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XA ARBEEHMIRE: Bl Em: BT
hESHS: R512.8 EkFRIRAY: A

3R (AIDS) 2t AR %E (Human
immunodeficiency virus, HIV) F[#2 1™ & 5T AJf#
R FMEAEGLR, B ArmoH AP AGITiE
Hi. BORITERE PSR FIREI L (HAART) ¥
BIRE T AIDS BIKRRIT 3, HR T HIV B A =
PE. WIT AP ERIER RN B BTSSR R, M
R HIV 25800 TF AR 1. HIV-1 #5%
BRI EBRAMNE B THEME HIV-1 B4R AN
PLER, o HoAHT HIV 3Ry 3t 7 BRI /E B S HIV-1
4K R FLANHIFR S O BRI HIV-1 WBI7 85 )
Hod, IS ORI R RE—4RR .

1 HIV-1 $-24K 698 3L

FAE 1984 FAMTHLHEE T CD4 42 HIV-1 #HA
NAEHEAN A ) 3244, SR, ¥ '5 T A CD4 B
KR E BARBH CD4 Rk, HHAAH HIV K
gy, X—MBIRET CD4, HIV A FESH 4
TR Z A4 -5 ULEhE HIV-1 W, ST FE
B, HAh, HIV-1 K30 AN R CD4+41 G AN [R] )V
t, BEWEafargEtEs M g (M tropic) HIV-1 #
PR A E A M FAR Al i, AR CD4+HY
2hABRE, ABEFEEMAE K (ot syncytia-
inducing, NSD; T T #E40fErEMEEL T B¢ (T
tropic) FRERERGLk AR R CD4+FIA (LA i 52,
ARG EWAE, n]iES S A B (syncytia-
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inducing, SI), AfI1¥ A8 HIV-1 g PEal G ek 7 —4
R SE 1 SRR SIS B 6T A0 R Dy B S A AR R
(BN CD4 154 HIV-1 RRYL 5040 i i 5246 A 2 B
R A EREPE I 2 R . 1996 4F, Feng Y & PVL L
—A~ HIV-1 55245---CXC-#a1k K F 52 14748 FK R Ak
A CXCR4. ZJaAA, thEI M FEM HIV-1 BREA
ELAN L ) S AT AR i E R 2 o CCRSWY. IRE
IR AE, HIV-1 LR 55— CD4 KA 18-
Fafb[N-F324& (@ CCRS 3 CXCR4) &, AHe
BN, SEUREEEEKEED.

HIV-1 #%4E T G EAMBEKE . LIREIEEK
Falb N A2 A R R - CCRS 2 1 B 214,
HHR A CKRS5 8Y CC-CKRS, CCRS HIFtiA A =28
-#1LKF RANTES. MIPL-a fil MIP1-8 . CCRS
] DLAE £ P oy 4 MR T R0k, G T Wk L4 g A
BV, FERIFIEMZE T 4. FIAH CCRS
JAESZAAH HIV-1 £ FR 8 M g PEEEER, tHFROA NSI.
ERHANGEA LSS CCRS EH, —#s
ANE A A CCRS EEH K, AR EIEFER
CCRS5 Hr, XMARFA CCRSA32. HEHMHA
A5 7 CCR5 F#h CCRS #i&k, H CCRS B4
FAME, alLLERINEIS AR, MRt LR LR R
fEBEAR 0 HIV-1 BT, JE4li& A32CCRS B R
H A~ CCRS5 &R, n] g &h 5 R4 % F HIV-1 K,
B RSy, YormdE R A 218% ., CXCR4 B —A
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9K #, % HIV-) 352K R X3 SRR SR 1R RN 183

EEF HIV-1 #5244, tHERA FUSIN, HE4EN o
-#{LH T SDF-1. #]H CXCR4 %52 A1 HIV ¥k
M T WEME/ST Bk. CXCR4 23k iz, 1B FEAY]
EPE T 4B Cnaive T cel) ), FEEAHEME, 5%
iR fE B BRI T P AR R bR RE B8 AR B YL HT I T 46
JREE, i CD4™T Wk 40 M2 & (1)1, X L4 i
# HIV JR8 R85 ¥ S CDA'T #h 4l e &
B/, {EsFgRE AIDS WHERE. BRI AR RN
BB CXCR4 £FIE, AlfERE A CXCR4 7E
MR EILRF LA SN,

1245 KK HIV §iZ 66 NEE T 524k,
CCR5. CXCR4. CCR2b. CCR3. CCR8. CCRY
Ml CX3CR1(V28)%, EH LS4 GPR1. BOB
(GPR15). Bonzo (STRL33). APJ fl ChemR23, It
A=A B4 ZAELL RN B A S B g S i F
THS 44 US28 2 HIV-1 44!, CCR5 A
CXCR4 T E 1 HIV-1 #52&, Fra M HIV-1 &
PRAT AR Z &S &2 —E AR

2 HIV-1 $#% A Fegn %4

R BEE MEFER T HIV-1 S 0kEs e R AN H) 2%
RMMEE SN, REFRZETRES CD4+AMK
FER AR, MX NSRRI TREA NS HE
fE. TR R IER T HIV-1 f530E P & 5 H1
Hl---T "B YRR A A CXCR4, 10 M R MR FI
CCRS5 Jy#isZ 1k . MRIEFTFIF #2414 (CCRS
s\, CXCR4) CE T HHEA HIV-1 fha 1 4 M
3K %, A CCRS B HIV-1 %4 RS Bk, RS £
2 IR IRIERE, Ko A X —BURA &G,
FIFH CXCR4 1] HIV #&4 X4 Bk, % WL T50% 1 1,
P Rl 5% 44 SRR AR 1) HIV-1 Bk RSX4 #k: MFIH
CCR5 #7458 %I F§ CXCR4, [ERF|F CCRS HH N
R5X4 ¥k, AEKF|H CCRS HH# A X4 Bk, X4 5
R5X4 R B IRAEHE T CD4™T 4 g sk~ > F 27 1 7
113, CCR5 #1 CXCR4 A HIRA B 20% 119
AL, R — ek T [B) AR A A S R
T WA EREM, FROXEME HIV-1 3K,
EPE HIV-1 A] L5 AP, — 2RI AJH CCRS
1 CXCR4 BFHHSZTERI BRI, FROAXPEME R5X4
Bk SR AR T 9 B 40 B RN SR 4 A R T CXCR4
(IRERR, FROATUBHER X4 Bk, X Fdy 2kl
MRS R TR S S A R AN

B HIV-1 F B, W 89.6HIV-1 FHF ko] R N
R2bR3R5X4 fk.

3 43t HIV-1 #8489 AIDS 7497 7%

HIV-1 55246 0 30 HIV 167 1248 7 BrfE R B2
A, fERERE A S 4N HIV-1 BRI O£ ia L
TS 4kd, CCRS Al CXCR4 HHH#EN. LU
CCRS. CXCR4 NEE[ KIHUR B IRIT fE5TR & BT EL
#HEMH, W RS thERFEABYELR, FEHN
THER LR, EE 3t CCRS MR ERTTH
ERYIRIT, T X4 REBERFRKESRIE, R
BRI, FrLlEt% CXCR4 (MY EEILRTRR
HAXM. HAENEFIRHEKEE AN CCRS
CXCR4 WEEHEKALUF =M. —EXSIELL CD8+
MR A R A R B BB T HE A S TEL
P E T ZREFFRBEE RS2 A4 & 400 A
H254, =R ¥R CCRS RE BT THRBHE,
BI¥F CCRSA32 & T4 B A& CCRSA32 K
HIV-1 BRYE A, LT 40 ok 7= A X HIV-1 &
PR M AR, 8 T AREHRMEREA . ashh
77 REA B T3P HIV-1 LS e i, (B B4R
BRI ) R ] B iR F R T AR TR
HWHIERE RS BT ERE—NMHHERRME
W&, HBARIX—EEE SN NSIBRE 2L, ERERE KK
HIV-1 §82 7R 5 .
3.1 #E TR A5

BAC KB HIV-1 52 AHHIFLZ MIP-14a .
MIP-1 8 & RANTES, ‘Ef/1#82 CCR5 HI R B4,
4L [H ¥ SDF-1 WX R &4 CXCR4 /- FHE A
A KUK A . B TR HIV-1 K3
SEAHRAPLEII T OF gpl20 HEXRSFLESMT
h:, QMR HESHEESEHEFIET IRAZHE
FILACETiR: @5 HEMM B, i
e B AR TR R IR B R HIV-1 B4, BiE T
e Ahse e sh g Y A ¥ ST, 0 s B Ak e 4B T 1)
RANTES—AOP-RANTES 2 W & B /R 42 ¥ CCRS
FEPUF, R b & 2 A A n B . AR
Bt RS PREGYL, FEMBTEEE/RIRES &Ei%2
AL, B SRR, FELRH HIV-1 4
ST Xz, 7& SDF-1 & & F—MNEER
% E RN Met-SDE-1 B, &5 SDF-1 B Attt
Met-SDF-1 B %t B & 858, #H [F] 3 B [¥] Met-SDF-1
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&7 ¥ 19 %

B tt SDF-1 B e S H 24 B4 T FE M HIV-1 R R
#l, YEFMJE 2h & T i CXCR4 fERALL, 48h 5
Met-SDF-1 & F &3 (¥ 7 if] CXCR4, Met-SDF-1 8
1 HIV-1 MEASH TR CXCR4 /KFEEH X
U5 ABR A SRR M4 52 14 5 B Ak R F AR LA H
afEErE A B SUR S, Rk, HEEIGE A2 A S
BEAER, BAMGIHSBR A DIERKNS
P& A HIV-1 B 17897 . MIP-1 a (1BF5 4 LD78
a) WFRERHAE LD78B &L EEK, &
B LD78 B Ltk MIP-1a . RANTES #6573tk S
M Ca™f5 5% S Ktk RN, HE LD788
A1 MIP-1 a it M BERE HIV-1 48, &I LD78 B
#£ 100ng/mL B JL-F 307 BA5E 4= BH W HIV-1 B & 51,
fi MIP-1 a 7E3X AN BB (A 1R 58 BI300W 28 iE
LD78 B MHUm s EA 2Bt A T CCRS £
% E AR IR IA TS B U, Miyakawa T %%
U HL LD78 B 2838 LR ER B A8 1 i il G e
M HIV-1 B4, FH{EEF LD78 B -CCR5 AUAH B 1F
M.
32 $H3EFEEI R

Olson WC 2" Jf 77 % #§ CCR5 247 2D7.PAS,
PA9, PA10, PA11, PA12 1 PA14 B45 %] gpl120 5
CCRS5 &4 K& CC-#iLHTHINREEIER, H
th 2D7 & —Fh &4 % CCRS #5517, 5 CCR5 &4
BTG S, eSS R CCRS #I 3 AN ASRAC K
RANTES. MIP-1a . MIP-18 5 CCRS )54, 7
AL T 40 0 i) RANTES F1 MIP-1 a i S H#4
RN, EL, 2D7 A A A0 4]t M g KX
MEME HIV-1 BREIEAMEGE. 12G5 BMIR R £
CXCR4 347, & AEIHAI CXCR4 IEAMNE I gk gtk
fit (5] BF LR S 1 B0 B e 1 U7 s3I HIV -1 i
ek AU, gk sh, Hor T %8411 3 4 CXCR4
P AT AN FIRE B M SDF-1 1553 1 Ca™ ) G Fl R
FANMSFHARBEERE, ML T SR
NL432 EPELA A, 3 MESUATIRAIF] CXCR4 %
AR, ANTE CXCR4 5 T REME HIV-1 I E A4
HERPREEANRFIZA -
33 NG FHESERBE B

TAK779 = —F/hrFEIEKREESY, fr
I i35S RANTES 5 CHO 41 i % 1 CCR5 & &
A SRR RS R HIV-1 BRE S, (BXTE
LM B AT SR, BT R, TAK-779 5

CCRS5 B5HE 1. 2. 3. 7 HERMRM “ OSR” &4
FEANX — e NE RS S, gl gpl20 5
CCRS W44 (HAHIH] CCR5 415 CCR5 W4
%) B, B —Fp/ N T CCRS M) SCH-C A LA
Ml CC-#ath R TS ML e N K& Ca" Hhi, M
MM Fh RS BRESH, K SCH-C I FRHEEH R
24h JEEEMRRE, 0] MR B HUR RN, XA
FAEHE T CCRS MiflFIH AR N3] SCH-C BAH R
(Z5sh A5 E, DREDFABER, HTwl, X
e i A S TR AR & BT . CXCR4 M7
T22. ALX40-4C. AMD3100 BiEHE TE &Y,
H.rh AMD3100 7£ 100 pg/mL B A] 5€ 4= BH 1E bk 240
Ml Ca™*4hA M SDE-1a S Mk, EXF
MIP-1a . RANTES % LiARNTGREm, 2&—Ff
{4+ T CXCR4 #4171 . AMD3100 D458/ T —
iR, A RIFH CXCR4 M&IER, (HERBKIE S
RINAE CHERIRAFERIER L, H AT H AR AR
IEAEREH
3.4 ILHIV $#F &K THEEERRTT

Bf &I T 40 M AE W2 . 90 e e Rk Rl %
DA R R — BN, ARG T
1 RS 1 B 240 FL B T4 HIV 7877, Bai J %)
J T VHE BT CCRS A% REAT E WA B /AL ) 52 ma, 5
H AL CCRS 1% B8 11 5 SR sR A4 FE B CD347 1
MAHAHAE, FHmAE ML HME T, KT
CCR5 #BEH ML) CD34 41 i o] IE & b iR ik
CD14 #1 CD4 RIEMEMAL, F£7H it CCRS #%AE,
] i A 8¢ 7 HL CCRS A% B T-40 B 1] 6 R 40 i 3 1k
KM, SEUG4E SRR PP CCRS MEERER S A&
T, ol bLE3E Rt HIV-1 &3, FEHE—
ik R R BB T FUR MY . $T CCRS #F8
7E HIV-1 5040 B K] 2654 A HIV-1 R HIR 4 T —
IR R AT G, 10 TR 1 A4 VAT [ T
A i — R BEX — 4R B &% /R - Steinberger P 2>
Wit T —FEMBEARE. ENFRMERE CCRS
R BB, IXPPHI A CCRS Sk A4 E
B T ARSI CCRS RIHI KK, MTIFEET T 5 R5
PR SIV RSB ECKAEIER, BRiX A
Bk i3 7 it e RA 2. Feng Y %17
Wit T — PR %EE, 54 IR R B
PM1 4, GEfEMED AN CCRSmRAN KA MK
] CCRS5 #ik, XFi#%EEEA A (R SE40 Ml 5 T
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K F0, TG HIV-1 5857 06 Rbt 3 4l 57 v 3005 15 7T K88 185

RS BB, B/RT —HEESINEI SRS HIV-1 &
G F5 P 3 R DT Y 2 DRI VR T R K
3.5 HIV-1 kB SR HNHF

—EBL T, HIV-1 M RS [ X4 s RSX4 f%
RS R A RS LA, AL E2hTW
FHEA V3R .CCRS #1471 RANTES
BB T LUE HIV-1 AR R CXCR4™, 5
HIE CCRSA32 FRDAIH: M X4 PRSI0 & [F]
—H, XM EEHR A RN HERN, R
A X4 K RSX4 BIFARH H I 5 CDA+T bk 240 fil o
AR, BRI, JEHA Moore JP FFT/NHPO R —
A~ RS BB A CCRS FEHUFIER T ik & A ey
#*IE CCRS MAIM, FHEWAREM X4 BEHEAR,
3o th R B BRI & O A o, FETEJLA X
RFFRAE. R&HSH% CCRS IEFFIMIRGT, &
BRAEFRR 2R T FERSEREHE RS
RIFE R WL E), 40 Maeda Y 2551% ) MIP-1 AT LU
RS #Xf CC-#afb Al FHURME T 4~6 i, (B H
A A CXCR4, EFFEL T CXCR4 57
AMD3100 ) MT-2 4% 63 /5, TRrEKRES
i gpl20 By 13 DMEERNE, ZRHNARFIH
CXCR4, {BXf AMD3100 CL AU, $27K gpl120 5
CXCR4 AZMEM TP, HIV-1 LB Z {440
HIFIRI AT AL 2. OBEBEME AR SRR T eGR4 N
Fl—AN 24k, (BXHEHURABUR, @TTReR 44
ZUEEAE, WAIF] CCRS ¥ AR CXCR4, @ik
B R AR TR A — T AR .
A RREST, BMOUEIRE W, &5 ML

) 5 AR AR
3.6 WREGAAFFISEE HIV-1 {IHIFIRERS X
33!

AT % 3 I I 7 RN A 1 D o R B S B R )
SRS BB, TS PRPE W 5 HIV-1 ARSI
1 e RN R AR VR R BR A Y B A
FInTReME . BRA 25 OO0 2 T B BH Wrps S A0
M T, FE BRI .. B BN S R
& 2577 4 LR CCRS #1417 TAK779. SCH-C.
AOP-RANTES 4 CD4 #I#7#] PRO542 &t & ]
F T-20 &H, FTEEHFEIRY, e 2 A
B T30 %, Tremblay CL 25P1%} {44k SCH-C &
HEedl HIV-1 FIBG AT, PG i
B EEARIF . E ORIHT . sl T20 X

AOP-RANTES BtA N &R vl =4t [REF . 5 T20
BEABR T T AN 2 50 RS ARBEE, JE AT LA
— L R SRR . B T WD O R R e ik G SR
ge, KB SCH-C 2 —MiE FELAEHAMAEEFHAT
FHIPTHIV-1 B, kB -3 7] 5 fh A 1 )
NS ES LT ET 7 W A=

4 #iEHRZ

HIV 52 AR 3 ) s 8 5507 CL g i e e
FRFHIFRT, ENVATRSAEE. 2L,
ARSI IR R M R F R ARG S R, —
Lo b R IR R RS A S HIV-1 2R3,
R, A WITEFAEL T & O R&EHxT
Y URE A E, M BEEERRXT B AR U, M
T REHERRXT o b R BUR, 1R 5 5= kB J IV
@HIV-1 g &0 ST 2R IEM, HIV-1
TR R R, WA BhR ki i 2 AR
GBI AE R F [R— A 452 4k 4 CCRS B R M FE T
P, B EETFRFHIERTA S0 £ @
BB AN o F VIR B ), RIC R KR BIMEH
EEARIRIE 2. SEH. Hik, BEMAAMIRER
HIV-1 5 & HFE RN S/, RUEHS AHH )
S eE X9 8 A TR UL T IR FEIF, o sk )
Fl. e REEN G AN E ORI, AR
9 55 B B B KPR, o ok 30 4 52 A A ) 77
M SRR P, BRA 298 2 R0k HIV WRIT T
f]. DAk, SHUHIV-1 294008, 75 B S e xs
F P RIERHIIEIER . B2, BEEATX HIV-1 4
ZHRRFE—BRA, ARERHEA R HIV-1
HEIFIEEE, A AIDS RIFTEH TR L.
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