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1. BF

CXCLI17 134k % 72 B2 3 8L L. myeloid-derived suppressor cell (MDSC) % i
L CHEBHI 2 e 2 2 E R 5T 5, MDSC (% CCLS Z47 L CREEHT
71T regulatory T cell (Treg) % 758 L CHESES0IE 2 Ml 3~ DHEREN I H LTV D,
LR R B 0O mRNA C CXCL17 DR BN ER G & e~ T EF LTz, 7
NP ERRCRE T MY v S CIXFERR O R S e o 2, 5%
Yutt,C CXCL17 Xz R O FITREITH B L Tz, Invitro IZB N TE MR
B AbMilE A2 IFN-y TR T 25 & IREKFAIIZ CXCL1T OFRELA BH Lz, iz
WEET LV ThHDHA I FE FIFFERREER IV TS CXCL1T7 OFBLT
EFRLTWEZD, A IFF FERERREE /IR 5 CXCL1T O E 2 i
L7z A X FE FAHBHAART & BAAGTRIC CXCL1T # v /37 Z IR RIS L
lcbZ A, arha—Thd PBS DHDES LR T, HORE I DL
55 L, BoREIC B D AIEMEY A NI A  ORIPMET L, Mk E R ISR
THMBOBAPMET Lz, RFIRET 2M%E 7 2 —4% 1 k2 b —CiHli
L7zt Z 4, CDI11b Bt Gr-1 B> MDSC & CD4 Bt CD25 Bt Treg D%k
N hr—/L LT A TERY | SOLREREA TS CD11b B Gr-1 BPED
MDSC & Foxp3 Bt Treg #5732 b u—/L & H_THE % TV 72, Invitro |2

B TMDSC X CXCL17 154 U722 Treg I 3iF & L 722 5> 7=, MDSC IX CXCL17



DZFRTEH D Gpr35 O mRNA ZIEHL L7225, Treg lIRBLL 72 o7, A IF
E NIEFELREER S RIZ CXCL17 % B2 FiES$ % & RIRFICHT CCLS Hiik £ 7213
PU CCLA LR Z [FIRFIZIES L7z & 2 A CXCL1T DA X FF N7tk i g &
AT 2RI BIEEN T, PBS &2 hu—/ b IgG ZRIFFICE FiESH L
L HOEISRORIEMEY A N A v ORBUIRRBREIC o7, Z O RIT
CCL5 =° CCL4 7% CXCL17 DIKIEMEHNC BV TEHEREF ZRZLTWD
EERRIET S, ZnbEFELEDDE, CXCLIT X MDSC & Treg #5452 &
TA IFF FERERRBE R 2 IH 925 Z L bhoTc, T OMREITHZEEC

BT D ImFl e 0 N A I 2 DICEHE Th 2 AlREENZE 2 b,



2. FFX

CXCLI71EH L BA SN N9 DT X V625 CXCTENA 77
—D—D T, MG R Z X7 38 LFEMI DNA ~ A 7 0 7 LA fifATI L 0 %
HEhiz(1, 2), CXCL17 1358, H. K7 & Ol IZ R L1, 3). B
MRS LB Y BGHIE 50 < FEER S5 L i STV S (1), —7J5 T CXCLL7 13
PERESG C L RBAHRE ST D, HFHIZHEE Clk CXCL17 (LR IEAT 1 Ek

WZEEA S AL, RRIZIEEMAL B A T HEA S DH(4), CXCL1T OZFIRIL

UT GPR35/CXCR8 & [FIE S4u, ZAUIWHLAE Ol 4 & T kb Ak c B 5 &
SNTUWB(5), GPR3S (T~ 7 v 77— 0/mNRMIE, FERIERICHRELT 2 L S
TV 5(5),

CXCLI7 [FHER, 7 v 77— pEE 73RBS L2632 sl &1k
K& LTERT 53, 6), BEOHFTEIZ LY CXCL17 MIEEEE &2t d 25 =
EMHEINTND(1,4,6,7,8), CXCLI7 (7L, Mg, AR, K &
BH OIS CRET 51, 4,6, 7, 8), FFAllEE TIL CXCL17 DFRBEN FHA
BOMSE L= TR T & 72 5 @), & 512 CXCL17 IXE#E 7 /L C myeloid-derived
suppressor cell (MDSC) Z JEEFENAICFEE L, MEFTAELFHET 5 2 & CEpHE
AT & SN TWD(T), — 5T CXCL17 1 X4 D el o JEg: B A 12 B C

JEIZHIALIZ I O ERE 223 Z & THUIE D RICEAD L &L b @i STy



%(9), WEDOHE TIL CXCL1T OIEFEUSNOFRE & O E HHE SN TR,
CXCL17 iZ~ 7 AD~ 7 a7 57—V HRORIEM.ED A N1 A OFBLZIHI L,
PIRIEVER %2 %648 L 72(10), CXCL17 [XEEMEMMRIZIT DREIZ BV CTHUETE
WEFOTENA L LTHETHDL EHLMEINLTNDH(3),

RREI TR B2 A AL oD S8 7 B, A I, R & LR D SR T &
DRSO LD W A 0 O KB A 292 BEEE O m O MEPE S EME B R
BT D, WRECIIR R %2 FR & Uiz tEiisisc, Bafi % 2 £F © B
SEMERZRE, RLEIE A 2772 ROREMERLBUIE . 288 & DR BRIk & 1 5 IR ME R
REDOHEG BV | FEROMEL L T DIRIRORE IR TH 5, JWRITI R TH
L5, BuERRNERERFOELLHEGTLZNFIRBLEEIOLNTED,
MR A 2R Yy ZIEBREO G RZL N EN I AmEN TS, BHERTIE
DEREBCE MR EREEDO Y A7 bEWEHEINTRY | EEHET
(XREHERE OFMITIEMEAEE L X TR -T2 LI HE L STV 5 (1),
ROREI T —AEVEIC oo o TREE | ARVERDIRIR 23 72 < | BRHIER ITBHE DAETEDEIC
RESEETLIHEBETHD, IWRIFERPLHEDONTELLAT A OB X
> D3 DAVHIE, AR, LT /A FAR, 7 v 2R Y CAARICIIZ T,
UTAETTIXHL TNF-o HUA, T IL-12/23p40 HLiR, i IL-17 Hiik7e & O LBl

PIBATE S AL, BFRER OFEEECBIEEIR 72 & DB IHED A LV V31T &



Do EFRIRAN TR U CIRFICA R CThd 523 FAIE 3 IEF 1Sl T
B Z &SRBYE R EORIERNIEIC /D Z L b H 0 BIELREMEA, B
BRPE L STV D,

Regulatory T cell (Treg) 1% H L E 72 1ZIEH QKT 2 i 2 Ml 3~ 2 %
ZFFO THMIOY 7y T, FH~—HF—& L TCD4 & CD25 2381 5,
HRBL K1~ Foxp3 M~ A& —HilffIKl 1T, Treg D5 L HEREIZBH D 5 (12), 1L-10
IFRIEMENGIR B2 & 0 B A R IE OGN YD (13), IL-10 & Foxp3 (%4
I Treg DIEMEAL~—H— & LTEI S5 (14,15), Treg O B/ OHEBEIR T
ME RO U ATHERH CAERT 229 L S5 (16), ffitBsE O RN M
Tl Treg DEUTZEACIZIRNA, Treg OIERER T RN H 5 L ME STV B(17),
MDSC [FMEIE ORHUNRBEIZ I THE Il B 5792 (18, 19). RIMLZRHIEE
BEMIEOEE ORI D 72 DM TH D (20), T AILOMEGE L Y1 N oA VA
ZHRNZHNEIT 5, < 7 A2V T MDSC 1% CD11b Btk Gr-1 BtERS R & =
5(21), Arginase 11X MDSC OiEHfb~——& L THE SN TN 5(22), %
UT. MDSC IFHZEZ IV TR BB ICAAET D 2 & SRS S72(23),

HERE DR AR 2 BRAE L . - 2RI 2 o 572 B E T VN EETH
%, Toll-like receptor 7 & 8 DU > R THLHA I FE FORFTNHIZE DRz

ORI I PIEEREHFLETDHZENTE D024, 25, 1 XX NFEEL



TERE R 8 25 £ 5 /L ClT Thl7 e & | IL-17/1L-22 FEA yOT A 7 B 58 20 1l & I
2T ZERH BTN D (26),

AWFTECTHMEE A X8 NFERULRREERET L~ U AZBIT5H CXCLLT
DEFERETHZ L2 B L Lz, CXCLIT 234 2 XF Nif Rk i g 4
IZBNT, RIEZIHIT 2EHN LRI L TWD LG AT,

CXCL17 VXREHE DI SR D FR B THRFEHL L T iz, IFN-y BRI ZIR R AF
e FEREZAGMIRD CXCL1T ORHZ R 7, CXCL1T O TFESIZ
VA IFE NIHFERAREE RTINS L, [FIRFIZ MDSC & Treg O J§~DF
23 L T2, MDSC X GPR35 @ mRNA Z38L L TV /=23, Treg I35 H
LTCWRWZ E&fER LT, F72 in vitro (23 T MDSC (% CXCL17 (2%} LT
WEE LTeh, Treg 1TilEE LR o7c, S HIT CXCLI7 DL TS & [FIRHZHT
CCL5 fuiR £ 721351 CCLA Huikz [RIRFIC B RS 9% & CXCL17 OHiRIE/EH
P &N, TS OHEEN D CXCLIT 1 MDSC #7538 L, MDSC 7% CCL5
R CCL4 24 LT Treg DFEZR - Lz E 2 HiDH, CXCLIT XM 1
BT DR I IS E A 95 9 A CHEREHFIZ R L TWDATEEEN &

Do



3. WFZEHE

1) ~7U XA
C57BL/6 ¥ A% SLC ¥ ¥/ > X DA L, Specific Pathogen Free BR57 THERF,
AL, 76 11 B0~ A EBRICHER Lz, X TOEMEBRITHRR

REOEWFEFRZEE=DOAGE (E-P10-134) 23 TIT-o 72,

2) B

RME20 40, 7 P E—PERER 10 4, BE T Ml U o /N 28 44 O B DR
BeJE & IEH = b — L 11 470 B S A EI L, mRNA Z[EIN L7z, 7z
WOfE, 7 N U PR SE . BOW T AR D 2SR, & 10 4T O DR ARG &
Ef =y ha—/L 10 406 QR EMMEAZRIN L, FEREEZITo7, ER 3
e — VX BB OB ORRE 2 AV, 7 LV X— w7 B RS
B Jg T Mila ) o NEOBE X272 7o, T TOMKIE H B O BRIRZES THRE
ENTZHDOTHD, HILKZEOREZMIEEB R L0 ARBFIEIEAGE S (KR
5 0695-(12)) . E AT~V FESOFANCH] - TIThbivTn s, X
TOBERK, EFas b — AR EEINT 5B, 7 —b Farky

KTV 5,

3)  FEEs

:
R

10



b MALMIEZO cell line T2 HaCaT ML 75em® DA GTHIHEEA Y
10%FBS A Y MEM (Thermo Fisher Scientific, Waltham, MA, USA) Z#55H1 & L C
37°C. 5%CO; B2 TR, MR L7z, 1774 MIARIT 75em® DRFEAITHREIEA
D 10%FBS A Y RPMI (Thermo Fisher Scientific) & 151 & L T 37°C. 5%CO, Bz
THEER MR L 72, IEH 2R 2 ALY (normal human epidermal keratinocyte: NHEK)

(KURABO industries, Osaka, Japan) (% 75cm® OE#ERLRIZE N ALANIEEERE A
Tt v N EEE - Humedia-KB2 (KURABO industries) T 37°C. 5%CO;
REBCHERINL, EIar Ty Mo ZATHMIIL N 72T
AFEEHL, BEE L. 5 x 10° cells/ml C 2ml 7§ 6-well D7 L —NIED L7z, Hild
WEIAL TN TN o2 AT, B UISERICREL , MIFEL DR HZ N2
72, [AIFFIZ recombinant human IL-4, TNF-a, IFN-y, IL-22, IL-17A (R&D Systems,
Minneapolis, MN, USA) Z N2 2 EIIITH M2 /2T, 55 37°C, 5%CO; B
THFE SN, IL-4 & TNF-aD X 10 ng/ml, TFN-y, 1L-22, TL-17A O¥EEEX 0.1,
1. 10 ng/ml &U7z, 24 KFE#IZ BIEAEMLL ., 200 CRifuik F2FREL, -80C T
BAERAT L7, #ildiE TRIzol Reagent (Invitrogen, Carlsbad, CA, USA) & F N CHlE

HOIFRIEYIZ RNA 2[RI~

4) RNA fliti & RT-PCR

11



mRNA (Tt 3B L~ 7 2D R ERARIE RNeasy Fibrous Tissue Mini kit (QIAGEN,
Valencia, CA, USA)% VT, #lfElx Trizol Reagent % F\WTCEIY L7z, FHAHM
DNA % ReverTra Ace qPCR RT Master Mix (TOYOBO, Osaka, Japan) % AW\ TH
% L 7=, THUNDERBIRD SYBR qPCR Mix (TOYOBO)% i\ 7= & &) RT-PCR ik
C ABI Prism 7000 sequence detector(Applied Biosystems, Foster City, CA, USA) % H]
WT, CXCL17, IL-17A. IL-22, TNF-a. IL-12p35, IL-12/23p40, IL-23pl19, IL-
10, Foxp3,CCL5, Arginase 1 ® mRNA O ZJE L7z, X TORMKIX GAPDH
ENEME= Y br—L & LTHWT, 288CETHMFEBLZNIE LT, ZhE
LD Primer OFESNILL T D D& VT,

murine GAPDH forward, 5’- CGT GTT CCT ACC CCC AAT GT-3°, reverse, 5’- TGT
CAT CAT ACT GGC AGG TTT CT-3’; human GAPDH forward, 5°-ACC CAC TCC TCC
ACC TTT GA -3°, reverse, 5’-CAT ACC AGG AAA TGA GCT TGA CAA-3’; murine
CXCL17 forward, 5°-TGT TGC TTC CAG TGA TGC TC-3’, reverse, 5’-GCT GTG CTT
ITC TCT TTG G-3’; human CXCL17 forward, 5°-ACC GAG GCC AGG CTT CTA-3°,
reverse, 5’-GGC TCT CAG GAA CCA ATC TTT-3’; murine IL-17A forward, 5°-CAG
CAG CGA TCA TCC CTC AAA G-3’, reverse, 5’-CAG GAC CAG GAT CTC TTG CTG-
3’ murine IL-22 forward, 5’-AGC TTG AGG TGT CCA ACT TC-3’, reverse, 5°-GGT

AGC ACT CAT CCT TAG CAC TG-3’; murine TNF-a forward, 5°-CCA CCA CGC TCT

12



TCT GTC TAC-3’, reverse, 5°-AGG GTC TGG GCC ATA GAA CT-3’; murine 1L-12p35
forward, 5°-ACT CTG CGC CAG AAA CCT C-3°, reverse, 5’-CAC CCT GTT GAT GGT
CAC GAC-3’; murine 1L-12/IL-23p40 forward, 5°-CTC ACA TCT GCT GCT CCA CAA
G-3, reverse, 5’-AAT TTG GTG CTT CAC ACT TCA GG-3’; murine 1L-23p19 forward,
5-TGT GCC TAG GAG TAG CAG TCC TGA-3’, reverse, 5-TTG GCG GAT CCT TTG
CAA GCA GAA -3°; murine IL-10 forward, 5’-TTT GAA TTC CCT GGG TGA GAA-3°,
reverse, 5 -ACA GGG GAG AAA TCG ATG ACA-3’; murine Foxp3 forward, 5’-CAC CCA
GGAAAGACA GCAACC-3 , reverse, 5’-GCAAGA GCT CTT GTC CAT TGA-3’; murine
CCLS forward, 5’-CAC TCC CTG CTG CTT TGC-3’, reverse, 5’-CAC TTG GCG GIT
CCT TCG-3’; murine Arginase 1 forward, 5’-ATG GAA GAG ACC TTC AGC TAC-3’,

reverse, 5’-GCT GTC TTC CCA AGA GTT GGG-3°,

5) A X FE NIAIE MR G %

Invivo T? CXCL17 DFAFIZI T 2K et 2 720I2, 7 #2511 Him
® C57BL/6 BpAR~ 7 212 31.25mg DA 2 FF K7 U —24 (5% Beselna
Cream; Mochida Pharmaceuticals, Tokyo, Japan) % 6 HE#H: CHAHH L TA I FE
R A SRR S B % 23598 LT2(25), 25%1 Y A7 7 U i (Tokyo Chemical

Industry Co., Ltd, Tokyo, Japan) # & H L7V EY V2 A IFERI Y —LD=

13



v hue—L b LTHW:, #BE T T~ A2 20 ul @ PBS (2 100 ng ™
recombinant mouse CXCL17 (R&D systems) # Nz 7=t D, F721% PBS DA%
21 7=V OEREGEEHWT, A IXE NGB, A2 A% L 4 A%
OEFE3EL, A IFE REAHTHENNCA FICE FERNTRE Lz, 1 3IF
E RZAHT L1226 HFICHOE S % dial thickness gauge 0.01mm (OZAKI
MFG, CO.)& W Tl £ D 2 S5 (27) RRRFAIZHIE L7z, $L CCL3 Hiufk
(R&D systems) . #T CCL4 $iif& (PeproTech, Rocky Hill, NJ,USA) . #i CCL5
LA (PeproTech) % CXCL17 & [RIRFIZE &G4 DB~ 7 AL 3 BRI
Tohhiz, BRI 2ug DY Fu— L 196G DI EETe 20 ul D PBS, 5 T RE
12100 ng @ CXCL17 & 2pg D=y ha—/L 1gG 2 & Te 20 ul @ PBS. &5 =R
100 ng ™ CXCL17 & 2 ug ™t CCL3 Hifk, Ht CCLA Hitfk, Ht CCL5 HilkdD &
MaE T2 20 W O PBS 4k G- Sivlz, A IFE FAMHZBLG T HRIC~ T R
DHOREFMEAZEUL L, mRNA B, ~< h¥ Vv - =40 9ufm Aol

GGt T —Y A AU —OHTIZ A,

6) ~ 17 ARG DR RO fRT
~ U 2D HDOREREE 10%FL~ ) > TERELT, X 70 AL, 6

um DS DU EAED | ~v XU - ARt To T, BB S

14



U NERER & A R ERE 2 A BAIRER D 400 £5 O @5 R EE TR L 72, U o
B & A P EROFFAIE HE Be Al Tl L ZDTEREN D . 03 LTe B2 FFo

Mz 4 ek, 7 m~F R < N/C D@ Wi 2 U o SER &EHE L7z,

7) & b BJERRAR OB AT

WoliE, 7 b e —PER G . BORE T AR Y o IR DTS O B R A A T
CXCL17 DYtk ta 21T - 7o, BRI OSSP O IEH 72 BUE 2 1IEH = > b
n—/L & LTHWE, 10%FRL~ Y U THEES L. NT7 7 o il Sk
20 5um DRSO Z/ER L, HANT7 74 U LT, Zh b8 %
anti-human CXCL17 Hif& (R&D systems) THuft L. ABC staining (Vector Lab,
Burlingame, CA, USA) T¥ufa L 7=, Diaminobenzidine % H\ Tt S THA
L. ZO®%~AY—  ~v bF V) U TRBRGAET T, PEOREL-| +,
++0 3 BPE TRl L. ARG 2 1-B IR L, X ORRER LI

F LT,

8) WY
AIXTREEREZEZ LI-HEDOKEEIZRET 2 MDSC & Treg &34~ % 7=

¥ CD11b, Gr-1, Foxp3 Ot toafE et 21T -7, 6 um OE S DY & 1ERK

15



L. 7 b T205MEE L7, ratanti-mouse Ly-6G (Gr-1) Ab (eBioscience
San Diego, CA, USA) Z it T 1 i¢fA]#fE L . £ D% FITC-conjugated goat anti-rat
IgG (BD Pharmingen, San Jose, CA, USA) TXH{Z 1 BFRE##E L7=, &512 PE-
conjugated anti-mouse CD11b Ab (BioLegend, San Diego, CA) C¥: {4 7-, FITC-
conjugated anti-mouse Foxp3 Ab (eBioscience) i Treg % [AlE 3 57-8 iz, #4x
.13 6-diamino-2-phenylindole (Vector Lab)z H\ T 4°CTITo7=, 400 {5 O EF % 4

ETC R IR D A A I L | LT,

9) ELISA

NHEK O 53 L5 1 o CXCL17 # > /32 # % CXCL17 human ELISA Kkits
(MyBioSource, Inc, San Diego, CA, USA)% VN CTHllE L 7=, Optical densities % 450
nm & L. correction wavelength Z- 570 nm & L, Bio-Rad Model 550 microplate reader
(Bio-Rad Laboratories, Hercules, CA, USA) % W TGRS 2 JIE L7, BEH OFR

TZHDEINCAF o — NI —T & ER L CREZFE LT,

10) 7a—HA KA KU —fiZHT
G A2 El 45720, A 2% R4 H L. CXCL17 £7-1% PBS

ERG LI~ AOBORF 2RI L, B EZ RN TRE, EReEATE

16



F{k % Liberase TL (Roche, Basel, Switzerland) % & A 72 RPMI IZ AU T 1 FEf#] 15
57 3T°CTHE L. & D% 0.1% DNase | (Sigma-Aldrich) % f &)Y 0.05%I12 72
5 EDITINATE BT 16 pIFE Lz, 1557 fMlnikEik 4 100, 70, 40
um DFA B Ay aDT 4 —ZIAFITEE I, BECHRESL T
% K 912(28). 1000 g. == T 20 sy .00 B L7z, FACS buffer T 2 [EIBEH
L. APC-conjugated mAb against CD11b & PE/Cy7-conjugated mAb against Gr-1 =%
721% APC-conjugated mAb against CD4 & PE/Cy7-conjugated mAb against CD25
(BioLegend)Z FHV T 30 73ff] 4°CCTHta L 7o, %12 FACSVerse flow cytometer
(BD Biosciences, San Jose, CA, USA). FACSuite (BD Biosciences) % i\ THEHT L

7’:,
—o

1 1) MDSC & Treg ¢ Hi

C57BL/6 ~ 7 A D g/~ MDSC @ g3 Myeloid-Derived Suppressor Cell
Isolation Kit (Miltenyi Biotec, Bergisch Gladbach, Germany) % H T, Treg @ Hiff
< CD4*CD25" Regulatory T Cell Isolation Kit (Miltenyi Biotec) % Hv T, fli&35
FERICHE S TIT o 72, Treg O HiEfE & [AFRFIC CD4 it CD25 Fatififin & HifE L

7’9
—o

17



12) FEZFIAT vEA

C57BL/6 ~ 7 A D Jfigin 5 EIUL L7z MDSC & Treg #7 EX X AT v AT
HAWic, 7E'X#F A7 v &A% 48-Well Micro Chemotaxis Chamber & filters
with 5-um pore (Neuro Probe, Inc, Gaithersburg, MD, USA)Z FHH\WTHE Z 72~ 72,
MDSC %7213 Treg (5 x 10° cells/48 well-plate) % & A 72 FfR % %21 5-um pore
D7 4 VF =D EIZ 8well FOENN, —HTT 4 NZ—DFDF ¥ 23—
recombinant mouse CXCL17 protein (R&D Systems) % & ¥ RPMI1640 & {4 & %
720> RPMI1640 D H % = L ZHLAFLT-, CXCL17 D#EFE T 10, 100, 200 ng/ml
& L7z, 3TCT 18 IFfMIEE L7zdh & CXCLIT IClEdE L T FDOF v /3 —IZH
b7 MBS T CRHI L7z, MilEiE 7 4 v F — oL a2 & e 200

& OHHEF A 25 7 pr TRAA L 72,

1 3) Gpr35 mRNA O FHHfER

MDSC, Treg, CD4 [tk CD25 [2tEfiifa, ~ v AD~7 v 77— 0 cell line
Td % JT74 % TRIzol Reagent (Invitrogen) CAZLEE L T, total RNA Z[R[IL L 7=,
FAA# ) DNA 1 ReverTra Ace® qPCR RT Master Mix (TOYOBO) % W TH Rk L
72, Murine Gpr35 primers (% forward, 5-GGG GTA CTG GCT CTC CCT AC -3’ and

reverse, 5’-CCC AAG AGT CAA CGT GCT TT-3"z Hv 7z, Thermal Cycler-Life

18



ECO (Hangzhou Bioer Technology Co., Ltd, Hangzhou, China) % FHv>T PCR T
g L7z, PCRIZ94C 2755, 94°C 30, 57°C 30 ®b, 72°C 23 & 35 WA 7 /L
RV, KEIZT2C 25 THEAETT>72, PCREMIL 15%T 1 —A 7V THE
SUKE) L., ethidium bromide TrIE{L L. UV light N CTHEGR L7,

14) MDSC. Treg @ depletion

A I XE FANVHZBAGET D81 HIZIERENICHT Gr-1 Hitik, $T CD25 ik, F72i%
a2 hu— L I1gG % 500 pg/ml DIREEIZ PBS THR L 500 pl Z fEER G- L7-,
A X FF FAMHPIAGTR 1S CXCLLT Z 455 L 7o 2R & [FERIZ day0. day2,
day4 DA I FE FAHIERNZ CXCL17 £721ZPBS DA ZEE L, HORS %
PRI 308% L 72, MDSC & Treg @ depletion DREFR D 7= 1241 Gr-1 HUis#
H. 5 CD25 ik, £7-idar hur—vIgG #5 1 A% IC K 25 E L
2. BRER U721k 2 FACS buffer T 2 [EI%eif L, MDSC {22V Tl FITC-
conjugated mAb against CD3, PE-conjugated mAb against CD19, APC-conjugated
mAb against CD11b, PE/Cy7-conjugated mAb against Gr-1 (BioLegend) % FH T,
Treg {22 T FITC-conjugated mAb against CD3 & PE-conjugated mAb against
CD4 & PE/Cy7-conjugated mAb against CD25 (BiolLegend) % Fiv T 30 43[E 4°C T
et L. lysis buffer T 2 [AI%EyF L, JRIMERZ BRE L7272 12 FACSVerse flow

cytometer (BD Biosciences), FACSuite (BD Biosciences) % F\ CHEHT L 7=,

19



MDSC X CD3 & CD19 faM:fiia oo ¢ CD11b Bt Gr-1 Bt iR o B4 % 5T

L7z, TregiLV > /REk%E 47—~ L, CD3 [itilfiao s ¢ CD4 5t CD25 [

PEHIAE DEIE 23 L7,

15) #uat Erfitr

7. Mann-Whitney U-test % 2 B[ DR OF Z 22OV, ZEEMENTIC

Kruskal-Wallis test Z AV 7=, P % 0.05 K & H e = L e LT,

20



4. FER

1) HRERETEEICRIT D CXCLLT O3B

BEHEIZ I D CXCLLT DGR D720, AN T M E—MHRER, K
J& T AN U N, REMEODIR SR & B R RE IS H5 1T % CXCLL7 @ mRNA
DOFBLZWE LTz, CXCLL7 ORBLEITFME IV CIEH E & R THEIC
EHFLTWE (K1-A) . =T, 7 heE—MERERERET MY > YED
AR 21T D CXCLLT ORBULEH K L F% CThotz, 7 he—Eik
ok, B T AR Y o NBE, Bzl 1B RS T CXCLL7 DffEdeth 24T\, §E
TEDOR B ALMILA CXCLLT i< HBIL TWH Z & &gt Lz (KM 1-B, &

1) . ZDOXHIZ CXCLL17 OIEELIXHLBEREE LB I BTt L T,

2) VA b I A R DOALHIIRD CXCLL7 DFEBL DT
FALMAIZI51T D5 CXCLLT OFRBLOFIHZ -~ 5 7=, HaCaT fifa L & k
B FEALAIEZ IL-4, TNF-a. IFN-y, 1L-22, IL-17A ORI % Iz 7= 554
., FTITH M TWRWERRIR O 7T 24 R[5 #E L72H & (2 CXCL1T @
318 % real-time RT-PCR TllZZ L 7=, IFN-y % HaCaT fllao> CXCL17 DI
EAEICER S (¥2-A) , IL-4 (10ng/ml) | TNF-a (10 ng/ml) TZ#

LA L TH CXCLL7 OFRBUZE IL R o7z (K 2-A) , IFN-y HlPE T
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HaCaT #iJaD CXCL17 OFRBNAEIZ LF L7272, IFN-y [FEEICHREIZ B0
THRETRIAN LA L, EROWRREICED S IL-22, IL-1TAIZOWTHBE L
72o 1IL-22 (0.1,1,10 ng/ml) . IL-17A (0.1,1, 10 ng/ml) ~C HaCaT #ifid z #il34 L
TH CXCLL7 ORIUCHE R E( I 20 o7 (K 3-A, 3-B) ., & MEFHRK
AR 2 IFN-y TR L CH:#9 % &, CXCL17 ® mRNA OFE B BT %1%
DHTHER LIS D LR THRICEA LT (K 2-B) , IFN-y DIRE AR
STHER LTI2& ZA, IFN-y Id b MEFERBEAMILD CXCL17 @ mRNA O3
BEZEEEFENIC EFSSE TV (®2-C) , EHITIFN-y Xt MIEHEFREZ
AL DR EIFICH 1T 5 CXCLLT O A B2 BERFIC LR S8 Tz
(1 2-D) . Z® X 51T IFN-y FII LA LAIILIZ I8 D CXCLLT DR BLZ [ 5H-

IH7,

3) A IXE FHERBEBREER~D CXCLLT DEBOENT

A X FF FEREERAE R T~ U A DEEWET L L L TR bt T
%(26), A IFFE RAH 2 AED~ 7 2D HIZEIT %D CXCLL7 D mRNA DOFH
FHEF OB N LIEHGEIIE_NTHREIC LA LTz (M4-A) . ZORE
Tt SRR ISR D CXCLLT ORHOTLE L —%4 25 (K1) . <~V

2 D HI|Z recombinant CXCLL17 ¥ 5-%2 L T HERRRY ., T2 B i = &7
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molz, £ T, A X FF NEREREREE R IZI 1T % CXCLLT DR % filgwd
T 5720, A 25T RAHFTE S FIZ recombinant CXCL17 721X PBS % H
(23S L7=, Recombinant CXCL17 ¢ 513 PBS #5- & b _XTA I ¥ N4V 4
H#%., 7 BROBOES OB A2 A ZICET S ¥ (M4-B) , Mikerms
THA IFE NIHT7 HLZD CXCLL7 25 L7 HIZPBS &% 5- L= H &t
T FINCE SN BT 2D U U RERE I ERES PBS # 5 & [T
AEIZHEAD LT (X4-C, D) .

CXCL17 ##¢5 L= B TIX IL-17A, IL-22, TNF-a, IL-12p35, 1L-12/23p40,
IL-23p19 &\ o 7o izl DIRARICEA 53 D RIEMEY A~ A @D mRNA OFEL L
~ULPME T LTz (M 5-A) . —7J7 T CXCL17 OF 513 IL-10, Foxp3 @
MRNA OFB L~V % FHIHETEY (K5-B) | ZOFEENGKIEIZ Treg 23
JEPEEZ2 VN LB 2 TV D Z & RF 2 bivTe, CXCLLT7 b LIZFZiB W
T Arginase 1, CCL5 @ mRNA O%8i& ¢ PBS &5 Lz e —/LfE L kb
NTRBEICEH L THEY (K5-C) . MDSC OHWEENHML T\ D Z & &Rk
LTWe, 2D X DIZCXCLI7 DiESIE, HOREIDEMSLY A M IA D%
B, 2T M DR L T, A 2 X F NIRRT SR O RIE & K
59 STV /2, CXCLL7 IX[AIFIC Treg X° MDSC (2B 53 %5~ — % —? mRNA

DFEBEZHIN S E TV,
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4) CXCL17 #5d MDSC, Treg ~DEEDMENT

CXCL17 % VE4 L7=H T Treg, MDSC IZB5-3 % ~—4—® mRNA OFH &
W ERLTWeleD, Zh b OMROFEEE BFIZB W TR T 2720, 30t
TIEYE 2T o0, HORMEY @I Y CD11b [tk Gr-1 5P (MDSC) it
BEEAY CXCLL7 Z 4T L7 BT\ C PBS &4 L7- HIC T RIS H N
L7cZ &nEd s e (X 6-A, 6-B) . Foxp3 Ml (Treg) DOEH [FIERIC
CXCLL7 EHHECTHEICHEML Tz (X 6-A, 6-B) . S HIZKEFITRIMET D
CD11b 51k Gr-1 FEEflE (MDSC) & CD4 Gk CD25 Bht:iiid (Treg) #f
¥z znzin7w—% A1 8 A U —TiMii L7z, CD11b 5 Gr-1 B
¥, CDA4 Bhtk CD25 B PEAIIE L CXCLL7 Z7EH LREICB W CH B L
TWi= (K7-A, 7-B) . Z?D X HIZ CXCLL7 O E 1L EIiRMET 5

MDSC, Treg O ZHIM=H 7,

5) MDSC. Treg ® Gpr35 OFHLL CXCL17 ~DE{bt:DfiEMT
~JAD~v 717y —@ cell line ThHh % J774 & MDSC 73 Gpr35 mRNA %%
Bl L7223, Treg <° CD4 [51: CD25 FatEifald &6 5 ¢ Gpr3s mRNA %385 L

ol (X8-A) , RICTFELZFT AT vt A TMDSC & Treg ™ CXCL17
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X3 DlEAERE 2 MERS L 7=, CXCL17 (10 ng/ml, 100 ng/ml, 200 ng/ml) (Z%F LT
EfLPE %R L2 MDSC Ofia4kit CXCL17 OB ERFMIC EF L, BEREO
I & T CXCLIT ICR L CHEICEE L. (XM 8-B) , —JT Treg i
CXCL17 I kb2 R & 2o 72 (X1 8-B) , Z ™k 91 MDSC i% CXCL17 @
ZRRERBL L, CXCLI7 ([ZilEE L7223, Treg 132 BIR &2 BH3, CXCL17

(i Lotz

6) CXCL17 OFFIzx$ 551 CCLS Hifk, #i CCLA Fifkie 5 DR EBOMENT
CCL5 12 MDSC (2 L W PEA S, Treg Ol 2T DICEHE TH 5(29).
CXCL17 IZ L W #FE SN D HRIEEHITKI T % CCLE DT Z MGt 2720,
recombinant CXCL17 & [FIIRFICHT CCLS Hifh % A X &€ ROV & AT IS5
L7z, CXCL17 &= hr—/L IgG ZiESH L & &2k, PBS a2 ha—b
IgG & [RIFFICTES LTEBEICHEANTHOE I DMEMLIZHEEI L. (K9-A) » 2D
i RATAMTEDO R DOFER & —89 2% (X 4-B) , CXCLL7 & [FKFIZHL CCLS Hi
K& RRCIERTHE PBS Lo b —/L 196G Z[AEICHES LR L HOE X
MEETH -7 (K9-A) . ZOfERIFPLCCLs ik Ty rmy 73528 T
CXCLI7T IC L VB RSN HHIRIENENH E -T2 Z 2Rk 5, £t

CXCL17 & [FIFFFICHL CCLE ik A S35 2 & Ta v hr—v I9G % [RIRFIZE
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B UT2RE S FENTIL-17A, IL-22, TNF-a, 1L-12p35, IL-12/23p40, 1L-23p19 O
MRNA ZEH &M L7 (¥ 9-B) , CCL5 &[A U< CCR5 @ ligand TH 5
CCL3, CCL4 % MDSC (ZE/E &, Treg OFEEIZE S 5 (27)7-%, #i CCL3
PUR & HT CCLA HLIR b [AER D H1E TS L7z, CXCL17 & $i CCL4 Hiik % [FlIRF
WCHEFT2EPBS Ear bua— b IgG M L E HOEINFEREE L 72 o
7= (X1 9-D) , —J5CTHL CCL3 HifklX CXCLL7 DHIRIEERCITE L& = &
2o 7- (K 9-C) , HLCCL5 HifikE 72 13$t CCLA HifA % recombinant CXCL17
ERIFICESR T L a2 b a— L 1gG & CXCLL7 Z RS L72fE L T
IL-10 & Foxp3 @ mRNA BHELEME T LY, 2 ha—/LI1gG & PBS % [A]
RRICER LT L AIRREE & e o7 (M 9-BE) » 2D X D IZHL CCLS HiikE 7-1%
H1U CCLA PRI A X FF NIEFEHMERE FE RIZI1T 5 CXCLL7 DHISIENEH &

B S H T,

7) CXCL17 OZFRITxT 24 Gr-1 Hifk, Hi CD25 Filkf 5 DB DMEHNT

AR TIEA I ¥ FAREEREER RS K23 T CXCLL7 23 MDSC, Treg %41
THRRIEMEM 2R L TV D Z L 289 572D I2Ht Gr-1 Hifk, HT CD25 Hit

K& B 5 LC MDSC, Treg % deplete 35 Z & ¢, CXCL17 ODHRIEIEHICE

R D0 EREt L7=, MDSC, Treg @ depletion DFERR D 7= 81251 CD25 Hifk
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BGEIIH G ARG 1 FRICIMIEZFILL, 7 e —H%A bA LD — T
BrL7z, $iGr-1 Fifkiz 5 1 A% T CD11b Bk Gr-1 Btefliia (MDSC) 1x=v
F—/L IgG & Ebift L T deplete STz (X10-A) . $T CD25 Hifk#x 5 1
H1% T% CD4 Btk CD25 B (Treg) (L= br—/v 196G 5 & i LT
deplete =#1 TV = (X 10-B) . HL Gr-1 ik 512 L W MDSC 3, H1 CD25 it

K512 XV Treg 73 deplete & 7= 2 & AR TE 7=,

P Gr-1 PR D JEREN# 5-1% CXCL17 #% 50 HI\Z B & 912 FZ & 2% % 59

Th

7z (K11-A) . 5L Gr-1 Hilk# 5 T Tik CXCLL7 O HECTRIGRICH B A
(T2 32723 HLGr-1 FURD H TRFFR N BES L7272, i Gr-1 ik 5T
D CXCL17 DY FITFHI N EE Tdr > 7=, HT CD25 FURDIEHEN 5T Treg %
PrE9 5 & CXCLLT OFEICBEL O FRERITHE L (KM11-B) ., #T
CD25 HifA#% 5 T CTIL CXCLL7 OFECHORE S ITHE AT R0~ 7= (4 11-

B) .

27



5. BE

AW FE CHEBEFRZE TR & DF BTV T CXCLLT SEFEHL L TV D Z & &R
L7z, Invitro TIE IFN-y 2 RERIFHICE M A{LAZD CXCLLT O3 H 2 HEN
EH7z, CXCLIT (IA I FF NSk i & 408 S &, g4 2
MDSC & Treg ¥ HiN & 47=, MDSC % Gpr35 @ mRNA Z 38 L. in vitro
T CXCLA7 (T3 L7=—77 T, Treg % Gpr3s ZFHH4°, CXCL17 (2 L 72
Mmolo, EHIT, Pt CCLS HURE 7213Ht CCLA fifk s CXCL17 & [RIRFICIES
% Z LT, CXCLL7 DHRIENEM 25 S e, AMFZEDORET RS IFN-y IZ X
DIFE I D CXCLLT (T MDSC #3538 L, £ MDSC 7% CCL5 <° CCL4 4T
LT Treg Z7F8 L, A I FE NFERUMRLERZWH S LE 2T,

IFN-y fil¥%1% HaCaT Mifld £ 7= i3 & N ER Z L ALl CXCLL7 @ mRNA
FHELY BA S, IL-4, TNF-a, IL-22, IL-17AFE LA Z S 2o Tz

(X 2-A, 2-B., X 3-A, 3-B) . Rl O MIGECH TR E 23T IFN-y
DOIEFLTTTHE L T 5 (30,31, 32), ZAUiE CXCLL7 A3 a5 R G (2 i R B
LTz et —#72% (K1-A, 1-B) , ThR2EBM/Z2REE LTHMOENDT F
B — PR E RSO RS T A U o <JlE(33, 34, 35, 36, 37, 38) DR 2 B E Tl

CXCLI7 IiZTEmFEE L T\ 7= (K 1-A)
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CXCL17 O BT HDIE S Hofik, =i 2/, ¥ MU 5
TR L CTA X FF NSRRI G X 259 S 72 (X 4-B. 4-C, 4-D. 5-
A) . IL-10, Foxp3 ® mRNA 3 &EIX EH L (X 5-B) . FJEIZRIET D Treg
DB % Tz (K 6-A, 6-B, 7-A, 7-B) Z L% Treg 78 CXCL17 IZ L V%
BINHPRIEMERICEETHD Z L 2R T 5, LALaRn5, CXCLL7 23
B DFREFE THRIZISEZIH LI rTetE b & 2 bivd, BlZlL, CXCLI7 T~ v
AT 7= DORIEMET A N A R OFEAZIET 5, FIRIE
PERF- & LTERT 5 2 bE SN TV5H(10), AffSEC~v U AD~v I r >
77— O cell line T&H 5 J774 % CXCLL7 THRE L CTHA MU A L FEAZTT-
. CXCLIT 1ZH A b A EAZ A BITHH L o7z, K- TCXCLL7T D
PIRIEERN I RIS B Treg RS E L2 LICLVEZ > TW D ATEEMEN &
%o

MDSC (35 % 5o~ 7 A28 T CD11b Btk Gr-1 BtEoflifa & L CRE
IAT2(21), fEEH AT T MDSC I EBRGMINL, JERiEk, ~ 27 w7 »—I12h
6T DR E BRI DAL SN D, TEIGEREE T Tldi b T = 3 SR I
B S, £ 2T T A H R OIES 5% 2 il 4 % (39, 40), CXCL17 45 L
72 R JEIZ 3\ T Arginase 1 © mRNA FEHL &M A LU (X 5-C), MDSC O#473 4

Z T2 E (X6-A, 6-B. 7-A. 7-B) X MDSC 75 CXCL17 OHLEIGEMER T
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BboTWnWD Z & amed 5, SHIT, AHFSET MDSC 7 Gpr3s @ mRNA %
FELL, MDSC 28 CXCL17 ICiffE+ 5 Z L &R L7z (K 8-A, 8B) ., Z O
FIX CXCLI7 1T LTk MHERD cell line Tdh 5 THP-1 0~ 7 AHLERD cell
line T % J774 DS EACMEA /R LTz & T 218EDOHmE (5, 10)°. ~ 7 A O il
faoo s T CXCL17 (ZilF7E L 7= #ifs CD11b B Gr-1 Bt FA/80 [atk T i - 72
ETHWMEOREME LTS, [FFICMDSCIZCCRS DY H RTHDH
CCL3. CCL4, CCL5 #30< EA L. CCR5 (ZHE/FE L T Treg & EHAYICHEE S
% (41), AMWFZETHL CCL5 HiA)S CXCLLT DA 2 FF RNk I oMk & 75 240
filg 28R ALz (K9-A, 9-B) . MA TH CCLA HARDIES & A I FE
R o5 S MR F G 2% & 45 CXCL17 Ofa 7 e v 7 Lz (X 9-D) , #t
CCL5 Bk & 721351 CCLA HUARDIEHHE IL-10. Foxp3 ® mRNA OB E A KT
XH7- (¥9-E) , —J5THIO CCR5 @ ligand TH 5, CCL3Z 7 v/ LTH
A XX NFHRRAR A E 2% 2 55 S & % CXCLL7 ORI X725 72
(¥ 9-C) ., & 5HIZHL CCL3 HiikIL IL-10, Foxp3 DRIAZIEL T S o7-,
CCL5 & CCLA 731 X & NifF~ U AHMEE T /T BT 2 502 SUG 2 il 3
HI2F TR, Treg DFFEICEDO L EHRrEhA L ThHEEZT,
AWFFETHL Gr-1 JUik £ 721351 CD25 Hifk & JEEN #5795 Z & T MDSC

7213 Treg ZFZE L T CXCLL7 OHLRIENRITHEN N D02 MFt Lz, $LG
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1 HURDNEIEN T 5-13 CXCLL7 & 5- O FHEIZEH O 6 T HOE X 2558 S 7
(B0 11-A) A3, ZHUEHL Gr-1 Uik’ Hofi, 1 I F FEJEROIFREIZI W
THERGFERGBRET 2720 EEZBND, HlGr-1 Hiik#E L T T CXCL17
DEBITRERICEE T2 D S7ehro 72728, CXCLL7 IX MDSC A L CHL
RIEVER AT L TV D Z & DR I LA, L Gr-1 FUikf 50 7 TG %R )
WS L7z7=, U Gr-1 Hulk# 5 OR8N CXCLLT DI %~ X 7 LT alRetk
HEETE Y CXCLL7 ORRITFHAHNEETH - 72, Ht CD25 HLiA DRI
5T Treg #2545 L. CXCLI7 %5 0F I L &SR ITHE L= (X
11-B) , $1CD25 HLAKEIZ LD Treg bRETHZ & CRIERNIE LI L E
ZHDH M, P CD25 FLiff 5 T T CXCLL7 OHFIRIEZRITIT - &0 Li1T8n
72l o Tz, CXCLL7 28 Treg #40 L THIRIEMER Z R L T\ D Z LRI S
73, $UCD25 Pk G- B TR G R & I S & 52051208 < . CXCL17 OfE
AR~ A7 SNTATREM S H 572, CXCLLT OB RIFFHEIREEChH 72, =
D X H 12 MDSC % 721 Treg DBRZEIL CXCLL7 DR F & Br7-78 < SH7=7,
CXCL17 DHLRIED I X T % MDSC £ 7-1% Treg D% MDSC F 721X
Treg @ depletion % W CIEMIZFHMET 5 Z L IZREECTH - 72,

AMFFEIL CXCLL7, MDSC., Treg O JRIEME R GBI 51T 2 Sz il i &

BRTHDTHoT=, ZNEORENIIEEIZB W CITEERE SN TWAH(, 7,
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10, 42, 43, 44, 45, 46, 47, 48), — i THIEMBAECRIMIK 72 ERIAEMRBIC I 1T
% MDSC D HIfl| I 22 B REIZ DU Tl T B B OFFE LR 5 41TV 5 (49, 50,
51), MDSC I ZRZMEIC IV CTRAT R ISR 2 Z Lt STl |
MDSC (ZF5E S AU 7 5% B 28 BofE DR A2 50 B 12 3 1 DI TE (b L7 T
A ZIHT 25 Z L IZH 5 LT 5D Eibm L TRV (23). ZDB ZIIARMFED
fERE X< —8T 2,

HEEIE S 0] Th M 23R O 10l & 35 2 B TU 228, Thi7 i o Fs 2 2L
% Thl MBI B W CHE W BB LT EZ 5T (52, LaL,
IFN-y 1Z TNF-a & > F 2 —2h 2RI L 0 K2 ALMI 5 IL-6, IL-8, IL-172 Y
D& IR RIEMET A N A R0 B A %8S 5(53, 54,55), ZiLHDH
ARMIAAIEBICTME, ~7n7 77—, FFEREZER LSS, ZiEOR
REIZB8 % (56, 57, 58), AHFZETIX. IFN-y 2 & N A{LAIlE CXCL17 D
A& EH (X 2-A, X 2-B, X 2-C, X 2-D), Z#iE IFN-y 23HLRER JE
IZBW TR 72 5 E 2 HfH L TV D AlaEtE 2 r LT 5, L2 L recombinant
IFN-y % F\ 72 d OB R IRBR CIEELRE O B R A 2151 2 b R & o e
572(59), AL IFN-y DRIEZ EHL T 2 2R EMHEMN 2 LBl > Tn s
FIREMEZ RIS 5, CXCLL7 VESHIHME RS O 70 JE 2 J0il L, EE7R R

JEIRE 2 TR T DA LRI & 22 2 W REME S H D, b F OFRERAF 12V TER
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IRIGH B BET S D23, CXCLI7 IZ X VFFE S 415 MDSC, Treg (T MM IZ
B CIIIES R 2 M2 2 SIS X0 BV C AR e BRBE 4 VR 5 Al REME A
EZOI, TORICEETLOLER DD, AFRICLVGONATARLIV B X

HiL% CXCLIT DA 2 FF RSB ERICB T 5 %E 2 M 12 (TR L
2o A 2 XE NBREMRER ERICBW T ThL MR S ELE SN D IFN-y 1T &
D CXCL17 BEREZALHIIEN S FEA S, MDSC, Treg Z#5E L, Thil7 fifz
AP ST, RS R IIH SR D LB X BILD,

FIEICIWT MDSC A8 L CAHT 4 77 4 — Ry 712KV e 0%
ZENHIT A LAMT, CXCLLT 1XIEFh0&EE Z R L TW A a[EEE L H 5,
CXCLL7 [T e lETE M A FFo & T 0 S & & 5(3), FLETEMEIITF N2
X B ANEBEOMIEET D VEMIC X 5, CXCLLT 1ZEYEIT3T L TR OIS <
& 2 RIS 58 < R D (1, 3), AMWFIE TITFLMEDFK LT CXCLLT 2350 < 5
BLL QU ., HoiEO 2SR Tl B-defensin, cathelicidin, psoriasisn 72 & kk 4 72
PN F REFRBLT 52 EN L ABILTNS(60, 61), HffAHE TIrI R H

YYE IS 2R 2 ENRERAIZEm SN TV D
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6. e

AifZeZ £ LD L, CXCLITIZIFN-y ICX VFES N, A 2 FF RiERIL
TERE 2 8 4% % 6085 S8 %, MDSC 13 Gpr35 @ mRNA % %381 L. in vitro T CXCL17
I %R T, Treg 1% CCL5 & CCL4 IZX W FE S, MDSC & H o Tild
R0 SOS R T DR T 477 4 — RNy 7 L LTERLTWS, 1K
fIIZIE CXCL17 #8535 Z LIZ Ko T, Wit & Do RIEVER JE IR B 4 150
T5HEVIHIENE 2 b,
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7. BEE

MEEOW D L, ~~ b U v oA DU Yt thd, B R — k
LT T &0 EBRMTFOME ELI AVITERE L E T, Fio, KR¥EPETHESHE
RHEHZTFEY | SRR EFREERE A 15 0 £ U7 O RR R
Bl P — B0 ISR L £, R EDBE TRFBRATE %D
LN TEIEEIEH L TR 3, ABIIEOLFENITEE O— N TH 25 [E
EIREALR T RER R, BRI T SIS hTHE £ L
oo EASEAEITITRIZE T ORRED b FEBROM T F THERIC O » HfFEE X |
DR VEHB L ET, BERRIE, BIKT —2 ORI ERFHEZHZ Tl
W HR PRI E R P30, HHEgDEAE, s, SiEEs

Jedi. SREEIEA, WEEISTAID LV EHW T LET,
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