGF—B 254 il 4 40 g A 1 4 5 f i
it %, “EMEFEP, 7 AU KB b A2 R AY Th17 40
JHL S8 1S SR Y Treg 4H M D) it Bk 5 25 it 9 2 JE B
B RA , FEE XL [ SR ) SR B R EE

CL A BIFFEIE SR B R 88 3R 40 2 (B AH B AE I 2
Duan %5 5 EAU 349256 % BAE R AR T 190 o 38 it
Ha5R TCF-B 5518 AN T 1L—17 {550 5 3 PR e
i R BE DR R 223k AR B Th17/ Treg i , WA 111 350 41 408 19
I ) SR8 AT VR T R R VG, Gu B & B R 2
S FEBE DTS ('kurarinone, KU ) , TR L4 i B
GREVEAEM . KU B Ras #H5¢ C3 AT F R
JEEY) 1( Ras—related C3 botulinum toxin substrate 1,Racl) 3
IRATIE> EAU S8 A1) I A% 4 M rh 58 4 240 L PR 1) 7
A TS5 Th17 A0 B0 P, 3 HAE 90 %% Th17/ Treg 2%
BT AL TIRJERS . TRMA%E R (rapamycin ) 8 B 58 IE 52 7]
VER BB IR B T 2R B REIR Y 1 5 B 25 . S50 8k
RS, 2R R THE EAU KR4, H Th17/Treg H
T A7 | R E 20 i 95 Y R AR O S 45 A A7 41 R W 3 L
MY A 2R AR R M 2 R S
OB AN FT B H i, FL0T BB T O AR S5, B AT,
BB R P 1 SRR A AR 2R O = T R B B, — 0
e RAVT 5% 380 1 3 8 4% PN 32 S = 751 2 75 718 36 (44,440
880 wg) PEAHXT NIU BYY7 8L, 255 3211 440 pg 741 AT
ARG RAE . Huang % K BB 2 9K 1T 2
EAU /NI RR S 980 | 28 50 A W0 7K b 400 I B8 11 45 ¢ LA
AL TR Tk 246 JE 4 1 05 T B S ik PRSI 9 HIE 512, iR
TR T AR HE Treg 4N A IG AN, B 1] T 10 ) 5545 57
£ T 40015 Th17 F1 Thl ZHMEA AL, DL L WF5EAT 34
TR MK Th17/ Treg A )T TR BEZE AU IGI7 TR Y
o FAE
4 NG5

AR, AU 9 2 05 HIL I B R 8T R 0F 58 305, B I 4
JL - IR A AR A MM 2R 4056 2 07 TH AR R MG IR 1 25
AL T E B SRS S AR SO b R A T Thl/
Th2 \Th17/ Treg 20 i 2 5 S AH 5G40 My A 19 BOw LI, T
AFIFTT CDA'T 4 7E AU Zhwid B i SCEVE A, I
PR 6RT7 A A A 1 — 2R 25 10 S b B BT e el )
A5 ORM, XY I A 34k R OBIR F A
i HRE B0 AE — R 90 IF R RE M XUR . R 1) K & Thl/
Th2 \Th17/ Treg 21 Jf1-F- 7 1) 58 Wik oA 7 2 S A6 7 B 4 1
SRR R R T K 19 5 2 R U e i 5K
Ve T2 KA RE . Rk R THEHE s
T, AR LG 2GR, BEARIAR YT BUA AR R B A IR T,
e B0 8 A R AR IR TT R

) 55 SR B AR SO AETE A 25 08

VB TUMK A B . i 4RI SO 5B o, IR R PR
U PRSP0 Bl SCABS 15 5 X B 97 SCHRAG, 2R 5 P 8T B i R 4
TR SCBE B R, A BRI ] SR A SO
SE K
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