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The Mechanism of Th17/Treg Cells in The Prevention and Treatment for Rat with Crohn’s
Disease with a Spleen-invigorating Prescription
Wu Luyi'” , Weng Zhijun®,Ji Guang’

(1 Shanghai Qigong Institute ,Shanghai 200030, China; 2 Shanghai University of Traditional Chinese Medicine ,Shanghai
200030, China ; 3 Longhua Hospital, Shanghai University of Traditional Chinese Medicine ,Shanghat 200030, China )
Abstract Objective:To observe the mechanism of TH17/Treg cells in the prevention and treatment for trinitrobenzene sulfonic
acid (TNBS) -induced rats with Crohn's disease using a spleen-invigorating prescription ( SIP). Methods: A total of 24 SPF grade
male Sprague - Dawley (SD) rats were randomly divided into 3 groups: (1) the normal rat control group (NG; n =8) received
intragastrically administered double-distilled water once daily at 1 mL/100 g for 3 weeks; (2) the TNBS model group (MG; n =
8) received enemas with TNBS once weekly at a dosage of body weight (g) x0.003 ml/g for 4 weeks; and (3) the TNBS model
+ SIP and treatment group (JP; n=8) was treated with an additional Chinese SIP 1 week after undergoing TNBS enema. The
Chinese medicine was administrated intragastrically once daily for another 3 weeks at a dosage of 1 mL/100 g. Multiple tech-
niques, including enzyme-linked immunosorbent assay (ELISA) , immunohistochemistry, and real-time PCR, were used to observe
the differential expression of particular genes and proteins in blood and colonic mucosa of rats which belong to different groups.
This study focused on genes and proteins that are highly associated with Th17 and Treg cell differentiation and function, including
interferon (INF)-vy, IL-17, retinoid-related orphan nuclear receptor ( ROR) ~yt, and FoxP3. Results; SIP effectively adjusted
Th1/Th2 homeostasis by downregulating the Thl-secreted cytokines INF-y. By downregulating Th17-secreted inflammatory factors,
IL-17 as well as RORyt and suppressing the secretion of FoxP3, SIP also promoted Th17/Treg homeostasis. Then, the symptoms
of TNBS-induced rat colonitis were successfully prevented and treated. Conclusion ; SIP prevented and treated inflammation associ-
ated with TNBS-induced rat with Crohn’s disease by regulating multiple key cytokines and transcription factors related to Th1/Th2

and Th17/Treg cell homeostasis.
Key Words Colonitis ; Spleen-invigorating ; [IFN-y ; IL-17 ; RORyt ; FoxP3
hE4EE:R285.5 X HERFRIRAG : A doi:10.3969/]. issn. 1673 —7202.2017. 06. 049

HeBTH BT LS H LN E (45 : 2Zs2y12011)

FEE I : B — (1984. 07—) 2z, 181, BEWFSE 51,k 55 BIRHS , WFFE 5 1]« v B2 25 B 16 48 RE M 1 993 19 JEE Atk 25 166 JRF 52, E-mail ; luyitem @
163. com

A8 1968, 08—) T3 Wik M- F G ST, BR2 BB, DR J7 1« o B 24 D3 A 0 0 5 1 PR, Bl

jiliver@ vip. sina. com



- 1408 -

WORLD CHINESE MEDICINE  June 2017, Vol. 12,No. 6

T 20 S5 ) S SO TE TBD 2H 2R Y 252
UIKEE Y R C s O () RN S R R W WA ki
CD4* T WE MR 43>k Thl [ Th2 [ Th17 F1 Treg,4 />
TR IREBEAR A AE , J0 9138 3k AN ] Y e s ik A2
REAEE O 20 I A - BT S T 0 A 2 T e .
Th1 20 253 W TP R -y (TFN-y ) | 4> K2 (1L-
2) SR N 1, HLA B A0 I PN 20 R R R SR A
FHY T Th2 BI4HHIU 43 3 14 IL-5 Fil IL-13 46
LT, 2 50 PR S SE AL R o Th7
i il & —ZJS A AT Thl F1 Th2 4Hfflr CD4* T 4,
Th17 Fp5 570 W B A & 17 (1L-17) 2500 5 1, 1L-
17A J& TL-17 R IR 8, H 2 84 R M S i, TL-
17 J3 8 7 H R i NF-xB p38MAPK 5515 5 5% T &
A2, e i b I B SR S A e AL R e AR 2 R
PEDR i s sk o T i 4 F R G AR 57 14
vyt ( Retinoid-related Orphan Nuclear Receptor vt,
RORwyt) /& Th17 g fifuds e sk N 7, 2 5 B 54
PEVERI R AR S5 2 s B R, 7R B B SR
BT FLAR B 8 BN A B X Treg
PR S ML S R 7 SR B 1 P3 (FoxP3) LAZEFFER
TEFIE, BN TL-10 B A K 7B (TGF-B ) 454
B PR R ] B B RO T A0 A 5 T A, E
H B gt 2™ . CDA™ T 4 i W RE4S B R %A
[ DRE , JFAH B 20 5F HAE—E M 5 F T Al LI A
MRERAL™ o BRFER B, 5 Thi FI Th2 AR 5 40 e
F TFN-y Hil TL4 GEAZMH] Th17 WAFH /MK, T Treg
*F Thi Th2 Fil Th17 3 Fio i 405 A 4 A
[F)if, Treg F1 Th17 FEAN [ A PR3 F o m] DUAH B 5%
1 U T X TR 2 [ A AE AR 3 A R e R

JiE G Th 40 M5 AL 5 2 10 AN (] 1 I 2 446 i
S3AEan Thl (Th2 [ Th17 Fil Treg 20, JF & A 7 4 4%
PP R R TARRBER . BNZ25 TR
SN R S I R AT D ) R 0 A i ) 9
I, RAE SN FITBOR , 1 1 9 M B TR 1 4 R
W Z I . DR miRNA /52y Th 20 i 0 AL Y
AP R, R AT AT ST 4 R R, CD R
LR A AL 2 1) miRNAs Rk R, S 50k
RGP R, T AP AT A — S 06 BEER
RS AT REAL B B AR VR . i EE23AYT 1BD
s R Z AR 2RI 2R RO HoT AR 4k
25ty " R R R . SRS R B, fek
T USYIET CD 0N 3 HRA — 5 1 g
P AEL AR X g B J7 LR Fia S CD AL
TR 15 T 38 20 46 7 R B, A7 0 ST R A7 %

AV, ARSI DL CD H Th17/Treg 4 i - fiif o
VIR o WL Ag IR 7 E TR FLG 7 CD i nf g
YERIAIL, Dy ) g B 07 T2 Il IR 5B AR 7 CD 7
TET 4 187 FH R Ak S 30 P HAE 47 o

1 #R5FE

L1 #E

1L1.1 Zhy 24 2 SPF Mk SD KR, 5 (160 =
10) g, 19T Rl se Se g sh WA R STAE A Wl [ 2R
FPAVFATIE S : SCXK (1) 2012-0002 ], fi] 3¢ T~ | ifg
P 24 Ry i s e A B e S 56 sh v o, BT AT R R
B HPOK(2)) BE, IR N R (24 £2)C,
MR (55 £10) % ,DERERFE] R 12 h(8:00-20:00) ,
& RS E , REUTEA R RO IR POKIE &4,
REFLAARTE fy /N R G 5, R T 58 2 BB LTS 43 20 5F
PINTZEG o A SER S A AL BRAT & vh E R4
AREfE UL,

L1.2 259 (&L F ey (R e 15 g
K15 ¢ BKH 30 g KE9 ¢ AR g I g)
LR, MR € 24 2 BEAE 0 58 O 155 ) B B b 24
PAZER K, B 2 W8 07 2 IENIR 4 )22 Aiid
U8, KB 5 95 CIRAGIABN 555.5 mL RYZ5 . H 4
CrkFaRAF M. MRIECP 2253 ) (S E R %D
B2 2 BE A Op b 24 25 302 ) Rt 9, E iR
FA H AL ,2006 4 10 A58 1 kR, 191 T2, 3£ 22-3)
FHZ5 5 E AR N BEFRGR B HE S, KB 1 mL/100 g,
1. 1.3 &7 5% TNBS(Sigma /> 7)) . EnVision
17 & (Rabbit/mouse , Dako 23 ) S 47l K fl— 47t
IL-17A \RoRvyt ,Foxp3 ( Sigma 73 7)) .SYBRGreen PCR
B & ( REESR AR ) TR A]) (e DNA 5 Bt )
& ( Fermentas ) | Trizol ( Invitrogen ) , DAB ( Biobastic,
Inc, [E) \PCR { (eppendorf 22 7)) 4= H ZhZH U
JKHL SAKURA-PB-150 ( H 7 B A6 4G 30 A 7 kX &5
#1) .StepOne™ plus SZHFHE % E F PCR ( Applied Bio-
systems /2 H) ) , ABI-7500 %! Real-time £ M {¥ ( 36
WA )

1.2 ik
1.2.1  peH SRR 4
1.2.1.1 p4 24 HiEisEgumEr: SD K B HL 2

1) TEH X HRZH ;2) TNBS BEAUZ ;3 ) BAY + fgt g
DR e

1.2.1.2 ERIHI4 H 0 Morris ™ 2507 Ml 4 CD
B 59% TNBS 5 50% (1) 2t 20 1 FepliR &
AL, 3% I3 B2 bb Z2 4R BRI R BR (iR 11,0, 1 mL/
100 g) , i H B pAale B, A 8IS, BRI 7 2
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% 1 Real-time qPCR. Real-time PCR Ff 5|¥IF 5%

FEH 51¥) (sense) 5|4 (antisense )
1L-17a 5'CTGATGCTGTTGCTGCTACTGA3'’ 5'GTGAAGTGGAACGGTTGAGGTA3'
FoxP3 5'"GAGAAAGTGGCAGGGAAGGAGT3’ 5'TCTGAGGCAGGCTGGATAACG3'
B-actin 5'CTAAGGCCAACCGTGAAAAGAT 3’ 5'"ACCAGAGGCATACAGGGACAAC

W (mL) =145 (g) x0.003 mL/g,5 mL {5} &+
HEFEHE R B IR SR8 1 A Bt B 22 2 AT T3 A
296 ~9 em, FEARENGW . WM I W K BB 7 AR A7
295 min, B 1 RKEEM 1R, 34 K Frgk 4 .
1.2.2 3255k 24 HOIEWHMErE SD K EFEL
G370 :1) IEF AT HRZE NG (n =8) : NI 257 2 J] i XX
ZKHEE 1 /d, HEE 4% 1 mL/100 g, 3t 3 Ji52)
TNBS 57420 MG (n =8) : N5 1 JA JF 4 TNBS i
Wy, ENA 7B (mL) = & (g) x0.003 mL/g,1 ¥/
Ji iR s At 4 J5 53 ) BB + R Biia 4 TP (n
=8) : G55 2 JE I 4 , 76 TNBS ¥l f5 i 5E 2 K
B 2 N B AT, R 1 mL/100 g, 1
W/d, B RS 3 .
1.2.3 fpildedn 507 DL 3% IGEL bb 22 40 R e
KRE(FZARET,0. 1 mL/100 g) |, 57 3 2 kL, #
BH270.5 h J5ELLAr BN, -80 CUKAHIRAEH T
ELISA £, #HUE S ALT] 6 ~9 om Abj7AE B ik 25
W, Wil B BEDATEI, B0 19 4 °C A B K vpik
J& , IR I s R AR 16 DL o B R RAS
A 3 4y, Ho 2 R AARAE T Real-time PCR
Ko 55—y F 10% 1% vt 22 i BRIV TR 8T , A0
AL Z, U) JE R R 4 um, 1T Masson (8 F7
e AL S IR AT o T SEgR X S A BAT
ERMA R AR T2
1.2.3.1 Z5pd 8l aigs (HE 3eta)  Y)h
FRIBLES 227K AR ALY FRIRIRS oAb P LD BT
et B RETPTRE IR K S — W ORE I, s R B BT
15 %4 Olympus-BX53 1 i 8% #F 17 BIR R 4R (%
400) ,

ELISA FEA 5 0 e 8L 75 %F v 2 T oK BRL i 775
INF-y 3519 52 ) « A< 38500 60 v BT A4 e 0 15 1
FERRAS H K B TFN -y (Sigma, USA ) 7K. FiT il A
TE 450 nm P T W E MG EE (OD B | 38 2 s o i
AT AR R EROK B IFN-y B2
1.2.3.2 Real-time PCR 46 KRS5m4 L-
17A [FoxP3 mRNA: 4121 & RNA (K42, 14159,
K Trizol P38 RNA KWk B 4fpE SEait,
IR 25 5 19 51 RNA 2R Ffl SYBRGreen PCR 7] &
(_bipsEsn R ) TR F]) 6 4% 5% ¢DNA, {1 T Real-

time qPCR. Real-time PCR T3 ¥ P31, WFE 1,
1.2.3.3 Ay A ALt I K B 45 W A 21 TL-17A
RORyt FoxP3 # F1/K-F-  P1/ 0.3% H,0, il A
Tkt E ALY G 20 min;20% 1E % F LT = RS
30 min; M —Hi7E 37 C FIEH 2 h, IL-17A
RORvyt, FoxP3 — $i ( sigma, USA ) ; EnVision i# 7
(HRP/R) MM A G 30 min; DAB £ 1 ~2 min;
ARG, BEAEE A5 R AT Olympus-BXS3 43
Biat A7 R AR ( x400) , it 734 >R ] Image-Pro
PLUS #ff

L3 geiteEgiik dasr R A SPSS 18.0 4iit
AT R0 B, SR IES R . %L
et A5 RSO3, 4R 22 53R T B R 3R 07 22 00 i
(One-way ANOVA) , J5 22 5% I >R ] de /) {8 25 22 0%
( Least significant difference, LSD) %% 2H [A] 22 5 4,
T ZEAFFE ] Games-Howell FL#2H (7] 22 S04, A P
<0.05 FERAGIFE L.

2 HR

2.1 KREZWHAZL HE Jeta K45 HE
e AR N 1 B R 2R BRES 2R A IR O
SLLE R 1 5], 2 i e JE e — 3, RO
P, W RGBS, R EESE R, T I A B8
f= Rt . HE Qe (85T WoR 45 i 2 6 b J TG0 ik
B, BRAAHES 3 55 R R RGRSE T 2 05 il K %
PR IR 10 25 S R A SE A . BRI R B AG
RGN b B AR SE T |, B B 4 23 K da A M B
MR, P ZE IR B, SF AL U A {4
TP T T 15 , HE Q@58 T 7R 45 1 26 KR
RHES RS, BB S b BT A b K S R
PEAAMN s ARG DT n A R e % R R B
LA RS IR A A 8B, B RAFrE R
KR ve 2 B Z 4 I A

MG #22U4H ; IP . e fR 77 48
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2.2 CD AR INF-y WJE AT LA 5
Th 21 S REFN 734k D) A 5 B AR L IR 1~ TFN-y 2k
WA T3 % TNBS 7553 (19 CD R B UE5 I R A S
g ARG VE T, ELISA 460 K BT INF-y #
JERZSAE, 2R AT & 2, TNBS #5519 CD K R
W INF-y BHEJE A (519.3 £9.8) ng/mL, HIE %
£H(395.2 +85. 2) ng/mL Fui , f@ M4 J5 REAE I f TN-
BS i 5 M S o A P AL R INF-y (89 7 ) A
Ji£(458.9 £10. 6) ng/ml.,

INF-y
~ 600 o
-E A
D 400
£
2 ’ \
NG MG JP

B2 AR INF-y RikREME (ng/mL)

V¢ 2 LB, R 2K B W INF-y 5 0
R P <0.05) , 1 7 T 58 356K BUK BULIE 1 INF-y
Sk (AP <0.05),

IL-17A mRNA FoxP3 mRNA

1.50 - 3.00
1.00 l i 2.00 |—_L‘ A
0.50 S 1.00
0.00 ’_—r_l I__I__I 0.00 - ’_—r_l
NG MG JP NG MG JP
B3 KREZHF IL-17A FoxP3 mRNA 3k (2°24%)

T A SRR AL, R S5 1L-17A mRNA § 3%
FHE (TP <0.01) 5 fltfft )y 1] 88 2% R AR K SR &5 i IL-17A
mRNA K- (4 P <0.01) (& 3-A) . B: 5IFE % 41tk , B
KL FoxP3 mRNA 2 FFAIK (P <0.01) ; IR L
e, {0 5 4 FoxP3 mRNA i 1838 (4 P <0.05) ,

2.3 CD K452 Th17/Treg 2 i i 755 A+
IL-17A .FoxP3 mRNA )ik % JH Real-time PCR
POULEE TNBS 5311 CD K ERE5 44 Thl17/ Treg
AR R TL-17A [FoxP3 mRNA EiEHZE4k, A
FE[RJZ HESE Thl17/Treg 40 it 17 25 5L 7E TNBS 75
S CD J LG AVE R, JF 4878 Thl7/Treg 40 fig-F-
s AE AN X CD 5 i 2 % B N T G 39 7 ¥ v 1)
VEFIBLH . Sga g RAanE 3, &1 A 45 20 KR4

HEUTL-17A mRNA ik, IEH 4 IL-17A mRNA 2
(0.206 7 £0.270 6) , BAIZH (1. 025 +0.235 4) , /5
TIEH AL (P <0.01) {477 BRI CD K B2

RN NI B I 3 ol 348 v 1 i e, o (0,274«
0.1398) (P <0.01), [& B 441k R4 mals

Relative expression
Relative expression

FoxP3 mRNA ik, 1E % 4 FoxP3 mRNA Jy (2.241
+0.185) ,FIZ] (1. 006 £0. 121 6) , F KM FIEH

ZH(P <0.01), @R J7 2 REWS ] FoxP3 mRNA 3
ik, 99(1.334 £0. 456 4) (P <0.01) ,

L

IL-17A

RORyt

B4 KREHMEFTETF IL-17A,
RORyt,FoxP3 E B 3i% (10D)
HA-D: 5IEHA (B A) i, BRK R (B B) 45
IL-17A 2 /KPR35 FH i (°P <0.01) 5 g i J5 m] 8 2% P A1
BIRK 51 TL-17A 2 FKF- (& C) (AP <0.01) 4L TH] L
BAERME D, E-H: 5IEHA (K E) b, SRR R (E F)
251 RORyt 25 [ 5 TR (7P <0.01) 5 gt g Jy vl i AR
BIRIR 45 RORyt 2 /K- (1 G) (AP <0.05) 41 [t
BERME H, L 5ERH B D) i, BRI K (8 T)
251 FoxP3 2R 11 B FEAK (°P <0.01) ; g )y v] &2 T+
KERZ s FoxP3 2 17K F- (1 K) (4P <0.05) , 41 ] Ho A 2
R L,
2.4 CD K& Th17/Treg 40 il 5 55 A ¥
IL-17A . RORvyt, FoxP3 FEH IR &  EF LR
Th17/Treg 4 Jfid 3 5 P F IL-17A , FoxP3 mRNA 7
TNBS #5319 CD K &5 mH R Kk 284k, DL R g
T 7 TE 5 SN AT) 3 R 6% 1S 3 % 25 A PR - ) B R A
AR VR R ) S B0 25 AR Ak 25 XU A g R YT IL-
17A .RORyt .FoxP3 ZE [ 7E CD K45 2l rh ik
AR 0 S f T % 3 S 240 i 3 7 PR i s e, R
M 222 Rk M 3 MR AR RB LR W
T:(E4 A-L, x400 fERIGRE) . IL-17A 25K
KT R EAS RN b Bz AN AN 25 R R I b Je 18] Joa 3
RN, EE A EE AR I R A e R A HE
IR FF, BRI TL-17 A 555 BHPE R 5 (10. 69 =
5.16) ,anEl 4, A, BRI S5 6 b KA BV, R
PR SO 0 S G A ARG TL-17 A Rk i T IE R
4H(23.26 £9.91) (P <0.01) , 4n&l 4,B, fadps iyt
LE IR I R A AR BN R M I N 4 G A BT
BGYERT, I 6 15 TL-17A b BE-PHME 35 (14. 83
+5.94) (P <0.01) , W& 4,C, 20 (4] Hhds 25 5L 1A
D, RORyt FERRT R AN F A, ik
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UL 45 W S b K 25 k) 8 e HE B L 5, I b
RORvyt 55 [P IK (6.62 £1.39) , K 4, E, #
UUEERT ko0 S o TR 3 T U A TN 7R
ROR~yt 238 BH 23k (16. 34 £5.69) (P <0.01) , 4
Bl 4,F, {7 RRIEAE CD 5 % BRI TE B ], i
LSRRI 1 K G5 AR R LR S M 0 240 B A= 1)
FREE, 7 B RORvyt 52 v JBE-PH M 3R 3k (15.35 +
3.11) (P <0.05) , tnE 4,G, i8] b4 UL
H, FoxP3 FBLFRIA T K L5 R0 L b Bz 40 i Fn 2
17k A e | W ] PN e e R o L M )
SEAE L ST WA ZEIEE FoxP3 S5 PHPESR K (32. 92
+15.53) &l 4,1, HERIL 45 R R A IRV,
SZEFZL, I B FoxP3 5 55 FH P 32 3k (10. 54 +
5.40) (P <0.01) il 4,J, {05 By ia 445 W %k
JE I R SRR 5%, I R I S 55 PR 25K (14, 83 +
3.39)(P<0.05), 408 4, K, Aa] LA R LA L,
3 itig

H T, Im K H IR YT CD 25 YY) 3 2A 2 &
VSTI7ESN a0 & ke b I e s o el |
R A Y B IR YT P R S PE AT
CD ¥R ZiR1E 22K 280 St Bl LI
R HIZHAIT , A R BB SEE ST & B
@M T 25446 7 1BD JYALE E HEA —
SE PR Y (A @ R D7 69T IBD [ R &
GPENLHIE TR AR 2, R I, A Db BEXT B A7 IR AR
Vo ERMTABFFE b, RS T HENG J7 BEAE M ] CD
S5 1 9 P RN T ) 1) 9 P s o R R A TR o 1
TR N RS T RE R A BAR G 1 B TATE T o ARHE
FELL CD4 ™ T 0B AE Ry S 55, 5T Th17/ Treg -
e (@R 7 BivA CD Hh Ve R IR VMR JriRYY CD
() S ZEHL A
3.1 Thl/Th2 4/ 5@ J5 B4 IBD  Thl i1 Th2
S 5T G R BN GRS B S g 1R L 4
LA 5300 % TG 2R T IS 7 80 A R DA T i
R FHREIEE % 2 301, T B AT — A~
BEERYT R 1] AR B % M A Y R,
Th1 F1 Th2 - T3, 5 A IBD W 5% (9 4 S FIG
ST B TR, FRATT SO I L I W PR
FAENTTIGIT CD PVEFIPLE . Thl 2000 3= 225300
IL-2 IL-12 IFN-y 4 g ] -, IL-12 F1 IFN-y i fig
AR HE Thl S FTm ] Th2 s34k Thl ZHfukbF
e, Th2 4 =250 IL4 IL-5 Al IL-13 S5 20
K, Horr IL4 A1 IL-13 4238 o {2 F Th2 4346 A
A0 Th1 434EAd Th2 41 & %4>, Neunath 25

FEINA TNBS 75 519 CD U S B0 Th 20 o g 4
ARZSTT Th2 20 i 157 25 A0 o FAAR 1) o 2 Ui e 4
PRI, S ] Th AL FECR ST Thl/ Th2 (1)
AR AS B R AL 5 1 e N (e 15 15 B ik . 3R
IR S IR 2E 3R, 76 CD KRB A, 1l 3 o Thi
AN T IFN-y & Th e, S IE % o IR e Ao
BEVERES R T 4 B R Th 40 i i
TOCRPPRES , RIS, 3G I ) IFN-y to v] gtk — 2042
PET X — P FORZS, XF CD K it fin ek 7 79, 1.
T IEN-y i A7 TR, i IEN-y (42 98 26 1
HRESA Frgzfi
3.2 Th17/Treg KA 5 N Jy Bji6 IBD - H T, ¥
AR Th17/ Treg ~F-H%F s SL 5 F1 IBD f835 1)
SR B 5 B AW IGE Y ST
AIBFSEUESE , ThI7/ Treg Ak V-1 2 4k 4+ 7 18 S e e
BREERE Xl fE N NS EIBD (5 A
—UU B Th17 g sh, 22 T 40 0 RE 2 Al 43 i
IL-17A i BREFFFE & X IBD H % M 5 M 2 41 0 4
JE LA IL-17 ST o AR CD R
LERRHAF R BT TIL-1TA S R A3 40 B 0k
(9 134, 45 4L 4 HE Je oo 4 Bl B0 K i &
PEAN i DR T 3230, 107 e 0 7 T WU, RE B IL-
17A 2T IER- . W a5 7 7E 22 fif 1IL-17A
AR M N TR 2] T AR AP 1 E . RORyt
J& Th17 SRR e 3 T 0 248 2Dk R Ik
AP e B, CD K R 45 I 2 4 RORyt
MRS B, BRIV 9265 2 T T 46 i 4 7 (g
Jrey T, fe 68 T A ROR~yt, #F W 1 i T 28 Jd )
Th17 4 ffd 77 10 534X AR, By LA AT DAHE W f g
TERiiR CD ok #Erh b S nl g S 1 Th17 473 ik
F T A 40 L TR T R S PR T, i EL7E R Th7/
Treg 0P #5710 4% 1 BB O 3R 1R

FoxP3 J& Treg MV.H#F 431b B 5 5 A% 7 R [ 7,
EPEH MR T e FRBEZMIER, FoxP3
(= T3 CD4 " CD25 + Treg 2 B sk > i
[ 5 7E CD 45 i 21 4 1k S 15 9 30 1) B 2 T2 75
BEMZ I FoxP3 AUREAR? FRATHI L & 3, K
i ERIE FoxP3 mRNA J H8 (78 338 TNBS Hil3#%
JE AR BT R e B AT BE AN FoxP3 1 R A
X HEIGETTHE'S 3 JEG X FoxP3 LR FNdE A HA IE
R VR, H BAY 45 i 20 200 B 405 0 2 B D
A BB S T HR A ¢, Al i FoxP3 #Y3RiIK,
P RORyt (177 A=, T30 i 411 4 CD4 ™ T 4t fifg 73
{6 Th17 40", 32 B RORyt/ FoxP3 - fif Pt
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TR CD4 ™ T 40 i 52 470 I AU 15) Th7 40 i 2
Treg J5 [l 734k
25 BRI, Th17/Treg AH B3 Ak 1) I 5 AL i F
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