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Abstract

The etiology and pathogenesis of inflammatory
bowel disease (IBD) remain incompletely under-
stood. Inflammatory process caused by abnor-
mal intestinal mucosal immune responses plays
an important role in the pathogenesis of IBD. T
helper 17 (Th17) cells mediate chronic inflamma-
tion and autoimmune diseases, while regulatory
T (Treg) cells suppress autoimmunity. There is
an interrelationship between Th17 cells and Treg
cells. Some studies have shown that Th17/Treg
balance is critical in maintaining intestinal im-
mune homeostasis. Th17/Treg imbalance may
be a cause of human IBD. Recent studies have
also shown that transforming growth factor-f,
interleukin-6 and retinoic acid may be key fac-
tors regulating Th17/Treg balance. As intestinal
flora is closely related with the occurrence of
IBD, probiotic treatment of IBD has attracted
wide attention. Elucidation of the regulation of
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factor B, TGF-B)if5 T4 HET AN i 4% A4 4 Treg il
H & g%, EIL-64F(E I OL R, TGF-pIlfE it
LHHET IR L0 M 2046 R Th1 720 M0, 494 115 989 A
TIL-17, fR3E A & G2 9 R A2 RATE L
HZARAR T HFTFOXP3FIIL-17%K3%, MM
' FFOXPIFRIEFIMHITh1 704k BEHE I
SEIBDI R 222 —, 7 AE B 7 vl A R
S T P, 2RI TIBDI AR B X
LR IRAL T XS IBD AR IE LI FIE YT IR,
ORISR U AT, A 2HTh17/Treg 24 PA
KN RS IBD I &R IS

1 Th178VBR RIS BN
1.1 Th17 Th17 1) R IIE T P 2% Z 0]
B & e B s, —BE LSk, WA
WAThIIRER AT 518 B & et p, W
2 R PEREAGIR, 28 KU G 48 B I S0 A5 R (1)
KA SRMIRIEFUR IR, 0] B B Th1 284 40 i A
FIL-12FITF N-y} 5 3 S50 1 B8 5 Gy M fisi
# (experimental autoimmune encephalomyelitis,
EAE)™ AR M, @ BRIL-12 p40rr)/Is B0 5
SFEAEFEHLPL, 10w BRIF N-y 7= A 5 e,
TL-23 (1 A5 | e AT EE B vPAN TL- 12 R L-23 75
FSEAERFEH (1 P, TL-23 RIL- 1250511
BB, TL-23 51L-12 L [ W A7 pd0, 3
— AL p3SHEp19HUAR. —LERFTT R WITIL-23
p OB BE /N B fE 5 S E AER I S PE 561 &
(collagen-induced arthritis, CIA), TMIL-12 p358k
B /I8 BT DA X R AR AR Y. X R OR &
MDIL-232 5155 [ & S m s, 2005
4, Park“ U flHarrington® 5" WY & BN, 1L-2338
IR ECDA” T M 3w 28 VA R PR - IL-1 710 &
PEHAR RN, RIETL-23 p193E IR ) R B 5 1
T A0 R IL-17 7K, Ta) R e B £ S e Pk
PR R, I E IREEH Th1 740 f R A&
1.2 Th17
1.2.1 Th17 2 R IIL-23 KL DA i/ Bl
N ABE A2 Th17, RZWIL-23/ETh1 7500 &
FEESAVER. AR RIS S RIL-23 LR IE T
L IR 20 AZ M C D4 T4 ™, 33X 5 W 1L-23
AZEThI 74 5015040, BAE4ERFTh1 736
ARG AIG B S e g T E A .
h T RS SHIEC DA T34k A Thl7
Rk AN R T, Veldhons i T GF-BR24L
A, 4 R R I AR B Z Th1 740 M, A Reis S
EAERA, MVES TGF-BH FIPEHTAARE FH 11 59

/CEAESTE. AW RILT GF-B1 SR T BH
1IEEAE/N R Th1 740 fa 1R 504k, #0317 BATEAE
(i S0 X E W TGE-BAETh1 740k (0 75 A
1, A EEE S HIHCDA” TRk o B
Yo NI FH (1 CD25 Foxp3 i 15 MET4H i (Treg)
(1) ELAN LR T, TGF-BAETh1 7434k A K45 %8 ¢
HEIE.

AHFFLR Y], BHMTIL-615 5 1 B4 7 B
Th1740 B 11534k, BiHIL-6FITGF-BS& % FThl7
S SCHE. fETGF-BHIMAEAESAE R, VI
CD4" TANHIHHE T A Tregdi fnt™. Xusk!™
W7 — WA, ARAMEE Sl /N ERCD25T TN
Ji 5 7= 4 K B TGF-B, fEIL-6474ERFCD4" CD25"
Foxp3 T4t A Th17; 1L-67] % FCD4+
CD25" Foxp3 (GFP)T4i /43t ATh17. Kk
IL-642 YR E WG CD4” T4 0734k h Tregif &
Th17(H) S HE A 7.

WEFURILTh1 768 F 73 A TIL-2 1R 3k 1
B RERE™. TIL-6 1] $ Th17 A 20 WAIL-21, J&
i IF A SIL-21LRITL-23R [ KI5, [H]
IL-215 #STATA3KIA I HIL-23 R4 L% 5
RORytRIA, fEHFIL-17( 7= A4,

B2, Th1 780 A FE3 N BL: TGF-B
FIL-615 %6 81 Th17404L, IL-214FTh1 74K
MR, TL-23WI7E 240 5 S 4E R Th1 746 5E 43
e
1.2.2 Th17 s R AH OGN L 2 32 44
Y(RORyt) /& Th1 7434 ff) T B2 4 54 K71 RORyt
SEYEF R AR MO 2 —, FrE RIE 5T X I,
FLAE A2 VAT 1 R b T 40 L 1 e 7 RN A R of e
RN PETAN 404k, B BT R, AR SUBT4 i
7853 FIERORytH] 75 5 [ Th1 740 [ J7 m) 734K,
IPIAIL-1TRESRAE ) A7 Z RORy K IA,
W) ECAS BE 7 Th1 740 75 18] 43461 BT i 5258
K HITh1 740 B340 (1) o — e s 0% I ROR,
b W] _EIHTh1 740 635, Yang25 " EwF o7 Kk
ILRORG T HUL-1 7748 W SRk /b, RORA]
e L 5 RORy L A A (1 B A 77 {2 2 Th17
il N E A

Stat321L-6, IL-21RITL-23 /1) L Hf5 544 &
R, S r= AR TL-171H B R 1, Stat3dk = 33
TL- 1777 A2 40 e /U520, A WF9Y R W] Stat3 nf
HITRORYtI K1k, Stat3H= [FRORytK) £IEZ
1, FETYI L T-box(T-bet) FIF oxp3 ik 4 i
A, Stat3 (13 fE FURERR ORyt (26K 48 i, 10
HFoxp3fIFiL, HICD4" Thal il i) Treg /5 [ 43
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factor 4, IRF4) i # k& /£ Th17 74k i) 55 %L
B2 G HFS R ILIRF4Z S EAER A B %
PETh1740 R & & R AR 3 — D w5t R,
IRF4" THIASGE = 4ETL-17. IRFA /N ERAES
S EAE, IRF4/ERORyt3# ik Hp e i 34 12,
1.3 Th17 Th1743Wh 2 M4t J A1,
FEFWIL-17AJL-17), 1L-17F, IL-21F11L-22.
IL- 1740 ffl R+ K i 48IL-17A, IL-17B, IL-17C,
IL-17D, IL-17E(IL-25)HIIL-17F. TL-17/&# 1 3k
(CREVRIEST PN RN i w3 s
RAEM KA, I BAAR K Z HAE K 1 —FF &
TIEAEMAAN RIEAE .

Th1 748 &40 M B8 7] 51 R AVF 2 J0E V.
IL-17 0] {2k 58 P 40 A1, ke 7 (WM CP-1
FIMIP-2), S5 -2, 412 B 25 (MM Ps)
DL T4 e E AR (1) G i, 5| AR 4 2R 2 ]
AR J5FTh17 (K40 Ha K5 0] LA
A6 R0 Rh AN B AN LR, R 0l 700 b R THI )
TRy B EEAEM, X Thfe s s, ikt
PERLAN MG A, ST 5 40 A B AR F .

2 TregBVBIEFIEZ N

2.1 Treg SakaguchiZ:I7E19954E 4 T —
AGUBTPERIBIE ST, E IR A 2R B & ORI
CD4" T — /MR RIZCD25(IL-2% /o
BE), $EFRCDACD25" T4V AE. SZE6 /)N
LA ECD4'CD25" T4 L 22 0 J5 51 K 1 £ S ke
PEBERA, MKFC D4 CD25" T4 fu A1C D4R T
I o SL [F ek 4R e A%, WA TRET B S b R
(R A, 1K B LR T4 M e A3 41 ] S i 52,
AT RE 2 P ECE A B 5 S R A IR iR AL

2.2 Treg AR5 41 L PR - 3R T A i
s R (W 2Rk B oy W 4 B R 1 B AN [+], CD4”
Treg E 2 AP TERE: F AR TN i (na-
ture Treg, nTreg)Fli&E N i 154 T4N ffl(adaptive or
induced Treg, aTreg or iTreg). nTreg - E F54E i iRt
KB RGNS E 2 Tregdi MY, 761
B9 B 5 e S N T AR iTreg 32 %2
H ST A0 15 5 7= A, PRk AR ) B G RS A f
e L EAE . nTreg =2 JCD4'CD25" Treg,
H X BRI 2, 490558 ECD4™ T
A HIIKI5%-10%, A 4ERFHLAA P FREE AR 1) 32 22
Treg, HIJRe AN T A & % V2R T H
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5 G S it 52 RO B 5 Gz B i R AP, IR
IREAICDA4 CD25" TregfE H 5 Sl 5, 1a bk %
i, IIRE s RS B R A A5 T R AR .
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/BLIRIZiE (forkhead/winged-helix) 4% 5% 15 K7,
H 7 & A A ICD4 CD25 " Tregh It b . 104
KL By s R I, BEAEFOXP3RIEIKF
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RATEH S RIELEAMER. IEH LRAEY, T
2 0 2 TH ok i A FO X P3 AT LT 448 Hy Treg
TR, IR IEHLINHGER, FRLRIAFOXP3 2
YERE Treg I RE 4 (1 SCHE DR 2217, RIIKFOXP3XE
CD4'CD25" Tregl IR B« HMER LM T Redi+E
L AR .

TGF-BHTh3 43k, J& 5211 % 2 17 o
¥, T FOXPIRIA KL M Treg Dhfe. W
TR MTGF-BXTYERF /NS HICD4'CD25" Treg
%R, ThAE MFOXP3FRIEZR KT, TGF-BIE
SN FFOXP3IRIES, B TGF-BI7AE
ML, Tregl UMbl Dy REIRTS, 7EAA N A7IE
HREEE" Y, TGF-BI#ESmad3, A HI¥TCR
P ENFATHIIE L. Smad3FINFATIE [F4F F 2k
FOXP3#KIAPY, Ak, i FFOXP3MRIAIL T 2
IL-241 530 Stats. TGF-BANL-21] 4EkE o4k )i
Treg i I ) A= 47 R Sl Y.

3 Th17/Treg R AESSIE M AR PEVER

FEGERLARIN A, UC 3 Wi 5 98 i = &
TL-4FITL-134¢ 343 A6 I Th2 40 g 4 i 4 1iiCD
B FEURIL- 1242 HE 0 4b I Th 140 i 7 f
Th1 740118 & B4 55 7 % TB DB BEAL il 1A
W, G TR Th/Th24h b 55 4 Rk A R
Al Kinugasa®: 5 HIL-1738 i 40 f M5 5 1
YT (ERK)-22 3 534k & 1 I (M A PK) I8 % 2
55 o L 2 BB D e, TL-17 0] B8 2 51 i
RAEMIIEAEIN . VeldhoenEC RN, 78 K #
it ) 7B RN N s = S NV Tl i
W IFN-y FIIL-17"FICD4" T4l 55— T 57
RIEENHECDRUCHEF L F B CD3” T
YNHL. CD68” HL k% 41 Ji F [ 6k 440 Jfa wp m LAAS DU
FITL-17(2RIE. 153 ECD & # I IL-1740 %L
S 1EH R ALI2015%, IR sl C DB 114
%, MR IEH N, CDRIUC H I b (IL-17
W, AETE BRI B DA LT T IL-17 4
Thim. EAIL-230] Lg% S UCHH WLP-
CD4 4l M 7= ETL-17, {HXFCD & X Fh A H A
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RS, X TESE T UCHEH HTh175%5% (1) 35 4y
AEPY, LU BRI R ThI 741 0 2 5 T Rk
JY 95 (R I

CD4'CD25" Tregi fufiim k> DifE R
BAMHI ThREZ B, BT SBUR R, Wi
RKIBDI & 4. Becker™ W5t %M, TGF-pE:
B2 5% S YR S R FFOXP3 R IE LU K&
CD4'CD25" Tregdll il (I 144E 5351k, FOXP3i@ L
N HSmad3BEIT I IR TGF-pAs 5B B, Inimjn &
(1) G B T k. S S I Tre g4 M T 5 ik
TGF-BHUANRE ST 456, FHITTre g4 Hi 1) S 2 410
TN, (RN Tre g4l M 3 WA I TGF-B5 B £ 4il iy
JEESZ AR 5, WO i A S 400 - 2 ) flt A
T RAFE BN HIY. T3 AN R Tregs Mt
IL-10. TGF-BHIHl e K ERSRAGVE S 275 31 11
FHIEJIE [N, CD4'CD25™ Tregdi i %5t 1)y />
BRThAE S ] B S EUBD A& M) 1 B P &,

Th17MTreg/ACD4" TAIMIIWHY, —H 17
A B K R . TGE-PiFs SAMETAN Judb 4k
Tregll] [ 5 )%, FEIL-617AE RIS LR, TGF-B
DU T 4 MET 9K 2 40 i 3 A R Th1 740 i, 4336 iy
RAE N FIL-17, f3E A B Sy B JRE ) R AR
B AR Treg [ 3L ME HIBD A Rl 40, (Hi2
FERRE TR L BIL-6F1/ERIL-23 1, Tregll 4>k
HECFPETh7™). K, Thl7/Treg P AL 55 5
(AR AEIBDIE i 2 ol F AR

WS Th17/Treg 2 W -V, W] BE RN ¥R YT
IBD 3 ik, 44 ZANE“YRAZTGF-B
M G2 N 25 1 B A R, ATBH IIL-6 )
NS A0 R AETh1 740 M (2 BBt R Treglt 43
AR X g B R R AT 5 AT ARE AT
. RAIVEH E 2 IS 2 ARARa /2. TE 1L
IRAR o H] T FOXP3FIIL-17581%, Al/ok B 4%
PTRORYHE A, AT 51 L 175 S FOXP3ZR L A
HITh1 7R AL, W5, A ETGF-BHIRALE
TERISATET, T 2R Nk 4544 SR fRC D103
A LUE FFOXP3" Tregs™*. iy sz iM%t
RAFIRAR ot NI/ 45 I 5 G 5 I 25
AVE I BLHIREAT TR, 45 RERRAT LU S
FOXP33&ik, FAIL-17RIE. —22 5 HRA
A LU L Th1 7/ Treg R 4EFFAA N S e & 1
ST R, RATREEE X Th17/Treg )i,
Ak M0 S IBD R HEFE.

4 HEEEF5BDEIKRFR
B BN AR KRR, RIS

N AR S SR AR DG, Bt AE 0] i T R RE IR AN
I8, NITRIIBDI A& 55 1 18 TR %10 25 DA
X, MBS 22 et MazmanianZE ™ % S E g
Jiit A 25 I (dy sbiosis) it i fe % O, i35k
1B D5 il 5 1) 3= 2 S RSB 1k 445 i 8 540
PRI 8] AR AT o T A0 B N R A1 9 - 109
PR il B /)N BRI L A B2 7% 1 R K B S5 B8 A0 TG
WA RIS Sl 2. KEiFR
HAESN IB DR (1 1 B B 1 AAH LRI
HH WY S ANTR], T BT TR A0 1 PR T k2> Xy
B TREYT B B T IBDER M T HIR K.

5 {EEXIIBDHYEYSIER

LRI PR H 2 A B g AT B . FLAT
LN 17E 4N S BN OIS d N 7p )
2. ZoccoPmt gt b, 18741%k IE WU CH
G2 AT R GG, JEVbfr MR ol M & e
BT, R BRI GG HIUCHE K IE 5
VP RIVEAH GG B 2 2 S, AHAE SE K ST R I ]
D5 THABLSE K76 3%, Fedorak®:™ i &5 7200542
A Z S5 2120074 154N i B b 26 2B #R 97 IBD
PIREFE. 23 A7 2 BH o 2B o RE B8 TLBT . 2R AR ¥R
JYIBDEG /D> I . o IS IR AR TR B /s H R 47
(155 . Pochard 255K SLa6 UE W T FLER 1A {2 i
IL-12FHTFN-o ¥ 73, AT 15 Th1/Th2 1~ F4.
Menard 555 WFSLER W, FLIR A (KA =4 vl &
FEPITNF-alfi 1, FHINF-«BIfRIE. 70
KW, 20 A TR AT gD e I S ) SR I MR 4 i R
AN UL TP IL-23 FITNF-o 20 e, TMTL-23 42 4k RE
Th17RMRE . A705 B0 A T RE M N &,
DRI, 2 A6 B ) DA I /D TL-23 (1) 43wk, 1 T4
HITL-170 7= AR Zh g, IXAESE T a A2 B 7 nT
T & R G i SRR, AR AN
a2 B AT A ETGF-B A 5 P 40 i 24k, 407661
RAE IR Rk, 25 E 2 IRITIBDINA
R 25).

6 518

Th17F1Treg ¥4 A 11 ¢ R A & 15 S 1B DI
JRR 2 —. Th17{gdt s S k4, 5 A4
G 5T IR 2B, T Tre g WU ) Ji 286 I 98 0 I
M. HETFITIA A TGE-B, IL-6RIR A ] A H.AE ]
WS Th17/Treg -, 47 -1 2k - 3 BUL-175%
5] 5~ (73 WA 14 %2, Treg Bty b4l A &
G2 (1 Th Re DR 55, W) de 44 51 ke o 2 IS 40 5
IBD. fij i3l i BEAETB DI & ik Fi v % 44 T 38
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