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WE R RORER(EDCs) & — R E RN R, ERFREELET LK
Eth [ A T#%. pDCs iHit4E F M FKIA TLR7 #1 TLRO WA R SH B, Ry EHY [ &
THhET L4, pDCs AW [ A THETUHEEN S K EH L5, FEEE pDCs il %
B 55 R S R ARG e R AR . Toll BZ R B B & A28 5 Bt pDCs th 7% 7%
b, WEEFEZA IR THRENALERLEE— L HEEMRFT. EREFR
Pl Aol B x MR B BT A, pDCs T MAE A BRI A RN E T8 A KR E

H.

SR 40 M (dendritic cells, DCs)& A4 4 &
P PR A M, R U G 1 S R e
SRR SR AG 1 e 988 I N B 1] B 2 2R 4 o i T 52
6 R AR A AR U R I 2 Rl SR 41 i,
R AT R Z AL RHE, HA) B AT AN 5] 2 1 A
o SRR AP AR AE R AN G Th AL 3
4l B FER SR 41 g (plasmacytoid dendritic cells, pDCs)
- REREMW IR, AL =T 10 Farafiil
T pDCs /&P a5 o e e N RE R E R T R E
PR J T, % pDCs [ZE4 25 Sh REWFIT L
3 TR KR,

R 2 IR R B, pDCs Ik & 1) e 928 3 40 Al
KiE IFN-o 7745 B G G Vs it R A B2
KARPP KGR T B R EL K. 4l 20 2

ES:4r

L AR SO 4
IR FH%

TLR7

TLRY

P F R
B & R EIR R

TS, pDCs I AN N I IR S A2 5T 25
GBI 8 B o5 75 T b 4% B SR T 10— S Rp R 4 M.
ARSCHESE T3 2 10 475 pDCs AE 4% T Re i 5 J5 TH L
HEE R, HEANN T pDCs fEHUIN BE B H
5 G e R A I RE K 207 B,

1 WA AR SR A A T BT 3R
el

20 40 50 44, 95 FH 2% % Lennert 1 Remmele!”
HIRAENIRESE 2L T 40 DX 3R I — 28 4 i i
JEASTIANM. T X R RIE T AR+
CD4 T4 fir 4 R <K AMMAER) T 4>, 2 )5,
Facchetti 25 AU, X U640 i 31 AR5 B 41 Bek T
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JH RS DU RE B B 5 G IR SR A0 R SIR A0 i

A MIARSCPUIR, 1M A2 255 7 8 & 4% 40 i (monocy-
tes) IIFRIC 73, DRI ISCRR Ay <0 4 A () iz
Ha”. 1997 4%, Grouard 45 AUV ¥k 7E N it Bk 4 v 43 285
HOX IR A0 M RE T 40 i, JF HAIE B LS4 M e (B A
2 3(IL-3)3L (14 % 3 A1 CD40 it {4 (CD40L) ) 3t [ 4
FR BB 15 3 20 A0 A A4 SOIR G . 9% 4l A A 5
TR A L AT AA DA 49 44, IAE FR L DR << 4t PR A A 58
R A0,

20 tH2d 70 AR, Sk DA 7R N AR R I 40 H
AEAE—FloRe e 0 40 M, 0 25 005 A T B4R
FIIRE S LA gn s AR 2 1Y KRR R I, XA
MHIEAE B A, T 400 NK 400, A% 4 fu ek
Filg 4 "7, 1999 4F, Siegal 25 APHIEW] T 3¢ 41y
FER SR 20 Ml 23X T B4 25 7= A 40 i, (e
BEIBCYLIT, X RN M= A T B3 2 I RE ) A2 HoAth
AR 100~1000 £5. K5, 7E/ 5 (Mus musculus). X
ft(Rattus norvegicus). #&(Sus scrofa). =£(Ovis aries)

FI RSB Y 1 P ARLR R I T S A AR SR 4 ™.
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2 pDCs HYFFESE

2.1 pDCs M4z

pDCs it v 4 A Il 5.4~ 4% 41 il (peripheral blood
mononuclear cells, PBMCs) 31 0.2%~0.8%, 7E75
IR e to b IR AN FE JEAS. pDCs Lb CD147 5%
40 M /s, H LG Ah IR LA R (B 1(A)). S Rl
(1) 5 5 T 40 U RZ S T, pDCs 1 40 P A2 2 i Lo (1)
RURZ (B 1(B)). % 40 M 1 B o 2 0K 1 3,
I pDCs [RIBRIELN M TN A — F s /R AR 7EiE 5T
H BT N, pDCs Ml ik gk A S e (o, 1
SN AT R R ROREL T T /D v R AR IR 22 26
iR 1(D)). FIHE 7 B5EE ~, pDCs 6N
TR ERE A B, HARLE 8~10 um 7247 (Kl 1(E)).
L5 CD11c" PR BEAREFEA SR 41 B (mDCs) 5 B 52
IRANF(E 1(C)), A1) pDCs 7SR PR AL
T2, {H7E IL-3 A1 CD4OL 3 1, pDCs 734tk B 24 44
SR, FHA TR SR B AP 1F)).
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Bl 1 pDCs 47
(A)C) 4l =5 A% de i 6], (A) JRANAEERT SR 41 i (pDCs); (B) A% 41l fid(monocytes); (C) CD11c il A # 5EIR 4l i (mDCs); (D) pDCs I
BT BB (B) ARG pDCs (434 H 1 W 3BT B (F) TL-3 A1 CD4OL 335U 134 pDCs (147 $f v 1 Sl A % P
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2.2 pDCs R 5 T Hrid

] pDCs J& CD4'CD45RA"HLA-DR'CD123 M
ILT3'ILT1 CD11c lineage [ 40 ffl. & fITAN K IE G JE
ARG ORI /P T AR L 0 T, A 41 2R
40 A S % BKEE 11, CD19(B 40 1), TCR, CD3 B &
V)T 4 ffd), CD14($4% 41 ), CD16 Fl CD56(NK i
Jitl) J2 CD11c(HEFEA SR L), B4R pDCs P4 £k
MHC I 2843 FFIfE R PUst, W CD68, 6w 44 kK
N HFE R AZ AN, {5 pDCs FFANKIAHE 2 41 i 1) 5
SBEZRPUR, W CD11b, CD13, CD14 f CD33. pDCs
WARIE AR, R O EERG, B/ g v, X e gise
KW, pDCs A& Hu il KRG — KL M40 e R, I
9N f 2% 1 bR & 4> T, BDCA-2(CD303) Al BDCA-4
(CD304), PR i 4 b 2 2 76 N A o) 1t i 4 >k 5 1)
pDCs LM, 3@ i s 56 B bR ic 41 i K 1 4 7,
I 40 B T = (2431 CD4°CD11¢™ Lin (CD3,
CD14, CD16, CD19, CD56)(#) 4l fg il LA A A& i
32 FEAE 99% LA _E ) pDCs™.

2.3 pDCs KRB ENAITH

T pDCs HIRUE — EAFAEP UL, Bk AR AT
&40 il (common lymphoid progenitors, CLP)F1## & A
1A 41 (common myeloid progenitors, CMP)¥J =4
pDCs!"?% pDCs 2 i Ifil 41 a1 — 2 HIURF 1) H 34 41 i,
BT B AR TR L 40 (B 40 e, T 40, NK 4 i)
IR 2 40 M (PR AZ 40 M, W40 ) A3 5 K m] 9 4 B,
P E BE S A, Qi ) LIH AN R b, 8
KIA pDCs HIAFAE, BiH] pDCs & Hid if 140
(hematopoietic stem cells, HSCs) & & 1M k**). FLT3 i
PR(FLT3L) 2 H #r & e AN R pDCs K H it
T ke F R F (4l e R 7122720 pDCs R & %2 5]
LA T EE, I BTS KIKE A spi-BPY,
E-box FK 5 4E A E2-20"2% 78 AE AR, pDCs AWt
M B R AR L OB i A VR IR (granulocytes
colony-stimulating factor, G-CSF), % —/M{E pDCs &
AR EZEEH AR 1, AL pDCs M H
HIE R H R0 B S pDCs I8 I B 41 1l A v Y R AR
itk (high endothelial venule, HEV) S I 1) 121 2 [X 3¢
NGO T X P2 37 w5t =M,
pDCs {5/ AP IIAE 35 I 2 J 224710,

3 pDCs fedii # 5 B BE

3.1 pDCs BHumEafE RV FEM | BFhE
et )

EIR RS 11 24 h W, pDCs =42 K& 1 BT
% (type T IFNs), 1M H Al 1) o v 1 48 i ) 3= A= /b
U S AE LA IR T R &P R S,
pDCs Fl ] HoK 3T 60% 155 535 1ok il 1 B T4 E,
G 19 AT T BFH W RPY. 24 h )5, pDCs
A AN I T B4R 3, FH IRDAE 9 9 243 BAS [+
(R B EAT RS & 7724k w8, 5 B 4i ity
M mDCs KA, pDCs JRAEM /L —E ®/M AN R
6(IL-6) IR A ZE IR F a(TNF-a), {HE H P2 A/ b )
F % 12(IL-12), R4 A% 100L-100%4
Ly6G/C MIPuik % Br/N AR NI pDCs BEW 1 53 41
F AL % (cytomegalovirus, CMV)E 452421 1 1Y
TP EP AR T BT PR A2 AR B T 1 B
I3 1YL T pDCs AEME 7= A2 55 B A /N BUAH 24 KT 1)
T E a(IFN-a), GEH =4 a1 R
AR T T30 2 BAFN-B) I 1E [ S i3t i 450, ix v
UEHE R W], pDCs @MWURTEDTR 5 fe e s o Fit v 32
B T B3 A 4 .

3.2 pDCs @it Toll #3244k 7 Fi1 Toll £E32 4K 9 R4
I T IR T 5

Toll #5244 (toll-like receptors, TLRs)& IR J&
RIS 5 F AR 2 (pathogen-associated molecular patterns,
PAMPs) (1] — 2RI 1140 5%, ARG 3N H AT &
FEAR S pERSY CD11¢™ ) mDCs ik TLRI1, TLR2,
TLR3, {/K-Ff) TLR5, TLR8 A1 TLR10, i %A% 40
#ik TLR1, TLR2, TLR4, TLR5, TLRS FUE/KF(K)
TLR6M!. 5 mDCs ML 41 AR, pDCs 551k
X 7P () TLR7 A1 TLROMM (1] 2). TLR7 R 51355 2
) L% RNA(single-strand RNA, ssRNA)**1 TLR7
il B B /N BUAE 2 P 11 890 75 (vesicular stomatitis
virus, VSV)EZL 572400 T 8190 5 0 P, UEW
pDCs /=42 T BFH MM T TLR7™L ifi pDCs 551
I3 55 [ XUEE DNA(double-strand DNA, dsDNA) U ik
TLRY, TLRO #ff 1) pDCs 7F DNA % #E IR YL I ANGE 4>
WP,

HEZMNEAARNE S FEE5W N T T TLRT
A TLRY RiEMIE S @, HrhaiiERathE
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B N F ] 88(myeloid differentiation primaryresponse
gene 88, MyD88), TNF 32 {4 AH K [A-¥* 6(tumor- necrosis
factor receptor-associated factor 6, TRAF6)[49N51], HA
% 1 ZARMFSBES 1/4(interleukin 1-receptorassociated
kinase 1/4, IRAK1/IRAK4)®** Bruton %R i
(Bruton’s tyrosine kinase, BTK)”* (|4 2). Toll ¥£5% {4
AT g fy s gl MyD88, I 48 S5 &5 A al i i 11
TRAF6, BTK, IRAKI/IRAK4, 5l T30 & N1
7(interferon-regulatory factor 7, IRF7), 4% K-
kB(nuclear factor-kB, NF-«kB)FIH 22434 s iG A0 8 1
P4 (mitogen-activated protein kinases, MAPKSs)[J3
1. pDCs {ETR 5B gL N 25 PR AE Ko T T4
LY R MERIE FKCT [ IRF7 B P)AHSE08, PR 4R

Siglec-H ~ NKp44

000000000 000000

000000000 Q00000
R \

1#, pDCs 2k oAl (4 2 5 X 7 (IRFs)PY, i
IRF4P% IRF5ICUAT IRFSIY et & b= [
T4 F L. E A0 i A2 2% RS, TLR7 R
TLRO M P J5 M 56 B B 0 4 1k, OB, 4t
A F3 5T TLRs A% pDCs 54k, W
UNC93BI! Py AR 1 gp96!®.

3.3 pDCs R:FEHE A KMk S BEFARAT Itk 50 158 A 2

pDCs F=/E 1 T T4 EAUE BHE PR TR
H, T HAE S B 58 mDCs, NK 40 /g, T 4001 B 4 i
MUmEEE T, 18 pDCs BN S8 R M Ju s RG AR
P R Z M MR, EARSE, TFN-a BB 1S
mDCs [, %S4 1L-1219 78 HIV &gt

ILT7 BDCA-2

0000000000000 |00000) 00000000000000000000000000

0000000000000 00000} 00000000000000000000000000

T

1
1
ITam |
EsHSERl
\

gk

MAPKs

L2l 2123
HRBS3 s renzti2la ey | BIFHE
(CD80, CD86) (TNF-a, IL-6) (IFN-o, IFN-p%)

Bl 2 JiEZREIE pDCs [Ki&42 M pDCs R A3 K Th §E 5 17 17

R R LS, pDCs 4h i N A& 1% TLR7 T TLRO 4353 F I F 4 &

Ji5 T ssSRNA F1 dsDNA, 512 TLRs (%A, gk Bl E & A

K5 S S EAY, Hh$E MyD88, BTK, TRAF6, IRAK4, IRAK1, MM #i% # 5 X 1~ IRF7, NF-kB fl1£ > MAPKs. 34k (1% 5% K1 A
I SRR B A AZ P, S T TP FE (IFN-0, IFN-B 55). & 8 0F 40 M 7~ (n IL-6 A1 TNF-o) FIAL 14 1~ (41 CD80 A1 CD86) IR 1L,
[, pDCs F T #RIEMN L T2 4K, W BDCA-2, ILT7, NKp44 1 Siglec-H, Wil ITAM 15 5 3848k 47 1 M35 pDCs 7742 1 B T4

N
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FiHp, pDCs g% (0] B2 7 B mDCs [f i, XA FEAK
#T- IFN-o Al TNF-ol*®. pDCs AE54E F] T- CD40 1% 1k,
11 B 4Hf, 56 IFN-o/B 3R o WA TR S Bk
HEREAIK AN, 4kl IL-6 i B 40 gt —4
3 430k G s TR 1 TR AT, 20 & 80 4EAR,
NK 2 A3 A A0 75 BEAE T A A 2 OB T PBMCs
12 HLA-DR' {40 fU(BLAE LA pDCs) ™ Fl
M s8I0 s pDCs 1 NK 4, SCiGiE T
pDCs REM FLFAF NK 42 (¥)75 14. Hanabuchi % A\
KB, B B I R 5 0 R R AE IR 32 AR I A
(glucocorticoid-induced tumor necrosis factor receptor
ligand, GITRL)7E CpG i %8 % H R (CpG oligodeoxy-
ribonucleotide, CpG-ODN)¥&i 44 [] pDCs {i¢ 1 NK 41l il
BEMER I R b A T B EERAE AL T BT IR A T
RGN B 3 HU AT 3k 5, et P R S
CD8'T 4HMiffI 3458, Wi W (w 5 e S s 7
5 [ 1(signal transducer and activator of transcription 1,
statl), stat3 Al T-bet [IRILTEFHI T 41 AL
Thl g7 FERR AR IL-3 A1 CD4OL s A,
pDCs 73460 B K SR AN, 730 U5 30040 T 41
J1 Thi A1 Th2 4074k, HAh, pDCs HA %S T
A~ TL-10 fBE ), XA R T ) 5 2L
IS T B4R (inducible costimulator ligand, ICOSL)IT)
FILDO,

3.4 pDCs A # K et B

YN e RGAEPUR B R E 2 T B4
RN, pDCs RERE XS | V2 IR £ I S AR H V2,
Ay T 8 % 22 6k 93 7% (human  immunodificiency
virus type 1, HIV-1). it/ # (influenza virus). fll&
J#i 7% (Sendai virus). Ff-4[1Jt 2 i 75 (herpes simplex
virus, HSV)Z¢.

pDCs #ik CD4, CCR5 fil CXCR4, X4bkyn]{f
A HIV G B E 2 AU G 08, fE HIV &g
Fgm A, M Y pDCs #0s B Bassb, JE HIhRe
I 7t WY Sk B 8Yi af 4 P ) pDICs B0 0 2
BORAFAE M RN, IXEEHER Y] pDCs 7F HIV JE& 4t
FErp AT fe i A Y, RN RS, HIV-1
RESAL pDCs ik TNF AHIC A 7215 HC A4 (TNF-
related apoptosis-inducing ligand, TRAIL), T BN B
HARG R4, B HIV PhBh 2 ARk K
S g5 S 5 T S A ML 1 F T 3k R A A

pDCs 7E HIV JBHeIE R 1 15 A Bk S s (g £ 5 190
Bosinger 25 \®15 Jacquelin 25 NPV B, A T4
4. 9% BB 995 B (simian immunodeficiency virus, SIV)]
o9 PE 1 32 %0 R 1 (Rhesus macaques, RMs), SIV f{7E
O PE R AR EAEY 1 JE #%(Sooty mangabeys, SMs)
H1{¥) pDCs ;=4 /D43 Z 1) IFN-a. X} SIV & HL¥) RMs
H SMs FEATHE DA AL A AR 3 BT A, AE IRl STV
KR 5 AR SR 1K IFN-a 7725, {HJE7E SMs 1 Gl i
T REE A3 2 4, T/ RMs hHEIARE. IXFE
X HIR T RES STV LEWIYIRp AN R 1R 05 BE FE A
IR IR ST S DRk, 0 482 1) S 8 3 Ak T i
BCA ) HIV G 55 A B () B 2%, 1 pDCs
K kg Horp — 2R R A0 .

FE &G T 9893 75 (hepatitis B virus, HBV)I
WiANH, pDCs WAL k/b, 74 T R THIET
e J [FIRESZ 40, IX T fit 5 HBV [ RF G A7 A0 A7 38200,
PR b, X IFN-a ¥697 72 A2 N2 1K) HBV 12 1R 4
N HIHRFAE S pDCs B F B e 2PN, —Fhn] RE/
fift R i pDCs LEBIIR R [ B HBV RIS B ). AR,
X BRI . HBV 457174 (1) pDCs H] PCR 1777240
TILA 74 R4k DNA(covalently closed circular DNA,
cceDNA) S HLF Wil BE M %2, K &K pDCs 4 HBV J&
Y2 (B RABEHEER pDCs fiE &1 HBV I ML S
3 pDCs [ZhfeHFE. K, 7EXF TLRs Bo AR 2,
HBV 8875 51 pDCs 7 A= 41l i K 7 IR 68 7, 1M 3 B0
pDCs DR s, LA H A )5 FHLGIG A5k — 2
TRt

H A 1997 41 [H A& A2 58— 6] NS H5N1
B A O 15 (avian influenza A) [ BUE i 1] LA K,
HSN1 4 #5 RI/E A BRVGE 51E 2 B, DR e i 3
FEEAE 50%LL b S BE T 451 1) afw v R 20 2R A T
2RO, KRILTIHTE RNA Sfim 204, R
FEOEREIRTE %% R YL, H5NT IR 2 A4 mDCs,
HIANREIEY pDCs, H SRS P 1 7 8% 75 (HINT,
H3N2)HILL, ‘&R S pDCs /LT £ () IFN-ol>%,
J TFN-a(10000 U/mL)¥A¥7 RS 5¢ 4= FHLIT HSN1 %55 2¢
R PR 6 4t M ) R A AR L, OF B AT 280 B AR 0
RNA .

2009 43 H, FERUE I HINT B8 5 B4 A
(R 491 £ 552 V0 BF B R, IR PG 42 ER HINI
R BEMITRAT TR . 6T HINT 9 85 G I 1 &AL
PR A2 25 7 T BFFUILAR 20, d5 1 A R TE X B
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A2 40 B R 1 4% 5 4R 4 i (monocyte-derived DCs)F
L 41 ffd (macrophages)7E HIN 15 22 i8Ge J5 7= 48 T 7Y
TARRAREIVILAT AR, {1 pDCs £E HINT A i
gefa A T TR e i 75— B ke,

4 pDCs 1& H £ S HfE A

41 X} HE DNA F1 RNA #5832 Lk

X RS T, AE U AR SR IR A A% IR 1 [+
IS} 38 G0 6] 15 DNA I RNA FJIR AR F . e Rk
T s R O A HEAL S TLANAS [R] I HL R X 0 40K g
JR AR IR IR R 1 3 H 5 A% TR

T4, TLR7 A1 TLRO & A7 7E 40 i (1) P Ao Ak
AN THT, IXAELS pDCs PR R iR 5058 i P 1
HENAN AP B A, T AE A B IR IIEAN R A
J b HEN AR SV, AE AN M A IR B8 A AR K R
DNA [ F1 RNA g, AT fie PR B i AL T 4 i 5552
BN MR B 16 1 B A% IR, AH I AN 8 95 B i 41 1 %
WNBENAZIR. AL, 7o BRI R S AE I NAR I,
TR 4L BE 7 pDCs ()N # b ik 21305 TLRs Jif
TR, MmN ERAEEA LN ESS
475 10 T AR XE I BT BOHOm IR P B, O # ek
MY DNA & Z R F RN CpG K7, feds
A IR TLRY, TfE & H SHAZ R & A b 1 X
PP I LA, DIToASREp TLRO RN 5
Ab, BHESIYIRE 50 RNA &40, 15 polyA & i F
R F AR, #8515 T A S RNA RS Sty oo,

4.2 pDCs 7] H &) DNA/RNA 5[ H & 5tk
R

SN ZEAL 22 T RE St 5 AR R 1) TR
all, AFBORIER 2 IR R W), (R AR 00 T A 5 i
MABER TLRs Y5, (UL EUW pDCs FFEaE LAl
KEE T B3 7= A A — 26 1 B G P 1k 0 R0
b AR AR N, U0 R G LD BE AR (systemic
lupus erythematosus, SLE)FI# Ji% J (psoriasis).

75 SLE i A, pDCs 8 [ S AR AEE ST F 5 X IR
KA/ Fl (small nuclear ribonucleoprotein, snRNP)
(I TR L1 1) G2 52 & W RE i VO 1B 3). R
ZWHGR W, 7E SLE J ALK P I IFN-a KT
55503 0 BRI AR S 90, Wndt DNA HUARATAH ¢

286

PEDOSIOSL N SLE 995 A A4 P 43 35 31 1 S g% A Bk %
W S5 ARSI 1gG 324K (FeyRITA) G pDCs.
HMGB (high-mobility group box 1), MIRFZELH i -k
JR) DNA 4568 H, @it /EH T TLR9-MyD88 155
@R, P a2 I &2k RAGE!" ") (receptor for
advanced glycation and end-products)4 i pDCs /=4
[ RPN, Ml 24w [ MR Ef S
mDCs (¥ 5% iSRS, FREOE 18 RV T 41
JaHO7 Ak, pDCs 77 45 [ IFN-a 5 TL-6 Pp A1 T, 4%
i B AR 11 B PR R R A, A2 KA B
A A7 B ¥ BAFF(B cell-activating factor of the
TNF family)" %% S FES 7= A — A 1E 1) OB OR
WEIRE 3). FE%EER T, B8 RN B 41A
W= AR B B IR M BT, W pDCs AR 211
[ B4R, M Rk okeadt— 2 A2 ik B 4i e iy 2647
5 SR N AR

R S 9 2 A [ S KR 2 —, FLRRAE A A
AN )3t 1 R A AT AR e A, iR
5 1 5 DNA/RNA 35 pDCs iE b AIFES 51Kk A 5
JEPEF (B 3). 1% pDCs FANAFAE T BiE Bz Tk 4127
t, AHZERYE W Ak pDCs R4, 1 pDCs
FRAI T R R R AW A 51 mDCs. H B RV,
YT g et N ARSI R A BT
KL, pDCs REWL IR [ 5 DNA 5k LL37! K
DRI = e 7/ NT(TW At SO Wit I R 7 S 2l 1 R S e
Figlfur=41 LL37 feiiint o-dBiessiidi& ay
DNA B, TR B0 S50, AN 5 ol b e i
fifg, 4k RN S0 N A E R 8 2 pDCs 1A
(1453 ik TLRO/MyD88/IRF7 15 5 i AR ik R 48 1)
[ B THER AW 3). sETSTRBL, E8E %
TN B R [ R AE 7R 3 & RNA-LL37 E&Y),
AL BE IO pDCs 77 42 B ) TFN-al'),

i pDCs R H 5 DNA/RNA 1] 34 % i 7K1 1
TUF- 22 0] B AL 1 A 1 5 f 8 M 2 09 11— A3 3
KRBT IR EE N F. A RIBESCTT R 25 e
IR, pDCs (1 L AT B s vy, i B o dk
PR~ 3R A5 1) pDC's M L9 1) 2H 2R )3T % 1] g 71 2R ABLR
T S (A 03 3 B 2 el T B T A O s g
A fiE(Sjogren’s syndrome, SS)J& 5 MBI R &R
G5 1 20 BT AR A AR G ¥ — Bl S A () [ 5 S 92 1 9
FCREAE R A o i R 07 S SR 1 st
FE TSR 5A E90 N L 7= AR i M B IR 5 Bt



RERRE EARY 20104F 40 % 5 40

i, I HWEWOIR R A7 AE L 2 ) pDCsH'®, IX 4k 3 1
pDCs i TLR7 #1 TLRO % H S R i1A = &
WU ] 8L T BUT B 25 5 TR0 N 10 HE AR 58 1 e 1 (1)
— A EERE.

4.3 pDCs Fh Sl A W AE HURIATY F1 B
PRI

Bk HUER ), S T &
5 FLI SR A7 TR 5 R P
AL N LU AR TR 1A
DB R LR 21N BOLRFFLR ],
DR FHE B THU% 5 5 A R IKJ2 SLE #d
DA LA AT 384 . B Bt

oLo Qo)
o \ \ \
00

K K-}
&i% =g =1,
e e LL37 HMGBI1 E% dsDNAJ’ssRNA

Y % n snRNP s

REEEN

- Zoa il )

/7;@ =

SLE A, LARRAK IFN-o ZACFEU2N 2215 6 e 5
Uik B 4> 0h H a7 5 R IEAERH T,
IR R SL 36 R B, X MR T T BRI . AR,
GEA HAVRIT 7%, LL pDCs AE AT S8 s ik £
W RGN H 1, R R L+

7t SLE i A, i} BDCA-2 [ 550 BBk fig
AT O A AR b TFN-o /K24, 2 i 4 Ik
FIEAE pDCs K MFF 47, W BDCA-2!'*),
TLT7! 205y DU S 3050995 A 9 Fr 8277 4 TFN-a 11
FEETB(E 2). EARNRESN Kb, AR e
pDCs KA T NKpda!'"ul Siglec-H!'?®, 1] LA
F#A TLR7 A1 TLR9 T T R HRER A 2),

DA AT RE A A 5 A T e S AT R RS L
&y Acw
7 —

Yﬁ.dsDNAﬁﬁ

xriam

BRI M

B 3 pDCs il B5 DNA 1 RNA KR
PURIK LL37 45& MAET AL B0 F 5 DNA T RNA R 58 48 10 503 45 Fay i AN 52 A % R 1) B it DRI T 2B T AN 1Y) HMGBI &
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