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I L &I

A X (BRMUEGEASIERE) ORKY A vz & LT
HIV (human immunodeficiency virus) 733 H & LTIk 20
DL EDEB L 72, HH 1T 4T AL LA 721 HIV
BHRLTEBD, 779 A7 V7 ORRE EEAE LI
FICRBECH 4 THAD HIV BEENEET 5 LGS
1TV 5% (UNAIDS, Global estimates for adults and chil-
dren, end 2004), T DO—}7T, 7 v 757 — EHER & Wil
Bi#REAERZ0FH L 7c HAART (highly active anti-retro-
viral therapy) EDBIFEICL D v 4 L2 OHHEZE 1ZIT5E
IR 2 C EMA[REE B > 2 T Em s, eEETO
A RIT K BIEEH M L oo &7, HIV OBFEICHREL
TUANVRFDAIE ST, By, Mladyrontcs
COFTES LWRIASRRSKR 2 Etsshic, Ll
M5, 1 HIV ISR T 5 L ERR#ETT 200, &
WO IRARRI S EEE 3R S N CTIE B 59, HAART IG#EIC
BOLTHT / £THEBREEGE L HIV 25821 brET 5 C
EEARREEEZA GN TV B, iE- T, flllar LT
Qs e, BELTHRIE, SR/ TV E—BD
OEIRRBIEE L ARBEREFETH LIV TD T A L R
FLETFIICBVTY A VR EEFEOHBIERZ MK L~
THHEET 2 &N, T4 XFEOHIHIC OB KX
LB EEDND,

YA IV ZADEFEIC & B RREHIRDOIEIE & BB
B

HIV [3ffifdd CD4 & XA RLE LTINS ZHIT ST
Mg, <2707y —2, BHRHIIAICEGET 5, &5 HIV
IIFIEIEVEDS S =7 0 7 » — VITEGYED B 5 Macro-
phage tropic virus (Slow/low type) &, IEGEM:AE S T HH
flarkc & < ¥4 % % T tropic virus (Rapid/high type) #3d %

FEEAEIE  T162-8640 HHEHERHTEX AL 1-23-1
[EINT G 72 A Se 2
2005 49 H 2 HEZf}

TEMNHISENT VRN, OB ELEAT 2T
=L LTDTrENA VLT Y —DEES NI DI HE
MIFHETH - 122, LIk, chos@dznehibhr +
7y —ELTHHAT I rEHNA LT ¥ —CCRS &
CXCR4IZHLHBATRSBLUX4M Y 1 L 2ITKBIE N
TV,

1) CD4 B3 T HIRICE TS HIV RE

PURRIE A 52 THEMEAL & iz CD4 B T #lil i HIV
WYL d B ERBO YA WRBEERE D, YA ILRITK
DA ELZ T TIRES N, YA VZDTE R BFELAR
I3 CD4 [5G THIfACTH O, BBy A VAFEHEE LT
M S N fc HAART iR IC B L€ & 978 e L 7oiE vt
CD4 [5G THIlEH koA Y 1 v 2 BosEsIc(K N4 %
(K1, Phase D) (}871%), CD4 5l T HHfa 3 S IR E 2 il
MW+ 2EEBEETHD, v A LRBEEL S 7259 CD4
Bt THIRE DD I3 = 4 RT3 AL D T 15 HEIA
Thb, THITIEY AV RIC K 2 EBEASMIAEESSE
T, HIVD Y A VR EEPGEIREIC X 5 by-
standard SHMIASE B RS- L (RRE®), 18M:my7s sesEiE ik
P S FEIR YA AE o fH AR 23 JRK ¢ CD4 B T filfa A3
BRICED LTV EEZ SN TE I, —HIC CD4 [5G
THIE VWS> THEHEERTDH O, (FAEENLREIELDIR
BiIckorEHA vORELREL 20, ME NI
CCRS5 [BPED LA & N7z CD4 Btk a0 T Ml k£ <
FAEL TSIV ORI L 152 T EMFISNT W, il
IS O SIV I B W TIE T 5 CCRS U CD4 (5
1B T IO BAE S EN R G R ic s 2 b, 1o CD4
Bt TR OV D 2GRS 5N 5 X0 b1 2 B R
[T T O CD4 (5 T #ifADFENSIEE E TV 5B T &R S
NTWBSTY, 7z, HIV EEE T HREBRICIBERE Mgk
o ZE0E T 0 SR D G s Tw 250, fE -
T, @G 13 2 RTS8 by-standard 7S FHIESL & 5 C
D5 BH, YD S D v A L 2T K BB 7S R
IS E RIS = DR DFE AR IT X 5 CD4 [ T
JaoRbEER EZEZONTVWEY, ZOOKENT
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@ CD4 [5Gk T iAo fhiE OFREICIR Uity 1 )V 2 &
Dy hEA Y IBRED, FOBROGBIERL DT
EDF6NEEVIDONH L WKGRTH 5,

CD4 [5G T fifa 0 EESREIE, Chooffifanz <
FEEL (GO/GD 12hb b, TO—HIFBREGLDIRFET
FEHICHER LY 2E0WIHIcd 2 (X1 : post-integration
latency : Phase IV)¥, HAART JZik% D IEGLE O fifffric &
D, IO SRS L - THIAEEE LN 5 & HIV
EEERT BREN AR LTV A T EMHE & - 1229,
HIVIiZ~9 AL ba oA Lz ERED, IENHZHIRT b
PIZFEIT L T integration 975 C E0SH[ETH 59, Lol
A5, SERIICHFHIEM O GO I T i T migiIic A
L 72 HIV 3B ORI TEIELTLE S, o0
GO/Gl flofifa T4t 7 a v 4 L 2 2 L T binE
LR eiflEn T LEHY, i ko~ —Hh —2FEL
Bl EhonbWaEHEREEIN S THIIDO GO &
Gl ZXAId 5 C & 3B TRINEETH 4%, in vitro
TS 3 720 THIIRIA & 2 O LA 52 1 Tl E s
T 5V it > THEAENTEEELS W TEIEICRE
ZEE THFICIIHIVOY , aRFAS NPT L, 01
RO AP H G U CREINICH s 2 2 525
N5 R, T OFFO HIV OEEFEICHESIEHAL & (3,
29 b0 TEMSE L LT, F A P A VITK
pfliHTbTaTH B, HE, MIBCEALED L b
O A L 2 QEERE A I LT W B RN o B AR ES T
(REF-1, APOBEC3G, TRIM5) 23S ic s ntchs (@
a2D), ISP B GO oMl 13 E O IRPTER T
DEET 5 EEZ o0, SHROMEOEEITIRFS NS,
2) w07 7—=CICHEFB HIV REE

HAART &4 @ phasel IZ#iL 512 618w 4 V2 &
DD (phase ID) 1FJEGe~ 7 07 » — VICHRKT 5 L5 X
LNTWVW3R, =707 5y — Ilged 2OV R5 #Y
HIV (3B » SN S N2 94 VAT, £ b E k
NDREYHEAR S R5 B HIV B EETH 52, In vitro TH
(g7 07 » — VREHITOY A4 b A v
FCS & THIM A2, & Lt/ 07 7 — YD 5% IR
M BrdU %2 & ) T35, In vitro TEEA T Y A IV R ZFEH 4
201, TOLHIB—HORAELTVWE<I/ a7 »—=VT
bW, —F, HENCHEET 2k~ 07 7> — Vi3
T HfEIE Bt 2 & &1375 <, Lo bids 3
FDFFO RS MY A W RITEGET 57, TRV NILVOD
A NWVZFEBICE EF > TV AEREEESE V. L LIS
5, BA L HIV EGFRE S EERGY T 5 & HIV OFEANS
BRI EBHONTEBLY, BZ 5 HIIRBYLD R
IEMBIC & b 155 HIV O EAKIXAN O~ ik T
WITHEESNTWE EEbN S, Hvd SHIV YT 7

ICBWTh, w7875 — INOBEEEAIMTD Y A LRIl
JEDHERHCEETH 2 T EDRENTVEY, flfi~s o
77— VN EOREREIMICHERT 20 RNHTH B0, Vv
SNERRICEB WTCHIV A AT 2R Licv a7 » =V
OIF DI VEFZWRY, oA IV ZADMEESE VDY 4
LRICEBHMAEELZFICC VW s T > — JICB
% Rt g3, HIV ORI RICER R ERTH A D
(Phase IT),

3) BHAMRRICET S HIV B

A E s RE & U GRERbAFH SN
TV AHINET, BHAHINIC B 2 HIV OBRI&G I, 3018
THIKY <2 07 7 — VT A XOREICEELE]E
FoLBbh s GRii®), BHkimaashskofmiac,
E b TR E < 53 T myeloid REHAHIL (MDC) & plas-
macytoid BHAF (PDC) @ 2 O RMHITH 1N b,
MDC (Z D HBk» & 1L-4 & GM-CSF O 1FAE M izsk
FHE T X, T OHRRHE MDC 13 MDDC & b LiENnT
PUESE R & L CHIIRICBIEH SN TV 5, BEITED
3k L T % 72 MDDC 4 phagocytosis iE D & % A Z 75 fia
T®H %, MDDC (& TNF-a 24 % & 5 k4 75 TLR
(Toll-like receptor) Hlli#ic & b kL L, phagocytosis fEld
KTF4 52— T THilaoiE b ic EE Bl 1 0
FBIOEINE & SIS URIE RERE L RS L DT
%o, —7F, [AUHBKIC M-CSF 2MA CiEgdsL~r o
77— V&8 BD, R MDDC 13 M-CSF 5275k % ¢
HLTEDY, =207, =VicbMbL D %, > TH
BRHISR MDDC &< 7 0 7 7 — VI3HEERIC IR 5 0D
D, FHERICBI 391 P A voBEEIChbETEDERE
REHERT BEHOMIARMN EEZ SN 5, CDlal5ik
MMDC (3 X4 B HIV TG E L TH v A WV RFEEIR ]
197> T non-productive infection & 75 % %3, R5 % HIV ©
BYYNFRITEICKL, v 27 07 7 — Y0 R5 B HIV &G4
KB YAV REAL FRIBIITH 53, Mo
Bk & 15 A LEEBE O BHAFRIESTEAE L, HIV DO RSZYE IR
LTEERDPODPNDE EATHEM, ThidzhTho
BEREM T~ 07 7 — IO LEEDBGEM NS - T
WA EITHkT B EEZ SN B, BT, BHMbsko
DC (3t = H L, WAMIEHED DC & [6—TIi373
W, —/, PDC IR/ REEIZ55 V& DD ¥ A L R (T
Yud % & KD Type I IFN ZEA L, Wb % HARGE
2S5l TH %, PDCITHIT 5 HIV EG: s MDC &6
FEIT non-productive infection T& %323 235, &5 5D DC &
bW L CHIEY 5 2 137 <, Gl Mo ERE T M
faod & 5 S RIERGHSIla & 75 EF 2 55 (Phase ITDD,
HIV BG¥E T MDC b PDC b L, & 2 0 Ii3kRED
ERFLTOW2E ETBHENZ NI,
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DC 3 HHEDOH D IAH Z RIS 28k 4 1L 7 7 v 2588
LTW3, T4 HIV O gpl20 & DfE&HEN S 5 DC-SIGN
DEEEN, FROHE FcoRO T Mg~ o4 s
FHTH D ENEfENKT, TDODCSIGN Tk T v
ZENcHIV IZ—HDCHlEANNED TEN, Z0hs
4V —ATHREENS Z EBLS LTSN, THED
infectious synapse Zf2EK L T b 5 v 21 THll@Iic ¥ 1 v
REEIET B EHMESNTWAE®, T IC DC OHFEOHL
DiAH & T HIfE~ OHUFEEE/RICIE DC R OfIlaN = ~
N— AV N OHERRICEDL S THBERLTED,
phagocytosis T& D A DF2H(LT 2 HERED @V < 7
07y —VERIRELENLSE, LELENS, HIVOSE
&S - 7GR &1 0 5 2HHlE@N YA VRE Sy T
LC—licE CAKRELTS, FIFCETO LT
8§ =g UG 3T 4 %, F 7, HIV 2REICKEIC
FEL TV A DCIT, TiciEE b Tl Lo w
THIV S ZEEE N3 &V in vitro DRI AERNTE
NIEEHBEICBID S 300I3EMTH %, L LA, DCH
HIV ERICB VT X 0 EEL O, JiERRERELTT
Ml Z7ErEA LT B EEIHHC Y 4 Vv 2 % THIlAICZE L, %
DOFER T I~ DEEDBILRT 5 & WH icdh b, FlZ
I, FOIE T MIEEAET 5 L Bbn 25 E B PPD %
PUE & LT HIV &2t X & 72 MDDC & T flfigz kg4
% &, PPDHUEIE(E N TIE DC DAL & KEIC HIV i
HERHEENEY, £ T, PUEREAL T #HE & Hus
1289 5 DCAMHEMERICE Y THIZAKEZNLT
R Y F 7 RAEER L, BREEIRB L0 EE S
LEZLNTOVS, i, TOXS sy + 7 2%
H54FTdh % LFA-3 & CD2 DI EAEHARET 5 &,
THIlETD Y A4 WREAIIKT L, —F5<TDCOYRIT 3
CD407» 5 D ¥ 7 F )V IZ DCIT & % HIV FEA % 156 4
3%, ZHICBSEL T, Douek 5% (3 HIV $5:5E/)75 CD4
FEtERDE T A i o PUEIC Rr I 72 CD4 B 1HERC & T Al
Jak by bEFICELELTVWE I EEZHO»IT L, —F
Lore 5% &, HIEHEO TN b 5 v 2 DG =K
bB IS %0, MDC & PDC & HIV-1 IZJE4: L THIE
R CD4 Bt T M 7 A WV 2 2 {mikd 5 T & &R L
TW3, IN6DOFERN S, BMEGE L /DB HIV D
PRI DC-SIGN 12 & % N T » ZHSEBIFNIT/EH L Tw
L5 ERMETEHWVITLTY, BREG: L B
Bk 2 15 sl e T #fICzZd 2 LEFFIC 4 L2 &
&L, REINE A2 BT EICREAESHETTL Tl
VS vF ) A, BT 3 T4 RORREEE LD
KM TWBDTREBWEA S LIE, TS HIV
JERGE D ERAIMIIE & HIV IS d 5 s H 4 la o 8 HEY
BER21ITE EDI,

REIRFIEZE (Long-term non-progressor : LTNP) [
BIF BI04 IV RHEE

LTNP OEFKF 07 59 L bHFH@E T w, D
< &B 10 P EIFIEER LI CD4 flafs—E T, RIE
TAERIEBLIRBLTVDS 1~5% DIERGLEEMNEIE L T
W3, L L7Ais, LINP & L CRES g o
T2 DRI AT A v 2 D3EEGE L T CD4 [ T flfass
RO LTV T EDPESHER DY, slow progressor (SP)
ELTKAIENT VS, TN 5D LTNP/SP 2375 5E L
BODOMPITOWTIE, 74 VA[EEEMOERITHT T
BZBLEND B (X3),

1) YA IILREIDOEF

HIV (35 &E A gag, pol, env DIAMT &AHTEL T tat &
rev, HIZT 7 &4 ) =T & XIEN B EH nef, vif, vpr,
vpu ZFEH L, RGO A 75 & $IRRGHIN I bRE4 13
BEAEBZ A ENMONT VWS, Y ILDITA XEFILT
nef Z2/RIB L 72w A )V ZITJEGE L 7o Vs &2 FE L 73
W EM B, Nef OIREEEANDOBSMSRIBEN, BIC
b b T HEMEL: LTNP © HIV (3 nef &z 112 /KIB/ &
Eid B T LGS NI, Nef (37 1 )L 2 DIEGEIC
WATIZIR VDS, R4 = 9 CD4 %> MHC class 1 O
MlaERTORBEAK TS 2050, FicEpaiies
FOEATHE FF)o Nef INAEMSI Y 2 M 11k
STl ICHEEL, Mlaokks i T LiEad sl s
BHILGNTED, TNITLD THEOMEMH:ALS apoptosis
VIFVITEBAEZ 5120 TR, w207 — Yk
Dk & ISINT-OREAAFHES 5 C & TRIERDKIEIC
B2 3EEZEZONTVEYS, LaLEAS, INbin
vitro TEEW 5N B kk 2 IEHEREDY & D X 5 1T REIE Ak I B
HLTO2 00 3HEN OB Z 9, nef M+ D/KiB/ L5
NETOLINP THELTWE LT THE WV, ZDMIC
b vpr, vpu, env, gag FDEETEL S —ED LTNP T
EINTL B,

2) BEAOCHEF

LTNP 13 & 0 $hBRHY75 HIV 8551 78 S0 INE 2 iR < 3
BITHIENTELIHEFEZEZ OGNS (JRFEY), HIV K
JLOGETPRITUA K O & RN S0 S BB N RS I R
I E| 2 R, MlaEEE TG (CTL) oiEME(LIE]
WD & A v R MHE %D & & TR OET 2T 57290
OBEBEBGEMKETH D, oG EEHEICIZ CD4
Btk T A LB Td 5, FEHE LTNP T & HIV FEA7S
CTL iE1E® 5 X 0 CD4 [5G T Ml D 7E M i &
EMHIENTWS, TOL D BRNRIEGQEIRE O RE
I3 FEOBEIE S BT 5 R, kbAHA
BDlda vt 7% — CCRS ExT D 32bp Dl nT/RiE
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(CCR5-A32) TH AP,  O#fET% + € TR MK
RS5EIY A b 224 Lic < {, CCR5-A32D~F B %
CCR2-641 % Ff D EARIZR KD MET O ELES 590, F /e,
CTLO T & b — 7 Z2PE D) % EEHEE A DU (MHC)
class I FICBAL Th, INhE TICHEED HLA BRI LI
PELIREEEITICRE T 2 Gt EEIT s s h T & (g
B60), B Z 13 B35-Cw04 137 1 L 2 WG A H5/R 4 % 5
FHRITH A2, 1 HLA-B27 % B57 3K\ fh 4 v
28 MBI L TW A, HHC HLA-B57 ICBL TiE, 0
R E b — 708y A L 2 DOREHRE FEE IS ThH
D, BIZY A VA CTL » oRNZERAEEE L T
JEEEDRME R LTLE D EEZSNTVBY,

BB L 7o & 91T LINP &EFRS Lo B HIG R L T—F%
TEEL, KL NLVD YA IVREEEATBEENS, A
V2 RNA ORID 2 WK E THix Th %, Kloos-
terboer 5 &, PUKGIETILV—F VIRETIE Y 1V 2035
Hand, EED PCR T3 U T proviral DNA OELE
D E NI 4 NDIHT 27T - 129, TDFER, Thoo
HIV O3 % 2 IFERICHIE L Tn»w b LB bn 5 g
D— ANIF CCR5-A32 D~ 5 0 T, ©HH) HLA-B57 % £
B, KL NVO Y A IV ZBEFEHICRIG Lo EEZ S0 B HIV
R PUA L THlREIRES RS e, T Dk
Gegc ol U 7odx &MY T &3, RRIN PBMC @ CD
2L L THADY A VR ZBGrs S, A L2kE
ﬁwﬁi SN TOEETH 720 TOFITIRY AW

%m?i E75 72 DICRGE LT\ B 9 A L ZBIETF- D3
%T%%; Ef%@m§@@,AHmHBGEE¥

mém@iﬂwﬁiﬁﬁ%@%%ﬁﬁﬁt

ICASRIZTS <

1 HAART therapy

TV A AJFEMEE 2 O N TREEIRZE D,
BARBRLEBEL LTOHILORERIG

T4 RRAERSF VDA VAPEHRBEEEIATE MIC
G L2 T & OFE L bW B ABRHUEEYYE & & 2
5h, HIV-1 [EF v ¥y Y=k, HIV-2 4 sooty manga-
beys (SMs) HIRTdH 5%, HARBYLIEETH % SMs I,
SIVsm IZJEKG L TEEDO Y A4 VAMEEZB I LN b
TS E FIE L 750 01Tkt L, SIVsm % rhesus macaque
RM) 2Bt L CTIERK & 172 STVmac 1T f&4: L 72 RM 13
PN I A XEFIET S, SM T SIVsm A 4L S H 7o, F
JEd % 9k b IT SIVmac ¥ HIV 2 e s & 7o &t
i L CHRERDIEMEIL & Z NIPES apoptosis (35 < H1A
SNTHED®, SIVEEMI CTL KL NV TH 59,
- T, THIAOTEMEALAHH S NAckER, 12rEYLIc
BWTHIV ERTE L A 515 by-standard 7S AL DSH
BIRIZL W2, SMBRIELIBWEZZ 5NTWV 5B,
L OMEIC L B L, SIVsm O CD4 [Bit: T a4 3
BRI (T MR 3Eb SV, £ 2T,
7o — v L L TV SIVsm % SM & RM (<[] 1T kg
SHLE, AHEicEmELE D YA VX RNA SR L
(B0 4A), %10 HZIZRM O AT Y A L 2 E R CDS
Bt T #HIESE L < BN L 72 (K 4B, O, Z Ok EM:
HIcBiTEEO Y FFA4 Y FREILNLVTH B0 (X4
A), SM TI3FrER T filaDE5E & CD4 [ E:Affa o iR
bIFEAEE P 5T, EESIETDEVWANK ® DCIT &
% G HA O innate immunity 1Z RS 5 AfREM: 25 2 C
W5, HRBEEH LV TIEEDEHIITLTYA VR EFEED

IZE B AV ZDRED &I B B IR
HAART /BB ARG 2 &, G L 7275/ CD4 54 T filadisk o v 1 L =
% (phase ) DW T A W ZAMEO BT W=7 07 » — VHEY A V205D

FHITSE & & bic AT
> < VD L (phase ID, &L TH

FEAETA NV ZEHSIEO GO THIER U DCIZE T % B4 4 25 (phase IID, Lo LA 5, Ef

SO0 T fmiE
W,

X 2 HIV EGHER] & 5T HIV e 41 5 il

AL THIESHERAkD~ 2707 » =Y TIRY A4 LR IZ
EMEL TR TO W 4 v 2B A a4 2 —05 T, HIV X T 5 g o #Fs o g 5 E) %

X 3 EMAREZCBT S Y4 VR EFEERT

TRIANVZAPT ) LTHASINTE > KRB LBV Y, BRICYANVAERET S E

BT

W4 %5, DC I3 A V2% Tl EHAL & [EEIC
E72d,

A NVADEREGFEDOBLIIERICS EDVH HIV ERIGA ¥ 1 L 2 OHREA IG5, TS DR D
BHEMCERICHEEELHEEL, RELSENTVWDEEEZI SN D,

X 4 SIVsm IZHRICEY: SM & FAE 9 %5 RM D ke
Ay 1 V2B s

ik 70 & 0 &%)

LD A V28 E T ARG
— v, B:iEM(bE 17 CD4/CDS T M3 oy, C: ¥5EL T\ % CD4/CDS [5
PE T oSG OHER : O@CD4, /\ ACDST i,
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HFRIRDHEL I N D 2D, £ DFRRT X XEELH

Ko->THD, b O HIVIEGEEGE S 37 0 REE
F75 5%, 0 SIVsm JE4ED E 7013 HIV 1T K 5 FAEH]

florgetkz s <5 ETHHTH A 9,
#hHY IS

HIV PERIC X D hFIfiE» CTL P65 2 25— 74 5%
T &, YT B A IR A I EES CD4 B T ff
DRI TH D, 7 2B L CEIICHEREL S
528, oA XPHMRANFRITICB LAY 4 VAo E
FRHERTH L EEDONDE, Lo LENS, ZORIEREY
AV 2R LT b HARIT D A L 2 OESGE AHIH T X 5708
DEFIMEIET b0 7 7 F V1T & 5 BLphHD M E &S
TEENIYRD Z LS, —HEGEL 7o A L 2 OEE5EH]
HIASAIRE IS HARGOIE DM A R4 2 C & EETH 5,
KEMSE FOF  DTHWNIEMEL F oo A )V ZELEL
HELTOREEEZEZ 5 &, BRI TEIREG L
FZHIVZY A VR ELTIROETL E D &5 EETH
IR ARRT 5 2 EDSHROBE T WIS S,

X [
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