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[ Abstract)
alpha (IFN-a). During the stage of acute human immunodeficiency virus ( HIV) infection, pDCs can inhibit HIV

Plasmacytoid dendritic cells (pDCs) as innate immune cells can produce a large amount of interferon-

replication by releasing IFN-a and activating adaptive immune responses. In the stage of chronic HIV infection, pDCs play
a role in immune suppression by regulating immunocytes and damage of the immune system by depletion of the

lymphocytes. Finally, pDCs have influence on the disease progression of acquired immune deficiency syndrome ( AIDS).
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FEAE N, X pDCs I RE f9 #F — 2 WF 58 Al BE 2 44
AIDS G777 B B

1 pDCs I RFESS

pDCs 72 1958 4% ML —Fh BLAT S AN AE A 1
A KN T I B 40 B A A A e 2 e
BUORIE T B8, 0T A7 6 T G 25 v, mT 3 i
AR DK F B F T A% 2130 B 2 29 (kA4 | L ADE | g
Ji R EEAH DGR I A 2R 45 ) SAFAE RAE R, %
FHOC Y ¥4 Ak I 7 52 f& S CCR1, CCRS, CXCR3,
CXCR4 1 CCR7" , pDCs 74N Il B4 4% 40 g vh
B i B LA /N (0. 2% ~0.8% ), T E R > TA
ML 2R 20 BT 2 (BDCA2) | LI SR 41 i
Bl 4 (BDCA4) IL-3Ra (CD123) FE 5% K 7 E2-2
G BE BR 8 FARERE S A 7 (TLT-7) , REEIE T 41
(CD3) B 4 g (CD19 ,CD20 ) FlH & 40 il ( CD13 |
CD14 CD33) %5 M 40, BT Lk pDCs By R K
CD4 * CD45RA* CD123* CD11ec, il 32 1% 2 & ] DL
pDCs 5H B3R IEH CD11c* DCs 4 X 431

pDCs 14 A A 326 485 1 1 2 35 g D A R 1) 4
F TLR7 F1 TLRO X Wifh TLR A i@ i -5 5% RNA
25 & AR AL CpG B9 DNA &35 4F 17 ; TLR7
B M pDCs 43 W6 TFN-o B fiE 1 #5055, 1H & X
pDCs 3 [ 73 {9 52 W 38 K, J0 AT DA 2 % %
BDCA2(CD303) (1L, BDCA2 Xf IFN-a (19774 EL
AMFHVERS ; TLRY 25 & & K H &4k CpG 1)
DNA M EAEH M AT RE AR CpG K HERIFE
FHWA BT ASE, 0 CpG A A 38 33 i 7% TLR9 % 5
pDCs KAE BT IFN-oc, CpG B A {2 #F pDCs By 55 1Hi
B> (CD80 . CD86) M 4 42 5 4> F ( CD83)
k",

2 HIV-1 B3F pDCs B0

pDCs ¢ HIV-1 J&3L J5 Bk ) BA R gy M 1
BERURL ) JF H pDCs R R (L 1 45 CD4 T 41,
MR HE HIV-1 XML ke s — 2 7 vl
TR . HIV-1 7E pDCs P 0952 il fiE 1 8%
Z X EESZME ERS KN FA S, Fm
SAMHD1'" | 2% HIV-1 & ¥ pDCs J& 40 i N
SAMHDI Ay 3A & 25— & B2 1Y AL, (B2 Y
pDCs 5 T 415 3% iF SAMHDI A% 28 35 5 00) HH 30
B R, s T HIV-1 B9 6], 2 dE pDCs AL
P TFN-a BRI, BLR HIV-1 3036 pDCs Ji5 1l

B R AR TFN-au, {H S HIV-1 AEEIZ{E pDCs 584
B HRAE—E R b BRI T Rk R
PEAR LR T 19 53, 45 pDCs BT SR B 52 18 FH 42
g5l ScnlBe 5 HIV-1 38 o 91 4% N (A pDCs
A, X PG T = E AR AT LU B ) TFN - 43
WMES  (AXT pDCs A4 B2 FE FH 4 55, H 50 NF-
KB A ) 98 1 40 DXL T A BRI

pDCs %% 52 Ti6 B o2 B K% A9 HIV-1 #fa] LA
BRI TFN-o '™ (E 2 R 58 6 A B Y
HIV-1 00 JG v 8% il 3% 7 A5 K & IFN-a, 3% J& R 2
IFN-a BY7= 4= #iT gpl60 5 pDCs FiEAY CD4 43
FHIENT B M5 £ W, HIV-1 55 pDCs
B I AR T Env X} CD4 43 F 32K 5 5 25 Al
J1, 10 HIV-1 /) Nef 25 HPIRERY 5% 7] 3 CD4 43
T I, X 0T g 59 BE B R 1 gpl60 YR A
A

FE HIV-1 2R G | I 76 25 pDCs A%k
A NI AT RS AN B B kT AL S ik
LSS R, BFoE & B, 76 HIV-1 Byt B2 b il
W pDCs 7B IH AR IC 0T (4 B7) ik i,
B pDCs 2x3E A8 i ks >0 I H & BH pDCs
i i R 596 R CD4 T A1 CD8 T 41 Jifd (1)
Ki67 5 HLA-DR %35 FHA &, 505 & Hl G
20 pDCs AT AE Pb i B o AT B OF BB T ik [ 4
(lymph nodes,LNs) , i B K i IFN-o0 9] 5 52 95
J 25 pDCs 38 ] 3R AS 28, (A B4R A9 pDCs JF:
AIE EFY TFN-a F=A 4

3 pDCs Fr & i By IFN-« 7€ HIV-1 B h % 321
1EF

H HTA 2 F AN BRI T HIV-1 g
5T, 4N NOD-scid /N B NOG /I FRFT DKO /)y
2120210 Herh A YRAE DKO /)N L0 £ P 5 S 3 3k
HIV-1 &8 NP4k DKO /NEUS , Al A R B YL IR
TR RE RIS R B AR B R Y DS AR R
SEREEDLIR BDCA2 (CD303) B A I 4k DKO /) R
WY pDCs J& , #5-H HIV-1 XF/N a7 8y, B3 TG
5T IFN-a 72 AR AT R 2 RIIE ) (type T
interferon-stimulated genes, 1SGs) ¥ 3¢ ik, I HLJ B2
AE R T AL T AR AR, HIV-1 0 3 A9 52 i 1] 2
BTN X B pDCs BB LAY TFN-a £ HIV-1 J2%
Yerp A5 EEAE
3.1 IFN-o 53 #RERETIHERX

M f B G BB R 7 ( simian immunodeficiency
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I IFN-o, [H7E 12 PR G By B F S 07 HE A &8
JA I T ek 2 [RIARR Y STV e
FOwPETE T, TOIE R B A 1 R A A S
HERE | 1E 2B R 2 K IFN-a 197742
RAE S A T R 27 1) 02 1 SR B TP N - 200
AT RN 7B 0 2 (14 12 1 e 1 H: TR -
o RIHFRSEPE ™= A, R BB FE S IFN-a 1
FEAEARSE  TFN-o RS2 77 A8 T S 5008 PE S e
s 0 MR UE CD4 T 4TS AE TR S R
Gi AR AIDSY . WA RFSEIE I, 7E HIV-1
JE e AR O R S R I R e R 2
55 M R CE M L P SR I B R AR
R AR T, 3 5 A 1 B AR P R e 0 v
KB TFN-o S IE ARG

3.2 IFN-c FIWEEH

3.2.1 il HIV-1 A9 K &2 i . IFN-o0 — J T3
R A S 7 4550 PR 4 7 A T R HTV-1 B
JERGL A Y S — e A Tl 3 i i A A P
FLA YU B E T 00 T P 23000 3 P K% (1SGs ) 1Y
IR M SR 20 MR B Y B RE 1) 1SGs 11
R BT R e 4 i o R 1% B2, ST A A J
YL 11 55 L A M A BT FE R A DA B4R A1l Je e
AR %) i HL 1SGs A TP-10 1] Fiil CD4 T 4
R AR T A0 A BEAS OL, F H 55 CD4 T
20 B KR A A AR R B ILAE 7K AR LE  ifin 3% H TP-10
PR 7K S Bl T 5 A R R ) A pDCs BT
i B A R PR AR Y

3.2.2  fRIEXTRE RGN R4 pDCs PR
PR AE 1A (e ARl TLR 8 B 30S PR iR 2
YRR, 7= A 3R A5 1 A 3% V5 e B el LUl 3 1DO |
ICOSL 1 PD-L1 &8 BdE Sl P2 S AF 5 5 S e i 52
A=A FEAR R U RIBCT , pDCs 25 i w4k
HEIYE T AR R AL . Th17 F B8 8 73 W 1L-
17 e B4R K 57 B D R 1) 2 3% X 4N B e 2k 25 5|
R MR AT ARSI 1) 9 RE N, 8 1F S8 R 48 1Y)
BTG s Treg HA G B T AHLIS LA ThEE, 1
YERp G e i 27 AN 3k B 9 0 5 N R 5 2 9 B 7 T
RAFETAE A 25T HIV-1 1Y pDCs Al 41 i
Th17 By~ 4:  HATE 4] 4 CD4 T 48l 1] Treg 4
LA Ak, XA~ ik AR 32 B T pDCs 235 A | k-2
3-XUIN 4 (indolemine 2,3 dioxygenase , IDO) X {4,
SRR AT R 02T HIV-1 B i

# pDCs Xf IDO By Rk, fifi TH17 5 Treg HY L FEF%
%, 30 HIV-1 B 7 rh 5 5 28 8 B9 A7 30 1)
YEH ., pDCs AT LU XF IFN-a Y4 3 AR 55 A 4T
JEEE S RE A S R BRI WE L TE R AR
VE IR -F- 3 A v LA 1 AN PR S e i IR 2 fi
PO R GAF LRI LR X P 2 M I Y By
TEVRE ST BEAR 2k 1M (2 2 s i e 0

IFN-o 3R] fig {off S 40 J R 08 AL TR 1, O fE
PR 5 A4 T A 80 40 1 g 25 52 1 ) 3 i i 4%
AR MLIENLIR N T R G 1
B FE, pDCs AT IE I F 18 R SR AE R 7 A DG
T- fid & ( TNF-related apoptosis-inducing ligand ,
TRAIL) Al Bak Y33k ifi ¢ #F CD4 T 41 fd 9 94
T4 T L KA TEN-oc 1823375 5 16 Ji P9 40 At
BRI T T AUk E Y JRAEE HIV-1 S5 =
B 8145 0K E2 41 B9 ( group 3 innate lymphoid cell , ILC3)
AT P IFN-o 76 HIV-1 e HLIA S el
A2 PR SR AN [F R VE T, BE AT H0 ] HIV-1 95 7 1Y
JEY RN, AT B HIV-D S0 T 40 i A
T2 G RGN

4 XM EFETHET

FE HIV-1 2o e 01, J410T L 78 43 R A IFN-
o MBURTEVE, L an vl CpG AE A 42 Rh i I Y
BN 25, PR HF TFN-o ORI, G5 AT HIV-1 &l
PHIVE 75 S0 A T 40 i 5 B8 S 0, 33X K AT )
TP R A, 7E HIV-1 18 MR, 3
MIRLINE] pDCs A 45 £E M 341G A TFN-o f 772 | L
WHE T ep120 5 CD4 Z 8] A BAEFE Y | B
F@ kB TLR7 #1 TLRO M4l pDCs B0 , {2
AW AP TLR7 F1 TLRO 18+ B X5F 1fi 2% o TFN-
o (53 MR ISGs AR G HE 2L A T 48 I 05 1
WA W RS X 0] BE -5 3 A B RO A 6, T AE
JE N AE LS AT L4330 TFN-o B2, o 7F
WYL R pDCs RIS A TFN-o 19RO A 2 e 1E
TRERIG I F AR

5 ING

pDCs 5 HIV-1 WA EAR S B+ i 5. — 0
1] pDCs FJ 38 3 43 W K & 1 IFN-o0 2 2] 5005 75 1
FH 5 53— 07 T pDCs 323 7 AR X AL AN ) 1) 52 ) .
pDCs Bk AT 38 1 4330 TFN-oc BT DL Sus 2 B, Xn]
53U IDO 157 Treg 77 A2 Fll Th17 FEAR, e 251
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AN LG E RAE S, IR LR S R Gt e ik 1
PRREIE I, FATRIAIH] pDCs B4 £, 4%
BE AT A58 HIV -1 5 28 0 5 1 0 208 O SR 8 I 2
LA LA A e P SR 88 S5 oz 880 1 5 3% , DA TG 4 BRI
il HIV-1 A4 855100 W PR B i A2
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