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MTEMEEE-1. BSEIRMPEFATIMN T 4
EEMREREDPERARBEEXR

BRI AmE #4x4F B & EkRE*
(LAl K EER B & ER LB, L 200025)

WE BHAREXERSAMIAROLRREALARTRE, ThEFXE@E. XEMR
Biafe B FARNEAE R TR A ERE., s F i BHBHO)-1. K EKRMILDC)FA T T @ie
(Treg) 25 T A KE A LAFERRGER, RILEHO-1 LA KR BIESRY e sy A; DCR
THEEABERERERLEI, CEARGEEER, THEFLAENT RTE LEHLE, ™
Treg 5T KA %5 AP A4, ASERF L RAEERITH AE LE., HO-1. DC A= Treg M EAMEA, #

A REKEN R ALK, I A REKEF R B E X R AT A

e 40

18 11 U JONE S N AR TE T & Fh B R R B3
TR P A LA A 2 SO 3 ST 280E A
EAE, HifmEENSRRARGE. BB
P28 R LR AP A NG ES & 4P b & NEi i)
RAEA ML, 7 AR AH ) SCAS 1] B 2 AE A J50RT 48 B (K]
1, FEAHNKWRIERN. CREEW. 12%EHE
FEVERTE Il M 2 o (O B I o IR
KA, HYYR 2R RIEAM . RAE/ 5 4
K25 AHEERSREMLVSIEHR DML, <8
B RO A KRR S B 2 G I 8 M RE
RAEVEING, IE 20E S F AN B0 B 5w 4L ()
PR ARE R . EFERRRI, M & e
(heme oxygenase, HO)-1 FRIFAEIM AT 2 HAHER R, T
BT M CO, Ml ZACUH ) FRaE b, HAENMN
BEAME AR, gL, PLALN
B PUA M O AIPUEI LS A2 BEAF HO-1 3B R
SR B SR A (dendritic cell, DC)FIESTHE T 414
(regulatory T cell, Treg)™%, & 3184 5% 8 1E
H. DC o] AT T 40 MR HTR 4 2
RIENE, NIEBNTIELRS RN Z T, &0 55
M T S BRI RO, 750 R R SE L
W HEEENEX, HLFHDC WA E TR
REM 52 . Treg HA G 30 A H] <8 & A 1E
H. Kpti# 8 HO-1. DC M Treg 751 % AE H 1)
TER R HAR T ORR, X T I8 2AE B R A HLHIR
FHERENE L. ARIEGR T =HESEREP

MR ANEN -1; WSORAML, HWIET 4, UE R

MER RMHE R R

1 HO- 1894 IZ I R EAESERERH
{EAHLH

Halo& KM HO A 3 #[F) T.4%, EIHO-1. HO-
2 #iHO-3"M, HO-1 J#%HFA, HO-2 f1HO-3 A4
B, BRI AR Z BT HO-1. HO-1 & T Nk
BEABMR R ED, BRyHERDMLRTE T, H
TER BR A T IE T 52 2 F by 040 B IORT REAH O 1
R mEAT] . RAEMRK T, ELE. £
. MARHNO BT, AWESHFIIRA 3T HO-
1 RIS, IR R S8R HO-1 HA HrEL i
v PUIIE RN FIPUIE T AR A M s, 7EAH
I RE QNI R RN AR e e,
I, HO-1 BAED & M R AT R AR 2 9595 T (1)
RIER O3 X3, BN IEF SRR Al

TESZAE BN 18 L ZE I s RO B 4T 4
AR PR A R MR I R i R T, RIES i
KFEFHE, A A Bl A E A AU(ROS) M NO = A3
hn, XL AT KT HO-1 KA1, Wagener S5011A
PAHO-1 K525 b o] 5 i 5 5E R B 43 1 O D BEAN R ik
VIR, TR 9RE 40 B IS BB AT B R
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FEFRAL, 9> SO A A S SE. LI HO-1 JF
S A T BRI AN BOR A, BRRSE N R 1
FLA0 R v FR RN B A R A B . R
i5 N HO-1 cDNA [#)# 3K /N A5 HO-1 7R
Jl& % ## (lipopolysaccharide, LPS)3 & 1 P 3818 4 AE
PRI, RILEEEE TREIRE 2~5 RIETEINS
TEARRE, BFAER/N UK R 2ORE 40 i R A 4 R
T mRNA RIE A FUKF B ER S, M ER
NSRS E I, X BN & HO-1 g%
IEFTE. LPS Ab B ) B AR R B R /) BRI 40 R
F mRNA KPR EF S, BASEERDARSY, &
AR FEAFUKT S EETEERY, RERYH
HO-1 A IS 18 H 58 AE 40 B R+ I /E R U2, Almolki
et —PIE s T HO-1 IARAER, JERILEIEY)
ML FFARH =S &R /I £ B/ B EQ. CO
ERE AP R AP BT SR 4l i A%
[ o HBZT 3 RN — R AT B e, Bedm
ROS [y 4, Z AWM ROS LR AT #ER R 5
BOETA TR Sk JNAEE B0E MRl AL e
i, AT A AR Pt S SO s e Ah AT ek b3 48
i AN LA SR AE 7 4 i DR Rk 4 TR 1
FEAE, RWIIRLL F I I R ROS RIHTE LA HIATR
D RIEA R BRI AP ER®, CO fENE
ST EE ST RRIAEE, EI g M N cGMP
KPS AR I B A Ik ATV SR BRI, YE R AE
SN S P g B R o AR SR A, FHE AR B
B BT 5K ASTE S VLD it R ASCRE sl O
B A R G WOE LA [ A BT A a0 B E B
B & 7IEGE . BERR T ERAR ARSI, Y Bk n
JEl ROS M40 BB PEAE AT, MgkEE a4, &
AR AL eR ey AN IR BV =R s o O e
Hi. HO-1 AT GEE k3% in 40 A o 2k i R 7ok i 17 75 48
MR P, AT 2 40 B AR P B R Uo7,

2 DCHYEMFThRE R EAESERIEFHME
FRHLH

DC R BB — R i, 76 Nl
ZUrp R R 3 MOARM DC H#, HAETAASA
MDCI [myeloid DC type 1, CD11c*, MHC-1I"eh,
CD11b*, BDCA (blood dendritic cell antigen) 1*/HLA-
DR*], MDC2 (myeloid DC type 2, CD11c*, MHC-IT"e,
CDI11b*, BDCA3*/HLA-DR"), pDC (plasmacytoid DC,
CDl11c*, MHC -II'*¥, B220*, Gr-1*, CD19", BDCA2*/

CD123%) . ‘EfIIAE H A SRR IV 40 & 7 R0 41k R
1, FNERZE RGP REARRPIIIGE, 2lES
R g8 I 2 VR ST AR R A R G e i A2 . BTN
i MDC £ B DC, HEBPURGE S, HE
i %15 CD40. CD80. CD86. CD54. HLA-
DR. MHC-II #1 B7 25 s #h A bRy, heih B HiR
RN GA AL T M35, RIS T 4 4y
b, RIBEEABOCIZE T A S L5 P RN K
AL BOAK R RAEYE DC R, (HPE X ) AR E
¥, pDC BRI DC, BMEPFURAE M, H
1T 215 CD40. CD80 1 CD86 % 1y 7] il ik 2> 1 A1
MHC-II K ~, XA T MMLE SORBAR, Bt
=R A BRI DC e, al LU i 4 i
GREIMEIR T35 MDC 5445 &0 05, MEwies
T 4 Ha (I35 5 A 1) RN A B iR 234k 53 Treg HIZE
R 2 EALHME T Ay 32, JF H it pDC 275 4b
FIREAEE . BN BIRE RS R T (Wi g, CD40
Sy AR, HAR AR B ] R MHC-IT 1)
RIEVUET, AIEFEL R 30 R BT 405 1 Sy )
HIRF IL-10 ¥5F it 52 4 37 Sz Fs 718, DC
ARIERETHER S KR AREMIIGEH XK. 7
TERIERE T, ML DC B RMART; ML
P SORERI A5 | e JORERT, TR A5 i DC B
RREGR AL, P[RS R0 MHC-IT R ik 1 e,
1 BE ity P ot S A A R A BB R 2 Mk IR
F R AREN TR W51 &P 98 5 40 I G468 R 1
A MDC FIRE R M KL 40 i B3k RORE AL, AE 7 07
WK 36 8 HBERD i 18] S ) JR3 358 MDC 5 H#7£, MIDC ]
AU THUR BB SRR LS, s MRk
3 [R5 7 F0 MHC-11 3 3 MDC, 55
SIBAVIE T 40 I 15 TIN5, @nl LBt
HFEECHNRCIZH Th2 408, MM o 50 Th2
RIGRE RN, Ar b R 1 3545 5 2 Y ME R R 4
PRUFN R B2 MDC BIIE 20 47, P EFRS AE
7R WA 98 2021

3 Treg IEMFEINRE R EESEREFH)
EFRHLH

Treg HR#E LR AR, FEARFMRETHE
FEAREMEH . Treg 734 CD4*CD25* Treg. Trl Al Th3
S FPF R, CD4*CD25* Treg PRLELAT i (1 1 7
AN ThRERFIE 5 1A AT K % 7E . CD4+CD25*

Treg fEANSNIH I HIER, HAFRNUR L AH
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W20 MR - 1 W ORI AT S VR T B AEAR R ~0lE 2O P A AT LG R 819

P o7 2 I8 40 M R IRy T Bl ) B B A 7 R
53 IL-4. IL-10 A1 TGF-B 540 Mo 8 7 A i) 42 7 38
KRAEGIZHMAER . sh M AN K56 aE 8,
CD4'CD25* Treg 7T /A4 it 41 B A RE 61 B £ IR
PET 408 B 40 M 175 b R DL K S s BREE (1 17)
P (e AR N A E BRI SOE = R AR (AHR)Y A
NS4, i HLAE S PR T S OO R 1/ B
it S ORI s B BRI Al 8 1Ak CD4+CD25
Treg I REFFMR S5 Th2 G SN 40 A 4 UL R 32 3t
JEAE 3 B4 M R T IL-5 R IL-13, Jf ALAf LUk pg
EC A AR DA - o 1 M 40 5 AL B b TR 7 eotaxin/
CCL11, Lugdnfafis Atk X+ MDC/CCL22 F1g
[ AL 5 a1k R - TARC/CCL17 #i] Th2 B 4 5%
KN, @It iE S CD4 T 4= 4 TIL-10, 04155
FFRAGE 29ER24, Trl £ AR T Thl M Th2 #)
—RYNNE, AR IA CTLA-4 I GITR %4 &
W10 MR 5> 7, fF TCR A3 T8 EAE, M IL-
15 W SAARSMETE ) R A ML R 7. Trl B/
JKFH IL-10, 1ff TGF-B. IFN-y Al IL-5 =4 B,
HJLFA= 4 IL-2 M IL-4. IL-10 ANMEE—Fpark
(1) S i 52 15 75, i ELBEAT 2k T R A1 2% 5 41
Al F i) o e L BT RAE A . Tl 52230 3 43 b 40 o
Al TL-10 A 4% JLnm ORI S e A FH BT R AR H
FEMS LT 2 0F h e A R S,

4 HO-1. DC #0 Treg 7£ = i8 2 fiE 7 B 48
B{EH
4.1 HO-1 5DCHIHHEXR
Chauveau “5 O 57 AE S BRAT A I DC HEFR L —Fp
DNHeVEERIY HO-1, FHEZE A HO-1 BIRIA R Ak
A DC (M, ) DC JLFELZ ik HO-1 I8
JJo SEHUEWIAT 28 M RIBAAE T K %34 DC HO-1
RIEBEARS, $E8 HO-1 AT RE )3 8 AR 2 DC HiL R Al
PRI R 2 RN, AH R A PRI i LPS W)
7 DC H HO-1 ¥ s 438 AT JE 80 5 388 B8R [ T o
IEANE R B HO-1 BETY DC 20 b4t B K 1, o it
T 40 AY. T 40 M e i e X8/ A . DC H HO-1
5 SR IAFNE] T IL-12 43k, ek DC ik IL-
10, IL-10 AE %M~ iH DC Al 48 RE 40 Mo IR+ 40 i
MRS RIER . AR RKIA IL-10 4&3#5dF DC
W E LE S HO-1 f9&IL. A ILHO-1 fIL-10 £ 1E
AH RO, HEMI TL-10 /15 7 HO-1 A1 DC [ AH EAER] .
Inoue SR AR F SR A HO-1 ¢cDNA #5377

EUE N HO-1 M3RiE, RILIL-10 KF85m, JIF
iy 5% LPS 5 S (i fs, #&75 HO-1 AT IL-10 A& 5%
KM 21535, o L0E DC e, 3 SRS
BB PURMIMAZ . C%1 DC XF T ik B 40 ) i s
o N LR W R B TR IA AT G, W )R
FRIEEM S, AT 4 KRG ) as. DC
i LR [E S 7 A0 IL-12 f) 40 WhiFs S0 8A T 41 il
TG A RO AR A, RSt EL W i [0 ) 385 23— a2 LA ol
G I MR A A . Chauveau 205286 % I HO-
1 i RIERE T DC P [y 73Kk, SEIWILE T
S MG AL AR AL T g p At . I, AEROE RO
W, HO-1 8] LUEH DC B, % 94 IL-10,
TR TSR ILE T 40 MR T
0 M A R S T A A S RO, i B T
EEFUR AN
4.2 HO-1 5 Treg B9fHE X &R

Pae “5281 % I A 2% CD4+ T 48 e W £ CD4+CD25~
Treg Al CD4*CD25* Treg 1) HO-1 K1k H 72 etk €
B SR - B A A &OV.(QRT-PCR) LA A 5 B L
S A AT &5 5 578 CD4*CD25 Treg 41 Rt i
FIEHO-1. AP CD3 444t CD28 (A il T 4
i AR BT LU & CD4*CD25- Treg ) HO-1 FE R %KL,
BT LA ik CD4*CD25* Treg () HO-1 3K KiK. 7
HhHO-1 ¥4 A2 Jurkat T 4105 30H] 7 T 40 1%
5, FHO-1 [F4F 5 38 4 PR ) 30— 8¢ [ b wk ]
DL ZAMEI R . 7] L CD4*CD25* Treg AJ LA it
FIE HO-1 RYEHHIT A MBS 5 4FH . Choi 2521k
Bl Foxp3 3£ KIfE4E T CD4*CD25* Treg M A% 34w
%R, HFRMYGEEAEEWEMN. @
1 TCR A1 TGF- i g Kl i/ Rk # CD4*CD25
AL IRTS Foxp3, HO-1#iAH %, {2 4H)E M+
CD4*CD25 #J4fi T 41}l 1v] CD4*CD25* Treg ¥4k, 1L
A BEF AL AL ML 2 Foxp3 fie 175 T Treg #1& HO-1
HAbF AL, CD4*CD25* Treg X A ifff 15 4 40 # I A4
AN A A 5 59 T T A0 A S2 R U 0 3 e
R MR -7 7r b . v W, HO-1 F Foxp3 MKk
& CD4*CD25* Treg /i P i Sz il b e 1 81k
Fi, HHO-1 &M BEH Treg FIHNHI/E R 185 .
H U HEIN /< 18 289 P HO-1 fil CD4*CD25* Treg /1%
TR IEIER, W H HO-1 5 M 520 CD4*CD25*
Treg ThAE.
43 DC 5 Treg tyHBEX R

Lewkowich 25894 Bl Treg 7] LLFNIHI DC [ %



820

e, M52 i SR 51 R R SGE & R N 1R
IR BRBE T B LA I R B R SER R BeY,
R PRI KL DC KA mDC 1% F 7=
CD4*CD25" Treg, RiFRBEMEITiaE, LT R
FENAHINLEIZ —. CD4*CD25* Treg 454 LB i
JRAE e, KT PURE DC 5 H B A,
JMAHI AL CD4+ A1 CD8* T 4 Ma 48 2 IL-2 7=4 . 1B
HHFRPIK I Treg MR P0HIThRE T ELR KB TR
A DC, i HAME T §E1R 2R 5 # GM-CSF 55 i
ER DC Wik . Bacchetta 253K HLIE F EOIR AR %
HiaE ont, READC BB ESHE. WA
S NERE AR, TR S
TRFEFRBVRAE, WL RIMIEE T 40 s 20 K 5L
#DC & B HPURR, BZRNAES, 18] Treg f
S A N T A or 1k MRERfERES
WET RIE A MR T AP TLR EARTT 4
i, DC 3 B E KPR G4k, SR 7 &
MHC 4 FHIRIE 1, 7War RAEMBEE T, f
WU T 40 M 1m0 RN, T 40 531k B A o 58 it S2 5T
RILATHE DC T LB S AI4E T 4087016 5=E Treg,
1 Treg 71555 DC A1~ T DC, Bk
— AN AT R YR R 2B (HIESE RAE R
RIELIE ., dka W, DC#ILFES Treg EHk
HAHEAE R RRRmZ, W5HUAR SR N2
A& SIE RV .

2z LFTiR, HO-1. DC Fl Treg B8 1E
RAEH HA & B IAESN, HO-1 b REE I
M DC Fl Treg i #2242 815 B N & Ve, B
B HE DC WA, 3% IL-10 #9774, T
[ 5y - F I RIS SR R M HI W1 4E T 40 AN T
S HEL 1 375 4 RD B T S AN, R e g T
%, IEFHIREE; Treg 7] LUE T %Kik HO-1 K%
FIEVRIER, 2 HO-1 (I35 B Treg HIVAHI
VeSS : DC Ali%S Treg e, Treg Ridk Al
%I DC K, FHIFU T DC WA ™4, M

MFHF RN 2 W TR S N 2 < E
RIERMN. Bk, HO-1. DC 1 Treg M B AEA,
HREN TR RAES RS RE R, s
T8 JNE RN B TE RRRREE, TR 2 B R AE KR
JE. {HHO-1. DC 1 Treg 2 [a] {¥) B A& E F & ILHL
WA s — PR
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The Roles and Interactions of Heme Oxygenase-1, Dendritic Cell and
Regulatory T Cell in Airway Inflammation

Jing-Jing Wei, Li-Qing Xu, Wen-Wei Zhong, Jie Shao, Zhen-Wei Xia*
(Department of Pediatrics, Ruijin Hospital, Shanghai Jiao Tong University School of Medicine, Shanghai 200025£-China)

Abstract Chronic airway inflammation is the common pathological process of many kinds of pulmonary
diseases, there are several of cells, mediators and cytokines of inflammation those interact and result in various
kinds of pathological changes of airway. Heme oxygenase-1 (HO-1), dendritic cell (DC) and regulatory T cell (Treg)
have different mechanisms of action in airway inflammation. HO-1 has the effects of anti-inflammatory and anti-
oxidation to protect cells against inflammatory injury, DC can induce persistence of airway inflammation while DC
subsets with tolerogenic properties can induce immunotolerance to suppress development of airway inflammation,
Treg can play an important role in regulating or suppressing immune responses to maintain immune homeostasis.
They can interact in the development of airway inflammation. This article provides a review of the recent studies
about their functions and interactions in chronic airway inflammation.

Key words heme oxygenase-1; dendritic cell; regulatory T cell; airway inflammation
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