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77 R AR i T8 b R A e Y
Ditie L L rb 2+ Stk i

I S

ISR (aryl hydrocarbon receptor, AhR)
e — P EC AR A T A2 1A, E B P i R S TR
SRR, JF 528G HIE G ERAEMER, Sy
TER A G5 Yy stk i E M 32 200G . T4E
KeboE &, AnR TRk AIRE . 16 3 DL I iE T
A AR ) 25 22 B AN IR P RS S0 . ARR
HEARSG GGG, HAMBES SRS, R
7E DNA XS S filorn 24 il o315 5 55 =,
T B FEGEIE b KA SRR FEIN I ) A= 2200 . R
SEMERSA (inflammatory bowel disease, IBD ) J&ri
T Zh B 5t B VR 5 e %) A b B 2 1 A4 £ R0 B
B i, AhR TEHRA: | R R Tl %
s R A 2,

1 AhR JHGME  AhR JB TIEAIZE — BF - 12
Jig (basic helix-loop-helix domain, bHLH ) PAS %%
M3t S I+ R, M 34 ak: 5 DNA 45619
bHLH Z5#iiek . 54L& 1) PER-ARNT-SIM ( PAS )
ZERIR A R R & L P, ARR T2 KA T LA
FIZEAAY A ¢, E4iM T, AhR 15 90 kDa #uk
75 1. AhR 454 % 11 ( AhR-interacting protein ).
PE1E43F p23 (co-chaperone p23 ) FlIE i SRC
(protein kinase SRC) i+ FE &K, ZE &Y
REBEAEHF ARR BT IRAS, tnT AR 1F Ak & 1 il
WA, TR B XTI R 2R F ). 2 AR 5
PV AECRZE A, AR ZE GRS HRAE, I
BT, EAMMEZE, AnR K LR A N
HURT LR ok O, 535 F R Z M ia i (AhR
nuclear translocator, ARNT) %% & J£ i AhR- it
& —~ARNT S — B (K. AhR- i &k —~ARNT St & 45 &
FIA0 5 AR E DNA U i A 2 PR 2 DX e — — o
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FRH ¥ %

oot (dioxin response element, DRE ), HTi%
JCUH T4 (3 % P450 ( cytochrome P450, CYP)
1A1 #1 AhR fHi& £ H (aryl hydrocarbon receptor
repressor, AhRR) & [H 1y |37 ®', Fr A, AhR 7E
T Ak A2 b 2 [ A2 F CYP1AT. CYP1A2 %541 il
REPLH R, BT Z R0 AhR Bk,
Xt AhR {5 S5 U 1R 7

2 AhRTEWIERE I e b i Ihee iR E
KRS E S W e i, A U= TS
FE5INRIAIE (LIEWGE R AECER ) FEE i 5
(TS RER IR %N b Y AN <77 i) L o
R 54 )2 (lamina propria, LP ) 7275 B 4
Fig 20 B . B 24k 40 8 (dendritic cells, DCs),
T 40 ffd Fn [ A 9k 40 B (innate lymphoid cells,
ILCs ) SFZ P Sediffs, A5 7 I K 40 i 3 [m]
PP B G S2 400 . AT b S AN A S 4% b
TPEANI, KZH#4 AR, R4 AhR 5 {4
G R AR A =0

21 AhNR 5l b B an s W &G b B A i
(intestinal epithelial cell, 1EC ) K JrAb it (i H:
EARERAH G A R IEZ e ), LIRIENIEY)
PRGERE A SRR 33X A 2 M T TR R G S A g2
RGN “BREsA ®, IEC Wi AhR ZE4ER: &
1 SE RPN B DA FE 2 P AR

5 87 1 A (wide type, WT) /D R I %, IEC
tik = AR 19 /DN BRUOGA 5 i SR B iR 4 ( dextran
sodium sulfate, DSS) % S [/ i 4 it B AU
A, H AhR #zh 7] 6- LIt [3, 2-b] IR
e (6-formylindolo [3, 2-b] carbazole, FICZ)
H G 1IEC H 1 AhR, A 1] 41 i 43 24k B &
I ( partitioning-defective protein, Par) & & &
Par<6 3%k, i Ifijid ik BEAI A 1 3 2 M R #5 R drvde
B O BANE KB, IEC H CYPA i il i
TR BR 2 230 AhRACAR, BB BHER, I35
AhR FCARFEAR R AT R, JF40 %0 AR (551518
RS I) YA BT T SR AN R ARR BC AT
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I FH 1T 49 i S bR s

2.2 AhR S HR A i b0 A JE Y
ILCs 24 Fe 1B RS ie, ORIP i 18 H 52 vl A
Y R AN, AhR 7E ILCs il % i 2R,
JEHR B ILC3 R B AISIAE 2 .

AhR ] LI 45 ILC3 B &K B . IL-22 197 A= Fl i
UM AL " ILC3 R IL-22 Y EOR A,
7E ARRT /IR IL-22 A=A 1IL-22 9 ILC3 B @i/,
PLE TR/ AR AR A VR s Es ™ R
ik, 1L-22 I8 7TiFE S IEC MIAFIG FIEE s, FRIedkH
FAEBURIKAFE T, WA T B SR E A
HATINA, ILC3 {6 AR X Se D BEAUA B T4
R A2 (RS E AV T B 32 e, T HX A 45 i
FERAHID R E L e 11,

23 AhR S5l W T4 M AR 7E T 4 g h
(W 2IE S 5 PRI LR S 2%, T H AR 7E4E B
PET 40 A W RE b i R B KPR 2 R,
Th17 4 HE AN I8 551 T 4006 [ B 4E Treg 40 AR A1 T 4
rbE 1 BUAHAE (Tt 48 ) | T ARR R K8,
I A 434k CD4" T 4l g (naive CD4" T cells ), Th1
AU Th2 40 ARR Rk KFHAE 17, Fr R 51
eEt ARME., w Th17 410E1M 5, AhR i A £
AN ZE T W KA, A5 O 15 5 5 s 0 1 1
( signal transducer and activator of transcription,
STAT1) ¥ Th17 iy o1k ', DL RGE i 194
Aiolos JE [H 1Y 2 3k Wil 55 1L-2 Xt Th17 9 4316 30 sl £
FT seAh, ARR T LS IR Th17 4 7 (950,
B4n, AhR TE5G 5% R4 H IR AZ AR AR AL AZ AR vt
( retinoic acid receptor-related orphan receptor 1,
ROR vy t) MFEHI T 5545 IL-22 JEH JEE, fiE i IL-22
ek 2, XT Treg 4ifits, AhR 7] LAY Treg 4
ML A U2 5 I RS S e AR e, IERIROLT,
it Treg A 235 K& ADRPY ) TfiifE AhR™ /)
S, TR Treg 20 53 A N RE Y A 4% 5
K7 3 (forkhead box P3, Foxp3) Mk %,
fiff Treg 4L TN REZ Wi, A{CUnitk, AhR ¥#sh )
H T K -p- — I 3L (tetrachlorodibenzo-p-dioxin,
TCDD) {ifi 1k AhR #] i 5 fi - Foxp3 J& 3 7 L #Y
CpG &y 2= 3efk, ik Foxp3 ikt imiAs S Treg
A5k 5 1 ARR AL B H] Treg 40 5ME,
ifF— A Treg 4H 1 AhR BRI ME 22,

HIgE T L, ARR {550 i 1 ot 5 R 3 2 5
o BERON R SCHRELH IR 73 o, SR F 251 . Bl
BRI A 1Y ARR BCARIT AT TG4 IECs Bl 1B %

AL AR, LIMEE IECs [ FA& &2 sl 45 40 it K]
F IL-10. IL-22 , IL-17 S50 i 3Ll FH 200 1z
MRS B B e e iads (| 1),

B

TR

(J
—— oo — M. i

IL-17

Th17/Th22

B 1 AhR 7 # R e

3 AR 5RJGEVENE  1BD & —Fh H a1k
RAETELEN, 4Bt 4 & (ulcerative colitis,
UC) s ® B %5 (Crohn's disease, CD ), T %%
Tl 1 A 1 5 W 1B R P e e R G A ELAE TS R Y
P PEGRPERN, I R 1 2 A i B 2
— 20Ol fIEYE A L ADR 55 IBD AT 6 R,
FESRHN 1BD A JRINE, | CD3", CD4", CD56"
1 CD25" 41t L X 41 214 NKp44™ ILC3 4l il AhR
AL KPR T IE #4140 7% Tik® AhR Al LI
BARIT A R -

YT R, 5 WT /MR R, AhRT
/N DSS R4 I R B ™8, H ik AhR 3 3)7)
B — ZR A AT BRI WT /N BRZ5 1 1) 98 i A 2% 14 &4t
P (0 TNF- . IL-6 AT IL-1B ) B 7= A4 20, i
H, AhR 305 2,- (17H- 15[ -3°- ekt ) - BEWE -4-
B R W s [2- ( 1°H-indole-3’-carbonyl ) -thiazole-
4-carboxylic acid methyl ester, ITE] 7] i o I+ 7
CD39. Miwif B KikF5r s IL-10, ks N JEbE
/NS e e IR P, 7R B O IR FLAT 1 D8 £ it
DSS iR R R 5 & B, D8 AR #vs|
Wk -3- 1 (indole-3-carbinol, 13C) 1F /218 i 4 i
ILC3 1Ay AnR 2 3F IL-22 ;== , sl [ Rz 20 B 4
MBS Z W E R . 7 TNBS I T 4uiu%4 %
Pegb i RATI 25T AR SN5] FICZ ] itk il
BUIL-22 B4y asshn, 2 i S e i 27 Ah 5E
TR Z B A YRS 7T 7= A AhR B P
i ARR, AL, 257 (B2 MR AE S DSSAE T 1Y WT
INBREEIA R, X ARR RSN BEE I Je ek B
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AR O %R 1Y 25 T B M (fecal microbiota
transplantation, FMT ) #A, R efitas 288 i
YRR B2 KN, I 88 I B T A PR A 2
MINAERFEAR, EIAYT7 IBD YIseh &k m iy B, #
FH EMT 875 585 45 W 1w A= W0 0 22 A P A I ) 0t 5
KEL, RS- Ymsv: -3- 2R (indole-3-acetic
acid, IAA) JKF- W1, HEIMTE L H0E AnR fEif
IL-22 AR, SRR 22X b B AREER 2

ML AXER 1, AR 5 IBD 9% A Flik 7% 1)
G, 478 ARR AIRERCH T 1IBD Ay SCHE A

4 ZyiEPERrS AR ARR B iR 3 EE SR
PERTPIRPE AR, TRPERCR 2R AR
WA AN FC AR 322 KSR v i R 2K
MR RS R Y B AR T 2 R 2k
H, A e 2R AR B AT RERLE AhR T4,
CL BRI AAE R o] LSS ARR, 55— SR 45 D3 s A
TR IR0 ARR FRARIS 4

4.1 HEMEHT ARBFZS HurkH
(1) AhR SR 5PE i (4 22 B S A0 5 1, 3 40 B
EW) T ZHAET 2Rk, TP4G T 1A 3L
W43 o- Z5 % Bl ( o -Naphthoflavone, o-NF) i%
T HT-22 41 ifd DRE %56 & i i 1 /Y 200 5 AhR i
I A ¢, FIH AhR 47 i 5 CH223191 5 ARNT-
SIRNAs % Y. 24 ] BH 1k ¢ 56 2 B 10 15 1k °Y . 2%
% (berberine ) il 45l (kaempferol ) A DL i
WS ARR, L CYP1AT By IA P2%0; AR st v g
Fi# % (chrysin) i% 1k AnR J& nJ i85 o YR58 R 7
(tumour necrosis factor, TNF) -« . B FEREAEE
FHA5 SRE 4 i 11845 7 s 4t i & (quercetin ),
iz % (naringenin ), JLAYZ (catechin) % 8 Fifd
WAL W43 T A5 %0 5 NIHBT3 4i il AhR i 4k %8
HX &K (baicalein ) 1] R 2L ARR IS IRLN
IEFERKHER %,

AN, TG 240G W0 AN A P e v o il 22 2 3R T
HE f7 76 AhR [ L 4K, 4n ) I DNA 25 & 43+ Xt
FE DL Rt B R A B S BOR, IESE T AS B RES
PO K B A B9 AhR, FF I AS BT AT /E N —
FOB MR SR ARR BBt — 0 & 0 Ah, R
2% B B 548 95 B (rutaecarpine, RUT), %=
2% Wi Bl (evodamine, EOD) HI £/ &= % B1 6
( dehydroevodiamine, DHED ) ¥3JJa —F-Fy| e s ik A=
Y, @t e 1S AR MROCER I i A B, FE/N
B A G 4 it 15 71k & b . RUT . EOD #il DHED,
AE I E0E ARR,  HIIERY > RUT>DHED>EOD,

W FEAR P S g0 A5 8 7RSS, miH, Fr EOD
28 1T RWMSCAN G- A1, RUT FiI DHED RE 2 5% [ 87 A4
RN EUIF ARR LR 5k, X ARRT /N BRI G B (. 5%
w4 KA 45 B AE Hepa-1¢17 41 i i 5 CYP1A1
HE DR R ROMF S Hh R REAS LAGIERH 142,

4.2 heh R A e rebgyrh
A A B AE S AR TR AR AN, FR 256 40 A
H 2l 52 5 i vl DA b 1R T 6 2R A R i AH G ARR
BeAR ) 7= A oz R AR 7= 0 IAA L 15|k -3- HT ik
(indole-3-aldehyde, IAId ). MW -3- Z [ (indole-3-
acetaldehyde, IAAId) #2201 ARR BLik,
AR — PG T 32 Bl v S SR S A Py an & B G
FLAFRASZN . SCIRUEm, TR e 1 IR AN T
af v e PRI RE T, BN AR BLAA 1AA (1)
S R REFRABECA I, BERERE IR L- (4
RAMRM i, WEede m HARCH ) 5- BRIk R
( 5-hydroxyindole acetic acid, 5-HIAA) [k F 4,
5-HIAA [R] it & —FF AnR Bo ik, 786 SyTIA77 1BD
PIBLEIT S 2B, T ATFERR KR (kynurenic
acid, KA) s fa i B Eghs e 2, 3- XU
AR FRIE, TR ) KA Rl 5- 32 (8 ) O3 il
A& R . T R A A R AR i R R
MREFE . 5- BEMGRZM ARR 172 3 44l ', 4
RIRFRIEFEHN 5- F2 MBI T S AhR 43 ff A8
ARME ARG R, DI4ERrE R . Bikrh
2 A R AR A 5 K £ 5 IBD IR ARG,
v AR S B B A 4= AhR BLARBIA A T BE 2R
J7 1BD Ay ZEHLE

5 HZ5i597 IBD 5 AhR IR IBFSE A& Bl
RGN, AE R A A B R AR AR RN R
/b, 7E 1BD WiRYT E R A MR E . I HA Bk
2 B9 235 2R 3 I v 2 35 4 43 iR T IBD AR R
MAgm AR, TH, AERREANNP G ZBAHR
PR 2%

51 iy iE o ARG YY IBD  —JF
T, TG M R 38 A PO ARR B R R BT R AR
FHRIRYT IBD, 525 3= IR Hh ) 25 I S R
( norisoboldine, NOR ) ¥Jn]if {47 AhR fZA4 il
45l NLRP3 RAE/MARIIGTE , MM Z2f# TNBS 15k
/RS 46 474 AN i EANE X DSS i S8
INREE I R BA PR, HAL] 32280 o RA 25
i 4% 135 5 BRI KA. 5-HIAA | 1AA FiHis| it
fi% (indoxylsulfuric acid ) H97KF, B4 AhR iy
Rtk *0,
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Y — 5, 38O ARR U G TR BIE T
IBD A9 H Y. o K2 it 32 A i 2 nl 43 1 28 25 )i
LG AnR, FRAK Foxp3 Ja sh 7 1 B 34k K, k-
i Foxp3 B2k, K Th17/Treg 45, Mot
NS g 10 Rl Bz Z T 0E ARR %S naive T 4
M) Treg 4 A8 4, FFEA0H I Th17 £ Th1 J7 )
ayAk, LAREIMES s 96/ B LP AN E i Treg 41 i
F I M T 2R i 2 B e %% 5 8 T L B o e ik
S ARR R IL-10 AT IL-22, AT REFEGE LSS
RAEICHEAIEN, $2m HEEMEE LM AhR &G
J7 UC (— A HA T BRI R St

52 WEMIEIRIZEE JiRYT IBD 5 AhR Y E &R
IBD J& TriBEse “fadkd” “ A% FOCRERT 19
We, BHIL, IR IR R 2 RAE SRR 7, &
i WX, A RESPHG . BT B
Xipd Y EE L HIE PRI Ak R oh
o WA NAENEHAEF TR AR UC /15 R 47
FRATFRCR ™ (iZEE ) I TAYT RIRHGIERY
WA 5, S SEIRIE I O 1BD AR AR

R, HTRITMRNEFIEIL., &5, A
M. EEMEDEE MR, B EA AR
BTG P oy (DL 1), BFERI0 & B 4T PR ]
DL b3 1BD KR L3S H % €8 2 e S AR ™ 4 AhR
B AR W (R 7K 8, Bl A 2R L kR 0
IR SR E AR T IRYT 1BD BRI SR
HUREN ARR, HIX W 2 (8] 1 AR S A T 2 A
HE—20 B SERRIESE .

R 1 WEHILRTJT S ARR BUiR

RiE] AR FL AR5 e TS
ik HER B M A, AEAL. BHIER
. AkET
~i IIFS RS S SES/NE eS|
H# LSRN 5 S NERG . WA
A AR AR NEY . WA BOE
PE S S Y]

s S S/ kS

6 P2yl AnR G PREL Bk AR FE4E
Fi W # e R h R A EEME, JFE
25 19 T AR LT A W A RS N (. [,
TEITE ARR 1 [R] st AN o] 22000 spOf e 7 (1 )

G AhR T 12 43 15 16 JEK 11 2 Fi 241 20 5 40
Ji o S 25 PR 2 AR W A5, T AR 3 sl
TCDD #]5d 1t AhR %55 Treg AL 7= LG F 45 %%

{H2[F M AR B 8h57) 1 FICZ 21055 Th17 40iErY
AT B SR PR I A B 9 %Ak, H RTRTX
— PG A BEAT B AR R AR 2 BORTERI R R 2y
Je HLTE AR B4 $E 7] ARR JRYT IBD I, W 7850 1 3
HYVRE SR R R e, U] B ek 0 L i
Ah, EEIEEANE AR BBGEER . 3, BF
BT A FHGOK KL F#570 AhR B3I ITE S HEAE
FHTA& Py CD103" DCs fifi H: 4 is 2k H i 4 5% TGF- B
51 Foxp3 925 ", %S Treg 40 i 1y 7= 2k,
MR B 4 T 4R R %2

BeAk, 2% R F 5 ARR 454 1 24 o A
PRI, RO AR R, WEE R R
HORMFEMEAEN, WFEIF . B SER, 5
HAR A ARR TEALAR G, TRERCAE /N AR Y 2
W 10~15 K, FEAMRPANI L 5~10 4F, JFHRE
FE AT L A AR O R RS KR ZG W )
PR HIAOIEA, (A0 EE A R T B K RT EHY
e EE R HEAE

7 Z5iE AnR 2 bR B BRI R G 1) —
FEEEAZ AT, EIEGIE N ZFh A Rk,
FFG AN . |EC M1 DC 25, 7E4E35 0730 B og 5
hREEZER ., 205 RIE T AR BRI/
FHRT LA 22 i 98 T80 i 18 403475 R0 24k 35 20 6 6 28
HIFasE ., —J7 T DLET AR 76 7 18 P e i ke 25
G e g RE AR, o9 — TR R 2R U
i) ANR BCAA7E TR FAYT 90 PE B Hh i B K )
AT, ARR W] BE A2 I AR LE SIS v 24 1) ] sl ML)
SR R 2 P A SRR A A

AhR 1)z 40 A S B 2 i i v, dgah ey
ANR PR B4 BRI 5 RN A2 5 R — 2 10 R ME . PRI,
B 7 AT AR AT R A 25 16 PR 10 X AR VE H I IESY
A, AT LA S8 A 238 1 184 i R AL i
B, WFFEACH= X AhR S20H, X3k 26 4H B AR
FEBF5E AT RE R w243 i AR 3 G T7 1BD 25
PEBOR P AL 2 1 L, W AT LI 4E 5 AhR #10)
GREWHT T % o

2 % x W
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