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(1) HIV OEFEY 1 7L

PUHIV {5836 % BURS 2 (213 HIV ORGEH £ 7 v o g V
PMBVENH L. 9 HIVAFIZMEERO CD4 % L
7y —& LCHBNICEAT S, CD4 LIS, #HilhL
vt 7y - LTrEIASA LT — (CXCR4 : CXC
chemokine receptor 4 & CCR5 : C-C chemokine receptor
5) bIEAICEEAKEE RS Y, T EYMIIE CD4
GHET ) vk ~ru 7y —=UThbL. HMBHAIEA
L7z A )V AHK® RNA X, HIV HHOSiEEERIZ L
) DNA IZHRE S b, #ilnE S 472 DNA (S gsie
OFWNTHIVEHDA ¥ 7277 —XI2X > Thigd DNA 12
FAATNL, WE-FREETHEE Y 237 DS N,
RBICZOBEESY Xy HPHIVEEO 70T T —¥ (¥
YR fRERESR) A2 X DY S T HIV OREN & > %
IR T H. RNA &7 VI PEGbE8oTI 4 VAR
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R U IR GeAa i 2 & 1355 2 & 12 X 0 #r7- 7% HIV kL
FH S NG, BiEEEORAM AR 1 IR

HIV OHFE A 7 )V % Pl & & 2 3HNL 3 X Cht HIV
TER %O Z L2 578, IEFMIEOIEIZVWHAD AT v
7 (5 - fRR ) CEEE L2 ZHEFNIEEEE LT
T2 L3 TE R\, AR 1 7 vipT, fHE
LCHIEE oMM LB r 52 hwA Ty T
LT, OHIVHEFELMBEEmML LTy —LOia - K
A, @R EEEFIC X 5 RNA 75 DNA N0 iz 5
@A v 77T =X & 2 WG EY OFE T DNA ~NOH A
N, @707 T7—XIZLHUW, BB FoNE. §TIC
EINENDOAT v TR IHET 2HANER LS N, FZIF
OoORATy 7HMETLHEF L LEHIL LT ¥ —
CCR5 DHEHIDH D, @D AT v 7% HES L5 R
FRHEFNL, EHICX 7 LAY FREFEXZ LAY RIS
K END. A ERLS NP0 HIV HHEIE X 7 L
T ¥ NG RN EE T (AR TORIL 1987 4),
KT TaT 7 —BHEE X7 L4y FREEGER
HEIENHIE SN/ [ 777 —FYHESEK L CCRb
EIPROHT L SN, HARTORERHIzENZN
2008 4 & 2009 £ T 5.

(2) XU LAY RRUEGEEEFHEE : NRTI

RANZFERLSNBHIVIEREETH ), RO 3
o DOKMEEE RWTBfix 7 LAY RThbH. MINT
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pazsEEs RNA

@R ALF-HIVEF

0) ]

1 HIV OEFEH 1 7L

) UERALEERIC L D ) YA S L, EERITH S X
JUFF FRE R L, CNPHEEERHRICE DHEL2D
&% HIV O DNA S§NICIEHE DO X 7 L4+ F Fofb 12
HIAFEND D, TLRIED 3G DKEEREE R AT W5 720,
WICHEBTREX 7 LA F FOHEETERLRY, 714
ADNAFZZNLDIMET AL ENRNTE W, AZT 2L

LR oA A %R 2 1073 2. 2013 48 10 H BT
Y F 7Y v (Zidovudine: AZT (ZDV) , L b E ¥ L ®),

Z 2 7Y (Lamivudine: 3TC, =¥ YLV ®), =)L 7Y
~ (sanilvudine: d4T, £V v » ®), ¥ %/ > ~ (Didanosine:
ddl, ¥ 7 4 7 v 7 A ®), T34 YN (Abacavir: ABC, ¥
4 7Y 2 r®), T/ & E ) (Tenofovir disoproxil
fumarate. TDF, €V 7 — F®), = A +Y ¥ ¥ ¥~
(Emtricitabine: FTC, A )Y ®), O 7HI2SENIZE
wfﬁ%éhfwé.it,?FTVy/iiTVymﬁ
] (AZT/3TC; 2 EEWV®), TNHEL, FITI
03/\%1 (ABC/3TC; =7 Y aA®), 7/ KEN/TA}
)2y ¥ roa#Hl (TDF/FTC, Y Vg ®) bAGEE
Twa, BEE, FZEHO R WRY) &# % v 5 07
—MWTH D, 722U AZT & ddT 1k, RS hs R
T IV RRHED & % ) BRIRR)RDS B 72O LTl
2HRW,
WEOI T2 R 7 DNAAKZ$HY9 25 DNA K1)
AT =¥y, NRTIZ#HEEL L TR ALBEHAZFHFOD

T, 3TV TOMBSEEINLI ELRH LY
NRTI O30 2 BIWEH T & 2 Bl KR migEE (LY
ML) 13, I Pav FYTHEECLILZLDEEZELIOND.

() FEX VLAY FREGEEZMHEER : NNRTI

HARFICHAET 2 WER AL Ew oz, Fileld
R B AN = AL THEEHEREGEELZFHFOL DN D
L. At EECEREE ICLEE2H ), —iE L TIEX
LAY FRUEEEERIER - NNRTI & X Tw 5
RAMOIEHNI X 7 Lk ¥ FNOERGKE LT, s
BROWEER LORBISHEAE L TTHAT ) v 7 IR
A HET L L) Wl H 5. 2013 4F 10 H BITE,
VY5 (Nevirapine: NVP ¥ 532 —2®), =77
YL v (Efavirenz: EFV, A hv 27 1) > ®), = hF L)
> (Etravirine : ETR, 1 v 7L v A ®), YV »
(Rilpivirine : RPV, =Y 25~ b ®) DO AFIHPEKBAENT
w5, NVP EFV DOALFREE IR T 278, WG R
AT HEMITIFZIZEETH L. D70 NVP IZxf L Tt
14 % AT Lf_ HIViE, EFVICx L THRAMEERT S
L% Y. —J5, ETRIZBEAE© NNRTI kﬁﬂﬂﬁ‘]‘iﬁ“’}‘
2\, ZHLIE ETR P flexibility 2 5 L TWw 5 728
HIV-1 O GRS I E AT TR & L, %@{'Slé’i’ﬁﬂi
T520THLEENTVEY, RLFLIBIESAL
RPV 3, EFV % NVP & O LMEIE A 7 v,
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AZT-DP AZT-TP
o [¢]
CH, CHy
HN ] HN i
o)\n o)\n

X2 AZT OER#RFE (CCik3) = —ici%)

NNRTI ® # T NVP, EFV, ETR 3#EMHAHERE TH %
CYP3A4 4 5. to THHEOMPREZET (b
LLIEEA) SHEHDT, HEZET 2.

(4) 7OF7—tEHEZEH: PI

HIV OFREY v 87 1%, FTHEEY 87 L LTHEE
Eh, HIVEHO 7077 — ¥ & o THEDOHAMTY)
WrenCid Lo THETH#IET 2. 7Tu7 7 —YHEH :
PIix, 7077 — Y ORBEREMEIMLICHE L LGtz
WEEED, ZOMEY A NV ATERI E NS, &GN
%4¢ 9. 20134810 H B A, Y ¥ J ¥ )L (Saquinavir:
SQV, 1 v ¥5—¥ ®), 4 ¥+l (Indinavir; IDV, 7
JFI N ®), #7414 F )L (Nelfinavir, NFV, ¥ 5 +
7r®), n¥Frri Y ~F ELAEFH (Lopinavir/
Ritonavir: LPV/r, 7L + J ®), 7 # % F ¥ )L (Atazanavir.
ATV, LA T % vY ®), xA7 » 7L F ¥ (Fosamprenavir:
FPV, L7 ¥ % 7 ®), #NF ¥ (Darunavir : DRV,
TNVIRAE ®,T)IAYFA—7 ®),) hJ )L (Ritonavir:
rty, / —E7 ®)DHIVKBINT WS, PLIZF Mo —
AP0 # HET L X 24D, ZOIRRNRE L L5 T
TEIZCYP3AA THAH. PLOHF T b i < CYP3A % fHE
TLMEFEOHA I rtv TH D, E4 PI oL
APV 23 7.7 R[], LPV A35 ~ 6 Wi, ATV 287 ERf & 44
W7z, rtv D57 CYP3A4 FHEMER % FIH L s i

BELXHEOZ LT, —H—REIGE2WELELTVS
(boosted PI)? (Rtv I3 HL HIV 3 & L CHAS SN /=25, %
o HIV #1813 55 200 > 72726, BIFEIL PI O i iE %
FAXELIHWTHA SN TNS). F72, CYP3A4 134
FNoaFU—, v AUNAT Y, TV EY, A
W< B Y, DTENRLLRESL L OER ORI
M53%. PLafHALEA, s ot S
BEDS AT AW EESEA D B DT, BEALL EEED, B
HOMHL T2 T RCOFEFZIRL 21 1UT 7% 6 %\,

(5) €41>5795—EHEHER: INSTI

HIV A > 777 —€IZHIV#EZEFIZT—-RREhizo A
WAV ELREEETH Y, 1 777 —EHEFS,
ZOBEOMBEENEHET2Y. 4 V7 I —¥IZHIV
DB R pE e WEEO—DTH Y, HIV #(nT Wi
T ARARIEOIG & L CTEMWLALE T % 3 T ut v
2V TiE M L AGARBERIEED, DL b 2 OoDEEE
WS 5L SN TWDE Y. 20134 10 HHAE, TV 77
J ¥V (Raltegravir: RAL, 7T/t FL A ®) LT ¥
7 77 ¥V (Elvitegravir : EVG) 23A&A R &N Tw 5.
RAL IEF b 70— 24 P450 12 & ) G2 20 A i) fe i 134
{ (nvitro), FIZUDP- 7 Vv ) Y )V T VAT 2T —
¥ (UGT) 1ALIC X WRRE %235 (n vitro, in vivo) 0.
PI % NNRTT & 13574 ) WM B EH OMEI P 2w &
WRAL DR ELFFHTH 5.
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3
10 CCR5fEM 14 L 500
102 HAILR
1
8 CD4 TH#ile Lo
0. 1 0. 2 0. 3// 1 2 3 4 5 6 T
BRI BEH
X3 CCR5 5LV CXCR4 FBEMEY 1 IV ADENEE (EBRETRAL 54 OHEF) Uk 15) 7 —HZ)

IIVE T 7T L, G REREESED TDF-FTC &,
IVET 7LV REEY A SE@xxdoaL
v A% v b (Cobicistat: COBI) & dD&#HI& LTHRTESIN
72 (AZ V¥V F®). PIBLXUNNRTI # &4t HIV G
AL OHEEERT, BRAIRIIE S R EATRENT
Wp U= g oK OEKITHY, 1H1E 15D
HWIRT LWL HIV EFEE L LTI AR T THRB SN
ToHANITH D,

(6) CCRSs BRZEHI

HIV 2SI ICB AT A2BICHHT 2/ L 75—
CCrENAv=%1K5 (CCRS) #MHETLHEATH 5.
HIV 75 CD4 BB ICE AT 50, 9 HIV N1 —
THEEEH D gpl20 2 CD4 EFEAT B, Few T, gpl20-
CD4 A A CD4 B MEAIIE DA EIE F12 %5&%7%w
4> L+t 7% —0CCRS % 7213 CXCRA | BIRBIIZ /A
%hkioTHWI/AD*7%§E@ng®ﬁE%ﬁ
SRy, FofEg, HIVI ~Na—7 & CD4 M
DAL SRA L, HIV NZEW2S CD4 By Efifg s 2 A5
%2 HIVAHBL 7% — & LTCXCRA 2T 57,
CCRS i3 5% ihsd 5 Did gpl20 @ V3 s & 1L
NLEGTHLH FEIILE L BV HEOHML 75 —
AR5 HIV O FFET S, Sz 'R Y AL A
EIES). SRIAGIZIE RS 7 A )V A DSRG0S KA
TEMTHL. LrL, BLZE50%DEHE TIIEEEK
FfESTHE XA TAWVAHNHB LR 71 VA% SERT
% (E3) ™. wA NV AOIEME (tropism) DZEALIZHERE

DFEATEFRLTWE EEZLNTWA

CCR5 FHE X CCRE WZ#IRIMISHE & L TE O LR i
AL S, gpl20-CD4 Ak & CCRS DA % HE T
% Z LT, CCR5 1B HIV OMIBER~NDERE A% [HET 5.
2013 4£ 10 H#HAE, w7 ¥ 12 (MaravirocMVC, ¥ — T
Lty R ®) AEREENTWDS, MVC id CXCR4 F517)
4B & U° CCR5/CXCR4 ZHE g4 HIV oMl N~ &
AIHELZ WO TO  BEHEOFEOY L)L 2D E
A L7729 2 CTHHAT 20LEN D 5.

(7) IMHIV AEZEOFERRE

2013 4 10 H O CH AR THEGE SN T\ 5 $t HIV 38
DORFNT 20 FEFLL LB 2, BIER OREZR & 5 4E
FHFVHEHI LT RnwbDbvH 5, B, HINS
HEOESWELZILHIVEREZRLIIRT. Ihb0ht
ANV AHEE 3FK] (ML) #MAadbe AT AL Mo
7 A4 )V A (ART : Antiretroviral therapy) ASEHERT

. 1AID LE 2R TORBIEMADPEREET, I
I ANAZRHIEL7-0To TE R b v, #lEe s
R 2 LHBEHBES LR LEZFTH DL, PLHIVHED
T HIV 28T 2R L D 38k 2 [F—FF v
71, F—FT7v7EHRELYAINVAEIRIEE mD L%
HELOHEHNE [Ny 2 K= ] LIERD, FNEhO5
FICE L TR ERII V. BHEL Ny 7 R—-r%
NRTI2HIE L, ¥F—FF v 7% 154l (PI x7—-2%—
ELTrtv 20EH) &3 5MAEDEN RN THDL. L
L, GBI ERSE AT 2RI ND,
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F1 EEHHIVE

CRIDY LrEE L
) P 3TC IEENL ——— .
7’"\_’3 vid, i‘jJt:‘}l« ABC ﬂ'fr 7’)‘1? %iﬁffz T%ﬁ'?;fg?
T/RE L TDF EV7—k
ILR)SREY FTC TLkYsN
II7ELYY EFV Abwo)> WELEREREZEETD
JILEEYY RPV ITasuk (FEXRULAER)
AEFEIL LPV ALRS
TEYFEIL ATV LATBRYY Jo5F7—+
};77 RR7UILFE L FPV LoyLr #EETH
FILFEIIL DRV T R4
JITITIENL RAL 7/{‘&/‘}4/% AT St
ILEFHSEL EVG ASUEILE EHEETS

(TDF, FTC, COBIED & H)

5¥1)AZTE3TC, ABCE3TC, TDFEFTCIZIFFNEFNEFINEET S,
$2) 07T 7—EREEBRICE, UM EIL (V) ENST—RE—EMAZTHFEEEZSHIREHE
N—RITHS, AEFEILIZIX, TTIZUMFELEESFELE-RBINEET S,

x2 YEEEE L CRRIANEH HIV EZEO#EEE (CHL17) L 0)

AW, BIND1 DT DBATHASHES
AR (F—F5v9) Bi#E (/\woR—2)
NNRTIAPI (rtv—boosted) A INSTI NRTI 2%l
NNRTI | EFV TDF/FTC
HE |PI ATV+rty ABC/3TC
g—g— DRV+rtv JE1) MAHIV RNAZEAN10F3E —/ml
et TRAL (BIDY f—ﬁ; ii;%f{aufmwmé;L)a§<
e PI LPV/r (QDZE7=1ZBID) - ggﬁ) Q%Qécfisj'ﬁiﬁéﬁﬁw
5 FPV-+rtv (QDF1=(3BID) EAE T i RS
NNRTI |RPV(QD) ¥%5,
© WFMRTIL. LPV/r(BID) + AZT/3TC AR Eh B

ERIDOBINEIRI1ZSHE, +rtv: DPEDRTVEGHAH. /rtv: LEvESTEH,
BID;1 H2[EIN AR, QD;1H1EIAAR, BIDEREEL TLVEWLEDIXAD,

IEFEHRAN O 72 A G DLEONENBD SN2 T YIRS A [HEERE L L GRIRT R E P HIV oM
L, D& B ENELT AR D B, IO KM HEbr] 2R EREOMAE DI 2 BB
R BRIRAER 2 &0 5, BIRERICRIRNGE & L CHESE S Fan, R -2l BEMLEOo T ANL DY
B H#lA A bEId [NRTI 2 % +NNRTI 1 %1 ), [NRTI 2 #| WeZe [HESERRE) & s s [HBRE] L0725,
+ /PO rtv & B L7z PI1#A] ), INRTI 2] + INSTI 1 1] KRIHBEINDIHAEDEDOA A=V ERT . Wk
DWTNPTHL. R2IEFEMBAIIERDO T A KT A TAHEEXBIL, F/TIXIH 28, ATHLIH48ETH 5.
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K3 YEAEHBEREDA XA -2 (Hk17) £0)

(VA NVA 25634 2%,

MABDE | gy | sqtvy |am| Tomm
EFV + TDF/FTC 1 [#ese | 2 | 30
EFV + ABC/3TC 1 | #IBAEL | 2 3@
ATVrtv+TDF/FTC | 1 | &E® | 4 |ff [
ATV rtv + ABC/3TC | 1 BE% | 4 "‘( g
DRV rtv + TDF/FTC | 1 BE% | 4 g 3( 3
RAL + FTC/TDF 2 |wmue| 3 @[

%£4 RAL & DRV/r DEFIMMHETE

(EFNOBIIR1ZSER)

A% T F — FRFEA T — 7 N— 2 (http://hivdb.stanford.edu/) % 3 & IZAERL

TS/ BEREM
o7ro—tsm | AL

L74M
E92Q
T97A
E138AK
G140AS
Y143H
Y143RC
Q148HKR
N155H

(8) ZEAIMMEY 1 IV X DFEIRE

PUHIV {31 100% Ok e HIES 2 LA EETH
. b L, PLHIVED 80 ~90% L A»WARTE 3, 1
DHEWIRENHW ~ 7 7% V- 72846, 74 )V AOH
FHASE X, MY AW ABHBLS 50 A7 SEEINT 5.
HIV O ¥R GRS mE OFEN K, ol tay

ANVADIT T —=FER LD &#) 10 ~ 100 L E b Ewv 7z
OTHAH. FEROENEITOT 2 /Ex BRPELDEE
DREEDIMMEZE 725 T OPIETFEFN T LT8R L. flL L

TI/BREEREAL
(ns7—psEs |PRV/Y

147V
150V
154ML
L76V
184V

- = Em

RS R A
R
fittEZ B 5

T, ¥—FKJ v 7 TdhbRAL & DRV/ r OFEHIET 3
/@WE%§4 SETY. Zhck s e RAL TlE—O®

S/VBRERTEHENEZLZLTHDO0H 25N

(Y143RC ), DRV/r Tld—o07 I /VBREETIEE
EHEEE L2 09 h 5. DRV/rTiE, 73 /8
BEIS2 OU EER L 2w SRRSO X9 2
BaEAECIZ WS s PENE. — N2, HEEREKIC
BT 2 WEMEE D725 TDICLELRT IV BRERDY
% genetic barrier ¥ &I 3 4. RAL IZ genetic barrier A%
HIFEHEL

%<, DRV/rid@EWwEE 2 5. HHEHD
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BHFTO |
HIVHNE H 7°F
(DMILRET=
#logTHRED)

2log—

1log—

T
1

T T
2 3

T
4
BEREABICERKLSD) B EMEDOERICKHER

TI/BEEDHEH)

4 HBIBREZEO HIV IME]H & genetic barrier (CCHL 19) % —HRaZ)

genetic barrier & H.¥|To HIV #HIZ0 542 R 5 127533 19,
EINOTHYE™ A )V A QSR ZBEIME IS 0, A7
BreEmrge TEN CHATY % HIV #5171 B X OSEHIm 1
FROBIaER & G L OB 258 BECIT o 72
AL D &, 2003451 H~ 2008 4F 12 R o M2 &
N7 KGR 2573 Bl O FEFI 1428 ARG =1L 6 4145
BETI%THDHH, HAIHMEN %R L Twz 2 3§
#loo 2z 5 AR Tlx, NRTIF#EDT55 % &b %<, kv
T NNRTT B4# A 0.8 %, PIPBYEAS 25 % Th - 72 Mk
TANVAOEEB X OEIEE [ C72o121%, 100% DMk
AR OND &) FEHLRRICHEET AL, BEICN
RAKBEOEEMZ L CHMLTHHH) 2 &, Z L TE~
DG CTDI TR BEETHIEVRUTH 5.

(9) HLHIVBEEICLD FROXELSEDEE

ILAE OB HIV IR E IR O ENRIEH L L 2w o T,
CDA MR 72N TV T 4 B RINICHEREE T 5
DN RE RMETH 5. FAEGEHICSR L CRINAE
RBIGT 5 2 L DT HROWFEICO RN L. YR IEH O
R TIUEY A VAR % D TSI LT 2 2 &8
THETH L. TPV HIV RREE O T 5arid k& <
HEFE L7z SGHEE S TR T 7)) I ORI T D,
GBI R L 72 2003 4 LAREIC HIV &G O3 4 id
LN3FEERE LD (92— 605m) 2. LaL, H
RoH HIV #TIEN2 S HIV 28535 2 L I3 TE ¢
TIF—EEFE AR L 2T R 54w, HERTE 2 VWE

WDO—21%, EGHROMD TR GEHIZ HIVAI 2 E) —
THIF 72 & DB %E L 72 BB IR &S (latent
infection) 5729 Th % 22 HIV reservoirs & M3
5 N EDBREGANEE &0 X ) ITHEFE L T 38
HEDORERBELE o T0D. ik, ERZE6»HUNE
V) BHIZ ART % B%6 3 % & HIV reservoir size %4
L7z &) #iEDH 5 2. HIV reservoir 2 &M & 3 5
7o IRIREE ORGSO B2, BUROEHIE T BHIA AR
HERDHLZETRERFLE D725 T HEMEAVRIZ S L
TWa,
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Anti-HIV drugs are fall into the following 5 categories. nucleoside/nucleotide reverse
transcriptase inhibitors (NRTIs), non-nucleoside reverse transcriptase inhibitors (NNRTIs), protease
inhibitors (PIs), integrase strand transfer inhibitors (INSTIs), and C-C chemokine receptor type 5
(CCRD) inhibitors. An appropriate combination of anti-HIV drugs, which is called ART (anti-retroviral
therapy), can suppress HIV replication for prolonged periods. Since many anti-HIV drugs with
relatively few side effects as well as high-potency have been developed recently, early initiation of
ART is recommended regardless of the patients’ CD4™ T-cell counts. However, ART does not lead to
eradication or cure of HIV because of latent infection. Interruption of ART leads to a rapid rebound of
viremia, necessitating life-long treatment. Thus, strategies to eradicate HIV from latently infected
cells are urgently needed.
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