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BHIRMINE (dendritic cells: DCs) 13 RZEE % A 3 2 PUERRAIETH 0, HREEM @ F ABHIRMIE (conventional
DCs: ¢DCs) & IEZ st (plasmacytoid DCs: pDCs) (KB &N B %7ty 2SR SIS 12 . DCs idH
ROaPE L BN RE 2 B O DB R PUREIURMIIL E L Chkx 2R RN T 7 = 7 ¥ — T HIOFEL /i L TRER
IG5 12 S 512, KA, BRWIZED O RIZRE ORI - EICB1F 5 DCs o&#EIzEHEh>2H 5. LirL
%35, RN TORBEINERRIEREDEIZBT S DC ¥ 71 v F O&ERZ O Z T 28 conTidw
FEAHTH 5.

pDCs 1% ¢DCs & (& 57 U 35 EAR R OBEE % 525% 3 % Toll B4k (toll-like receptor; TLR) 7 & TLR9 O A %
BHLL, 80 I8 IFN (interferon) Z AT 5 39, fit-5 T, pDCs 1d I OUFHEIZ X U % EARIRGBIEICEETH L =
EAHEER ST B 39,

72, pDCs ERIERIBIC & D BEE S N7 H CHROKEE b MRS L C TR IFN % A 5 39, S TEiEse
EHWETY 72 b —FAEOHCHRIER B TIZ T IFN O R AN A CTHEE 12320 S, SAEMKRIC pDCs 253N
WWHEMBT 2 EPWMEEINTVE 3. LaLaass, BiRTiaIns TR IFN M7EM A Ok B o5 - BB~ 0
pDCs DEHZN 2 G-I S hTwn e w

P2 T LITHIEIRBIZBIT S pDCs DFE L & B 12 pDCs DIFRFEH 5T & L THE L 72 Siglec-H 12 & % pDCs
BRe D5 TR O 2 HiY & LT, “Siglec-H” & pDCs TN HH # (%) & L7z Siglec-H KIE~ ™ 2 & pDCs 4
BRI~ ARFE L 720, ZOMTOER, Siglec-H 2% pDCs BEEHIH > FTH AL EZWSICL, HENICE
WTC pDCs 25 T #I IFN pEA: & MRt Sk T Ml (CTL) A2 2 3 218 E 0P A WV 2 EGEB I O KA EE T
HHLZT RO THLNZILO.

AWFZE T3, Siglec-H RIE~ ™ 2 & pDCs FRIH I~ 7 2 % v B MR RET TV E 25T ) 7~ F—
TAETNVIIBWT, FIEOEELE NI X 2 HCREREBOIRE - HEICB1T % pDCs D% H & Z o Siglec-H % 4t
TR T 52 L2 nT.
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1. pDCs IZ & % 4JE Bt O il £

pDCs ® Siglec-H # 4L 72 TLR7 ) %~ FFEFEMIIERICAIF T AHIICOWTHRE L7z (K1), AR (WT) <
w A TlE TLR7 V) &~ K T& % Imiquimod (IMQ) & D-galactosamine O¢5-12 X ) MiEHCTd IFN-q, TNF (tumor
necrosis factor) -a, IL (interleukin) -6, IL-12p40 ®READFRD b, 5% 24 B LINICIIEME S 3 v 712 & D &6
W L7z —%, Siglec-H K7 AT INSIMERF A N7 A VEADELWILED RO SN, HTHRWITHB
gahiz. LaLAaPS, pDCs FrEMHE I~ 7 2 Tld I IFN OITIT5e s e A 0H), KEEY 1 bh 4 viconT
IR e BEAE IR SR S, FEEHROKW TR S N7z PLEO#ERD? S, HRNIZHE VT pDCs 1& TLR7 U 4~
Nl 32 IR IFN O FEAREAMBTH 0, SEWEY A P A Y OEAIEHBINICHFES L TWAZ EHRS
M, Siglec-H 28EFHEICINST A A4 VEAZHIBL TWEZ EPHLNE o7,
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1. pDCs @ Siglec-H Z 43 % TLR7 HRA7 1 S It 25 il 18],
WT <=7 R, Siglec-H R~ 7 A, pDCs fFRIEI~ 7 212 IMQ & D-galactosamine ##¢5- L 72, A) #%5-3
BrW %, IMiEH CTo IFN-a, TNF-a, IL-6, IL-12p40 @A % ELISA #:12 C#lll%E L 72. Error bar: SD.
Asterisk: P < 001 (WT ¥ X & OILIK). B) #5580 ELF3 2 BEREMICIE L 7.

2. pDCs 2 & % PrsHEFAY CD4*T I o il )

pDCs @ Siglec-H % 4 L 7= P54 5819 CDAT MBI E I3 Al OWCTRET L7z (K12). T VIR TH 550
H7 V7 3 ¥ (ovalbumin: OVA) & IMQ O #yE, WT =7 20 OVA 5219 CD4'T AiB o HEtfE & IFN-y sEAERE,
B X U CD4*IFN-y *THI (type-1 T helper T) a4 hE & K L C, Siglec-H RIE~ 7 A TIZ I NS OHUEFERT
CD4'T M ook, pDCs SFBRTHE~ 7 A T2 /R L7, D EORED S, AAEMIZEB W T pDCs i Siglec-
HH#ETIZB W TEELE, 34 M A4 VEAICE S THIERRN T 727 5 — CDA' Tl ZFET 52 L% 2
bniz.
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2. pDCs @ Siglec-H %43 % TLR7 AFMEPURFF SRS CD4AHT Al hes 2 ) £
WT < X, Siglec-H K~ A, pDCs JERMME L~ 12 IMQ & OVA #5E L7z g 14 HigIcE~
A D CDAT Mz L, OVA ZHiEE L2 WT ~ 7 AH kWK DCs & otk % 3 HM4T 72, A)
J¥iE CD4*T ML OVA 5B 2 845 SOs (3Hthymidine B JAAGE : /8% V) #FHA4 % & & 12 ELISA
B2k 5 IFN-y A (G734 V) %l L7z, Error bar: SD. Asterisk: P < 001 (WT =7 X L Dlt#). B)
JWfigi CDA*T ML DM IFN-y FEAEZ 70— 4 P A M) —3RICTMELZ. £ Fy b7y MINOEE
\& CD4*T MHarb o> TFN- y Byt 573

3. pDCs 12 & A HUE SRS CD8*T MHIL 2 O il )

pDCs @ Siglec-H % L 7= HUJE4F 219 CD8* T ML E~NOHIBII OV THGET L7z (K13). WT 7 ATiE OVA &
IMQ O %12 & ) CD44highMHC I-OVAp 7 b I~ —Fath & IFN-y BEAREZ /R 3 HURSFEN CTL 4K L7z, —
7, Siglec-H KB~ 7 A TIIPUFGFRN CTLs OAEAMET L, pDCs 4R R 7 AT E LR 2K TR O LN
72, U EOKELS, HEEKNIZBWT pDCs i Siglec-H 2553 528E 70X 7Ly 57— a3 &4 LTCD8 T
Mo ERZ 1T\, CTLs OAERICHEG T EBHLNE o7z,
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3. pDCs ® Siglec-H % 43 % TLR7 KA PEPUE SR CDS*T Al It 25 il .
WT =% A, Siglec-H KIH~™ A, pDCs FFEMH L~ ZIZIMQ, OVA, 7 T=Z Mt CD40 Jufk % )% L
7o, 6 HRICKA~ 7 AN CD8T Millaz 8 L7z, A) Wi CD8*T Mz CD44 53 B X U8 MHCI-
OVAp tetramer #E& % 70 —H% A4 M XA MY —EICTHEL. £y b7y MRINOEEIZ CDSHT Ml
® CD44highMHC I-OVAp 7 b I~ —[tE®R %289, B) Wik CDS'T Mg DML IFN-y MEEE 70 —H 4
A MY =3 THMELZ. &y b7y PRINOHEIZ CD8T Milfadh o IFN-y Btk %2 /R7.

4. pDCs \Z & % HCORIEEEDOHIH

pDCs @ Siglec-H % 4 L 7z 3% VERZHE O F9E - B AT 2 BB OV THRE L7z (K4). WT =7 A0 IMQ &
i TIXMET O IFN-a OEADTHEEI NS & & D ITHH MR SIE OB L, BREICHEL . —7,
Siglec-H RIE~ 7 A TIZ WT v 2 L W LT, IFN-a OREATUHE & SRR IE R RED & 5 722 ZHEAD 5
N7z, 72, pDCsUFRMHE ST ATIIWT v 7 A L LT, IFN-a DFEEA & S5 IOE R B O FIEHNH
LSl sz, LEO#EED S, pDCs (&t MR S O FE - B IC 532 2 LB S h L o7z HUE,
EHMT YT P =T AETFNIZOVWTH HERIEREOIEIZBIT S pDCs ? Siglec-H % 4 L 72l #IFEHE 2D W T
TR CTH 5.
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4. pDCs @ Siglec-H %43 % TLR7 ARAEE 305 Lk 2 1 289 1] 80,
WT <% A, Siglec-H KIH~ ™~ X, pDCs RN L~ 7 ZAOFHEEICIMQ 7 ) — 228 A L7z, A)IMQ 7
) — LA, W ORIEAR 3T (0~4), BLEEHRELZATT 0~4), BEZX27 (0~4) 2T ETIREHD
WCEHRIL, BARMBEEZ a7 28 L7 (0~12). B) IMQ 7V — 2 %4 10 Hf, IiiEHo IFN-a 0L
ELISA #:2 Tl L7z, Error bar: SD. Asterisk: P < 001 (WT <7 R & O LLE).

C DOWigER S, pDCs DEMESENE H CORZHME DT TOREFNZOWT, pDCs 2¥H OO Bk I #EEDH A
MaA Y REAET D EITE ) RS & BB L S, FRICHOED O BORGHE T Mg ~OHERRIZE D
HOREISE 2 538 L CERMESENE B SRR B o ik - 17 - Bt 2 8 MR Sz, S%oERELT
pDCs Z 2y & L7z T8 IFN SMAEPEAS PR S E H QO B O MR 2 BIZE ORI EK2 5 C L lifF s 5.

FERRE

AFEDILFIBFFER 1L, B R AR IR R A R S R A SR 2 0 B D R, IRAE, FMELRTH L. A
ERRDIZHTIY, AWRICHZEEZH Y $ Lz REGLSAEMFHEENCE CEH M L LiFEd.
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