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I TND EEZHNTNSI9,10,11,12,13], EICEHERMIUFEE L TV D
Lt~ % —& LT, Dendritic cell immunoreceptor (DCIR) 7 7 2 U —23% 5,
DCIR 7 7 X U —{d~ 7 ATl 6 FYIK D NK gene complex |2 21— RS 4
THH ., CaHEFmIChii 4k T 25 & &b CLRs (a5 (Fig. 1.
DCIR 7 7 2 U —iZ#l vk 7F%—&3E X565 Dendritic cell
immunoinhibitory receptor (DCIR)1-4 B X ONEMA L L7 ¥ —LE 2 b D
Dendritic cell immunoactivating receptor (DCAR)1-2 Sk S5 ([12], =
OHFTH DCIR1 BLO'DCAR2 F, U # o FRakicBH o CHBL 7 F o R A A
Y OT X BRECHID 90.5% —ET D O HREINEZ RS (Fig. 2),
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bS58, DCIRL / v 7 7 v b~ U ZHKOFHMIILE AT~ v 2 fk o
B & i U, i g)iC BMDC 2/ BT 5 2 & & 512 GM-CSF v~ 7
FTAD TS ThDd STATS U Vbl v, DCIR1 / v 77 7 b~
U ARRO BRI, XV IKEED GM-CSF Ioxf L TIGT 5 2 & biih &S
NTWa17l, 7725, DCIRL I GM-CSFIC k- CHIEEZ SNdH ¥ X7
B UL A — REMHIT 5 Z 22X, DC Ok &RE L, faEfEswito
MERFIZEG- LT B2 b TS, £/, DCIR1 / v/ 7 U h~U A% H
WIZBFZEIZ L - T, DCIR1 28 T #ifa > IFN—yPEA: 2 I 5 = & T, B
B LTWD I b, ERERMEMLIED~ 7 AET /L Th 5 ERME it
K2 experimental autoimmune encephalomyelitis (EAE) I3 T, DCIR1
I3#FHE~ CD11ct DC 3 LU CD4*+ T Mifu~Di Az Hilf#5%5 Z & T EAE ©
FIEZPNIE LTV D Z EARBENTZ[18,19], X512k, DCIRL / v 7 7 7 k
~ U AEHAWTAFFEN S, DCIRL 28 H CAaE R B OIFRED 72 57 JEYYED
JREEIC LG T2 2 LN RBRINTNWD, 7 U7 =T AV ABERITEBNT,
DCIRL (T 7 A VR Ko THE SN D RIEIE 2 HIE L, AR o8 1E %
HRIRIZPHNTUWD Z & | Plasmodium berghei J&Ye~ w7 A28 D~ 7 U THE
DFRIEICE G L TWD Z EAmEINTWA[20,21], oF v, DCIR1 (X H %
PR B FR DRI B W T HiIEA G L, IS EICEE L7 ¥ —
Thsb, LL7e2n, DCIRLIZARY 7 v —F Huik a2 W72 iF58 T, g
BRI, ~7 a7 7 —Y JHEK B MIICEBL T\ D Z EnmEshTn
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Clec4b1, Aplra2, DCARbeta)id Immunoreceptor tyrosine-based activating
motif ITAM) % 4 5 Fereceptor y (FcRy) $HE A LTV b 7=, &ML &
THE—=ThdEEZLNTHAEN (Fig. 3)[22], D FEHITI mRNA L~/ TL
DMENT STV R [22], BEFFEEIC R B e TR T TERPTIAZ VW C,

DCIR1 5 X U*DCAR2 # v /"7 B OFRBIM A FE L & 9 LTz, WED
EFRFEIED 72 | 1T S 41TV A5 DCIR FiifEs L O DCAR2 Fiik 3+
Z1 DCAR2 1 LU DCIR1 ~&ZEKET D Z LB HNNT 0 | FEBIL D[R]
EIIZW = b 72o7z (Fig. 4), £ 2T, SBFE=EICE8 0T, ftho DCIR 7 7
U —ITIERE LW ERY 2035 DCIRL Hiff (TKKT-1)% & Ot DCAR2 $ifk
(1E3E3, 7D2D3, 8SCIH10)AMER X 7= (Fig. 5), AMFIE CTldkk~ 7z i)
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W, —J7. DCAR2 (ZHOWTIE, Mg, VU o/ i, Ml B IZ3V T mRNA @
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WHFIERICEB T D THFEIC L > T, HilkE&h Tw 2t DCIRL #ifk
(320507)F L Ut DCAR2 Hifk (349214)i3 %1 Fh DCAR2 3 L O DCIR1 |
RS 5 Z ENM BT GERKIE LG, Fig. 4, ZHE T,
DCIR1 / v 77U b~ R %& AW Tk A 729RREE T L ORFFERTTHIL TV D 28,
DCIR1 OFEAHZR B A ST 5 Z & T, 216 OIREICE TS DCIRL @
BEREDBURIC O N D EEZEZ bND, o, ZTNVETDOEZ A, DCAR2 / v 7
T R~ AW OHE L2003, DCAR2 ORI EZ FRET H 2 &
T, DCAR2 OHFEZfRIHT 2 ECOTRN0 NMELN 5 Z Ll s h 5, L
EoZ b AETIE, GMEETHERIAMD DCIR 77 IV —41 &
KRR EME 2 TR & 2R B 225 DCIR1 Hifkds L Ut DCAR2 #Hifk % T,
B & 75 O DCIR1 38 L UVDCAR2 ORBLOGEM A L5 &% H

1 & L7=(Fig. 5),
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kL E TR

<Ml & ZDOBEE>

#1213 100 mm dish (TPP)% v 7=, BWZ.36 #ifil (University of
California, N.Shastri {itL 0 fk5) [T~ 72 T U o <fED BW5147 Hifaiz
IL-2 O7ae—X—0HfEl FTTR-HT7 7 N —B@EnT2%HT25 DNA =
YARNZ 7 EPREAINTMEkTHH[23], DCIR 7 7 2V =4 D LR—%

—iffifiE, BWZ.36 fifdlZ DCIR 77 I U —F DO CHML I F U RAL UBX
O A h— 7 fHik, Ly49A OEE@EEK, % LT CD3 { OAIAiEIERD b Rk S
NEXATH NI B RERB ST THsL (% DCIR 77 I U—LR
—Z —flEDOEREE X Table 1 1273 9), £/2, VAR—F =15 EFE0
BWZ.36 flflafk % Mock L 7R—% —ffifia & L CHV 7=, RBL-2H3 fiifdiZ DCIR1
BREXT A ¥ OMPERIR T & 2T A L7z DCIRT/RBL-2H3 a3 4 45t
BOEEATHD/NBERIZE > TRIEFEARTOIL, RBAFRECLY 77
—ALSNTMETH Y UNBHEERRIERT —Z) #IRE 0.5 mg/mL D G418
EMZ TR CRE R Le, 2o OffifalE R10% #51#1% 10 mL Atv, 37C 5%
CO, A »Fa_X—F—THE L, KLz, MMUT 2~3 HOBHETITo72, L
N— 4 —ilidds & O DCIR1/RBL-2H3 Alfd O BILRFIZ 1%, Bi &K [, 2 mL
? 0.5 mM EDTA/PBS (-)% dish (A0 L, MifdZ FE S T EIN L2, FFiC
SRR NG A MR ORREILIE 15 mL F = — 7 (Greiner)lZ AL, 190Xg TS5

SrEE LT 22 IR EIY LT,
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%1 R10

RPMI-1640 (Invitrogen)l= Z HLEHKIEEE T, 10%D ML (56°CT 30 43Rl
W9 252 LT, FCSNIZE N D AR Z RIE(L S 7-)Fetal calf serum (FCS,
Sigma) . 50 pM 2-Mercaptoethanol (Sigma) . & K& ' Penicillin

G(100U/ml)-Streptomycin (100 pg/ml) (Sigma) % Iz 7=,

<&¥>

AATZAT )V —HRASHE L VLR C57BL6/ i~ D A Z2MEA L, 8~12
W TEBICH W, £, v~ v A%, AR, EFRTERODRCES 1
[R5, ABFSE2E 0 Specific pathogen-free (SPR)ENEIC THE S4L7-, &)
ZES T I E S B R WNE SUNE & ¥ AR =l e R T SN X A DN BN & U7/

SRR S S BN K OO B ) R it~ = = 77 /L & 5T LTI T > 72,

AN

ik >

ki, HEEIZOWTIZZ L Z4 Table 2 IZEMEN TV D24 HHEA
L. Bzt ST 2R Y . FACS Buffer CATIR L, FRdi STV 5 #&R
JECHR Lz, £72, Y= CIER Ik z2 E L —Hobtkiz o0\ T
NATY R—=~D8E FEPORFR L, JURICE > T, TRICRTHETH
R, E IR AT AR AT o T,

%FACS Buffer

0.1%(w/v) bovine serum albumin (BSA) (FIt#i3E),  0.1%(w/v) NaNs % & e

phenolred %% & 721> Hank’s balanced salt solution (H 7k #3¥)

13



kO A F o AEE >

PBS ()& DIRREIZ & % 7 » Mt~ 7 2 DCIR1 fitfk (TKKT-1), i~ 7
CD19 #ifk (1D3), i~ v A CD8a HilkD A F L&k (T, BAF 1k
AW HEOEE VSRS 1 mg/mL 205 2 mg/mL THY, pHIZ 715 8
Thot-, BA4F ALitdk EZ-Link® Sulfo-NHS-LC-Biotin (PIERCE)2 mg %
FRE L, BHAKEZMNZ 10 mM IZHR L7z, fiike e F AbiEE D £ LR
1:20 12725 £ 912 10 mM 4 F ARSI 2 PriR sl i L, =31 T 30
STEERE Lz, Gk, Z AR v~ 757 4 —&fTo7z, PD-10 717 A
(GE Healthcare)# 25 mL @ PBS () CEfifb L, o7 nVaeT7 774 Lz, 7
TIAE TR, PBSOZMAR085, 500 L 20777 v a % 11 Ko
T2 %7727 a2 ® ODago DWHELZRE L, WO —2 DT T a
Z1OIZFE LD, FE, ODwo DWILEZRIEL, U TORERIZLVRELZR
HL7-,

OD2so
1.43

PUREHRIZ . IR 0.1% DT D kT MU v Az nA, fRfF LT,

FUARE (mg/mL)=

ZOHFEIZE Y, 0.51 mg/mL O A F AR TKKT-1 $iik 24572, £7-.
DCIR1 LR — & —fifaz f\ 7z B F %5 TKKT-1 iR O il i & it L,
e NAARIC 2 LTz 16 pg/mL CEA L7z, F72. 1.36 mg/mL ® &4 F 1Lt
~ A CD19 4k (1D3)F L 100.923 mg/mL & £ 4F AkHi~ 7 A CD8a Hifk

i, ~ U ADOMEMAE AW T e A F Abbi~ 7 2 CD19 $ifk (1D3)k L

14



CEAF A~ T A CD8a LD MR Z it L, BAtEDEM & atto sk

Mz Y /3T 5 2 LA TE 5 1.67 pg/mL TR L7z,

3%PBS (-)
137mM NaCl, 2.68mM KCl. 8.1mM NasHPO,, 1.47mM KH.PO4 % &t

ik

ik o FITC = >
PBS (V*ciEfiE S hi-Hi~o 2 CD19 Hifk (1D3), #i~ > A CD11b Hifk
(M1/70)® Fluorescein isothiocyanate (FITOAZE# %17 - 7=, =ik W 7= Hiik
DX 1 mg/mL 7°5 2 mg/mL TH o 7=, HUAEKRIZ 1 M NaxCOs &b &7
SNz, pH % 9 IZFH# L7-%. FITC Isomer I, on Celite 10% (Calbiochem)
ZEELEDPUAL 1R D X2z Tz, AT v 7 ATELLIRE%Z, iR
T30 MR &7, IS, 17,800%Xg T 5 yiEi L, BiEZEIL, 7
N2 v~ N 7T 7 4 —%4To 72, 25 mL @ PBS() C-fij{k. L 7= PD-10 7 &
L EEET T4 Ltk PBSOTHIEL, 7927 a 1% 1mL, 777
var 2t 500 uL $o7 77 v arE 12 TR, 7773 ard
OD2so 38 KL U8 ODags DUINCEZME L, 1ZLOOBNEL — 7 ITHE 57 5
Jvarvi 1Ol LD, BE, ODaso 3 LT ODugs DRNEEAZHIE L, Hiik
DIEFEFR L OV F/P (fluorochrome/protein) molar ratio % U7-, B 5iEIT

UUTO#EY Thod,

15



OD2so-(0.36x0D 493)
1.4
2.77x0D 405
OD280' (0.36X0D493)

PUARE (mg/mL)=

The F/P molar ratio=

PURESHRIZ . FAIREE 0.1% D7 AT R U U A&z, IRfF LT,

ZDJEIZ XY . F/P (fluorochrome/ protein) molar ratio 73 4.25 T 0.458
mg/mL & FITC BEi#k#i~ 7 % CD19 #itk% 7=, %7-. F/P molar ratio 7% 9.61
C 0.407 mg/mL o FITC EilHi~ 7 2 CD11b Hilk% 7. FITC ki~ 7 2
CD19 fitfkds LU FITC iFi#bt~ 7 A CD11b HUKIZOWT, ~ 7 20 i
ERAWTEERE 2R L. BIEORH L RBEOEMZRD ST 5 LN TE

% 1.67 pg/mL OFEPRE T L7z,

<& D Dylight650 Zik >

PBS (O*IciafR iz TKKT-1 35 X Ot e+ AICL HiiA? Dylight650 125 %
1To72, 1 mg/mL 75 2 mg/mL OHUAEHK 500 uL 12 1 M NaCOs & &7 D
Mz .pH % 826 9 IZF#& L 7=, pH Z#i%& L 7= Hi/A % Dylight Amine-Reactive
Dyes (Thermo) 50 ug #&teF = —7 ~Ix, ST 1RREE L7z, 1K
DI, TNVIEw s v~ N 7T 7 4 —%1{T>72, 25 mL @ PBS (-) Tk L
7= PD-10 1 7 KNk &= T 77 A4 Lictk, PBSOTHHL, 777> a1
BLXO2%1mL, 77732376500 pLT 25777 a% 13 £TH
STy K7 T2 v a® ODaso kLN ODess DI ZJIE L, 1X L OO

BEE—JICAYT 27T 7 arkh 1 DICFED, FE. ODso 8 LT ODess
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DOWINE ZHE L, FriEEE R L O F/P (fluorochrome/protein) molar ratio %
BH U7z, BHFEILLTOEY Th 5,
OD280 - (OD655X0037)

PLREE (mg/mL) = 510,000 x150,000
oD
The F/P molar ratio = 655‘
250,000 FLIAREE (M)

B2, 7T P UL ERKIRETO0.1%MA, RiF LT,

ZDOHEIZIY, 0.325 mg/mL, F/P molar ratio 73 8.76 @ Dylight650 127
TKKT-1 $iiA3 KO0 0.529 mg/mL. F/P molar ratio 7% 5.81 @ Dylight650 1255
it b AICL fifk %157,

DCIR1/RBL-2H3 % I\ 7= Ei# i E i 1o & ¥ . Dylight650 F23% TKKT-1 Hff
DFIEFEN 10 ng/mL 285212 LT, MFL 284 L Cunizizd, LD FER TIX
KYREE 15 ng/mL CEH L, 74 V¥ A 72 hu—Agifk & LT Dylight650

fEcpi e b AICL HifA bR E 15 ng/mL TR L7,

<HRRg. BRE. BERY NG, REFTRY v i, R of & g
B DL >

RIEIMLIZ = —7 VEfEE T O~ 7 X (CBTBL6/MED LA HEREL L, ~/3Y
W LTz, EHIT A~ T A5 G Y ik KO ETRE U 3 (1)
WU UNE BRY Vo, D L oNED, RO NS A R L. 3%FCS
%7 {p Hank’s Balanced Salt Solution (HBSS) 5 mL ® A 572 60 mm dish
(BD Falcon)!Z# L 7-,60 mm dish |2/ % s L—F— 70 pm (Falcon) % & X .

Z ORI Y o Ei, IEETIE Y o3, gL 2 nEnEE, 5mL v
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¥ (Terumo)D B A k VEHZ HWNTH LS5 L, HBSS I8 LEL - 72, Al
% 15 mL F=—7 (Greiner)|Z[FIYX L, 190Xg T 7 oflE L L, EEEHET
Z o7 UCHIREBEZ A L7, Pl Red blood cell (RBC) lysis buffer
¥ 1 mLESINL, S|IET 5 aMEET S LIk Y, mikMiiaix RBC lysis
buffer 2 TmL @MU, IR T 20 min §#&E 35 2 LI2 XKV | RIMEKRZ B S
oo FRERE. 45RO PBS #/%, 190Xg T74MEL L, HEx#E Ty v E
7 U CHasl A A L7=% . 5 mL @ 3%FCS HBSS T¥Lif% 2 MlfT->7-, ixfk
(2. 3%FCS HBSS IZfi&# L., /v F&fTo7,

*¢Red blood cell (RBC) lysis buffer

0.15 M NH4Cl, 10 mM KHCOs, 0.1 mM EDTA % ¥%/# L 7= MilliQ

<Big. BRE. BREIEY NE, REFRY N, RAEMMED 7 v —
YA FA MY —fEH >

96well MifatsEmH~1 27 a7 A 7L — K UJE (BD Falcon)iZ, 1 well 347-
D 1.0 x108 cells DAFEIEEY > 381, FZREFTIE U o /3 Hi, s, £72013 1 well
Y720 4.0x104 cells MMl % Mz 7=, Zi%xk 580Xg T 3 rfilEL LTk
BEET, AVT vy 7 2L TRl Z s L, 30 pg/mL ®F > Mt~ 7 & Fey b
BT H—Huik (2.4G2)% 30 pL ¥ L, IR T 30 /0 MEE T 5 Z £ 12KV | Fey
L 7F 2 —%T vy Lz, ZDO%, Table 1 ICFC LT-RKIBE O —RBUAZ N Z .
K BT 30 fErE%. 580X g T 3 4rfiliEL» L T FACS buffer TYEE% 2 [A11T
72, WIZ, Table 11270 L2 O —kPTAZ 1 well 24729 30uL iz T,

K ET 30 ofErE%. 580X g T 3 4rfiliEL» L T FACS buffer TYEE% 2 [A11T
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>72, %12, FACS Buffer 200 pL (ZHilgZ2B#& L., 1.1 mL F$=2—7
(Neptune) iIZ% L. #&IEEN 1 pg/mL 12725 X 512 3 ng/mL @ Prodium Iodide
(PI; Sigma)% 100 pL 12 T. FACS Calibur (BD) Cf#lT L7=, f#hT>Y 7 b

= 7121 Flowdo (Tree Star, inc.) & V7=,

<FITC painting >

T —F LEREE R C CHTBLIGJ M~ 7 A DGO FE A BRI A B REH T
RS TR 572, . ——F VEREE T THEEIC. 10 mg/mL @ FITC/7
BT XNAEEY T FAERE (1:1)% 100 L &4 L, 05> 2 & CF

BEa T SE T,

<FITC-painted ~ 7 A DL Y > /Bl i o 778 >

FITC %47 24 F¢f##% D C5TBL/6d ~ 7 A b R Y /3 fiz2HiHi L, 3%FCS
AY®HBSS 5 mL ®A-72 60 mm dish (2% L7z, 275 UmL ® =27 7 x—
Z type IV (Sigma)$ L O 100 U/mL @ Deoxyribonuclease (DNase) I (Sigma)
x5 72 R10% 5 mL d A -7z 60 mm dish (BD Falcon)iZ# L, 37°CC 1 Ffi
&L, 60mmdish (VA ML —F— 70 pm 2 E X, TOHFZELY »
ANEiIEEE 5mL YY) YO R P UEREZAWTIFLOS L, HBSS IZHE L
Bote, Mifdz 15 mL Fa—7ICEYL L, 190Xg T 7oz L, RiGZaH
TH o7 U GHlasiz L7z, . R10 (I&EBEL, LU M &iTo

7’»
—o
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<FITC-painted v~V RAREIV VN7 o —H% A4 b A~ U —fEH>
FITC-painted ~ 7 A DL Y A EHiffifud 7 o —H% 4 N 2 MU —ffriE b
oo g, BiE. BRI Y > 3H, REITR Y v )i, RiEMao 7 a—

PA RA U —FT) ISR LT TEICE- T, T2 7,
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e S

<%t DCIR1 $ifk TKKT-1 D% &M DR >

YRR DO REEETH H/NEK 2 5 NCFNKIL.DCIR 7 7 2 U —4 7 Oiff
fash a4 s B S B lo VAR —F —filao 7 e —H A A MY —HTIC LD |
ififlkdHt DCIR1 Hitik (R&D, 320507)3 L Ut DCAR2 #ifk (R&D, 349214)
73, DCAR2 £ L' DCIRL IZb ENENRAEMETHZ L EH LML GF
WK & 3w 3¢, Fig. 4), £ 2T, SFNKIEH Lt~ v 2 DCIR1 HLikDfE
#UZHEF L, DCAR2 L RZEKRISZRE 727 v Mt DCIRL Hifk (TKKT-1,
IgGaoa) DVERUC KT LTz (FNRERKRE RS0, £72. UMEEROZEEATH
HIEHKIE DCIRL ISR ERIEEEZA LT v hfi~ v A DCAR2 Hifk
(1E3ES3, 7D2D3, 8C1H10, 3T IgGan) DAERUC T L7e (L IER KA 50
30, MHFETIEH, £9. 7 v Mi~w v A DCIRL $ifk (TKKT-DEB LT » b
fii~ 7 A DCAR2 #ifk (1E3E3, 7D2D3. 8C1H10)®> BWZ.36 il L (2 il %
BHEE7 DCIR 77 XU —B40 I 2iaaz7n—% A FA M) —iZ&o
THF L7z, ZOfEE, TKKT-1 fiffidflo DCIR 77 IV — D41 L 7K
Jh% R &3, DCIR1 RN PUATH D Z &R &L, 1E3E3, 7D2D3,
8C1H10 Hfh> DCIR 7 7 X U —D 51 L ARG AR S 7. DCAR2 Fritfy

PR TH D Z Emani (Fig. 5).

<Mfgk. BBE. BEEY U 8, REHRY U 8, KMEMLMREIZRSIT 3
DCIR1 R DM >
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fit DCIR1 $ifk TKKT-1 Z VT, P, 586, FAEETIE U >/ Ei, IEHR
U i, RIEMLICH TS DCIRL OFBlA 7 m—H A b A F U — Tt L7z,
Jifig 1%, Conventional DCs (cDCs)® 3= T, DCIR1 % %88l L . Plasmacytoid
DCs (pDCs) D—B THWHEBNRD b7z (Fig. 6A), £7-, DCIR1 [X7T T
O Pfgaf P ER 72 & N —H O~ 7 7 7 7 — VIZB W THBL L Tz, L
L7235, DCIRL (XM B ML, T ffa, NKMim, NKT Mg cidisiL
TWihotz, BHTiE. DCIR1 X cDCs @3T8 <, pDCs O—FiA 55
<HBLL Tz (Fig. 6B), ‘B RO HERIL ML HER & [FEEIZ DCIRT % 98 <
FHLL TN, BEHTIR U v 3 Hi7e O OSBRI D > 38kt & A & eDCs
23 DCIR1 %88l L T\ /= (Fig. 6C, D), RMMLTiX, &FHEkd 4 ~<TH DCIR1
BRI T2, FERERClX DCIR1 OB b o 7- (Fig. 6E),
F 7o ARHEMEERD 45% 2355 < DCIR1 %81 L T\ /7= (Fig. 5E), 2L o DCIR1
FBURNT OFEFRD 5 DCIRL (XU >/ SERIZIIRBLENTE H T, ¢DCs, v/ 1
77—, GFERE K OEER 2 E e R O MBI IS HEH L TnD 2k

BB 72 o 72 (Fig. 8),

<JHfg. ERE. BREEY R, REFRY o, RIELMRIZE TS
DCAR2 F B D g7 >

#1 DCAR2 Hifk 7D2D3 % F\  ClRKIC, DCAR2 RELDMENT 217> 7=, Ml
® ¢DCs, pDCs, ¥ 7 17 7 — LUREKD —H#TH )72 DCAR2 DFEILN
R bz (Fig. TA), LU, Mg ek, Bffila, T Mld, NK#ifa, NKT

M DCAR2 Z ZEH L T e o7z, B HETIE cDCs D) 80%(Z =\ DCAR2
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FHNBIEL SN2, DCAR2 13 pDCs 3 X UMFHERTIIRI L T 7=
(Fig. 7B), FJEfTE Y o i Tlx. pDCs 1% DCAR2 Z#FE w4, ¢DCs ® 65%
THRWIEBIN R ST, FREFTE Y /3 cDCs (X CD103 B OA MIZE D 5
7" DCAR2 #%BLL Tz, CD103*XL Y & CD103 ® ¢DCs Tk v 5Eu>
DCAR2 FEMN ROz (Fig. 7C), F-BBREWZ Lo, RIEITE Y v/ Hi
cDCsIZBWT EF T v T ARIICH KT 5 & & 2 Hivsd CD207 ¢cDCs
TIE—#01C DCAR2 DFWVFEBLNGR® iz —J7 T, CD207 ¢DCs O — i T
WHRBLNRO bz, BEEY A fiizis Wy Tix cDCs O/ o de [ 23
DCAR2 #3HLL Tk v, pDCs TIIREDRRBD b2 o 7z (Fig. 7D), KiH
1. ClE, 4P ERICEB VT DCAR2 ORBLNNRD HghoTodd, 4FERkE LUt
HERD DO 37245 T DCAR2 2% B L T /=(Fig. 7TE), 4725, DCAR2 ®
W R R BUT B HSCRETE U v 3Eid ¢cDCs O—H#8IZBR 541, DCAR2 IZR 5

Tk D cDCs ITHBLL . #¥RE L TV D REMED w2 s 47z (Fig. 8).

<EBHBIOEEFRBY v 2B} 5 DCIR1 3 X X DCAR2 D3 HEH
fRAT >

FREORFRA 2 HIA % V72 DCIR1 38 X U'DCAR2 2 E N DI BT I X
». DCIR1 3 LU DCAR2 I B #EC R EHTIE U > /)i D eDCs (2360 THFEHL
LTV BATREMED RIE S vz (Fig. 8), & Z C. Dylight650 3%t DCIR1 ik
(TKKT-1)B L A4 F 18551 DCAR2 Hifk (7D2D3) % AW CTHE ik L O
JEATE Y /3 cDCs @ DCIR1 3 X DCAR2 # [FIFEC Yt Lz, HBETIx

CD11chish DM D 12% T DCIR1 3 LT DCAR2 D ILFEHLGR D 6 i1,
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CD11chieh DD 35%1%X DCAR2 A #Eit 7 DCIR1 DA% 8L L Tz (Fig.
9A), —Ji. HJEATE Y v/ EiTlE, CD1lchish M D 20% T DCIR1 5 L WY
DCAR2 DHLFHIAFED b4, CD1lchish DEMD 30%i% DCAR2 %3 HH
DCIR1 ®#A %58 L T\ =(Fig. 9B), £7-. T o Ok VT DCAR2 @
HZ&FEEL L, DCIR1 238l L TW e WHIRERIIMR I Sz dho 7z, BLEDOfE
o, BB LOKEFEY /3 #ilc, DCIR1 LU DCAR2 % [FIRFIZFEH

TOMBENFET 2 Z E BRI B NI 5T,

<KEPLEEAFTRY i ~lEE LTz cDCs IZ8B1) 5 DCAR2 %5
D T >

FREPIE U o 78 Elix ) o R EICE R T 2 N ¢DCs & B HilEdE LT
& 723 ¢DCs D > D ¢DCs FHANFET 5 Z LB F b T4 (Fig. 10), Z
ZTC, IS ZoOHIEER O E D 51 DCAR2 BREBELL TWA 0 & 50T
T 5720, BRIEIZFITC %% 2 L THREICHET 2 DCs 2 G TR L. 2
G0 R JETTIR U o8~ L iliEE LTz cDCs Zf##r L7z, FITC O®Aith 24 H
FOREEY R Hiick 1T 5 DCAR2 FEBLAfifMT L 7oAt R, WAEME ¢cDCs B LW
FITC % %453 5 AN G HilEE L7z ¢cDCs 23F 415 FITC- CD11chish D4
Iz W T DCAR2'3 L O DCAR2+ D 2 > DL 2 ki H S iz (Fig. 11),
—J5. FITC BAG%IC G S il L TE 72 cDCs D&% e FITCt CD11chish
AIROFXTH DCAR2 ZFBLL Tz, £/, Z® FITC* CD11chish DM
X —BR72R R T Ae < . %> CD207H/IE & 240> CD207-#ifa > b iRk <

T\, DLEOFERENS . KETE Y v 3 HilcB W T DCAR2 1380 & il
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L7-c¢DCs FIZREL TWAZ LN REBINT-,
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5t

PLDCIRL ARV 7 v —F iR Z AW X »  DCIR1 IZgIC B\ T
DCs, HEk, v~/ n7y— BHMIRICHBET L Z LBAHE SN TWDI[15], L
ML G BRSO OMIEIZ 3517 5 DCIR1 OFEBLUIA & ST
Rinotz, Fio, FFRMRE ) 7o —F VHURREE Lo T2, Z X
7B L~UL D DCIRL & K U DCAR2 FEH O FE M Z2 iR fT 134 & T TV 7 d»
ST, ARBFETIE, o DCIR 7 7 X U —IZIIRZR G2 A L7z it DCIR1
PUiRFs L UWE DCAR2 Hifk % v 5 = & ¢, DCIR1 (£ c¢DCs, ¥ 7 B 77—,
IFHERE L OHEERICHEILL TV D Z E RS M- 7= (Fig. 6, 8), AHFFED
DCIR1 ZHLOfFENT Tk B M35 2 DCIRL ORBMNFRD B2 D> = DI
KLU AR 7 v —F gk % vz DCIR1 OF BT I3 T B MO FEELAS
RIBENTWEZHE & LTk, Kanazawa 52X 28 THW S AZHUEAN R
U7 u—F AR TH 7272 H[15] B HIFLIZFEBL L TV 5> CLRs & &7EK
i LTZATREMEDN B 2 B LD, AFEOMNT T, BRGZEICEW T v/ r >
7 URRAFERER, A ER & W o Te B A IC IV T DCIRL 23 @ L L TR
BLTWDZEBRHALMNIRoTz, 2 b DfERIL, DCIRL 2 E&MAEDOIENE
bzl 2@ & 2> TV D AREEZ RIB L T\ 5, BifEE T, DCIRL / »
77U M= U X &E HWIZHET, BEfERES EAE 72 &0 B CERAEE T L
R TV TITbI T & 72(17,18,19,20,21], Z 4V FE TITAT DAL AFFE Tl
PAifaz Hhuls & 3 28 EOMAIIZIS 1T 5 DCIR1 ORIIZHEH L TWh, A

FRICBWTH LN > - BRI 1T A ER 7 DCIR1 OFBX. & H
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SN TVl EIZRELT 5 DCIRL 7217 TidZe < oo BRI 2T 5
DCIR1 % ,DCIR1 OXKKNEE L 5. 2 HIRREICEE L T\ 5 AlREE 2 RIE 3 5,
DCIR1 23EHE-R ML CERBIIZHIL L TV D Z L 2R LIEAIFSEORERIE, =
NETIATONT=2FHDCIRL / v 7 7 U7 b~ RIZEDY | FFEOMIEIZE
WTOHHDCIRL # XS/ 742 aF7/DCIRL / v/ 7 U b~ U A%
AW OB Z 7R L, £ D K9 72T XV DCIR1 OiRE & R D FIE
AN ZALO XY FHEMRIEHIES T 5 THA D,

4% T, DCAR2 ®¥Hiix mRNA L~ULDOHDOEE Ln/a . X0 E L
~ULOFEHITH DI STV AR - 72[22], ABFZE Tk, DCAR2 728, HHEi<
BLJERTIE U /i D ¢DCs D—HTHFICHI L TWDHZ L2 b L
(Fig. 7, 8), 7725, DCAR2 IR S 724k D ¢cDCs IZFBL L, HEHEL TV
HAREMED R STz, DF D, DCAR2 IXEFEFTIE U /3 HiZe IR & A7 fik
IZBWT, WL AT 2NN H S, 72, DCAR2 OEERFEHNHRD b
7B R L OEFTR U iz 5 DCAR2 %8l cDCs 132 DF R TH
DCIR1 Z[RFFICHEL L TWD Z ENP L E o 72(Fig. 9), T b OfERIL,
B L ORETTE Y ) HiD DCAR2 381 cDCs DEBEIX ., B EFEIMEZ R D |
P & TEMEAL &0 9 IERCR ORRE A £5-2 DCIR1 8 L O'DCAR2 O ffi L& 7 % —
IZ X o THIE STV D ATBEME 2 7R T,

AHFZEIC BT DCIRL 3 £ O DCAR2 1Z R fE)E U o /3D ¢DC 12381 L
TWD Z EDRH BN/ o7z (Fig. 6-8), DCs 13 H ARG & 2 D% OHiE T
B 5 SRR ORGTE LR 2 > TV D HEEARM TH Y L L2 %2 T

IR H R 9 HHEEEIC R L L T 5 [24,25,26], £ 7-. DCs O H i iZAfast ot
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iz MHC class I 2 VT, CD8* T fifldicfififend 27 e A7 L7 —v
3 2 LR D R 2R BURSR R BE & R OISR 237 E 9 5 [27,28], DCs 134K
NOIZIZEIUAFIE L, Z ORI L o TE X ORBUN R 5720,
JAREIZRE L TWES T~ — T —IC Lo TN 7'y MRt
%[29,30,31], Z D X 9 ITkkx 2Rk IC 24k 72 DCs SFIEL TW D23, A4
O FITC @A~ U ZADMNIZ L > T, BENORIEHR Y v Ei~ilEE Lz
cDCs DT RTHADCAR2 ZFHIL L TW\WAHZ EBRHLMMTR-72 (Fig. 11),
£ 0 . DCAR2 I &N O KERTIE U o i~ 4 2 Bhikiila o~ — 1 —I2 72
DS BHAHREVENR® D & & HIT, B DCs OFEFEIZ DCIR1 3 L O DCAR2 73
HLTOWAHHEENRE 2 bD, RIGIIRKEERNO725, REIFET D
DCs [TEFIREETILT TN AR DHTH 5[32], ZiIxt LT, B
WZIXEEEF O T N 2R K O dermal DCs (dDCs) 23 77(E L. dDCs
IZ Epithelial cell adhesion molecule (EpCAM). Langerin (CD207). CD103,
CD11b O} BUZ L > THRL L 5 20H 7y Mo hh s (Fig. 10331,
B DT 7NN AR L OE R O dDCs IXRIERIED 272 53 EHIR
fECH U \Eamy, VU ffiEEd o, CD207 dDCs 135 D DCs (2
BUWTH 3% LIMFAEL TRV, MiE» Sz Ma<mAL, BfEns
[33,34], F7=. CD207* DCs ®»H1T% CD207+ CD103*dDCs iE7 > 7 /L N A
MR DR BfR e < 7 7 F 7 A MHESkOFHIRAZ CD8* T Mifldic 7 = A7 L
BT —arTELRNNH LD L, CD207+ CD103 dDCs, CD207
dDCs $ & 1 LN-resident CD8* DCs {37 7 F / ¥+ FHKOHIFRIZ L5 CD8*

T MDA FHE T W2 L vl Sh72[83,35], 72, CD103 dDCs i
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CD8* T #ifid & ¥ & CD4* T Ml DISE Z5KET 5 2 L Al STV 5135],
AW TIIEZEFTE Y 3 Eilcis 1T 5 DCAR2 HBMa O LR 2 520023 %
ZEITE RN, BEFTR Y > ik 5 DCAR2 #EHLiL CD207*
¢cDCs £V % CD207- ¢cDCs Tii< (Fig. 7C), FITC ¥A4i~ 7 A1+ % FITC*
cDCs OEM D E451E CD207T THh - 7=7-% (Fig. 11), A EIFEE L= KEETE Y
VEIIZ BT D DCAR2 FEHAMINILIZ CD207 dermal DC (2 Hi 3k~ % ATREME
W%, CD207 dermal DC 1% CD103 #%EL L T2 & (Fig. 10)[33],
CD207 dDCs 137 7 F / ¥ A FHROFURIZ KL 5 CD8* T #lfid O Hehill 4 3538 T
%92, CD103 dDCs |% CD8* T ffifid LV ¢, CD4* T Mifa DI E 27585 25 2
EMBI[35], FREFTE YU o EiD DCAR2 %8l cDCs 1% CD8 T Hla/ & B 5
THE0, L LA, CDA* T HIBSEIZE G T2 FREMENE X DL d, KEOR
AL 1 FITC %2 847 LB, FITC 12X - THJE DCs 23 EMAL L. K
RUTt%, BT Y v R fi~lEET 2 2 EBMLNTRY . K DCs MEE
D REFTIR Y iR DRIV T, £ DM DCAR2 FBLOZ
b2 IBHT %5 Z L TDCAR2 DREREIC L VIED ZENTEHLER D,

B R LVX MR D~ 7 AET )L Th D Contact Hypersensitivity
(CHOIT G IZ 31T 2 fZ IS E af 5720, In<fEbiTno, 18M: CHS
AR & BRMIC T D0, WA ORIZBWT, K DCs % & Tehiidz
AHESELS G35 2 EnbhroTnb 36,37, £7-. KJE DCs 07 &
v NZ LWL CHS ~DE LB L L T U7 Ny Afifaid CHS S & & 58 S
% 7338,39], CD207* dDCs ITIEAEFHICIWV T CHS In& & /42 = & o3

5TV 5[40,41], F7-. CHS &2 5 CD207 dDCs DFEREIZ DWW T I
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BT STV WD BAEMRTD T 7 2l i OV CD207+ dDCs
DRKTET T, CHS JSE Z BRI EL TE IR o72 2 L D25 [40,42,43],
CD207 dDCs b 8% & < FEEFHIZB W T CHS IR & &2 357255 & THT
5, IbIT, EE, BIEMICRBWT, v X Millad 2§ DCs DR ERTE Y »
NEI~OWEH EZFHET 5 2 LT, CHS OB LZFHES 5 2 L AHfE s hn 771,
JRAEARICR LT, AEAICIE, T MM X A PR R R RIEL 7 T F ) Y1
R fFHRER, ~ 2 MEIC L 2 FERRR AR RIAE DO 7 3B o TV D 2 & A3
LTS [44,45], BHEATIEL T MBS F~RA L, B OHURIZ MR
FoT, &L, CHSIGE LT, LILARBSL, "T T TRELIZ~ D
ADREJE DCs KK SH D L, BRMO CHS IREBHRMI N2 Lnb, &
BEAIZIB TS K DCs O—H i OEFIIMH 2 &H 2 Ric T Z LR sh
TWwal46l, YL Eo#E S, CHS OIRZEITITZE DCs 35 LUV DCs D2
JEATIR U > B~ DU ENRLS BT 5 Z e SRS, Lo T, CHS~v v
AET BT, CHSIGZEIZ DCAR2 B ED X HIZBEGT 202 50T
% Z & T.DCAR2 OAEPRIIBEREDMRIA & & b7 LL & — M2l B2 G 2k DR RE D
BRICORN D00 H LR,

7. BBEICE T 5 CD11chigh, MHC class IThigh O #IESEN D —# T DCIR1
B L DCAR2 7338 L Tz (Fig. 6B, 7TB), = OfaEMN X5 B ffLD
FEERICR ST 5 Z LA S5 [47], B8l DCIRL B L O

DCAR2 DESEEIC ST b, A%, BIZE L TO < BERER S 5,
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R RTERZANT, AEIZ D THLMZENT DCIRL B X U DCAR2
RHOZEMZET 57 — %1%, DCIR1 8 X DCAR2 OREEEZH SN2 5 k-

THERFRTHLLEZEZX DN D,
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H_E

DCIR1 R"RB#BT 2V v FOBRE
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TRBLUVEW

BT DEk A RS EICR 1T 5 DCIRL S B OMEHTIC L v . DCIRL
(TR x 7R BB E D ¢DCs, ~ 7 v 77— IFHERE JOHLER &V o 7o B B R
A BRI RBL L TWD Z ERB LI/~ 7- (Fig. 6,8, 2% Y, DCIR1
IBRRMIR 72T Tlde <L BRx R B AR E OB BRI IS REL L . B R
BOFIEOIIEICHAE L TWAEERL B2 —ThhH EEZLNDHN,
DCIR1 23§83 2 U T2 RIZH D NI S TR,

UIFIEE DA TH 2/NGRIZTKIGHFEBLR TEATF b DCIRL # /3
B EERL, BHEHRA LT T eV EOEAKR (DCIRL T F 7 ~—)
& L. CHO fifaks X OV CHO i o> N BUBESHEAfifESR 2 KB LA B CTH D
Lecl, Lec2. Lec8 ~®» DCIR1 7 b T ~—DOfEiE&%EZ 72— A b A h U —Tfif
HrL7z, LeclL 1T N-TE2F AT NayI VIEBHEE I NKEBLTWDLTZH, N
~ 2 ) —ABID N BFEFHZ D | Lec2 (X CMP- 7 /VERH A KIE L TV 5
728, IEBRITRIC S TERD /N T 7 B EA N A2 Ff . Lec8 13
UDP-#4 7 7 b —AEERN R LTV D72, IERTEIH T 7 b — AN
WT T s MEAR N U & > CHO MIlRZE Bk Th 5 48], /NEKIT
DCIR1 7 k7 ~—7»% CHO X° Lec8 IZ b5 &7 503, Lec2 IZFHZHL AT 5
ZEEWLMILE (hEBREERE LR, Fig. 12), ZOfEHR2 5, DCIR1
(AR M B A AFAE S 5 R > 7 VR & R OB ARSI X USRS

T NEREFE W T T u AR A U T R E LU CRT D 2 L ARIE
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STz, £ZC, RKETIIDCIRL iikd 2V o FEHLMNITAHAZ EAH

e L,
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kL E TR

<HifE & DBEE >

DCIR1/ RBL-2H3 #Hfi@i %25 — &2 fdk L 72 /715 TH:#& L 7=, DCIR1-DCIR?2 stalk
LAR—4 —#lilgiZ DCIRI @ C L7 F 2 KA A DCIR2 O A h—7 fEIK,
Ly49A OJRE @, % LT CD3 { OffilapysEiE, DCIR1_DCIR1 TM LR —#
—H2IZ DCIR] @ CHI L7 Fo KA A > A b—7 f8i KON E@ER, =
L T CD3 { OHIFBNTEIRD GRS D X A T & /37 B % BWZ.36 flifaic
ERBFSET-MaTHY . ZOERIZ OV CiE#%d 35, DCIR1-DCIR2 stalk L
AN—4 —ffifid, DCIR1_DCIR1 TM L 7R— % —fifidid4 DCIR 7 7 X U —D LK
— 2 —iffificd & A LT, BB— IRk L7 7IETH R L7z, CHO fifldis L O
CHO ffifa> N BUpESEMEER RIBZ BRI TH D Lecl, Lec2, Lec8 #lfdlE
American Type Culture Collection (ATCC)»>5 A L. 100 mm dish (TPP) %
N T al0® ' K5 10 mL T3 L7z, MkRIT 2~3 H OB TITV, Mifao ki
HZ# T PBS(-) S mL TT 4 v vaWNICEGFTHEMZRER, | mL O
Trypsin-EDTA solution (Sigma, T3924)% A0 L | e 2 il S B T BRI L7z,
L ha ARy — 0 TR T & 5 Platinum-E (Plat-E)#H e R K
EERL SR O AL R REE L b 5 24172 [49], Plat-E flifdlX 100 mm dish
Z AT 10 pg/mL @ Blasticidin S HCI (Invitrogen), 1 ug/mL @ Puromycin (Sigma)
ETe DIO* K CRE 2 U7-, MEIE 2~3 B OB CTITV, M OB #IR & 45
TPBS(-)5mL T7 4 v ¥ aWIZERGFT M2 fRE%. 1 mL @ Trypsin-EDTA

solution (sigma, T3924)Z ¥ L, #lfie &2 e S TBEIUL L7, FrICRLR 75 M5
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WA M ORREIRIX 15 mL = — 7 (greiner)IlZ A4L, 190X g T 5 47 [z L

THZEICXDEIR L,

%1 al0
a-MEM (Invitrogen) 2% L Z IR E T, 10% M@ FCS. 50 pM
2-Mercaptoethanol, Penicillin G (100 U/ml) -Streptomycin (100 pg/ml). 25

mM HEPES-NaOH (pH 7.4 %%, 1E# L7,

%2 D10
D-MEM (Invitrogen) = % #U 2 AU I 2 T . 10% JE M {k FCS. 50 pM
2-Mercaptoethanol, Penicillin G (100 U/ml) -Streptomycin (100 pg/ml). 25

mM HEPES-NaOH (pH 7.4) #/1z., {E# L7z,

<Eh¥ >
= ML E ko TE ) IR LT,

<Pt

.H.

>

PUMITH —F MEHE D7iE0 TR ICRE#f LT,

<FI7A4=—DY B>
T4 Polynucleotide kinase (Takara)x T, fErEIZE-T, 774 ~v—

DY A T 272, 3TCT1hn S E721%.70C T 30 min L9425 Z & T,
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T4 Polynucleotide kinase % i & H7-,

<Y XZ—¥EHKE (PCR)>

RY AT —VHEEHN)G (polymerase chain reaction; PCR)IE A — 7 — DR
IRV, L F O TIT o572, PCR IZ KOD-plus DNA polymerase (Toyobo)
ZHWT, 94°C 2min., (94°C 30 sec. Melting templature-5°C 30 sec, 68°C
X min) X30 ¥ 7 /L, 68°C 5 min TIT\, XI|IHEIET RS 1kbiZxfLT1
min CHE I 7, PCRICHWS 77 A4 ~—I% Greiner bio-one |25 % & KHH
Liz, —="—7 v 7 PCR %172 Hald, 250 DNA W O—H2 4 —/—
Ty 7T 5K 5124 DNA W /7% PCR TR L, TN HEFEE/MBE LB D
77— MW, £, €O PCR 77 A ~—Z A TIA—/—
79745 2O0DNAWH OHODIREETEY A 7 /LR Y AT —BRISEZET S
., Z OO DNAWHF%Z—>O DNAWHIZ LRI, 774 ~—ZL, 7%

DD PCR YA 7 NVEITH Z & T—2>D DNA Wr i % BahE L 7=,

<DNA O 7 i >
Agarose standard 01 (Solana) CEfLI L7 1% 7 o —A 7 L% HNT, EX
KEN 21TV DNA Z 7508 L7=, U0 i L7227 L 2L W QIAquick gel extraction kit

(Qiagen)F X ¥ Econo spin II a (Gene Design) % iV C DNA 8 L 72,

<FGAHF—Tar &>

F A —3 a VIR Takara Ligation Mighty Mix (Takara) Z VN CTH7 -
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oo X B —b A Y —REE/N 1110 TH5uL 2725 X 9 IZ{RA L., Ligation
Mix % 5 uL iz, 16 C T30 77l LLI1X4CT 16 KffHl, 74 7 — 3 V&

PITo 7,

<DH50a D &l # >
KW =2 7 MV DHbS0% 50 uL HHE L., 747 —Y 3 v LIERIGKR
5 uL iz, )KET 30 oGS, ZDtk, 42°CT 30 FMALBEL, K

LT MEES S Z & CIEIR A T o T2,

< KIBHE D BEE >
TEE MR te O KAGE 1% LB/Amp s & L < 1XF D85 H1Z 15% (wiv) D Bacto
agar Z Nz CTERLL7= LB/Ampt 7' L — F TH;#E L7z, KIBE OE#IT 37°CT

16 FFfiE52 L. LB/Amp* 5 i D55 13 5 mL O A R S H 7270 b5 L7z,

% LB 55t
10% (w/v) Bacto trypton (Becton Dickinson), 5% (w/v) Bacto yeast extract

(Becton Dickinson), 5% (w/v) NaCl, 100 pg/ml Ampicillin sodium salt

<77 RAI ROFFHR >
R L7 KIBE 077 2 R, 558K % 190X g TiEb L TH
571 v 225 Nucleobond PC 20 (Takara)z T, FEREEIZHE- TIT

72,
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<V —7 v REHT >

v— 7 v Al BigDye® Terminator v3.1 Cycle Sequencing Kits
(Applied Biosystems)% I\ T, A —H"—DFEREIZNE-> T, 94C 2 min,
(96°C 30 sec. 50°C 15 sec. 60°C 4 min) X 30 %1 7 )L CT{To7=, ¥ —F T
AT, =& ) —)VIRERIZ X DR EIT o 72, BUSIRIZ T N E IR THE
i FU A% 10mM, =%/ —/L% 60%I272 5 L 9124, 20,400 X g T 20
iU, BiFERELZ, WIZ, T0%T=% /) —/L&z, 20,400Xg T 7
ridE.o L, EIE &2 BrE% ., EIE T Dry out L7-, Hi-Di Formamide (Z{&#% L |
95°C 5 min CTEWLHL L 7-#12, 3130x] Geneticanalyzer (Applied Biosystems)

Z VW THRERT L 72,

<DCIR1-DCIR2 stalk L R —% —fifa=2 > X s T 7 b D{ER >
DCIR1-DCIR2 stalk L'/ R—# —fliffdd 2> A2 ~Z 7 MERIX CD3LOHMAE AN E
i, DCIR1 Ot @k, DCIR2 ® A h—Z7 4k, DCIRIL® CH L7 F 2 K
AAHELV FRB A NVARY X —Th % pMXs-IRES-EGFP (IG)L hu v 1L
ARG B =~y ua—= T Lo DT, BMREEOFELETH L/ PNERIZE -
Tirbinl UhBHEKEKIEERT —#), DCIR2 REEHFAINLTWD
pBluescript IT SK+ (pBS)7» 5 DCIR2 @ stalk fE#k 2 #hE L . DNA Wr i & 157,
A LIZ7 T A ~—1ZLL FICFi#E L7z,

Clec4a4 extracellar F 5'-CAAAAGTACTCTCAACTTCTTG-3'

DCIR2_DCIR_R 5-"TTGGGCAACAGCTCCAGACTTTGT-3'

39



F72.DCIRL OEEMEAEIN TS pBS 25 DCIRL O CHL 7 F o KA A
v E L, DNAWH 24572, A L7277 A4 ~—1ZBLFICRE# L7z,
DCIR1_DCIR2_F 5"GAGCTGTTGCCCAAAGGATTGGAG-3'
Clec4a2_NotI_R

5-ATAGTTTAGCGGCCGCAAGAATGAGTGATTCA-3'

KT T A ~— O FREE SR IRHA TR Lz

iZ, DCIR2 A h—7 o> DNA Wi fr 72 5 ONZ DCIRL @ CHIL 7 F o R A
A O DNAWH ZRCENVETRAL. ENET VT L— MZA— =T v
PCR %17\, DCIR2 A h — 7 fiElik & DCIR1 D CHBIL 7 F 2 R A A UidfhEA L
7= DCIR2-DCIR1 ¢ DNA Wrfy g L7z, L7277 A ~— 3L FIZRE#
L7

Clec4a4 extracellar F 5-CAAAAGTACTCTCAACTTCTTG-3'
Clec4a2_NotI_R

5-ATAGTTTAGCGGCCGCAAGAATGAGTGATTCA-3'

KT T A~ — O FREE SR IRHA TR Lz

L haw A LARY Z—Thh b pMXs-TRES-EGFP (pMXs-IG)IZ CD3LOH
Wik, Ly49A MEE@EEIEI L OV Hpal YA 230 &7z pMXs-1G/
CD3z-Ly49A transmembrane X7 % — (XYM EDLEEATH HEMNIKIC X
o> Tt sz (HERE RS, 4 —3—F v 7 PCR TfF b7z DNA W
% Notl fLER L. Hpal 3 X U pMXs-1G #HkDOHIREEZE Y A kT 5D Notl T
LR L 7= pMXs-IG/ CD3z-Ly49A transmembrane N7 ¥ —(ZT7 A 7 —3 3

Z1T- 7% DHba= v 7 v M VO EIRAZAT 1o, A S A Y —
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D —o o AT LTRESR, DCIR2 X h— 7 5l & DCIR1 @ C UL~
FURAALUBREE LTcA Y — B EASNTE Y ARSI OZERITFRD

HginoT,

<DCIR1_DCIR1 TM VHR—#% —fifam =2 bT 7 MER>
CD3cOMiffa I, DCIR1 DEE @, DCIR1 A h— 7 fglk, DCIR1

DCHLIF U RAL L R UANVANRT Z—Th% pMXsIG L hr ¥

ANWARY Z—~ua—=27 L7 (Fig. 13), CD3COMALPNGEEL, Ly49A @

M B E e, b~ MICL Offifash ik 23 H A 41TV 5 pMXs- IRES-EGFP (IG)

736 CD3TOMIFH PN fEI 2 89hE L. CD3ToMIfPNiE DNA Wi 2 157-, i

L7274 ~—1ZLL FICitd Lz,

CD3z (Cy)-F 5'-GCCACCATGAGAGCAAAATTCAGC-3'

new_CD3Z-DCIR1I_R  5-AAGAAGCAGTGAGCGAGGGGCCAG-3'

F 72, DCIR1 OE2ENMHEA ST 5 pBS 205 DCIR1 O fEE B @A RS L O

s Eis 2 1% L, DCIR1 oo L@ fEi s L OiAu Al DNA W & 157,

R I A4 ~—1ZLAFICEE# L7,

new_CD3Z-DCIR1I_F  5-CTGGCCCCTCGCTCACTGCTTCTT-3'

Clec4a2 R 5'-GCCCATGAAGAATGAGTG-3'

iz, CD3tofifastieisk DNA Wk 72 5 ONZ DCIR1 OB aEE s X Ol

AEDNAW A 2[R CEAVBETRA L. T a7 v 7L — M —"—=F v 7

PCR Z17\>, CD3ToOMMfas il DNA Wrf & DCIR1 o g B dfiEieds L OSHiA

HhaE i DNA B 235657 L7z CD3T-DCIR1 @ DNA Wrf 28 L=, M L7z
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7T A ==X TICR#H LT,

Pacl_CD3zeta F 5'-TTAATTAAGCCACCATGAGAGCAAAATTCAGC-3'
Clec4a2 R 5'-GCCCATGAAGAATGAGTG-3'

KT T A~ — Ol REE AL I RHA TR LTz

Z® DNA Wrfi % pBS @ Smal %A MNMZT7A4 7 —3 a %17, DHba=2 ¥
T MeENDOREIRR T T, TORBENDG T T AI Fafii L, Pac
L Notl OH|REEFE TUI Y H L7= DNA i %2 pMXsIG X7 # —ZfA L,
CD3C-DCIR1/ pMXs-IG ZfEf L7, fiASHIzA Y — DV —F7 2 2%
fENT L 7= A5 53R, CD3LoMIfasMEE & DCIR1 O Embaik s L OIS fetk 23

faa LicA Y — R2EASHh TR, BRSO IFERD LR 2T,

<Plat-EMiZZH N2V Fa VA NANRT Z =Dy r =V 7>
Lipofectamin2000 (Invitrogen) % i\ T, fiREB Y ICEGFEAZIT o 72,
FREDCIRL ¥ A7 LEF¥—a A 77 F&FHALZ pMXsIG L hr v A
NANY X —4 pg 12 OPTI-MEM %M1 % 250 ul & L7 KIGHES & O
Lipofectamin 2000 10 uL. & OPTI-MEM 240 pL # g6 L7 KISK & 1RE
XA C 20 min & L7z, Plat-E #il@ix 3.5 cm dish (Corning) T—Met%# L |
0% 90% 1 7NTy b THDH I L AMRLTHD ., FHE LI KRR 2
TL, 2 HMEE L, EEFEALD HEIC, MEORERZRIN L, 2,370

Xg T10miniE L L THEEFEEZ LV R U A LA E LT FOFEERIZHW,

<DCIR1-DCIR2 stalk L R"—# —#ilti X O DCIR1_DCIR1 TM V&K
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— & — ko ER >

BWZ. 36 #il2i% 1.0 X 105 cells % R10 3mL T 3.5 cm dish (2 £ &, 37°C 5%
COz A > Fa_X—H—T1HMFE L%, ERRL be v A LV RiEEINz, 37C
5% COz f > F aX—4&—7T 2 HHHBEL, LA—F—fMiatER LT,
DCIR1-DCIR2 stalk L AR— & —#ifldiZ 7 o —4A A b U —f@HFic k> T, §
10%7° GFP #% B L TkY ., 20 GFP %I 54EMHI3H DCIR1 Hifk
TKKT-1 3 L Oifliit DCIR1 $ifk 320507 THta S iz, 2F V| K 10% D%
RCHEEFNEASNT L LI, #T DCIRL #ifk TKKT-1 5 X Ot
DCIR1 #ifk 320507 1Z DCIR1 & CRIL 7 F o R A A v &Rk T 2P TH %
ZERHLNIZ/2 572, DCIRI_DCIR1 TM L AR—% —Hijgid 7 o —H4 A1 k2
U — ST OFE R K 90%7> GFP #%8LL, GFP 2R B L TWHMlaodix &
/o ED3T DCIRL HifA T 5 TKKT-1 THEO ST, Lo T, £ 90% D% T

Bl F2NEAShT,

<VR—F—HfaO7a—%A kA Y —EHF>

0.5 mM EDTA/PBS (-)% W CEIX L7z LR — & —#iifE 2 96well ffa ks H
~A 77 AT L— K UJE (BD Falcon)iZ 1 well 24721 3.0X 105 cells (272
HE oz, # 1L T, FACS Buffer 200 pL /1%, 4°C. 580Xg T 3 47fH
L L TCEHEEEZRE, AT v 7 2L TS Z B oveE %2 2 47572,
Z I\ Pik%E 30 pL ML, ok kT 30 offEE Lz, £k, 4°C, 580
Xg T3 oL, AT v 7 ATl AZ < 9L THh 5 FACS Buffer 200

pL #/nz. 4C, 580Xg T3 L LT EERZRE, ST v 7 AL THIM
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AR THROWEEZ 2 BITo 7, 7o, IEERIUA L 21T B4 F AR
WA L IROBEZ AT o 7o ZIREUAZ 1 well 24720 30 pL#An L,
K BT 30 /rMEHE L=, T D%, 580X g T 3 4rfiliE L L, FACS Buffer 200 uL
ZMz. 4C, 580Xg T 3 phlE L LT EEERE, AT v 7 2 L CHligsl
R IROBEEE 2 BT o7,

RO T X OVEERIEZ 1T o 7o flila 2. FACS Buffer 200 pL (T L |
1.1 mL F = —7 (Neptune)|Z[FlX L AN 1 pg/mL 12725 & 512 3 pg/mL
® Prodium Iodide (PL; Sigma)% 100 uL il 2 C, FACS Calibur (BD) Cfi##7 L

7=o AT Y 7 v v = 7 121X Flowdo (Tree Star, inc) & v 7=,

VUVR—=FZ—=T v&A>

ELISA-PLATE (High protein binding, Greiner)(Z 5 pg/mL DO Hi~ 7 A
DCIR1 #ifk (TKKT-1), bt DCIR1 Bk (320507 E 72137 A4 VXA T3
Fr—/ et LTk b AICL #ifk (83G72)% 1 well 4720 50 pL Mz, REAEA{E
L7z, bz [E 4l L 7= ELISA-PLATE % PBS T 2 [ml¥E# L. 5.0 X 105 cells/mL
TRI10 H5HUZIRE L7 LA — & — /% 1 well 4720, 200 pL Nz 7z, LR
— X —fifa % 37°C 5%C0z A > F 2_X—&—T 18 Kf[fjH5# L7-1%. 580X g T
3ofEL LT EEERRE, A7 v 7 A L CTHliigsiz 53 L. PBS 200 UL % s
ML, 580Xg T3 ffiEhd s LIckVkiEaiToT-, EiEERE, AT
v 7 AL CHifa3EZ i3 L. CPRG Reaction Buffer™(Z¥Af#Z L 7= 0.15 mM
chlorophenolred B-D-galactopyranoside (CPRG; F)t#liz) 2 1 well %472V 100

WL L, 37CTHHE L7z, WO BN HERAITEDY 5ob 5 T L %
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feid %, 570 nm & 630 nm OWLE ZRIE Lz,
»*CPRG Reaction Buffer
100 mM 2-Mercaptoethanol, 9 mM Magnesium chloride (Fi1 3% #fi %),

0.125%(viv) NP-40 (Ftiiik) 24 ¢ PBS(-)

<KBERBERICE S DCIR1 # ' X7 BOER >

B4 F L ALES & N KA 5 DCIRT Ml EIk & o /X7 B O3B~ 7
% — T 5 DCIR1-pET3cNbio T BL21 (DE3) pLysS % & s L 7= KiGHE %
WHFFER DA TH HREKMER U7z, DCIRL MlasMEk &7 o 37 B % %
¥4 % BL21 (DE3)pLysS % 100 pg/mL 7> > U > L 25 ug/mL 7 12 7 A7
=2 —/L&ETe LB 5 mL IZHEE L, 37°C 230 rpm T 16 FEfijET# L7z,
Z OEFR % 100 pg/mL 7 > ¥V U v EETe LB #5M 1 L2z, OD600 nm
28 0.5 FHTIC 722 % % T 37°C 230 rpm THE#E L7-, IPTG Z#&EE 1mM & 725

Loz, 37C 230 rpm T 3 KFffiiEs L=,

<DCIR1 & » 7 EH AE DRI & 7Tk >

FIREE 1 mM @ IPTG THELZFHE L 7o KB BE TR 2w m Al O
Avanti™ HP-25 (BeckmanCoulter)}s & (8 JLA-10500 17— % —
(BeckmanCoulter) % VT, 4,000xg, 4°CT 15 syfiliED L. KIGHEZ U L
2o KWHi % TBS (pH8.0)* 100 mL T 2 [M#4+ L7z, 60 mL ¢ TBS (pH8.0)
TREE L AR 1mM & 725 X 9 200 mM phenylmethanesulfonyl fluoride

(PMSF: Sigma) DA Y 7' m /X ) — VER 2 N Z 1o, -80°C CHift S ¥/, 37C
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TRME L, &IBE 0.5% (v/v) &725 X9 TritonX-100 (Sigma) & #&EE 1 mM
& 725 & 9 dithiothreitol (DTT. Sigma)% FiLZIUINZ .
ULTRAS.HOMOGENISER (TAITEC) % I\ CHi /1 L~UL 5 T 15 43 A& I
WL 24T - 72, 9,390xg (b I —H5T. MX-160 = .0, w—#—: TMA-27)T 15
gL, EEZRELZ, L > % Inclusion body wash buffer (0.5%
(v/v) Triton X-100, 1 mM DTT. 1 mM EDTA % & TBS (pH 8.0))20 mL T
2 [EPEE L 7= . TBS (pHS8.0) T 2 [H¥ei# L 7=, X L v FZ 10 mL @ 7]k buffer
(6 M Guanidine-HC1, 50 mM Tris-HCI (pH8.0). 0.1 mM EDTA., 1mM DTT)
ZIMA, 4CT B L TRl b L7z, 20,400 X g Tzl LT, B 2[RI,
SR BERER LI

x TBS (pH8.0)

20 mM Tris-HC1 (pHS8.0). 150 mM NaCl

<DCIR1 ¥ v RVBDYV 7+ —NT 4T >

IR 2 uM 12725 X o A b L= DCIRL A A 1L OV 74— T 4 7
Ny 77— (pH7.5) (0.4 M-Arginine (Wako). 100 mM Tris-HC1 (pH7.5), 0.5
mM PMSF, 1 pg/mL Leupeptin, 0.5 mM Glutathione Oxidized Form (Wako).
5 mM Glutathione Reduced Form (Wako). 1 mM CaCIDIZfi#: L7e 2 S T
L. 4CHT T 3 HIMEHE L7z, U 74— VT o 7 2T o TR % BT
(Fisherbrand #21-152-5)IZ A4l, 10 L ®#%Ar/3 > 7 7 — (20 mM Tris-HCI
(pH7.5), 150 mM NaCl, 1 mM CaCly) Z @ik & L C—MBiEiT 217 -7, %

WrF = —7%HY H L. Polyethyleneglycol 20000 (Wako) % 5 ¥ 7>} T 4CT
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FrE L. #9250 mL F CENTNIK 2 3806 Lz, BN L@ N2 B0 10L o
BTNy 7 7 —TC—BRENT L7, 2L Of2A 4 %22 #i Binding buffer (20 mM
Tris-HCl (pH8.0). 25 mM NaCl. 1 mM CaCly) TH-E ., —BuBEiT L=, BTN

% % Rapid Filter Max Set (TPP) & L. [FIUL L7~

<DCIR1 # > X7 B>

A A u~ 8777 4 =2 L 5DCIRIOER 21T o 72, VAT A
AKTA explorer (GE Healthcare) Z iV, 5 7 L &R (CV)A35 mLTH 5
HiTrap™ Q HP 5 mL (GE Healthcare) & F\ 7=, F$ 51513 Fig. 1412~ L7,
fEA A 2 22 H#iBinding buffer VL L7=H T AZY 74— T 4 7 LIz
DCIR1%}itiH1 mI/minC7 77 A L7-%. Binding buffer%5 CViii L., wash
L7z, Z®%. Elution buffer (20 mM Tris-HC1 (pHS8.0), 1 M NaCl, 1 mM
CaClp)x W T, 2CVD02250.1 MOERRINaCLY T > N THM L2,
3CV®D0.1 M NaCITiaEH L, & 5122CVD0.1 MA50.2 MO E#RFINaClZ 7
Y R TEH L, 3CVD0.2 M NaCITHEH L7z, 2Dk, 2CVD0.2 M» b
0.3 MOEMAINaCly 7 V> F THEH L7, 3CVD0.3 M NaClITIHEH L,
fe\ T, 2CVD0.3 M2 5 0.4 MOEIFINaClY 7 > N T L, 3CVD0.4
M NaClI TR L7z, &%, 2CVD0.4 MA 51 MOEMRMINaClYy 7 VT K
TR L2, 3CVD1 M NaClCIAEH L 7=, IR HHE /0134 C1 mL9 25 L7,
BIRHE SO —EZ2H Y 15% RNV T 27 VLT 2 R7 % Hni=SDS-PAGEIC

Ko THEEL, CBBRAIZE > TH o\ HAZHRIE LT,
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<SDS-PAGE >
SDS-PAGE [ZIZBL TNy 7 7 — % LTz,
Lower gel buffer (pH8.8): 1.5M Tris-HC1, 0.4% (w/v) SDS
Upper gel buffer (pH6.8): 0.56M Tris-HCl. 0.4% (w/v) SDS
10 X SDS-PAGE running buffer: 0.25 M Tris-HCl, 1.92 M glycine (wako).
1% (w/v) SDS
6 X FEiE T SDS-PAGE Sample buffer: 125 mM Tris-HCI (pH6.8). 30%

(w/v) sucrose. 0.03% (w/v) bromophenol blue. 12% (w/v) SDS

SDS-PAGE 7V OAERIB X O v 2 WK EN O HIEIZLL TIZR T, 15%
Lower gel i% Lower gel buffer 3.15mL. 30% (w/v)7 7 U /L7 2 F-EA(29:1)
A (SERVA) 6.3 mL, MilliQ 3.15 mL, @it 7 > E="7 A 12mg ZiRA L.
7.5 uL @ tetramethylethylenediamine (TEMED) % 1 2 TEHA& S /ER L7,
Upper gel (% Upper gel buffer 1.5 mL, 30% (w/v)7 7 U /L7 I F-EZA(Q29: DA
# (SERVA) 0.8 mL, MilliQ 3.55 mL, ifiifz7 > E="7 A 6 mg ZiEH L,

7.5 uL. ® TEMED %Nz Cif L, EEM5ET L7 Lower gel ® LIZHERE L,
HAESE, Yo7 7o 16 FEd 6 X IEETT SDS-PAGE Sample
buffer Z M % 72#%. 95C. 5 min OBEMLIL 1T > 7=, BILEM TUkEIT 5
%613, 4.5% 2- Mercaptoethanol (Sigma) % 1 2 7= 6 X 3EiE ¢ SDS-PAGE Sample
buffer & VT, ROV 7T VOB EIT -T2, ¥ TVOIKRENIT 1X
Runnning buffer T17\>, Quickrun 3085 (Anatech)% f\ > CHEJE 200 V T 60 min ¥k

L7,
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<CBB %14 >

CBB (0|2 X 5 & > 7 O R CBB Y% (Coomassie brilliant blue
R-250 (ICN) 0.5 g % Ethanol (Wako) : FFEE : MilliQ=5:1:5 DJEE# 100 mL |Z
Wi LT K o 3e e t%, DLk 1 (FE% : Methanol (Wako) : MilliQ=1:5: 4)
B L OWLY Ak 11 (HFEE : Methanol (Wako) : MilliQ = 10 : 5 : 85)I2 & 2 ijefa %

117,

<DCIR1 # /"7 EDEFF 4>

CBB A2 L > THHMZ /2 572 DCIR1 A E £ HH1p % F & D114,
Amicon Ultra-15 10,000 MWCO (MILLIPORE) % T, #B#EH L O Bir A
Reaction buffer (20 mM Tris-HC1 (pH8.0), 20 mM NaCl, 1 mM CaCly)~®
Ny 77— E{To7-, DCIR1 O EAF AT S HFFEE OB M AR L
7= B4 F AEl#sE BirA Z 7z, DCIR1 ##. Biomix A (0.5 M Bicine buffer
(pH 8.3)). Biomix B (100 mM ATP. 100 mM MgOAc. 500 uM biotin). 500 uM
d-biotin Z AL T 8:1:1:1 (Z72% K 5 (T L, DCIR1 # > /327 & 10 nmol

IZXF LT 2.5 ug @ BirA Z/Mz2, 30CT 1 Frfils S Bz,

<HFNHBIZu< v TTFTT7 44—k BEFF 1L DCIR1 OFEHR >
CV 7325 mL @ Superdex 75 10/300 GL (GE Healthcare) ® %1 7 2 % T,
AKTA explorer 7 i~ /'S5 74— AT LEEHL, FLAE7u~ 7T

74—l Lo T, RRIGOEAFT U &2FrE LT, WK 0.5 mL/min T Running
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buffer (20 mM Tris-HC1 (pHS8.0)), 150 mM NaCl, 1 mM CaCly) % i L. 0.5 mL

ERCE LTIy

TGN T7 T vEA>

DCIR1 # > R EDOEFT AN I TN T 5728, ARNLT T
v (Streptavidin: SA)Z W=7V 7 N7 v A BiTo0-, KL AR v
~ T 7 4 —TH# L7471t DCIR1 % SA (Sigma) & € /Lt DCARL:
SA=1:2 L7425 K 9EA L, K ET30min M SH7-, 3EE ¢ Sample buffer
CiIRE L., BV AZ1TH T SDS-PAGE THBfE L., ¥ /X7 E% CBB 4+ C

M Lz,

<TAEHEAF (L DCIRL & A\ 7= Yefa >

Al e A F ok DCIR1 & PE A5 SA #€/Lk 5:1 TIRAE L, K ET 30
srTEERE L, DCIR1-SA-PE #&1k (DCIR1 7 b7 ~—)& R L7z, #Mil%
96well 7 vt A4 7L — kK UJE (BD Falcon)iZ 1 well %720 2.0x106 cells |Z7¢
HEoTalz, £ LT, FACS Buffer 200 uL. /12, 4°C, 580xg T 3 47fH
O LT EEERES, AT v 7 AL CHIESEZ AR 9 IR OB % 2 [T 5 7=,

ZACERL L 7= 20 pg/mL @ DCIR1 7 F 5 ~—% 30 pL kM L. ok T 30 %>
[FIFfE L7o, fREfR. 4°C. 580xg T 3 /il L, AT v 7 A CHfasi % <
3L TAH FACS Buffer 200 pL /1%, 4°C, 580xg T 3 Zrfilim/r L T Lg%
frE. ATy 7 2L Cilas 4 A Mild O % 2 [BlfT > 72, £ LT, FACS

Buffer 200 pL ([ZHifinZ %% L, 1.1 mL 5 =—7 (Neptune)|Zf L7=1%. K&
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FEN 1 pg/mL 272 % X 512 3 pg/mL @ Prodium Iodide (PI; Sigma)% 100 pL
Mz T, FACS Calibur (BD) CEtT L7z, fENTY 7 b v = 721X Flowdo (Tree

Star, inc.) & HV 7=,

<BREDOMH & M RRB IR DR >
B HEOHE H F X O IR IR ORI S — = oM e L 1L TE. 586,
IR U > 3Efi . BEFTIR U > 8, RO H &M@l osE) (2R

LI TEIZE > THT 2 T,

<BHEMRDOT7a—% A1 F X U —@EHF>
HRMIEO 7 m—Y% A b A b U =TI —FEOME L 51E TN, B,
WM U o ™8 BREETIR U o288 RIS D 7 v —H A kA b U —f#4T |

(ZFeE L7z HIEICE» TIT o 72,
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e S

<DCIR1 V" R—F —flilgaz ANV R—F—T v&Af>
MR EOFEEATH H/MNGRIZ K » TER 72 DCIR1 LA — % —ffifia
1% CD3T DN e, Lymphocyte antigen 49A (Ly49A) o [ & i@ fE L
DCIR1 ® A h— 7 gl DCIR1 @ C L 27 F o R AL v %Gt pMXs-IG <7
4% —% BWZ.36 M| & s FE A L, GFP O3 Hl % 51212 FACS Vantage (BD)
TY—T 4 V7 &N TH 5 Fig. 15A), LR —Z —flicid IL-2 7 ot
—H—D TRICERNNT BT 7 N X —EBOBETHEAINTEY VT
SPURIZ L - TH A T ARG S D & CD3TRARMNAEE A & Mg~
T IVhMeE S, 855K NFAT (Nuclear factor of activated T-cells) D fiii. U
VEBEAE Z 0 . NFAT I IL-2 70 e — ¥ —~fEAT 5, I LB H T2
X —BORIEANFHEEIND (Fig. 15B), i U2 DCIR1 LA —% —fija %
MWIZLAR—=2—=7 v A12&k > T, $i DCIR1 Hifk TKKT-1 OZERITHD L
R— 4 — RN MBS D DA Lz, T ORES. EfE{k L7=Hi DCIR1 #t
K TKKT-1 ¥ 7213 il o$t DCIR1 HifKIZ & W DCIR1 L AR — & —#lifid Z #illi# L
ZHAICH, pMXsIG R 4 —DZ % BWZ. 36 HIIC# s -8 A L7 mock
LR — & —Hifa & e TUOEEEIZ B D 72, DED (BT T 7 X —EBDiE
PEICZEN N2 Lo 7z (Fig. 16), 37205, DCIRL LR — % —iffifldiLht
DCIR1 #if&k TKKT-1 3 X OO FT DCIR1 HUiRIZ X 2 2@ HIigIc & 0 151k

SNZRNWZ EDHAL NI 2T,
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<DCIR1-DCIR2 stalk VAR — % —flilaz AWV R—F—T vk A >
DCIR1 L AR—# —#ifaiZHt DCIR 1 HFUARDRTHIZ L 0 &ML S o 7223,
ZDJK E LT, DCIR1 VAR —& —fifld |2 B S 72 DCIR1 ¥ A 7 Lk 7~
— DORIEIZ-ED & 5 FIREME A2 % 2 72, Dendritic cell immunoinhibitory
receptor 2 (DCIR2) DA iElE & Ly49A B E@tEL, CD3 ¢ $500#mfi PN pE ik
MORERR S5 DCIR2 ¥ A 7 L& 7% — %388l 5 DCIR2 L AR — & —ffifidix
ft DCIR2 #ifk (D2TN2, Rat IgGe)IZ K 228G ClEME (b S D (HA4E
B0, £Z T, DCIR1 LAR—%—Hifdd DCIR1 ¥ X 7 L& 7 Z—D A |k
— 7 fEli % DCIR2 D A h— 7 FEIGICZE H L 7= DCIR-DCIR2 stalk L 7RK— % —
M 2 Hr 7= I /B L, $1 DCIR1 Hifk TKKT-1 | BB X > T, BT
7 N —BOEANFEIND ARG L7 (Fig. 17), mock L AR— & —if
i X OVDCIRL L AR—4 —ffld CIET A VY ¥4 73 he—Agik (Bl AICL
FUR) RIS & 5T DCIRL Uik TKKT-1 fiiEF ORI T, p-H T 7 by X —FDiE
PEIZZEIZ R b2 o> 7253, DCIR1-DCIR2 stalk LA — & —#Hlaicis Tl
P DCIR1 HiiR CTHIEE L7=BRi, Bt AICL FUiRfiligEE & b T, @Wp-H 77 b
U —EOIEENBIH S 7z (Fig. 18), L7=23-> T, DCIR1 L AR—& —Hfifd |
IZRBLE 72 DCIR1 F A 7 L7 ¥ —OREIZRED & 2 ATREIED R S 41

7’»
—o

<DCIR1_DCIR1 TM vV R—Z —fildZ AVt VR—F =T v &A1 >
DCIR1 LAR—#—ffifid LIZFEH S 72 DCIRL ¥ A 7 L& 72 —|Z/HET S

EEZLNIHEE EOMBEE LT, DCIRL F 27 Lt 7 ¥ —%#k+4 5 Ly49A
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DEE@E & DCIR1 stalk S DA S DI & 5 AIREMED B 2 B i
7zo £ZTC, DCIRl ¥ A7 Lt ¥ —%WT 5 Lyd9A oI E@EK%
DCIR1 A3k D s B Ik 12 28 8 L 72 DCIR1_DCIR1 TM L 7R — & —#filfiid % 7=

([ZVER L. $t DCIRL Hifk TKKT-1 12 X D 2EEHANKIC K 0 LA — & — i asig
ML E N0 & /ST L2 (Fig. 19), mock LAR—# —filaCiX, 74 V& A 7
a v hr—HiER (T AICLHUR) R & 51 DCIR HUARITERE O IZ 221X 7 &
einotz23, DCIRI_DCIR1 TM L AR—% —HilaTIZ7 A V¥4 73 tnr
— /VHUARRIMIE & L~ T, $T DCIR1 HUARIHIFIZ B 728- 7 7 7 kv & —BiE
PEABH &7z (Fig. 20), L7=723> T, DCIR1_DCIR1 TM L R — % —#lfiaiz
FHL S H 72 CD3 ¢ SHMIEPN i8R, DCIR1 Hi sk o E@mEIR 72 & QN fE A a8 bk
MR 3% DCIR1 % A 7 L& 74— %, §t DCIR1 HifRIZ L D ZE4EI2 L -
TEM LY 7T eMlamicizEz L 9 52 &, 725, DCIR1_DCIR1I TM
LR — 4 —HIJIE S A 70 FOBRMEIC X - TEMALY 7T v 2 mE LSS LR

— 2 —filaTH D LRI NI,

<DCIR1_DCIR1 TM VR—% —flifd & Lec2 ML DH&IERIZLD L
R—F =T vk&A>

UM REOREEATH H/NEKIZDCIRL 7 7 ~—%2 W, CHO fifais
£ OV CHO #ifim > N BUFESHE AR 2 K48 L 722 B ThH 5 Lecl, Lec2, Lec8
~DfEGE 7 —YA 8 A M) =TT L7z, £ORER, DCIR1 7 F 7 ~—I%
CHO X° Lec8 IZ b 5B T 573, Lec2 ICFRIZHES G T2 Z LB LMo Tz

(Fig. 12), T HDOfERN G, DCIRL IX CHO 23F 3 28 555843 L O Lec2
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WET LT V7 aBEREHZ Y T RELCGRERT 22 BRI, £
T, RIBERBRZTHER L2 a5 FDCIRL Z 02 B X0 s, LY
AN O DCIR1 28U 77> RaGT 2 RBUSE W LR —2 =7 v & A FER
Z AW T Lec2 L7 7 m HERHESC CHO Ml Lo ERIFESIZ K- T,
DCIR1_DCIR1 TM LR — % —#ifla A &ML S D & it L7z, 5t DCIR1 fit
& TKKT-1 (X 22 EHICIE. mock LA — % —#ifig & T,
DCIR1_DCIR1 TM L AR—% —Hifd T \B-H T 7 o ¥ —EOiEANGE S
iz (Fig. 21), LU 5, CHO #fld, Lecl fifid, Lec2 Hild, Lec8 ffifia
OWT IV THIEE L7=-5A1CH mock LAR—% —#iiln & DCIR1_DCIR1 TM L 7R
— 2 —HifADEITR-H T 7 b F—BIEHEICEITRD bz -7, DCIR1 7
hT7~—0 Lec2 IZHEEBT HICHE DL T, Lec2 Mlaic L ML
DCIR1_DCIR1 TM L AR—% —fai Gt S WREE LT, LD Z
NEZ LD, DCIR1 7 7w — 88 < fEE L7z Lec2 137 &7 v A HNESH
EFBLL TN, ZORESHITHALERIL OMIRE Iz &2 H 6 EEr T
ET5EEZ206n%, £72,. DCIR1 7 b 7~—(% CHO iz b H HRRER &
L7=Z &b, DCIRL 1Ly 7 VIR FER U AR R DA A SHIC b & T 5
AREMED D D, LTedi> T, LAR—& —fffifid BIZHEELT 5 DCIRT 23 [F—ffife
(22T VT m AR T VIR A IR ITT AR b OE AN (LR
A R)EBRIZHEA L TS 72, Lec2 LIZREILL TS U HY REZR#H T4

WRTREMEDYE 2 vz (Fig. 22),

<DCIR1_DCIR1 TM VAR —% —#ifi® DCIR1 7 + T ~—Lufa >
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% Z T, DCIR1_DCIR1 TM LA —% —#fifd 11 DCIR1 23563 2 bigHmE s
WDIFET D0 ERRET 5725, DCIR1 7 b7 ~—% M\ DCIR1_DCIR1 TM
LAR—Z—fifazgetal, 7a—% A4 FX N —THET L7, SA-PE OAHTH
BlL/7zar ba—1 Lk~ T, DCIR1_DCIR1 ™M LR —#% —#ifaix DCIR1 7
FT7<=—lckbh, Iom<gEtasini (Fig 23), 2% Y. DCIR1_DCIR1 TM
LR— % —fifa oM E Hizid DCIR1 BNEAT 2 ERHFELTWDH I &
DHHBMNI o7, Lizid-> T, DCIR1 LaR—4% —#ifin Ei23¢8l L7~ DCIR1
ER—MaRmE LICH DAV T REFEELTWDHTEH, B LIMZ T

Lec2 ®7 7 v ilifi % DCIR1 23 a8k T W ATREMENN B 2 vz,

<E#EHFFIERD DCIRL 7 b T~ —a >

DCIR1_DCIR1 TM L 7R—4% —#ifa> DCIR1 7 b 7~ —YeaDfERMN 5
DCIR1 ¥ A7 L7 ¥ —Z il EE 7 LR —& —fifa L7200 Tidze <,
DCIR1 #3819 5 RN OMAEIZIHB W T AR DCIRL 23 E—HifaRim Lic
DAY T REFEG LTV RREMENE 2 biviz, & 2 T 4K DCIR1
FEMI 12 DCIRL AT HHEENFET 50>, 77205 DCIR1 7 + 7
~—BEEET D ke L, H—EICk T 5 DCIRL ORBUEITIZ L > T, T
RTOMIET DCIR1 Z58 < BE L TWAH Z ENHAL NI /2> T2 F B HER %
DCIR1 7 N Z7~—T§&E L, 7u—Hh A hA N =T L7z, X CTOHEH
AP ERDS DCIRL 258 L TW A Z &SR S Tc— 07 TN COE L FERIC
DCIR1 7 F 7 ~—DfiaN A b7z (Fig. 24), o V. &N DCIR1 F#H

NG T o 5B Har HEROMIER T L2 DCIR1 26T DMENFET D 2 &
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B LN o7, Lizni-> T, ERNIZBWTEH DCIRL 1 [F-—#in LI/ 7E

THVAYH L REFEE L TV D RREM N RIR S 7=,
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5t

Ly49A OEE @K, DCIR1 DA h— 7B IO C RL 7 F o RAAL v
#Ff2 DCIR1 LAR— & —fifldicds v Tik, $it DCIR1 Huiflc X 228G AT &
ST, VA= —Ml3EE b S ned o723, A h—7 8% DCIR1 75
DCIR2 2% % L 7= DCIR1-DCIR2 stalk L RK— & —#ifia7z & ONC B E e &
Ly49A 7>5 DCIR1 [ZZ# L7z DCIRI_DCIR1 TM L &R— & —Hij it
DCIR1 HifKIC L BZEEHIIC LY . LR — 2 —fMAaniEE{ & (Fig.
15-20), 2 F D LAR—F —HMIZHN DX X T 50 1d, R T 5RO
FAE DI L o TIEBHI A MIRANIRZETE RN ER”H D Z LRI L
MERD | LAR—F =M S5 F A T T ORI I RE
HDBERD D ZENDNoTe, FATHFNR D EHERELRWVGE, BT 2
THZERDNOTVNLFRATHTOMREZREIZTHZ L, SHITIFXLDA
KOGAITEVERICT H 2 & T, AEIO KD ICEZ R TE DA REER S
Do

INGEKIZDCIRL 7 F 7 ~—N7 V7 u @A A A9 5 Lec2 i ~58 <
AT EWLMNC L (Fig. 12), LM LARBL, Hiiflc L 244604 %
NIz T & % DCIR1I_DCIR1 TM LR — % —#ifd & FV T, Lec2 & ok
BRIZEIDVR—2—T v A 2f7o7208, Lec2 IR 2B-H T 7 by & —
BOEAITFEI N> (Fig. 21), £ OJRK %3 %72, DCIR1 7 k
T —HHWIEREFEBRIZEVBRF L& 2 A, LAR— —fild LiZiX DCIR1

AT oME (R ) T2 P)RFEELL TRV Mo g8l S 72 DCIRL & A
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TR ME Lo R Y T REFEE L T D aratEnsg s (Fig.
23), %72, DCIR1_DCIR1 TM L R—% —fifid > DCIR1 & A T 53 -8+ A
U FERBLTVNDEEZLNDIZHEADLLT, DCIRL 7 F 7 ~—»
DCIR1_DCIR1 TM U AR —% —ffaic#E & L7z 2 & 1%, LR — & —fiifla i,
DCIR1 (Z XV SN D EN B EICAHAEL TH Y. DCIRI_DCIR1ITM LR
— & —ffifd®> DCIR1 ITZDIF & A ERTHR—MREERD LOT AV T K&
e L TWD AL R 2, =612, DCIRL 28338 L T\ 2 B il P ERIC
t DCIR1 7 b 7~ —2fE4A Lz (Fig. 24), %Y, DCIR1_DCIR1 TM L 7K
— & —fifa7E g TlEZe < . AN O DCIR1 HBIHHaIZ B W T, Min LIZ5sE
T5I1EEAERTO DCIRL MF—MlaEm LI L TWDHV AT T R
fie LW ABEEREZEZ BN, AlE, DCIRL 2858 < FEH L TV 2 B4+
K% DCIR1 7 h 7~ —TYufa L7223 fd#E#k > DCIR1 F#BLfaiZ & DCIR1
T hI~v—0BEETDEBELLND, TTO DCIR1 8 ¢, DCIRL
ME—MRERE LoV AT FEFMELTWD ZEE2RT DR, F—F
TH ST/ o To bk 2 7250 % 28 B @ DCIR1 ZELAHIE & [FER I DCIRL 7 k7~
—TCYEATLUNENRD D, £, AWFFEIC LY DCIRL (FMfs D U T RE&7
T A EWD X R MaRE LichHD Y T REBaE L, HMiEL TWDH A
RRMENREZ 2 bz (Fig. 25), 2% 0, Fl—fMla LIZRBET L2427 HE
DCIR1 NE# S L IZHBENIHEET H T & T, DX T EE LTIETENE
by 7 F N %58 S DMREZR FFOFTREME S H D LB 2 b b,

ARFZECH DCIR1 BEAMEN S DTN H o ka2 T, DCIR1 2SHifas

HETHESTAU Y ROEREZRALT-D, VT ROBEIZIZES o7,
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DCIR1 B f5ET 2D AU A7 RO & LT Granulocyte-macrophage colony
stimulating factor L& 7 % — (GM-CSF L & 7 % —)X Toll = &K
(Toll-like receptor; TLR)23 % X 5415, in vitro DEERT, ~ 7 A FHEHIE %
GM-CSF Z v\ T BMDC 250k s 5F%, DCIR1 / v 27 77 h~U ZAHkD
B BEAAD X B AT < ™ 2 d SR OB R & bl U, @i BMDC (24 k3ggE
5E bz, KEED GM-CSF 123t L TRET 5 2 E @i ST\ a[17],
Lo T, DCIRL FE#HS L ITRHEEMIZ GM-CSF L 7% -8B 1
GM-CSF O+ 7 NzaEFHSE5H 2 LT, DC ~Omfle bz, s
HHEOMEFFIZBEI S L TV DO TRV EB X BiILD,

TLR (X HARGEICBE D 2 MIBICHEL L, WA ey T34 —Th b
PAMPs #3835 2 & T, WEMRISR3 2 4K 54 %5 [9,10,50,51],
b hTiX TLR1-10 ® 10 fEEA, ~ 7 A TiE TLR1-9 3 X0 TLR11-13 @ 12
RN INTWD, ZNENO TLR (T8 5 VU T2 REEET 5 2 LR H
5 TEH, TLR4 (X LPS, TLR2 Z~7F K7 U H >, TLR3 3 LX W TLR7,8
F—ARH S L <IT A RNA, TLR5 BNMEMN 77 = U v &25i#kd 52 &M
Do TWA[10l, TLR FHEHEIC L > TEORBNELR LN, ElI~vs/u7y
— 7 AFHER, BRIRHERE, B AIRICHEBLL TV D Z b i Tnb[62], 72,
TLR O3B NZ — 3FE—FETHLNI /2 o7 DCIR1 OFHL /2 — 2 LFALL
LT3 (Fig. 6, 8), L. DCIR1 AR—#lE -0 TLR &4 L. TLR ©
TNV EEEISE D 2 LT, WREISREISE DBV E D ITHE L T D
AIREtED & 5, DCs IFHURIE R Z T 2%, PAMPs Z /3% — @ik Lt 7% —

WL VERFER L, B LA 2T, CD80, CD8&6 &\ o 7= il sy F DI HL L0
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MHC 7 7 AN F&2FE LT DA, AL DC & LTHA—7 T Ml
DIEMALER Z 3, 2D L X, CD28 & DCs L CD80 35 XU CD86 2354 L.
L 7N FA—T7 THIRIRZES LD Z & T, T4 —7 T MG
1t %[538,54,55], = D—J)5T, PRRs IZ X % DC OIEMALA 22V R EE CHUFE
RENTHEE, TA—7 T Ml REZ NS 2| S I L REREAD KL
95, 7. DCs # LPS 2 EFDOTLR 7 2 =X & HWT TLR CTHET 5 Z &
T, iEMEAL L7z DCs 28 Interleukin-10 (IL-10), IL-12 X° TNF-a/ & DO JRAEM:
YA MUA v ZEAL, T MlOEF, B, SMbz s 52 LBbhroT
W25 [56], & - T.DCIR1 ZHLHIEZ TLR 2 Tl L 7-BE o, Hfili# 4y 7 CD8O,
CD86 72 & DAL~ — 1 — DIEH LFLRIENES A S A L DOEAITH TS
FT R TR EOREHA R EABTI OB A ~% Z &£ T, TLR & DCIR1
A=l ETRE T 5 2 ik o TRIZT DCIR1 OEEEZA LI TE D
b LAL7R W,

VAV REMEETHAE LTS ZEDBBIRERTWD LT X —L
L., Siglec 77 I U —0d%%, Siglec 77 IV —i3fErn7 ) v A—/3—
77V =BT HIML 7 F o TH Y, DCIRL & RIFRIC B R IZ B 5
FC B L. Mg R LICEBIICFET D U7 ViR G AREHZ BT 5
[58,59,60], %< @ Siglec 7 7 3 U —4 13 #iIMEEF— 7 T 5 ITIM FigI=
ITIM B8 Z2A L TR, N6 0ESIHFoT r i ) SRC-family tyrosine
kinases I[C K> TV vUribshd L. F U "7 HMY VB{LEFHE TH D
SH2-domain-containing protein tyrosine phosphatase (SHP)-1, SHP2 <°># 1

NaA v 7 FvEAICHIE T D Suppressor of cytokine signalling 3
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(SOCS3)% U 7 v— k4 561,62, TDfER, Siglee 7 7 I U —43 - FRHLI
OIEPEALCHE, Mg NAICHIE S 4L, 7R b= Z2ARFHFE SN 5[60], £
7=, Siglec 7 7 X U —OH T BRIZ#Eld 5 Siglec-2 (CD22)130-2,6 > 7
IR E GRS L8 BOBEIRE LA L TR Y Bl Ik L AR L,
B Ml -~ CaZO@E #3425 2 & T, B MlanEFICB 53 5(63,64],
F7-. CD22 %, CD22 73 FDOHEGE 3 ITAFAET D2, 6 T AMgEN LT, %
BEERZEM L, CD22 & B MRS AEROEMZ2=I1T5 2 &C, Mty 77
VAT SHETND Z ERHEEhTns[65], - T, DCIR1 & DCIR1 431
oo N BFEHEM A LT, ZREEA L, GM-CSF L &7%—< TLR &
FHAEAERT2Z L THEEL TWAREEEL B X b b,

ABFFETH &7 o 72 DCIR1 A4 5> 2 U 7 KoL, DCIR1
DOHEEEZH BT 2 ETHERMALTHY , PRV T ROAERZE O

DCIR1 ® VU H > REEZRIZ X > T, DCIR1 OEREMBICIT DT A L EX 5,
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R¥E

AAFFETIZ MO DCIR 7 7 X U —IZIF A Z2RIGMEE A L 72t DCIR1 fiufk
B LU DCAR2 HiifkZz 5 Z & T, DCIR1 1L ceDCs, v 7 07 7— &f
FERB KO ERZe & OB #iR AN S EANIZ BB L TV D Z DR L IR -
7o Tk LT, DCAR2 IZERECKETTIE Y o HHile EDR SN - dn s
® cDCs D—HEF THZITHBL L, BERE L TV D AIRBMES R S T, Tz,
DCAR2 OFEFE 2R BNRD b= Bl L O JERTRE Y R EcBiT 5
DCAR2 %8l cDCs 1ZZ D3 X TH DCIR1 ZFHBLL TWAHZ RO E o
Tz TORERIE. ZH D DCAR2 8L ¢cDCs OFEREAD, mVVHEMEZ R D #11
i) EIEMEAL & W 9 B ORERE & FFS DCIR1 8 X " DCAR2 Ol L& 7 % —|(Z
Lo THI SN TW D A[EEMEZ RT, S HIT, FITC @AM~ U ADMHIZ LD
DCAR2 I EN O KGR U o Hi~iliE L7z cDCs OF X TTHELL TN D
RGN o, FEFTR Y v IcE T D DCAR2 ¥ Hiix CD207+
¢DCs X ¥ % CD207- ¢cDCs T <, FITC @& ffi~ 7 Z(2H1F % FITC* ¢cDCs D
L DZEIT CD207T Th 2728, FEFTE U /3 Hilc k1) 5 DCAR2 FHLid
13312 CD207- dermal DC I[ZHIRT 2 FREMED H 5, £7-. DCIR1 2338#% T %
U RERBLNZTHZ EITTERenro7en, DCIRL IZF—Hf Eo s 2V
T REREA L EIEL TWARIEEEN R I Nz, 2TNH DT —X 21T Tl
B DCIR1 N ED X D RMEREZFF > TN D0 E WD Z LTI DR B H 7203,

AHFZE TS 547~ DCIR1 & DCAR2 OFBLZRIT 57 —# 72 5N, DCIR1
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DU H FEEZTH LN AIE, DCIR1 3 X O DCAR2 DA HH /e 2 1

LT HHI AT, HERERETHEA9,
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B

ARFez D 512 H 72 VE @R S ERREO 5 FM b O, HHEAERSE
T —ICBWNWTE R D TG, JHfEZB Y £ L7 iR R s 27
WFgERM A MR R R EIRT A T30 % IR —REFZICIE < HLHE L

EFET,

KR ZATOICHTZY . SOMPWTIHREL AR IIWE LN IEEELER
FURZEH A BB 2P e R e A B R T W TR0 IAKE

RIAEB IR TR L BT £,

W92 D 5 ETOOMEZCHIEICIR Y Ml B 2 2 TS E S o T HRAUREE
BRI B A SRR et A A B A BRI T A T NRISHR A1

TR B L £,

Z< OTYE, WhZTEE £ U7 FUR A iR sl B A e Rt e A an B 27

LRI TP A TH0M SRR F ISR EHE L £

HENSHEEDIZDICHEN 2 27 L, AFEED 5 ETHEZ2< 0 THhEZ

7212 & F U2 BORURSH Sl R 2 e R et A B R s R ST T

B EIERE LICD K 0 B L T E T,
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ERRICET AHEINM AR ZHEAZIZI LS, HENLZ DO TEREZW WA

HITNL DGR L LT £,

ELAREE 2 £ L O AL 3 £ 2 302 ) L& WIFJEAETS 2 foh A 72 R 30

AL HEHO 7 REE D FEROW ) E T R — h LTSN RAEHER

DB L TWET,

BBIC, FAOERZBEE L, R, BREFEOICEE LW =2 W e, 7.,
RICEE S B L £ 97,
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Table 1l FEAL-MREHKOBARXREIEESHE

ik HERE DR EiE FEHh AFE
BWZ.36#fIfa THERE') /N <R (AKR/J) R10% N.Shastrif8 £*2 kUit &5
DCIR1LAR—4—#fa BWZ. 365 (THARRY >/ 1E) IR (AKR/J) R0 | HMIREZFED/NSEKHAEE
DCIR1-DCIR2 stalkL-7-R—42—#fifa | BWz. 36%fifa (THARR >/ \IE) IR (AKR/J) R10 | EMREEZEZD/NSEIEH
DCIR1_DCIR1 TML7R—4—#ilE | BWZz. 364liia (THARE >/ \HE) <A (AKR/J) R10 FEARAER
DCIR2L 7 R—%—#fa BWZ. 36408 (THERD') >/ \FE) IR (AKR/J) R0 | AR EZFEDTF KA EER
DCIR3LR—4—#fa BWZ. 36408 (THAREY >/ [E) YR (AKR/J) R10 | AR EFZDOTR KA ER
DCIR4L R—4—H#HRa BWZ. 36%AE (THARRY >/ 1E) IR (AKR/J) R10 | AR EFEDMERER AR
DCARI1LR—42—#ia BWZ. 3658 (THARE >/ [E) YR (AKR/J) R10 | #HAFEZEDMER KA MER
DCAR2LR—4a—ffifa BWZ. 36#RAE (THERRY >/ \E) YR (AKR/J) RI0 | HWIREFEDFHNEIEE
RBL-2H3 IR R B MR vk R10 CRC*MiSEEA
DCIR1/RBL-2H3 IR BBk A IR vk R10 | HWAREFZD/NESERAER
CHO#HRE =] FrAZ—ZXNLRE— | a10%* ATCCH S iLBEA
Lecl1#HAa O FoAZ—ANLARZ—]| al0 ATCCMLEEA
Lec2#flifa ORg FoAZ—ZXNLAF—]| al0 ATCCHhBEEA
Lec8#fifa DR FyA=Z—ZXNLARE—| al0 ATCCMLEEA
Plat-E4HRE HEK293T#HRE (B R B #AR3) Ekr D10%¢| JbFMBEEHEL KURE
%1 10% FCS. 50 uM 2-Mercaptoethanol, 100 U/mL Penicillin . 100 mg/mL Streptomycinh¥ & {>RPMI-1640
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