I — HIV PRSI 7 7 52 2006. 8 i

Seminar:-HIV/AIDS epidemiology, pathogenesis, prevention,and treatment
The Lancet, vol 368, August 5, 2006 3 Viviana Simon © (New York X)

1. HIV R

1946 FLIRTIC HIV 2806 b MOEG Lz L Bbh b,

1959 |2 HIV 4915,

1966 / /L7 = — DY E 7Y immunodeficiency & 2,

1979 A FTh AR —HJE,

1981 7 A O THINAH O 4,

1982 T N EJEAE 2 AIDS &,

1983 retrovirus HIV 237§,

1984 HIV-1 #iff7 A2 I (ELISA) Bi%. HIV-1 O&I=FBLHIAEA

1986 Mz i d CD4 75 B — /L A @ primary receptor CH 5 Z L N oo T,

1986 HIV-2 325,

1987 Zidovudine 23 #)DHE & L THGE,

1989 HEFANMIMERR HIF

1995 protease inhibitor &8,

1996 coreceptor, CXCR4 & CCR5 .

1997 PFHMREGLZE Z L7- resting Teell BNEMICHZY E—LAD Y P —r—
L7 D T & HNVHEIB,

1998 HAART(highly active antiretroviral treatment)|Z & ¥ BIAGIZ AR
PO R,

1999 b7 A U 1 THFAED HIV O 5 5 14-20% M IEATE, HIV-1 OFLJH AT
VNV —D retrovirus THDH T ENpoTo,

2002 APOBEC3G AWK O IR 1T 2 Z & H3MifH,

2005 HIV (Z 4000 77 ANLL E2SFER L 2500 75/\7§§ﬂ"C‘LC§Eto

2006 fixed dose triple combination(Atripla) 23 &G,

2. HIV 4T

HIER T 3860 5 A (3840—4600) 7 HIV ICHEMA L TH Y 2500 5 AHEEIC
FEL L7z, 2005 FF720F T 410 F ANOFFRAENH D 280 ST AN L, HIV &y
D 85% M EMEFIERGL, b NTURDT 7 U IR Filsy 77V ﬁ%ﬁw% (&
WZHIA—my X, FRT T HETVT) TIE 3 5D 1 BNEYTERIC




5D HIV &Y E D 42% Y ~F LU O HIV &Y E O T0%LL E3 et Th 5,
HIV EYE D 44550 18 25 UL F THh 0 | EEM Mo R IIEERN D
3END 6 (BWKMITFELEOBME LTV 745720 2),

PANZLREOT 7 U 5Tl HIV (ZBFRAIE 2 TW 2 0N AENEE F 7213
LTCWatk (Fover, o=7, r=7, I—F, VU r¥% 71LxT}
Ty, VT x) bbb, HRTIEox 0 Ly (EITEo2 k., 2K
— L RO E?), BV AENZ N E R LT < HIV E&YRW)
H g B — L 2 &I, HIV DS OMEGYEIZEE L T\ 5 & HIV IZ
G Lo < AU HIV YR B I OBFE T Va ERIDRK E S b,

HIV-1 E—= VR Z 35D 7 )—7 (M,N,0 7 )V —"7) (2500 M 7 )L—T 73 A
AL THD, 2O M Z—TIIHEIZ9 DD subtype(Al,A2,B,C,D,K,F1,H,G)
Wiz @ 9 5 subtype C bV, HIV-I M 7 v—13F X0 2—0
HIV T& 5 SIV cpz FRIZ KA, Ba 08272 54850 HIV-1virus |ZEG 3
% L #7272 recombinant virus (ZAT %, HIV-1 DR 5 X A 7 O BEHRGY
T HIV 13 X v 20#IZ AIDS 1279 5,

3. HIV OHE

HIV-1IXBE 7P A XA 10kb /N EWZH 230D BT b hOREE 7= < AITH
WL <o THIRENIZET %, HIV #F%813 3512 subtype B & H/L D SIV TiToi
TW5, £9 HIV- 1135 EMaCBmmF A —T %2 525 2 &7 HilamIiciR
A%, HIV £ HIZ gpl20 & gpdl DREEHD ANA 7 B3RO TV D 25 gpl20
IZ CD4+ Y 7% —1Zf % L, & 51T coreceptor @ CCR5, CXCR4 &KL B
— )L ZAFKMEIZI (pore formation) AHKE, B MINIZE—/LZAD a7 B EA
SNd,

WIZE— /LA B NROMIREREE (reverse transscriptase) 12K YD RNA (X
DNA [ZHRB SN D, ZOWEEHFREROREEIIHE Y R RVWOTI O, £H
BRbELE STV, Z® DNA (B —/L A O protein integrase & 153 DNA
EEBERICEVIEED DNA OFIZHAIAEN S, Integrase binding host
factor(LEDGF/p75 : lens epithelium-derived growth factor)’ = ML A IA I %
By, < LTe— v AEAMBAHIYT S, =V AEBIFMaET <2
B LZ 25 vesicle IZTEN T~ L Kl S35, Vesicle (21378 F
OFPAFBIDME H &5 05 B — L R 1315 AR O K e & Fi o,




PV OFEERTIIED HR A LTz virus IO lamina propria @ T U > 73EkK|
~7nr 77— dendritic cell IZAY | HHDOEEIT/ITY 3 EiTH I 0 i
RISV A kg, R, BT R IEIE SR M) viremia OB — 27 Z—F L
TR 5, BEEWIHNIT virus O Z A S I — 72038 MEIC 70 D LS8k T 5,
RIS ) o 1D CD4+T cell 23835, HLE—/L A 1B Tl CD4
BIXEFLLTHHEE Y 3o CD4 1B LI=EETH S, CDA T cell D
D3 HIV-1 D RKOF T ) AIDS ~E T L T\ <,

HIV-1 (2 LiZ< W27 /L—7 (long-term non-progressors, highly exposed

persistently seronegative groups) 23&% D AF RIS S 472, Coreceptor
@ CCR5 A H L 7= truncated CCR5 version(CCR A 32) TIdfiAtE T3 b - <
W TH5H, it APOBEC3G/3F & TRIMS5 o IZFNEMIIHIK-ThH D Z &3
D30 T2, Hli & T2 CD4 Teell TOE—/L 2 DG~ 1~ 7 1% APOBEC3G
2%,

4. 5%,

HIV-1 HifA7 A ME 20 3 TTE 5, Lo VBRI OPUAN 72 ST
WP, 18 » AR OFLIE (FEROTUAER ) TITRMEICR2 50 TEZE L —
VA BT D L, Staging D4, CD4+cell $i & B — /L AEENDNET
b, E—NAEETHRIEL AT LOEERN 30D CD4+cell L THRE AL
DREENDND,

PLE— L 23T HIV-1 2R CETEREICOTEDIRENPLETH 5, FDA T
a7 21 OIED H L 20 I3 reverse transscriptase 7> protease ZAER) & L7
H D TH 5, Enfuvirtide DA virus OFfE~D entry ZPHIET 25 H D (gp4l
R —=Fy b LE—/LZADOHE D fusion ZBHIE),

Reverse transscriptase FHEHIT 11 H Y £ 9 5 nucleoside analogue (213,

7 f&. Abcavir,Didanosine, Emtricitabine,Lamivudine,Stavudine,Zalcitabine,

Zidovudine 73% Y . nucleotide analogue (Zid 1 ff Tenofovir, non-nucleoside
analogue (213 3 i, Delaviridine,Efavirenz,Navirapine 73% 5,

Protease [HE 3K (21X Fos-Amprenavir,Atazanavir,Darunavir,Indinavir,
Nelfinavir,Ritonavir,Saquinavir,Tripanavir,Lopinavir/ritonavir 3% 5, 72%
Darunavir I% 2006 4 6 H IZ7K38 & 1L protease inhibitor ~® &5z PEIXFHV A
LE— A A NF RN TWD,



BRI 3 HEU FOEKOHAGDLDERIMLETH D, 44l (Fixed-dose
combination tablets) D¥EFEIZ LV H 4 OFEFIENIY . IO EWIEKIZ L
D—H1, 2EBIONRTETL X 5278 -72, 2006 4 6 HIZ 3 FO LA (Atripla)
DIFETE ST,

AHNCIL 5 FEEE,

Epzicom(Abacavir/Lamivudine), Combivir(Zidovudine/lamibudine),

Truvada(Tenofovir/emtricitabine),
Trizavir(Abacavir/lamivudine/zidovudine),
Atripla(Tenofovir/emtricitabine/efavirenz) 2% 5%,

HIV B —/L 2 DGR L EH T Y reverse transscriptase DFEEITHELS . 72
virus [Al4 recombine 9 57-%(Z HIV E— /L 2ADEEMENAET H, 0D
HAART (highly active antiretroviral treatment) IFEHMNTH D, o ET
X HAART (2 LY HIV OREESR FECRIIIE L HIV (ZI8E [ fE 2B EE R
(27 o7z, SEAEIEROHIL (AIDS), CD4+7% 200/l A TIZ/e o7z & & iF
A & 2 CIR BB AR~ & T2V AEIR T4 0 CD4+{A . #2103 350/ 11 iz
TIBREIRO DN E I MTFERDO LN E Z A CGEOREWEH. =2 A F~) ThD,

HEETIZTHAART X2 R b, DT A B AR ENBITHOI TR,
SEE[ETIX HIV @ 20%IZFEAIT M Td 5, RGP ot e —/1 A
TRRIIRD B 72 DN ERAN MR 2 VE D, Nevirapine % 1 [0[#5 S 7= BEBL O -5
IZ non-nucleoside reverse transscriptase inhibitor MHMEIZ 72 ¥ £EFL TR YL
T2, HIV ZRATEET DD TATHANLEE LV, HIV-1 BEORN G EE
NTEROTFRIZONWTIET =2 n0 e L<bhbry, BEMICEY AFT5
memory T lymphocytes (ZE—/L ZAD ) F— R—|Z 72 5,

AYEMOBETHN MR CROEETH S, B, LMD condom O TFFh%)
RITFEH &L Cu %, ABC approach (abstinence, be faithful, condom use: %%
B, EMELS, v F=AF) 2@ ond,
BT OEFL (circumcision) X HIV PREZHENRH VT 7 U 1 TIXZE DO TE%h
BT 60%I2 b LT-, BIEDYED foreskin (213 apocrine i#23&% ¥ lysozyme %
43 usd 5 )3 Langerhans cell 75 CD4 =3 L HIV virus %7 — Rz 5 & &1L
. T 7V H, =7, U TERLO phase T study 2347 L T\ 5,
HSV-2(herpes simplex virug)<Cf2ii > V& U 3£ A MR
B2 & HIVIEGED Y A7 1 3mE 5, 1o T, BEDRGED = > | o —/vid HIV
FBEZ D5,




AL P BERCY: T35 0 BT 7 /v (microbicides) 1 1992 A7 5 85 1 i AX;

(surfactant) nonoxynol-9 23 H =41,2004 5 2 #4X (polymer) ,2006 4
% 3 {f% (antiretroviral : Tenofovir) ,2007 4% 4 14X, (coreceptor blocker)
E R DML ZEORO BWEER 2N L Th D,

U 7 F L DHURD LMD D EEFEAL SN TV, AT 7 F i3k 4a
PICRIED DD, LLTY 7 FrOfBkB—F&BfF SN T\ 5D,

Z2EHA b
1. &% : UNAIDS : http://www.unaids.org/en/HIV_data/default.asp
2. HETEIEME
Centers for Disease Control and Prevention
3. HIV-1 Wi
Stanford University HIV Drug Resistance Database

International Aids Society-USA

4. Microbicide:
Allance for Microbicide Development
http://www.microbicide.org
HIV Prevention Trials Network
5. Vaccine

International AIDS Vaccine Initiative

http://www.lavi.org

FEo

1. 1998 4F L v Je#[E TiX HAART (highly active antiretroviral treatment)
2 &0 HIV AR T ROBIRRBGED - b IR Al RE /R B PERE BT 722
-7z,

. 2005 4EBIFE, 4000 75 AA HIV IZFEE L TEY 2500 5 AMBEEICAEL,

. 85%I X R TH 5,

. BEMLMEDORYLRITEER BED 35016 65 ThH D,

. HIV DA OVERYE GHE, DoV H, ~_A hY o) R) (Dl
LT &, HIVICRE LT,

O k= W N


http://www.microbicide.org/
http://www.iavi.org/

10.

11.
12.
13.
14.

. HIVIZ M 7 /v—7® subtype C Bixb %\, BipDH XA T OEMEKYLT

HIV 13 X 0 232 AIDS ([2H#173 5,

. CD4Tcell DY HIV-1 O KO R T AIDS (CD4<200/ 11 1235~ 7=

fr. HIV 2 AIDS 2\ 9) ~#EfT74 5,

. FDA THGR I/ —/ 23T 21 H Y | reverse transscriptase [H. 23K

23 11 &, protease PLEZLA 9 i, B —/L 2 DOMME~D entry PHIEEK)S 1 fE

LRI 3 FE L OO MRS bW L% T HAART (highly active

antiretroviral treatment) &\>9, 2006 46 HIZ 3FDOEH| (Atripla)
MIETE S T,

FRIREIR 23 & 1 CD4<200 72 b BRI 2 B9 525, ZLLETNEV 2R
WA BRI D NTER L,

HIV IR TR 2D TATIICTRETH D,
#FALIX HIV PRI RITH 5,
ALY, B 6 OIEG T8O a7 /v (microbicides) 723BH¥E S Tu 5,
HIV U7 F B3ROSO -0 SNTR,



