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1 ATDCs #E35

1.1 ATDCs BY4F4E 0L 8%

DCs i # 43~ 25 ML AU 58 0k 40 B2 ( conventional
dendritic cells,cDCs) F15% 20 Jfd £ 4 28 1K 40 Bt ( plasma-
cytoid dendritic cells, pDCs) ., ¢DCs [ FFAE /& & =ik
CD11c FIEZHLAHE MR A I (major histocompat-
ibility complex class I,MHC-1), afAE—H4r N 1
A28 MR SR A A (type 1 conventional dendritic cells,
cDC1) 5 1T 5 28 AR 5 R 40 i (type 2 conventional
cendritic cells,cDC2) M2 ANTERE,

ATDCs HIE#EMT A, 7 T Be W H 21, B 4
PUREIBIIRE, 2012 4F, Bertola SFUE S 7E/IN LA
NEMINR I P AF7E 7 57 DCs, f24% CD11c ™ F4/
80™*Fl1 CD11c " F4/80""2 AN H¥, W 58 /2 4 19 i s 28
Y1 YSAE I T LA 20 M ; [A]4E |, Stefanovic %513l
i FI31 AR/ R SEIESE T RR T ZHZ CD11e ™ 41
A —AR 2 DCs, 4878 T DCs A RELE T 19 AL
PG NG 177 2H 23 98 i 55 07 T & #5 G BEAE . 2014
4, Chen 250 5IF 52 i I 4 28 vh 17 76 {2 & MY
CDl11c¢ " DC,

55 ¢DCs #H {81, ATDCs th ] i i CD11c F1 MHC-
Il B ok XA . 7R/ 80% ~90% B AT-
DCs %1k CD11b, % B cDC2 & ATDCs Y 3= 2 W #F,
ATDCs X 5F W CD40 ,CD8O F1 CD86 5,
(A X S R TR X 73 ATDCs WEAFAEE R BR
g Wi A OC B W 4 i ( adipose tissue macrophages,
ATM) VB R 12 f s PO B8 72 20, o 2ol A e RS
[P B b 3 3k X B AR i 41 KT, Cho 4516
L RIC ATMs $5 5 PE I8 1) CD64 FI MerTK SEEL 1
ATDCs 5 ATMs #7385, #3835 CD11c” CD64 ™ Y4
% 5E h ATDCs LATHBR ATMs BT ¥k, 3% — & B 15
FERRITA LI X 4 ATDCs 55 ATMs 8 T R, BLAk,
F SN T ZBTB46 Xt X 43 ¢DCs WA H 50, HA
15T pDCs |, I 41 i s 20 A% 40 i i A A9 40 it
()2, 5 PR 3Rk e v B o |, Toie 7E o s b 4 A
LU ZBTB46 % —H7E ATDCs ik, xub
WA B T3 B AN ADTCs FF3E1 75 2ebit 5% .

1.2 RS T ATDCs B ETH S5 TE

ATDCs 2 i [l 21 23 v 4 92 952 Vi) 240 L 7 28 2
#R4) . Hildreth 5520 FEBASI RS v % 30, HE e AT
B AT 219 cDCL,¢DC2B  cDC2A R 238,
HE5NEREEH BMI A3 K 2 1EAHG, AEIENTHA
H ATDCs FIECR7EIR &5 T B (diet- induced obesi-

ty,DIO) J5 A Fr 34 hn, & JE K & (high- fat diet, HFD )8
JE G HIE % 2K (normal diet, ND) #9K 2y 1.6 f5102)

AR 3B s, IS B HE R DIO J= 34 i Y
ADTCs T} CD11b * AR cDC2' , [R5 ¢DCs
A HATRIAR 7 W) B S AZ 20 R IR BB 5 R 4 S ( mono-
cyte- derived dendritic cells, moDCs ) f¥) 5% 45 1 & 2% H4
IR A, B SR v i e R B
T NRERR I 4H4 R pDCs(CD11c * PDCA-1* Ziififl) Y
R BRI RE ATDCs WRFZ H 7 7E % 52
(ELRT R AHE 14 P JUE i 117 21 2 T ADTCs JIT A5 S A 1L
TR RERI A It BRiZ A, B 53 A
a7 T HEHARZS N ERR D 4H 2 A7 AE 3 B[R] Y AT-
DCs, BEAR Bf EEHALMAEEZESIK T ( major histo-
compatibility complex class I ,MHC- 1 ) 28437 2% )
BESER A0 L, MHC- 1T 28 73 52 33 1% B 9 0K 240 Jif A0
moDCs, BT HL ] £ BRIE ok 1 el 28 24 B il 22 21
SO T EOR A B T 4 T b B i AT AR ZS TR ATDCs
AL S R

2 ATDCs #EEBF SRR ER X IFEEH

Stefanovic- Racic %52 38 o 1A A0 1 45 91 18 5 2 1E
Jif5 ) B S TR AR 2 IR 4B 2 ( bone marrow- derived den-
dritic cells, BMDCs ) iiF B A%} 2 4R 40 Jfd 7T LA AE 9 I Bg 15
AL GUrR R SE B0 OF hJR  ZU A, T B BM-
DCs 19/ ERTE N EAS 7 AL 8URN I s e R i B
WEANAE . DC AT 40HE A3 > s = eDCs #9 Fli3l ™"
/N ERUFE R 1 4L SR FAIE A DCs 0 W5 200 i 4 o i 3%
Wb, HAELLH BE DIO FEE & R AKHt . @i Fud fcik
W5 # 3 51 A DCs 3] Fli31 ™ /N B rp Al 3 %% % —
B

ATDCs W] 3 52 ff B 2e i R PR - 3R 8 0, sl R
i SN, 17T 5 B 7 40 M 1) fi R 0 R R B 3R K.
Fan 25700 fOBFFE U6 7 AR R B0 R, ATDCs 1] i3 1
A CD26 JE B 22 B 5T, B 7 2H 23 v Y i A 4 i
(BFE DC A E MELRAR ) ¢35 — KL K- 4 ( DPP-4, 5§
CD26) ., DPP-4 Hfil 71l © 9k Uk 55 ] 2o 38 2 AU PR
OGO AR R AR CD26 kK Lk
W, B NG 5 L 208 A PR B, IR R B AP, AEAAR
Sz b, NEF/INR B DCs miBR CD26 ] 33 54 1 Fif
S VAR

HRWT LT DCs 1Y & 5 5 45 2 A5 7 I V) g Ak
(chemerin ) FE35 1 I PRI SR 5> YIMEARAE R 5E 13
T 3 et 285 A L2 AR, Bk 2f R K 32 44 23 (che-
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mokine receptor 23 ,ChemR23) , 2 5 e RN W g%
BB, At 1 G 5 240 Y 55 A R0, DA T Jal 4% A
R

Pamir 55" 7 b7 41 M/ B W5 240 A 4E 75 000 R
(granulocyte- macrophage colony- stimulating factor, GM-
CSF) B 9 /N (CSF2 7~ /N & B, GM- CSF
Z AP BUARN NG B RN, AR P R B AR 5
AR GHM B 26 5 K #T GM- CSF, GM- CSF 3 fin fi % fili
ATDCs &3, I3 g s R A S 75K ()
i, 5 E AR M AR R AR LE , OB GM- CSF #) DCs
(DCs-GM- CSF) Z5 -85 IR HL LAk B 64 /) BUIR 97 40 i
el 434k, UEB RS GM- CSF 1 ATDCs 76 BR il B 1)y
HARIFRSFR T 5 0 K3 B . ANz
b B DCs 73 Wb 1Y £F 4Rl % A AR o 4 s 4
12( MMP12) A RS2 HCA i g 105 40 i 7 A i) S, X
ANGE SR A T R 7 A0 MRS R Pref-1 ZKSF-fY L
VA 5 20 A 5 0 45 3 S A il 5 L 0 R 2 1
v ( peroxisome proliferator- activated receptor- vy, PPAR-
v) .CCAAT/ #8558 F45 4 2 1 o( CCAAT/ enhancer- bind-
ing protein o, C/EBPa) R R4 & 5 1 4 (fatty acid-
binding protein 4,FABP4)7K$E@Tﬁ§]1§f§|ﬁ£"§[m o

Hildreth %5 Xt A 28 R/ B €5 B 7 40 2 11
scRNA-seq BB AESAT T LB Hr , #E T 164k cDCls
SENERERZS T FH 4L 2 (interleukin, L) - 12 ) %L
AUMORTR , SERTEIRFZEDY B 1L-12 RARRRRES
T E AR 42 AE NG D e b 1) S B b i 18] 4
PR, AT 01 ATDCs A AT i i 42 i 1L-12 8935 ok 2
BENR T ZAAE , BARBLE] g 1 @5 7 2H 20 eDCls
WIS A H S DNA BT/ M f2 TR B
R - ( STING ) i PE TL-12 (7=

SR, BEAE TR 701 50 {0l ] 4 B % 1) 2 6 PR /)N B
B (atf3 ™7 (FI317~ [ Csf2 ™~ [ CD11cDTR) K # AT
DCs HHIESEHS 15 H T DCs ] REAE 1E -t nT GE4 il A iy
LR AR T BE (e 5P I A 45 SRS 1203T 5
A BB R Sy s AR Y i+ 0 T R e g A T

S T 2R DC LR S B 4015 &R A9 ZhRE , 140

Csf2 ™ /INBU TR R 200 i 0 B0 A% 240 M 1) B b A A ik
BT FL31 T /INELARG B A0HE A PE T 4R NK
B IR AE T TTTE Xerl DTR /) USRS A
i3 R RE R PR EAENE /D B Xerl T eDCls, AT LA HH
FRAAEE RS I H 2 A B9 ¢DCls T % ¢DC2 JCE2 M,
X b A B S B () i K P 3k 4 R 7 R R A A
KT & B eDCls i o 871 @15 7 20 T

Z-vy(interferon-vy, IFN-v) (7= 4= | 42 2 10 B 5 21 i
R B2 WA AR OC RAE e b, 458 aliF 5 B
ViR 1 A uERATE

3 ATDCs 5 T 2888 ATM K IE®Z G4 R
BB E A

3.1 T @A RERER K

CD3 * T 4R R T ATM 1 fi K8 5 240 4 b
AfRE, HEREAE HFD JERE/NBUR g s int ) T
A AT AR R AR AR 43 CD4 " F CD8 ™ T 4l i
FIAR AL ) CD4 T 40 M 3R] 43 S AR R P Thi
Th17,Ht 48 P Th2  Tregs (CD3 * CD4 * FOXP3 * ), B ik
HiE B MRSV T 9B RAS , S TFN-y 2330, fi2
#E CD4* F1 CD8* T 41 g iy 43 46" | [ it fifi CD3*
CD4 " Th1 #f Jfd 5 5 3% /i, CD3* CD4 * Th2 4 it %5 &=
‘{jﬁ//l\[“'%] .

Th2 F1 Tregs /& CD4 " T Ik EL 41 ffd i 2 4~/
T, 3 8 708 R R AR, O B B R RN
CD1lc™ ATM RYILIE %) Schwartz 251" ) FH 41 ffo 7%
FFPEFET- BEAA 1 (programmed cell death ligand 1, PD-
L1) ZAPERBR /N TR 98 & B, AEBRR S T /R
FIAZEE) ATDCs Fih KA A PD- L1, A BR i {4 54 fin
TRANERE FR 4604, ATDCs 3# 13 PD- L1/ 40 A2 51 5
T=- 34K 1 (programmed cell death receptor 1,PD-1) %55
T 2 gAY [ A5 K L 4L (type 2 innate lymphoid cells,
TLC2s) AHEAEFH, T ] Thi 858 -2 2 Th2 A Tregs
AT 0 e AR R TR Bt B D 2 2 e E A
B FE AU K, Th2 F1 Tregs Y Fb A5t Bt 2z k20

T PPAR-y TEBEASMEILEE 3 ¥ ( phosphoinosit-
ide 3-kinase, PI3K) {5 5 % 1 AT D2 i PI3K 5& K %
5, W R AR, TR A A B R 4
(glucose transporter type 4, GluT4 ) FEF ik | e FE X 4
HFEH B EL, ATDCs 431k Tregs Y AE J7 82 fK"17
Tregs HLlI /> 0F— 4 S8 PPAR-y YK IEDY ) &%
HEsE ) & B, NKT 4t nliad 5 DCs M E AR
HEARRE A=, = cDCL %) Batf3 Z PH @ bR /N BUTE 3
Z R e I A B R A AR R A
Hi cDC-iNKT @ #5152 R, R 3 ¢DC-iNKT
PRI CD11 e " 4 FE /N ERZE HFD MESR I
eI S A0 B L JBR 15 28 IR R0 IO B s A8 L2 )
i}, Satoh Z£15 F i CD11cCre- Cd1d1£/f /)N B HIRF 5%
KB GE T INKT 4005 DC A AR, BB 4L/
AL P 9 85 5 R 55 % PR ZE A LU A T i
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SMATIT T, ATDCs JE L PR ¥ CD4 * T 447 L iy
FrEs g I 4 AE , T NKT At rl 5 cDCs AH
AR R RE 5 4123 9 5E .

3.2 ATM BTSRRI AR KA

RNEREE T ATM A 2 FhOR A A9 B AR 245, B
M1 i 48 B e 40 L A M2 3102 2R B s 4 T8 IE
HOR N, MU 2 LA 0 R 40 i FnZm i I8 7k 3, 4
MoA0dE M2 BY E 20 i | V8 R 20 RN TLC2 4% ZH Y
A3 IL-4 IL-5 IL-13 1 IL-33 0590 Japk &
T, ATM Z3 Wi 4 PRI 2 i 34 38 K o (tumor nec-
rosis factor- a, TNF- o) IL- 18 21 fin il fig 7 2H 42 %
i, [ H | R 5 R A2 R B R U5 5% S0 F iR 1k
R AZ B A B R B S RS R
BH, AFF7E'C &80, it BELIT ATM A9 9 i 38 %, ol LAA
Rk S ph AR 55| A 4 i I 2R T AR R 2 W T A2 R
TR B AP AZRE T - BREERR T (nu-
clear factor kappa-B ,NF-kB) il c- Jun %5 A 5 385 i ( -
Jun N-terminal kinases,JNKs) .

SR ATDCs 1 ATM E A5 A [R] (4 Bt T 2 336 s 7
Yy AP S AN TR], 2 B AT 1A 2 2 ST 1 75 o 24
Jfi, ATM il ATDCs Z [a] 0 AH B AE IR k5 S 1
i & e BN pF P BB, B2 DCs 1Y
FI31 ™~ /R ATM B 3870, I HLAE DIO ks 1 iR
1 ZRURPE T DCs 8% FIBL b8 Al 34 ATM ki 9F:
Wik x—% , HAHh, 5= DCs B9 CCR7 ™~ /N EUTE BE
SRR R B I T ATM B9 = 3iE B 7E I ok 2
T ATM Joik B XL BRI ATDCs 1l g3 5
JATATM YD RE AR, L R EIE RS T, 24
iMi, B AT AT 2E ATDCs 1 ATM 2 B 32834 J2 ] 42
i 2 RO ELAE T, DA SCBG B ATDCs 2 75 B
BTG ATM, S Z AR5k, AH SR BT R 9T
3.3 B RiEHE SRR AR K iE

AR AR RIS E R DCs Se 8735 1 — 4
HEHLH], FERR WAL SUAR S, R IR B AR
L 5 AR R AN AR B BE S5 A S AR I 4 i 5 ATDCs 22
[f] AR B, AT VR 5 BE W A 8L R RE . 428 DCs B
B IR 15 40 e 86 J5C 1 R 7 7R, 3 1ot S AL i R b A
B ATP, s K HAE A RIS, T ATDCs T 2545
TR B N 7 R IEIE NG T (lipid droplet, LD) LD HA
HERGRERNE, FKFER) LD 2 #E DCs #0E Fbi R
LB A K LD B DCs (high- DCs) 3
W e JEE R, T low- DCs U 6 30 4 i 32 5500, 3
T HEAN Tow- DCs/high- DCs {8 AT L4 52 8 48 5 i 3217
ATDCs #1 ATM H LD BYAE I LA ST B 355 5 19 58 i 14

AT — 20

ATDCs 518 5 4 il 2 8] i A8 B4 FH 2 B i 41
LUREBR 7 —EE R JUHARIULE RS D7 48 M K A
HaGE 0] BT Csf2 7 /N RS A4 S o B
Z ATDCs =BG W AE B NG 105 2 12 38 i A A 1D 48 it
BR, BEAh, & & MMP12 FIZFE&E A B DC &%
SE0T LA 1k R 1 5 200 B 1) g s 240 A oA

82, ATDCs 5 E G 4 Bt an Jg ity 40 Bt A0 i s i
4 2z (8] A AH AR AT g 2 S0E & AR 0 0 E BIL I
L

4 REERE

ATDCs A AT LA3E i35 38 fin 1 B 550 1142 08 19 A
R AE , 18 13 i 55 g Wy 21 23 v AN [R) 28 2 %) 240 it K A
R TFHEAE , 5 sh 3598 55 AR RAE S 5 R AT
(1), Hik, E—4 B ATDCs 5 0 Bk AH 56 595 1Y
MU R AR S RGBT I AR W %8, HRTX T
ATDCs 75 BB e AH 5 A8 17 20 27 4 E A AL 1) 2 4 I
ABIFGE ABAAFAE— L5825 1. (1) Al ZE JE Btk
BN LU FPRS 0 X 4> ATDCs 45 30 2 8 3
HEBR BRI, MR & W IR, (2) MERE
R ATDCs SR W21 28 HoAth G 78 40 M AH AR 1Y)
BHYIMLEI AR BB, (3) ATDCs BCMIATT B JEAR 69
o ROV TE R AEATZTHR R AT 70 AR 40 A DG S e
INRERIESL N T ATDCs HEATYRYT . BF X p i 5 A1
A S B (ANFELT TL-33/ST2 lt) sl 3 il AH G2 4
I (ARREREPEAT X CD11ce * ATDCs 1897 ) 42 I % AR ik 5 |
R PR R L2 9 A BAH AR I 2 0 1 1T RE SR MGG,

Gz i AR 2

I
*

ATDCs
A

S
2338
\ <

ATMZEEE

¥ —— (=0

ATM

1 ATDCs TSR AL RKAEEE
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