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Abstract

Inflammatory bowel disease (IBD) is an autoim-
mune disease whose etiology and pathogenesis
remain incompletely understood. Th17 cells can
secrete cytokines interleukin-17A and interleu-
kin-17F, which play an important role in the
pathogenesis of IBD. Some studies have proved
that reduction of IL-17A and IL-17F can attenu-
ate intestinal mucosal inflammation. Addition-
ally, many studies reveal that the occurrence of
IBD is correlated with commensal microbiota.
Commensal microbiota can alter the number of
Th17 cells in intestinal mucosa and cause ab-
normal intestinal mucosal immune responses.
Elucidation of relationship between Th17 cells
and commensal microbiota in intestinal mucosa
is important for understanding the pathogenesis
of IBD.
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X i M M J& (inflammatory bowel disease, IBD)
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o % i (Crohn's disease, CD)FI 7 14 45 17 4
(ulcerative colitis, UC)& PRSI ;e B K AEM:
(1 Jo 38 9 A, 9 DR R0 R0 ML A 58 A W .
A7 UE 2 W3 L CDFIU C R IR AL F 3R 35 £ Fh R
FA AR S, A SFBHER B S IEH L
A BRTRE A FH 7 A sk P R L 45 1 7 288 B 4
. STBDAR WAL 5T 7R, CD4” T4
I /P AIL-2 FHFE-y(interferon-y, IFN-y).
P Jeg 8 AL A F--ou(tumor necrosis factor-o, TNF-o)
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WA KA % T cells, Treg). TEERMAFMAEMFIERT, T H, BECAATGE-BHE] 7 Th1 A Th2 48 fd 7 #

B A7 & £ Fr i ad
R E
W5 R R %
R, AEHA
T Rl K gE ey
A ERME H
T My iE K e B
TG, RER
N
Fom T AmE, A
FHit—F .

4l f K 52 AR(T cell receptor, TCR)[FRJ%F & HI44
P AT 1) S % 40 o3 ) A I DS 1 46 4, BB R T
A5 4 A 2SN TF A Th 40 P A2 TF N-y
FITL-12(interleukin, IL)Z=40 AR 7, KITHE A
LRI MR . Th140 B D R S IBDA K,
Baumgart®% R I, #IHITh1 40 M H#0E, XCD
BFA IR IR IETT BOR. Thodl sy WiL-4
PAMIL-5, IL-13%F, /v SRR AN . Tregl
HAE M A G e -1l vh o AR, AT R
P 52, A5 s i SR T, WA T
FEL) o FhRid Rl S N FFoxp3®. #&ilr
NRBLT AR T ThIAITh2 8940 i I 7%, 3
5 Th1FITh2 48 i Y. 38 220 A 48 i EX - A ), B
Th1740 3", Th1740 MR AEHEBLIR S G 77 THI
HAEM, T EX AT BB e A
TER.

1 ThI74BFRIDREREL DK
1.1 Th17%a .64 X IAe 42 FF 49 5-4¢ Thl7
A0 v S5 B 5 G 1 i i A (experimen-
tal autoimmune encephalomyelitis, EAE)##Y
HOE O I, AR S AR IR R T BL AR
TL- 172840 i A 7 DA B SRR e 1) % PR 1 9K
=z AROR-yt(retinoid-related orphan nuclear
receptor, ROR)FIROR-o"*. IL-17FK RALIFE6N B
B (IL-17A-1L-17F), {HTh1740 i L= A10-17A
FITL-17F. Bz Ab, Th1740 Mok A& i A 40
A7, WiIL-6, IL-21, TL-22, IL-26F1 & fhia ik K
“F(#chemokine ligand 20, CCL20) LA K FiH ik
(antibacterial peptide)”'". TL-174 33k 4 5E I AL,
IXAE BN PIBEAL A3 BIRIE 2. TL-17AR] DU 3
PERLA AT . P8, JEnsRILTIEE. BRULLLSE,
TL-17ATE AR BER SR A0 M B0 ez, DA K 2% 7 4
MBI B AT 4R A0 B, AR, b R AE B SE) =
AR AT BT, AR HE AT R R A

A2/ SRR A AR S 56 44 4R E 5, 24 TGF-B
AL-63E FIFFFERS, AT LLRIAIARCD4” TH ik
IEIL-17AMIIL-17F; $ZIL-6FF, TGF-pifs T/
AU CDA™ T4 7344 A FoxP3™ T 75 41 i, #L
P B e 1) 5 N A AT T R AR 3k I
[ STAT6(signal transducers and activators of tran-
scription 6, STAT6)FN#% 3 Al -7 T-bet /) R AGE
P2 AEThIAITh240 i, Ui 2 B I L-6 1
P AT LB Th1 769 434k, B CUER T IL-62%
72 Th1 730 IIaa 3N R 7. 156 T TGF-BII

ST (0 s DR 1 1) 3R, SIL-6 FITGF-B
P FE, S AI4ECDA T4 Thl 741
M4k, IL-615 S HI4ECD4 " T4 A 4346 Th1748
Jid, T GF-BIIAEHIAE T4 T WA T M54k
JJThl, Th2, \HREE(RHE T HI4ECD4" T4 )
Th1 744 M 53 4k.
1.2 ATh174% feeg oAb db 42 ASSTh1740 Ml 53
LIRS B, B FTARE. NRAIZECD4 T4
TEIL-6FITGF-BAEH N JH 8 M Th1 784504k, Ja3)
S, XA SN AT B IL-23 FNIL-2 150 38 0 4 4,
X ANZRTh1 73R4, TL-2TRIL-23 45 4ERF T4 i
S A Th17 T Re. ARIZET, XFF AJKThl7,
AR IR S JR T IL-1 B FIIL-6 1 S R 3%, o
/N ERUMIL-6FTGE-p!. G2 E A A VIERCD4A
T4 534k h Th1 75 2 T GF-B 1 HEF AN 2
U AT R S, 5 SR ST R LT GF-BAE 4y
IR BT A7AE 9 NBTh 7404 BT b 7501, 3
JOX—AH R G518 [ R BRI 1T g RE 7RCD4T T4H
(115 FREE I M3 T r] RE ARt & A TGF-B, AT
2 T AR . R IR L, AR RS

ATh1 741 et 7] LA~ 4EIL-17A, RiER R
s K- ROR-yt, A f- 32 #&(chemokine re-
ceptor, CCR)CCR6, CCR4". A [{JTh1FTh174H
JRUARASF- A7 3 s i) IRl v, A BT h1 748 W] A
FIENF S I ROR-ytRI T-bet, 53 £ Thl
20 M PR S M B S IR 7. Th1740 f 36 T R IAIL-
23R(IL-23 receptor)FIIL-12RB23Z4%, ZEIL-12f]
PR, Th1740 0 rh T-betF ik b i3 BT LA™
A:IFN-y. IFN-y & Th1 4 s s v i 7= 4, R e
Th1740 fH = A Th1 4 K=, £ETh174H
JfL & — AT M7 A 2 RRAS? BAER R,
IL-17" TEHMIFE— e AR P 2 PR B R ] BLAMb R
Th1Z8 "™, Ik, ThIATh240 Lk sE,
THAE TR, 205 TR 5 R TF Ny A= 1 1
BN, Th24H i o] 4 75 53R I8 T-bet, MT-bettatd
JETh1 MG e 3 R 72 /N ERE AR AL
WA R G, W2 FETIL- 1T RIRE R MK
A TR AEAE T LR IATFN-y. 7EX0 BRI A 5 %
P PR M 28 1) SE G TP B R IR Th 1748 fmT A Th148
M e ALY PR, T40 M 75 AT LA BE R85 f) e
1A, Thl 748 B2 75 = T4 M it — AN A [|) 43
RS 5 — 2 IR AR

AL ThIAITh240#, Th17-HCD1614 T
ik R, FHCD1615CCR6F#H Z A
RIEFHEZDIMEER. A IL-17TAICD4’ T
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LR MCDI613Y 2 M. F 92 KE i,
CD161°CD4" THICD161'CD4" TH L4464 i,
TEIL-1BAIIL-23FEE [ 4541 T Rl b, R
CD161'CD4" T4l Mg & J& A F=IL-17AICD4’
T4, TICD4 CD161 [HT4 Ml B 45 2 A AN Ge
FHFIEIL-17A", XHRIXCD161 ] fE 2
ATh1740 f i — /N R IH R 7 AR &, (R B XS
CD1617ETh1 748 fl 1 K D BTSSR ANE 2E.

1.3 Th174a A6 H 4k = 4 1L-232Th1 740 ffd 5
WA IR 12—, H BXTh1 7404 5 f12h
ReA 252, BFURIRIL-23 7] B8 5 Th174 ffd
R 5 R A A AT G, RBR /N BRIL-23 My p 19 Mp &
BUHIL-23RZART] LL S B A & % [ N R Ik
5, IR/ B 2 52 21 RE R 5 SR R, JaiE g
BT I BRI, I BRIEIL-17(1)CD4" T4
B g, RIIL-237E Th1 740 L 234k
Dhaehf—eEH. A2, FIZECD4" T4 AEL
ZIL-23 R B 3L T FE A Re 4046 A Th1 748 fd,
M EIL-6 M TGF-BAFAE G &L F A BE bl
Th1740 =Y. thah, /N B A TL-23R% 75 ZETL-65%
IL-2 VRIS A BERIEFEHI MEC D4 T K 1,
YATL-233E A2 5Th1 740 L B9 2 31904k, HAE
MREETh TR G, 4EFFTh1 740 it 45
A A=A,

BRIL-6. IL-23FITGF-p4b, Th1 740 i (k4>
I T3 — FR A 1) 5 FROR-yt, ROR-a1, I
T A F4(interferon regulatory factor 4,
IRF-4)°%. Th1740 fer= 4 K EIL-21, 3405 B 5
STAT3, {3k K FROR-ytfFILP, IL-2138
AR ETh1 740 il B & & /i FIHIL-23RZ 4%,
{ETh1 7T XS TL-2372 A &Y. DL
Th1 748 B 7E A0 F2 78 IE R IR IE 38, R 3
H S Th1 741 R R P 1.

1.4 ## Th1744L 5 B & Th175-4k30HI K 14
FEIL-25, IL-27, T-betbh ZIFN-B. Kleinschek"™”
R RTL-25FE PR (1 /) BRRE X R i B 4 R 30
XTEAER) & Sy i, 3 Hag Fribr4AIL-25+F
T ] A5 S IL-13 s, IL-13 A) A0S
FRIB SR 40 1 23 AT L1, 1L-6, 1L-23, M0
T Th1748 B 1404k, Batten25 "% SRIL-27 7] LAY
EANHIIL-6FITGF-Bi% 3 T4 Ml 5346 b Th1 740 fa
(. 24/ BRELZ TL-27RaSZ AR I, JE0E & 0 5 5t
Z1. T-bet/2Th1 4 M f BB H % FF, GockeF""
KILT-betn] HEHTIL-23RIIEFE K, T-bet
JhE LU B L-233R 38 T i, MIL-237ETh17
S 60 %) 4 R 24X T TR A T AR, S A B sk
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D A] DL L /0L 3230, TFEN-B-1a Xt Th1 740 fig
AAWHIER, FERTOUE R TR SOR G, 8
STAT3 R AL T A FIL-1 B FIIL-23ZE K S IR 40
Ji G ek, [R] B i BE R AL S TAT 1 T L~
27p28FKik LY. MIL-278 8%, MECE
AU, BT CAFIEIPI LA TS A [ Th1 780 434

2 TM74RIR R2IL-17691EFB
g W RN A, IBDIYR A2 T Thl/Th2 4
Jf1 kA5, CDJ2 M Th1 48l f= ETNF-o.. IFN-yAll
IL- 1240 R 7 A 3R E, UCEHTh24 N3
K. BOEHFFTIRIE Th1 740 Mo E 18t 4 5
Wi EEAER]. XYL AIBD R ST
TR I, Th1740 B K I 43 Wb i 48 A B8 1)
=, A IE R B FE R, B B35, 3R Th1 740
NS IBDIY & 4 K e H EEAEH.

IL-17AR—FPEZ R RN, EH FEE
i n T ARSI B SR T-17A RIS, BT
IBDAEH FIAEFEHIL-17A mRNAFIRIEK
A IE R B a2, IL-172480L-17R) 2
FiL T LR, IL-17ARIL-17F¥ A 55
Z Tl i AR AR & R A AL R 7, I TNF-a,
IL-1B, #& kA F(CXCL8, CXCL1, CXCL10), }i-
LI 41 B 4 V% 7R 55 IR - (GMI-C SF) bt 4 ffd £ 9% )
A (G-CSF), IL-6 14 J& £& H B (metalloprote-
ases), TS RIEMI KA.

X SR (I 9T R B, TL-17AFIIL-17F4E
2, 4, 6-=THFILIKIHER(2, 4, 6-trinitro-benzenesul-
fonic acid, TNBS)i75F 1/ U AL 2 Hh A 5
MEUEIEH. ZETNBSEE S F=4E R 1/ B
AU, TL-17REE PRI R R AR /0N B, AH BE TR 86 AR R
(o A, B IE (K 4 RE DR, Bk 2 4b, miiBR
TL-17F 55 DA R /0 Bl P A 48 A e 1 28 0t R
(dextran sulfate sodium, DSS)iFE S =A%, 4
T IL-17F W i 2 975 P gk FE B0, 42RIL-17A 0
IL-17FZEIBDH A & R AE F.

ARSI, TR AR AL, 1L-17
A RIS FLAT A JE (2500 Awasthi®P 7R IR,
IL-17AR LLE B30I Th 40 B A\ o 3046 7 i
RAEM KA. OgawaSP It R L, 4T3
IL-17A BTSSR T DSSH -3 4 i
RN XA LK N T — T R TIL-17A
MAE A FUR ek RAE I R AR, ATRER B T
RIMERIENEH]. AT RIE RS, L-17A
AT AR i b R 57 A T e R L U B K
Kiks. PLER SRV, WTIL-17R4 M -1,

W £ E

W 5k % R AR
%1, Th174m e =T
VA ATL-17 %t
SO F, S i
PE 523X K m e B
F 7T AR 3
P AT
. FEATAEM R
IR AE A ] A A
I, Thl7%8 %%
Fe 3 o il 0 tm
B - 4 & AL A PF
Y m. ) B AL BF
T EABE
Fo K IE W R AR
REEWMEF, 42
RN k7R
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WA # & L
AXLFEENSBT
Th17 48 K5 &
B ) K gE M IR
Kk Fe KRR
Z, GFENBT W
Aok A W
55T 40 el 89 2 4L
H %L %Hh,
THFHHET
m f, T BE 4G b 1)
KA TR K
K. B FEFH
BEARABGE
AR R R A —
Fh A ARG
HikiE.

SLDREAVS N IEAAAL R BT — AN T7 1, %3
A2 BRIy REARVECR 1 FH WS, W ReE EE R T
A TR IBD I R R AL,

SRSk, TL-17ARIIL-17FREfs izl = A= 55
SEPEM AE R T IR T — R VIR R 14l
M PR 5 R A R 1. Th 740 M= A= il 4 e B 7
IL-17AFIL-17FYEF T 38 A Bz 40 HIIL-175% 44,
3L A 2 PR 2N A T, 51 i 4R Y
KA. ARWATRRE, WiE N M EANR
IKIL-17524K, BRIEIL-22, IL-26%5 40 R 152
A G R R T 52 4k, A WEIRER T
AR, BT, BB R R AR TR
G DS RTTREA SE Z Eat S R aall CTE: a  RER
P A, SBUT Pt e e AR i, B 551
T PRI R A

3 IpEHAEEEAIThI7EVER R

NAR 38 A K40 B, LS I A —
SR, H ATHE IR R, B RAE R R,
[Fi] J T PN 40 o R A B A R DI G R
DA 22 25 1 5 B LA 1k ) 52 2 1T S 7 ) 1) 5%
Me i 3 30 B B e ik AR, BAR B T BERE
R UE W Tl 28 V7 1R S R R e 1T 5 BB DY
R, BTG S R I HE Le G AR ) ) R G T LA
R WIIBDRE K. $&7 i W A W3R AEIBD
MR R e e e — e I H.

JYp i rh RE S AE A B TAH R A E
B2, W] fe 5 B0 8 T 40 Mo R L) 2R IR
IM-F B RAER KA. 77 2R B (segmented
filamentous bacterium, SFB)/2 Jigi&# — A~ 3L4
W, € JE T Bl R i I 5 b R 40 0 B2 R
AWFFURIL, SFBAFAERT, RIAETh1 740 fI7EAH N
T AT IR Jin 6 B [ A7 2 (R A 3G 22, WA 2 TE)
TEX G 2R, SERIESE, Jom/ K sz
Th1741Md, 7€ TSFBZJE, ARXEMTh17
20 M I, BT /N BN A A MO R R A 1 (C.
rodentium)3KHT A, W EIIERY, £LH
/N IIE W ERSFBZ &, S8 T £ FCD4" T4
JfL () B, A FETh, Th17FTreg™". LA LA
GO 22 e AT RE A BT BRR IR 28 S T aE . TR,
Salzman®F "M N o 4 2538 i 2L R TR A
1E/N U I 41 it (paneth cells) PR IA, ZR K
Wi SFBAITh1 740 M 7E 26 5 [ 45 )= H A 3
A ITECD, FRXTThl1 4 M1 A B 55
. A g6 BRU0HE, SFBREINGE R FE 0 5 18 bR
FELhfe, RN TA RSP EE —ER

YEH, B2 R E MBI A R S Th1 7R B
TSR AAE, AN, T, M4 &8
Bi/E X IBDHE AT R — @4, (BEHZ K
FEARBUEN AT 2. B A7 75 4 508 2 B Ak
NAE S mEIERGAEH, BERERTH
T8 JREIR ™ A5 302 40 T H IR T i A 0%
ZJG, RIERANFEZHAR, FERTME, hF#
2 .

IERGOUT, 18 X Wi N 3L A A 2.
IBDIRAE, 518 EREIhaerRH, X HENIE
W R R A SR, BT IESH
IBD i ARG R A = (1 BN % 48 il (peripheral
blood mononuclear cells, PBMCs)[A] H & 41 B i
Kpr-its, UESHEREMRE T, I
FLi% S H 4, 1 E# AT R ™. $27R1BD
B BRI ST TSRS,
S 715 3 Th1 740 Ml o4k K DI RE I R AL, IERIF
F. BRI DR ISR B, TREtE B ik
PEREEA b, AP R R e B, B &%
i, FET HIE LA R A

4

H AT A T3, 1R — N80 R I 40 i T 8,
Th1 740 MILE B B s i R A= F95 J B £ v 4
A H AR R AR R, ot i 4
B (AL-17A%5) 1AL, 5HAMCD4” T4
WEHE, JUILRE S Th1 g M B 7E 2O IR R,
ARG, AHTCRIN, iR T-bet X STAT-4
(/B Thl12r 4 H LRSS, A Th1 740 oK &
Foik, AHRIX /DN AR I H X SR EABRIHE
P RIMTHRRTE B B e, ThITHERREE
MECE, HPIEFEThS . BRIBDS, Th174
PRI 2 22 P 5 S g M0 (A 280N 4 o>, 4
] LUE % S Th1 75 %0 52 2R G 7T IBD LA K&
HoAth B 5 e 0.

Jr i Py 35 AR 4 B AEIBD A 4B L& A Th17
AR AR R R ? AN H AT SEI AR 7T 45 SRk
H, IBDIIA, BES E® L AERERAFEKR,
SCRANR 3L S A 5. B K34 i 2
TIBDFIE A B (WA FUHS R I, AH LA R X B
41, IBDALIiE N #E 2 A IER . I BgiE
P9 B R A8 7T LU ST h 790 R 40 B & B
Ak, T H R Th17 XN A SIBDIREFH
HUKR. W E R 5 Th1740 B R R TR
IBDRRALEI T HIVER, WIRE AR IBDIRft—
AN
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