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(Bl % % 5 K KBRS B B R AR S — 90, B 5l 58 & 100 B K B S SR =8, LK 400042;
‘PR AR AR R S TR R, R 610031)

EHE:S A 5K 4m iz (dendritic cell, DC)AE A 4K A 2 fit 3R 7% 89 4L /? lii étﬂﬂ@(antigen presenting
cell, APC), R &4 b R M AniE 51 %98 F RO, £ B AR K L& FF RAEEERA
Ao AR &R, %%‘ﬁ%ﬁ‘\(aryl hydrocarbon receptor, AhR)*T i i DCA J}E?FM%KQ‘J %% e, f‘-’% %
A 45 7 F BAG ALK IR 2h e T ELAG RS 06 o 1% XALLF R ARRXM DCARY 1A 45 & L hUHI/E— 4338, At

PR R Ia AL %*ﬁ’\%?m E S ARAR I Fe 37 s

KR ORISR A SR AR

Progress of the Role-Aryl Hydrocarbon Receptor on Dendritic Cell

Liu Yijia'? Yu Jing', Liang Huaping', Li Suiyan?, Yan Jun'*
('State Key Laboratory of Trauma, Burns and Combined Injury, Department 1, Institute of Surgery Research,
Daping Hospital, Army Medical University, Chongqing 400042, China; *School of Life Science and
Engineering, Southwest Jiaotong University, Chengdu 610031, China)

Abstract

innate and adaptive immunity. Furthermore, it plays an important role in triggering and amplifying the signals of

As the strongest antigen presenting cell (APC) in vivo, dendritic cell (DC) is a bridge between

immune response. Recent studies showed that aryl hydrocarbon receptor (AhR) can regulate the immune functions
via DC, and may be a potential key molecule of immune modulation to participate in the prevention and cure of
immune dysfunction caused by various injuries and diseases. This review summarized the role and regulatory
mechanism of AhR on DC according to the related reports for the past few years, so as to provide the literature
evidence and new idea to investigate the key molecule for immunomodulation.

Keywords  aryl hydrocarbon receptor; dendritic cell; regulation

(aryl hydrocarbon receptor, AhR)HE 1 i 2 DC ) fig
TBE T AL G B B2 25, W] REAE N B v S B MR
PR T2 5P R B, Rk, A SCat
UL AE R ADRIE{EDCHIT FUt JE HEAT 4554

B I BGRN NEECER V] e S B LR fo i
Dife AL, MR AT 5] A & AP I ACRE, B A S
o TENLR G SR AT I R, 25 28 f e 40 i R 15
TEEAEM, JUHE WM IR A A (dendritic cell, DC).
YESN B AT I T B B 5 1) Bt S5 3 52 28 fifd (antigen

presenting cell, APC), DC/2& Ji3 3l F K S R 1 K 3d
7 B 2 A 5 b B B AR B, AR g
A I B A e — e IR T RN, 5 A ke s Ak
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B L B AT VR 2 0 SRR A5 44, |20 A 1
USSR E (Bl Bk, OME. il A e,
55 G BEOE M T 2 B VAR R, 5 S 35 rh B
AT AT

73, DCARE T 3 [ 48 SR 40 B BT 44 (com-
mon dendritic cell precursor, CDP), CDP#t— 431k,
N 3 41 i BEDC(plasmacytoid dendritic cells, pDC)F!
#1458 31 DC(classical dendritic cells or conventional
dendritic cells, cDC)*7., — 1l &, DCZE A 7] DL 4H
43 ApDC. cDC. BHZF K41 H(langerhans cell, LC)F
FAZ N KR H DC(monocyte-derived DCs, mo-DC)
2, HipDCIARE2- 2/ DC, & B ¥ DC; cDC
L3 7Y ATF ARG 52 2 IR 43 85 5% s A 1 (basic leu-
cine zipper transcription factor ATF-like 3, BATF3){
HADC[ X FKeDC1, 5 4HEHCD8" DCAIEH i)
CD103" langerin® DC]FIF$ % 14 5 [A ¥ (interferon-
regulatory factor 4, IRF4){K jfi 1 DC(X #xcDC2, N
JEFFCD8 CD11b" DCHIL#KICD11b" DC)*, DC
FEAN [F) i v F 2 1 A= P s 26 0 A0 T A s A AN [
WEFLR B, /N BDCERIE & /K F FIMHC 1126 73 5 1
CD11cY, 1M ADCI 5 fZ #AHLA-DR" . Guilliams
LN R, Br 5/ AR R FIDCIERRAL, N A Kk
FIA 18 B R A /ECD 1a” DCAICD14" DCZ5 R

IEFEOLT, PADCAE TAE iR as, RE R
A BRI A A AN AR ER BT R RE ), (R Rk 4 Bl
ER] 7~ FH b B 23 5~ B KPR, 80K TR 5 IR E 0 i e 2
(mixed lymphocyte reaction, MLR)HJ&E /1 tHIR 55
A BR324 DR B2 B RE L8 03 R 3, IDCTAT a4
FHiEAL, ¥ PR IE A MHC /> 73 B 25 THN M 32 14,
MG W GE T i (naive T cell, ThO) =] A [F] T4 Ay
SEAE S A (B, TL-120)3ThO7r £ 9 Thi, TL-4 41
ThO73 A& J9Th2), BT I 55T ML G e W2, I 4 #f
H & PR e i 2008, BT S UE SE, DCIE#F (1)
IR RT G INAR N 3E S A S I D RED . EARDCHE )R
SINUA R Th R EEAE T 4/ 3] iz 30R, H
SN I DC I PRVA I 9 5 P00 O ROR TS AN BEAE
BRI, VR AR RERE A RO P DC L) BE A OB F 1 4R
L U R AAR G 28 AT ) B SN
1.2 AhR

AR AR SO 1 e s R 7, 805N
FEPRAL B, Ja T R e PR e A 3 IR 1 R R
U, ARRER H DI Re 444 t3H8 70 4L bHLHZ,

P38 PAS(Per-ARNT-Sim)&5 14 3kl — 4~ & Q-4
¥y, HrPbHLHAZ T AhREE A N 3 X 35, 2 5
75 7 )& [ % 764 (aryl hydrocarbon response elements,
AHRE)AhR# #% iz & 1 (AhR nuclear translocator,
ARNT)I25 4, PASEE A3 /2 ARNT 45 & AL 45
JIT 6 55 1), B A CoR N X I8 E & Q-45 I, 3= 25
% H B S BOEN .

AfF 5T R W, 72 B = AR 1 1% 40 R, ARRZAE
T 5T R 1 2 A DY SR AR H5 24> # AR B 2 F190(heat
shock protein 90, HSP90). i [ p23 1 LB %
J93 2 XAH K85 [ (hepatitis B virus X-asspcoated pro-
tein 2, XAP2)]) 41 pf #7307, 5 Bt 4k 12,3,7,8- Y
2K IESE(2,3,7,8-tetrachlorodibenzo-p-dioxin,
TCDD). 4% & 't A ™= 46~ Ik 25k 15| Wk 9(3,2-b)
W4 [6-formylindolo(3,2-b) carbazole, FICZ]. KJRE R
(kynurenine, KYN). 1| -3-F ¥ (indole-3-carbinol,
13055454 Ja, ARRE SIS %0 2 40z, It 5
ARNT% & fEAHRE | J5 2)) #E B PR 36 5% P2 0 R
i B8 5 DR 4 i €2 R P4S0 5K % B 72 1A 1(cytochrome
P450 1A1, CYP1A1). CYP1A2. CYPIBI. &t H Ak
S-# ¥ Wg-o. UDPH] %) W Ik R e #o g . Tk i S g A
NAD(P)HRIE 57 - 155 ) 215

& 45 I AhRBIT 7T 22 4 v £E I8 0% 1) 75 BE 22 2%
Ny 25005 HURMRE . WG & & A0 e kAR 5
A AU ISR B 9T K B, ARRANELZE A I
S5 1) B 5 Ty i 25 6L T RE8 R ) 15 W A L 1 35 12k,
M HAETYH ML B k% 40 g FIDC ) Ty fg i 42 1

5 [23-26
ST L

2 AhRXIDCHEAIZEIhEERI ST
2.1 BFARS

W FE & W], AhRAE W 3 ALDC, 1 AhRR 2K Y 2
E ZELCHI B 2L, TCDDAE % 8 i AhRYE 3 1
B R UE M SR 41 Bl (bone marrow derived dendritic
cell, BMDC)HJ Rt #, 1%L 78 HRelB. 15| b [122,3-XX
T4 (indoleamine 2,3-dioxygenase, IDO). 1k
F 524K 6(chemokine receptor 6, CCR6)I [ 41 ffl /1
#-22(interleukin-22, IL-22)45 5%, 74 CD80. CD86+
RelBNIMHC TIfI3IE /KP4, {EXFCD83 K CD40K]
AL TG R MS2520 171y 5 U AT 7y 2 05 9 B2 45 (mees-
enteric lymph nodes, MLN)JDCH', TCDD#4 i AhR
X CD8a. CD40. CD54. CD80. CD86 A1 MHC II
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()28 B I B IR, 53 4h, ARRIEUE ik 7] {2
R 2 . Bk 24 i 4R v 1 Rl £ (granulocyte mac-
rophage-colony stimulating factor, GM-CSF) 5 5[] /)>
BH BB AR 73 CD11c" DCPY.

AhRA] i FTDCH G 2 JR 1, B DCH A1) 27
Thag, M SEMaBLAA R ey 52 . AR, —F %
o FREE AW SR T VAF34TEE ARR S, AT
ABMDC/} #:CD86. HLA-DRAIIL-6Y, J& [X 7] B
JEVAF3477ECDPHY B BH L1 T # A% 41 B RILC I 4314,
T HEL 20 B9 38 AORL A0 P A SR 52 B2 02, AhRTE
BE R MR- AR b 32 B B %, LCRIAmK-F
AR, R BAZ LA, 10 VR R4 AR 5k = AhRER
kP,

AR A 7] 28 BUDCH 73 46 i 4% 4 1 % AN A
Al LiudFC7R I, AhRA] GELE £ 44 40 #pDCH) 23 1L
{BXFeDCH) 7 AL L2 Wi . BIF 9T 3% W], AhRYUTER AT )ik
/bmo-DC7 AL, [ I 48 1 20 A2 40 B SR 58 AS) It 24
(monocyte-derived macrophages, mo-Mac)73-1t.: FICZ
WE ARG, AJE#mo-DCFE S BH (Emo-MacH 74k
1M SR1(stemregenin-1)#1#|AhR J5, W #fmo-Mac|A]
i B 1Emo-DCH 7346 BRIk, A MmN, AhRA]
fie &mo-DCHmo-Mac/y 14 [1) 4 + FF %, H HIRF4
FIV-MAF L PR gk J155 25 24 PR 984 e 425 R [R] 95 A& B(v-maf
musculoaponeurotic fibrosarcoma oncogene homolog
B, MAFB) A G J& SCHE (¥ 1 15 77 B30, W Feik R
AhRVE A J5 7] 3 EMLNHCD11c” DCH & />, [F]
I AFZMICD11b" DCHHUE; &1 R] i AE FCD11c”
CD103" DCHIHCRI N, [FRF AFZMICD11c" CD103
DCAHICD11b" DCI¥#r&1,

22 HE. ATS5HW

W 58 3 W), AhRVTER J5 7T 3 SO s 40 i 51
HepG2 A1\ L [l 40 Jitd Z2MCF-748 Jifd J& A 4537, OF
H AR AEGY/G I 1) A J FE I N, 177 AAARR SR 2K /)y
RS ASH FC) S A 200 B RV i S 2T 2 4 i D 2 30 4 6
I P MG T R RIS KPS Y, R B ARR
RS 52 R 41 0 F S B AT 125 SinghZ5ECIRIF 0t R 3,
TCDD5DCH [JARRE: & J5, Al DL 3 5 2 L85 9%
BT R 3% B S I ThO R ZE R 2. (H H AT 8 =Z AhR
B D CHE JE AR T RS o

Vogel %P I, TCDD#EE AhR J& 7] 3 EBMDC
FR) 73 Wk iy e R A e A2 %) iR 2 Bl (lipopolysaccharide,
LPS) il ¥ fIBMDC, AhRiF AL 7] {8 34 73 WAIL-6 IL-

10 IL-22HL-23 17K, [ B 0 A S 1
A BE - DC-CK 13 i T4 R SZ LPSHIIE BMDC,
AhRHHE$E B CXCL2(C-X-C motif chemokine 2).
CXCL3HFIIL-221) £ ik, FEARIL-10/) R Ik, A5 Wi
IL-6. IL-12F01 i 98 £5 FE [Al ¥ a(tumor necrosis factor
o, INFa)ff1Rik. 54k, W 7018 & B, TCDDALFE &
ZLPSHI I MIBMDC 5, i& 1] LL 5 8 #hARC3a%Z 14
1(C3aR1)F1iE1E K5 & Al(scavenger receptor Al,
SRADFRIEIG INCY,
2.3 MFEBREMT/BEED L

DC A JE 3l 3d A B2 o % i B2 APC. DC
T AR G R A SRRy L AR 23 T AIMHC
g3 B AL R AR 58 R S P 0 R R R A 3, 5
SIbR A0 M (BLFE TN B RTBAN M) 1 434k, 5 R 4
G 8RR o 2. Chng 200 it it =04t i 40 4
I, AhRSR K GEWS 5 350 /M 7 [ /= (lamina propria, LP)
FCD103" CD11b- DC. CD103" CD11b" DCHICD103"
F4/80" 5 W 40 B 4 i 3 [ b B ) B ik A FaoE, ki
SO S S0 T BAHM bt o R RN, W 7R,
AR AL J5 ] 5 250 )5 73 40 e CD 10338 1A 5 i B7;
1M Bruhs %P2 3L, AhRAK #6431 3)) 71)4-n- T £ 2R 1y
(4-n-nonylphenol, NP)AJ i #% /> EADCA Fe A & AE 8
g, 3BT ST T A0 Y (regulatory T cell, Treg)
I3k IXEEEE IR IR, AWRAT BERZIDC T R i%
5, A = VRS IR S

Bt 7t 2 B, AhRSR 2K FIDCH| & B Pt 5 38 2 nf
e LT M (4T 2, A8 AT m) - [ Th2 434k, I K
Az am Z I 9 RE I BB, Jurado-ManzanoZEPU R I,
FICZ# i%mo-DCH [JARR &, A {£ #EDCH 43 1k 1

TregdH i, AT S EANHIThOR 734k, 51 G il 52 o
Wei S5 HOE BF 5% ik #5012k & %8 (allergic rhinitis, AR)77
51 i & B, AhRAJ {2 FEDCAHICD4" T4H ffd H1L-10%>
WA I, JFUR /> CD4™ THH M HIL-17/ R 1K, @i
AR F) YRR C 4 2- (1 H- 15 -3 B ik ) - R I -4- 3R TR
F 5 [2-(1'H-indole-3'-carbonyl)-thiazole-4-carboxylic
acid methylester, ITE]YA 47 J& A] 1 | Th17%f AR ] B
%o de Aralijo 55 " FIHF SRR, IDO-AhRAH W] i
X+ pDCII 5 M K i 15 Treg-Th1 7% 47, BRIt 2 41,
A BT TR I, ITENE AL ADR AT 5 3 DCr™ A 40 3
JiZ (retinoic acid, RA), B TFHLTh1 740 R0 1) & & HAE
HFoxp3* Tregf) 73401441,
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b4k, DCH] B HEBAIM I AR K. Bl &
G ERE F A, TTAE B B S B Ve o 4%
PEFHE4T, - AWRSE 1 BN i A & A1 2 e B 5% B 7>
5, T AHR AT DA & M40 M4k 2k 73 A6y RiTiAB
ZHAD. RREABYN AN WA AR U %, AhRT]
I BTBE CNCRIJFIEK2(BTB and CNC homology
2, Bach2) i iBk LA i 5 i 24 B 1-1(B lympho-
cyte induced maturation protein-1, Blimp-1), 7E44& Py ]I
| BAH L7310 B BEAH AN 3 IABUAAR IR 4 L, £
AhRT] B8 BN 2 BAR S8 38T L 705 #E AR

3 AhRIFEDCHI > FHLH
3.1 IDO1/TDO2-KYN-AhR{E S @

A W8 R, B ARRER 2K FIBMDC 5 Tho3t: %
7%, SR 5 I NLPS/CpG Il i N4 5 IL-Kyn =,
ThOZ> 1k % % I Treg-Th17°F i 47 #2%, yF L &
(y-interferon) FMLPSAL FEDC J5 th 2> 5| e Tregt 5, [
i i FIDO1FR IAPY,  [A Ik, AR HTE AT A FDC
{I JE Treg 1) 73 AL AN 14852531 L) ] B 5 KYN
MIRAKIVE A B9, Cheong®5BV R B, (0% 8 1] iE
I IDO1/ €4 2 122,3- XU N %A i 2(tryptophan 2,3-dioxy-
genase 2, TDO2)EAL 2 2EKYN, #EM#IEARR, S8 5
AR A5 TR 1T P B SROHR 48 i (regulatory DC, rDC)= A=
FEIIL-10, HE— 5 5] # Treg 1 734k, £t L4001 il 93 4k
5% (tumor microenvironment, TME) & B 14 50 7% .
AL, SE T IDO1/TDO2-KYN-AhR S 5 38 #% Al
BE AR o e T VAR TR S
3.2 IL-2FISTATIE S 1@ %

WL B, NPARITES N iE AhRJ5 A 585 DC 43
WAIL-2, F175 FFoxp3 [ AP, T FICZEITEG 14
AhRSFEDC & Z M HIThO[ Th I A Th1 789 4362, 1
G5 RAETR, AhRIEA 5 N FDCHWAIL-2 1] B2 41 i
Jo SRR S A () S B A, IL-2 7] g 2 15 F Treg
I3 A I % 4 FB8, QuintanaSEH MY Y # 4b AR K
“F -B1(transforming growth factor-B1,TGF-B1) FlIL-2 ¥
I ADR J5 , K I/ RAR A CD4 T4 - STAT 1(signal
transducer and activator of transcription 1)1t 7K P4
I, WISTATS IR AL /KT 1A 224k, T AEThOZr b H
TregMITh1 7RI FEH, STAT3I R A= T #EFR K
3.3 TLRHNF-xBf5 S

DCIN 1852 #% A -T--kB(nuclear factor-kappaB, NF-
KB)E 5 1845 1) 1 5 A 0%, BH ISTNF-«B i i 22 5 1)

DCHIM A ) KB, H-5 NI R s a5 &
G % A S0 T Toll B 52 44 (Toll-like receptor, TLR)
5 NF-«Bf& 5 &4 158 BAEH S5 2080, Kado
A% B, TCDD. FICZFI3CE G AhR G, 1T 5
ETLR 5 5 IMo-DCH 41 i K| ¥ FIDCHF 7 14 & 1
br B R IE, AP ENF-xB S B 7 Rel B4
A G 2 U T R FCDX2 Rk, I & AETLRA 1)
Mo-DCHIL-1B) R IE KV I 1, [FIF K T IL-12A
MCYPIAIIZRIE KT He4h, AhRIELIE W] LLIE
I X TLRFINF-xBAS 5 38 8% (19 4%, 12 #ETh1 714
e,
3.4 MEK-ERK{EZiBE

VENA 225y 24505 A ER 1 B (mitogen-activated
protein kinase, MAPK)E 5 1% i % 2% 1) B 22 2H i
#7r , MAPKIBUG —4H i 71 15 808 (MAPK kinase-
extracellular regulated protein kinases, MEK-ERK,
MAPKK-ERK)5 518 15 7] 3@ i 0 ICh IR 1 34 1% e AL
HEAT(E 51516 . BFFTR B, MEK-ERKAE S8R 1)
T AL BE A% 9/ I L4y 7 (CD49. CD83HICD86
%), MHC-If) 3 & DL KIL-12p40F11L-12p 701 77
Az, BN 28 DR T 1 4 ik, 554k DCX T i 1 il ik
RE 77, TAPHZAE T @A I R TR AR 55, 7R
MEK-ERK/5 5 1 % fig % 11 0] i $2DCRe . 73 4h,
Aguilera-Montilla%$ ] FIMEK# #1] 7jU01264b 3
A BRI mo-DCJE K I, I HIMEK ) 7] <3 BAhR ¥
s PG 5, JF H XU A ARRAY 5K i #imo-DC
[ RN 73T IR, $27R AhRXTES 73 DC I i #2
A A # T MEK-ERK A5 538 1 .

4 HZRERE

AWRETH 2 5 1 g RANE R 7 G 9% 1 30 779,
M DC& AhR & 4 T2 U 1515 H (1) B 28 A il 2 —
AWRIEIE 5N MEMHEBCARI1ER, B mDCH)
B A, YEEE. JH TSR AR T RE, Jf il %)
Fo oy WA AT 5 B Dy R B IR, TN 1) S
fiiy, HHLHI e 2 245 S @ g (E). Bk, ITE
HoE AR 1 DCHE AL A1 T RE AT 5| EEITES)
1) S0 1 B ey P 2 AR ) JIEE 4% (experimental
autoimmune uveoretinitis, EAU) ] & f& *); FICZ A
ITE#E AHRIE I 521 [ €975 (Behget’s disease) A K
JREIDCH AT e, #HI ThIAITh1 760 B2, 32
NARRTEWFZIDC /G R A D RE, AT IR 5 4
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Fig.1 The regulatory role of AhR on DC

P35 R P I FE . IR, ARRTT BERCA I DC )
REMREE Y+, 500 W B, PO
FREINUE R hREZRELIMBIIG .

B2, HRTX ARNRN DCRZE T 5T ILfEfE Y £
)8 AhRXT #%-28DC T Z A FEDCTE I 145 2R % 4
JL T 6 (0 B 75 475 28 EAE FHRI S ? 2 K
Wi 2G5 B EATLERZH? Be ik LLARR
N S BT ) B AR BT I R U R 25 W T
JEIGRBEF? X &8 ] SUA G FF TR A I
FERIRVT o
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