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[Abstract] Acquired immune deficiency syndrome (AIDS) is a global epidemic infectious disease caused by infection of human immunodeficiency

virus (HIV). Antiretroviral therapy (ART) has achieved significant clinical efficacy and success. However, due to the inability to completely eradicate

HIV virus, long-term antiviral therapy may be challenged by toxic and side effects of drugs, emergence of drug-resistant viruses, poor patients’

compliance, and inconvenience of daily oral administration. Since vaccines and cures are currently unavailable, there is a continuous demand for

new drugs and new strategies against AIDS with the rapid expansion of treatment population as well as significant prolongation of life expectancy

and treatment duration. Single-pill combinations, long-acting injectables, broadly neutralizing antibody-mediated immunotherapies, drugs with novel

mechanisms of action, and preventive vaccines will play key roles in breaking the bottleneck for prevention and control of AIDS. The advances in

antiretroviral therapy and drug development for AIDS have been reviewed in this paper.
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1 imH a7 REYHA
1.1 “KIMBPEST KILIKILIR

YU S BT ARSI TR A L BB A B
TR . Wl SOE A DG . A o D) K SR
H A BAs A% InIRAFSERY], HIV & 5
RIJFJ# ART, a] DU RApEE a0 2 6l YK CD4 4
MLTEH 7K PRI SR e e . B AR S AH DG
TR R AR SERBR R UERR B HIV FEYE R %
ART 7] LA/ Bt 1, A 880535 96%, X —HE &
FrR YT BIREE T Mo (b (FTC) /& 5
M iR e ( TDF ) X HIV B AR T R R A TR
FEAR HIV BRI A RORIAF] 92% 1,

T REMIGIRIIRZE A, A TA4141 (WHO )
TE 2015 AEAYFE R PR T 4 BOAYTARES ), B4
HIV [HPER# HEATHUW EEIR T 2016 4E 36 T AE S
AR5 (DHHS ) #24, it CD4 4iiffiit4ich 20,
A HIV &Y K00 585 BRI 1 ART U,
2015 AFEFREMEITRY (CLERIZITHRFE AR =) MIBILR
GBI T R, HEEXT CD4 40 iU BT 350~500
ARG CEBERYT” , XF CD4 4T T A
T 500 MRS E “HEIRYTT P 2016 4F 6 A, B
Bt AT O TR 8 300 e B PUR TR T AR
(RITE ) FRRIARG T “RBRIAYT” AR, H Xt
SR SR BRI RN R Y SO TR RRIR YT o

AT AN A [ A X 2655 . #h S Ry Sl &
JEAPA, FEASE I A [ G A AR RE 52 B 42 AT -
AN ] SR X AR E R — SR L TR T T S A i 220,
DHHS FRH SE e Im IR 2% 25 (EACS) f8mZEfel, ¥
k7 INSTIs &, PIs+2 NRTIs, EACS i34 7 —FhFIIc=H
M (rilpivirine, RPV ) /FTC/TDF J5 & ™, WHO % j&
TR R EZ YR n] Kk, etk
ZAJ59K Jy NNRTIs+2 NRTIs ', 2015 4EF% F 5 46
HEFZ IR LR ¥R T 75 588 NNRTI S FFEA8F (RTV, 7R
fETFR 1) S SR A A R IR (PUr) SChig T (RAL)
+2 NRTIs®,
1.2 EEFEKHHH

£ F B & J7 #l 7 (fixed-dose combination,
FDC) J& ¥ 2 Fh b 25 25 9 i e — A3l Al Bk
AIDS 835 F A H MR 2 0 K kB0t 2 i e Al 534 1%
M, 48w HOR 25 M U, 2007 —2017 4E (1] FDA 4t
HEME T 154750, AdE: 1) 2T NRTI 5 )5 il 51;
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2) JEF NNRTI (& il 3) HF PR Jiili);
4) JLF INSTI A 5l Hoh, W& w8 ninir 4
YA A . Al LAE R B — F5f (single tablet regimen,
STR) H FiAY7 9 FDC A5 74>, 435l j& Atripla[ 4K
4 F & (EFV) /FTC/TDF]. Complera ( RPV/FTC/
TDF ) . Stribild[ ###%7 (EVG ) /Cobicistat ( COBI)
/ETC/TDF], Triumeq[ £ # 4 5 (DTG) /B 2 K
(ABC) /i & K & (3TC) ]. Genvoya[EVG/COBI/
FTC/ % i i 5 3L $0 M e (TAF) 1. Odefsey (RPV/
FTC/TAF ) 1 2017 4F F it i H T 4ERHiG 97 i 25 20
4 K %I JULUCA (DTG/RPV ) , Stribild, Genvoya,
Triumeq A1 Complera J& DHHS #1 EACS # 1% i) — £k
Lk TIr%E, Atripla & WHO H#EFER — LMLk 7 %
1.3 EMBEETHE

HAT Ik, A DL ART —2 7 12 3
NS, 24 NRTIs /42, fm b 1 A3
2555 3 2454, W NNRTI, PI. INSTI & EI, 7
I RICBRRE FH Y, ANTR)E ALK ARG SR T I
FHIRIT . 29T KRk R 2 At 250
PEFER I 250 B3Ry T Rl 2 56 M I R AN
R — HAER R BN PR AIRIT T %, ELRIEIRIT AL
R B, RS S UALA T R 2
RIVERE, $2m 2500 5 PR R e, 0T 0 P 25 40
BT A R vk A RS 0 B S
UEAESR, B T Y7 RO % 4 M B AF BT S
BEATZIOINEL, PIEGIRYT T R RE AT R O 4l
TR E R,

W FRER T M T 2R TG AR A 47
£, PROGRESS R4 A 18 VLA / FIFEARTs (LPV/
r) + RAL (n=101) Hl LPV/r+TDF/FTC (n=105) 7f
—RIGTT R IR R I Ak T ARSI 83.2% il
84.8% A FEIRYT 48 NI AR RN 8, P AR
N R AEFAL, LPV/RAL 25416 A4 F =BT
7. BADAR %5 " R, sAPHRSE /FIFEARS (DRV/
r) +RAL (n=42) {ER—LZIG57 BI7 8500 T =8k
25404 DRV/i+TDF/FTC (n=43) , 43 H 62.5% Hi
83.7% I B HE 48 IR AR B 8. R0, 5 —1
KEEAIK S NEAT " 8 T RH A 455, DRV/r+RAL

(n=401) F1 DRV/r+TDF/FTC ( n=404) JAJ7 2 4E 5 1Y
JIBEN K 19% F115%, PRALIIAS BRI & Ak 32
1, DRV/r+RAL P24 &A% F =87k, 200
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R, FEREZR 0 A 3 I CD4 41 il A, DRV/
r+RAL 25414 FUA R, TR 25 5 i 24 1),

B T T —Zwia ABE, B WAE R WHER M
2y fai Ak ZE %t B A RAH IR B A M ) LR RRIR YT I P A7
P, EAHIH ATLAS-M 5 " A4 266 1 £ 3595 77
S HIV-1 BG4 82 2 B LR 55 /R0 5
( ATV/r) +3TC 8§, ATV/r +2 NRTIs J4JT 48 J&, 4%
A 89.5% M1 79.7% Z i #H Kl AN 295 8% . 7F KITE ff
gE R, 60 A ARAT R AN A HIV-1 J&R Y B
%% LPV/r+RAL G Y7 S 4k 82 5 Je 1 =25 )7 %, JRYT 48
JE G WLELAY ST 92% Fi1 88% (14 H 3 2 305 2 4 3 ol
PRAIA I B A e AN R ek, 4 21 AN RBEHLIR 5
(1 4 821 A2 HEAT ) meta 23047 U R, R EA
RN 2 & AR KR, — ST 2G4 A T S
ENBERZ A AROFHRREM, 2015 45 WHO 55
EVF LPV/r+RAL 2G4 A A “LIET T e r ™,
FDA 4t #E 7 DTG F1 RPV fy B3 — 5 5] Juluca, JH
F ORI ER I Y HIV-1 R F i 4eaayy . L
A1l K SWORD-1 #1 SWORD-2 ™" 7R, 1 024 il 3k
PR T E I A HIV-1 8e384 121 B 2 DTG/
RPV A s 4ERF 11 I 2500677, 48 AR Al b4
95% M B MRS AS 25 3E (HIV-1 RNA < 50 #D1
/mL) , DTG/RPV Wi A5 AL TAEG R =BT ik

TR I 253597 I Z T U BRI 30, 2@
IR, R R AR T i, SRS RO 2
Prinda, X AN — R e e sk 1%
1.4 K¥E5tssH

BE# ART eI PR F AR FAE, R B 45k
AR N — AT B BRYT R e B HATE HtEmy
2B H RS, B2 as e IR 2 53 1K,
ISR, R 25 IR AR K S B2 - 25 W R
259 - WM EAER, KA R AT 3k o ok 5
AIVE RN P= A Tt 2 75 . BRULZAh, MRZG A Mt
JUHEREL, EHZ T 24 H ART 5, P2 EE B
BITREST, AR 2/3 (B RES IR R A e 7
AN T B 90% MARZGAKEE B, i, R
WHO #%2 ART Fi T2 EEiHipy, SR, IR &
7N F T T H 09 FH 2R M AN KA, AR AR R 7
TRIREE (28%~98% ) P, M4 KokE e . 249l |
LR Z IR L L, #E S SRR AR T R 2
2y it 2 e S IR R, KRR R IR 25 A AR M B

PPS

TS HIV e & S0 fE i B R PR B0, 24
MREGAPEAS SR, 259 2 58 /K V-4 AS RE RS A7 253 il
HIV a0y i, TG 1 s 25900 28 A i ml et

F R 24 W s % 390 T A S A TR T RN T B
OB v PE, V5 R — Pl o m g P £ IR P 22 AR YT
P 55 ) I, S 0 S B3 44 2 AR 1 A B
PRI, (AT A 2 AR, a2 A B i
ST AT DU BRI . 2R B B K
W SO B R

MET, MEH KA HIV 289 3Rt e B, H
— RO B 25 8 B 0 A TR W R & B
N SCH A AR A% 2 00 SE A ) ) RPV-LA . %
4 Tt 0 14 1 Cabotegravir (CAB) . filt4 3 1 77 3£ 1
+ % (albuvirtide, ABT) . J i v #1477 {& (broadly
neutralizing antibodies, bNAbs ) 3BNC117 ZE K425 .
SRR S 2R B, RHR R AR 4l
B R A 45 25 07 S0 R SR TR P71 2 M — UK A
frtEAs s BURAEE H O IRZGIIAYT
1.5 MIEAHHIZHY

HIV J& T 55 5k i, A, SR =E8E
1R IR TR FORL, HIV AR SRR 5w, X e ol
WG SR B = BEIE B R TRk, HIV i 24 ] LAfE 3232 30
W REZGWIRT M AR R R A (FRAS TR 25 ), T L
JE T 2556 5 A5 78 B R IR YL A R (PR km 2y ) o Bl
HRGHTIA “RBENAIT” MY, LK ART 75
R A BRI m ), RPOREEY) . K
8 hn LA 1T S SR AP 24 R AL R R 24,
J&: NNRTIs ffif 245 (4 4 A= 5 5 g 3 B, Wrgeiese, #
i 150 BRI L5 HIV il 254 56, Piihs ik
BT 6 4RI B 250 Fit AT ik 2 27% P B ATTE I
PR Al A 25 rh, Y BT R R 254 1k
MG, ERUIEEHIREGEIE R DTG, HIGy7 A
WA 2 3 AN T ke et 7= A T T 259 T . 38 X 2
M HEm 2y kA% H s, #F—20 R T[22
Py ey E A 5 o ) A 7

K BB B 16T X 25400 14 28 4 P TR 24 57 B i
TSR, B kAR 2 K i = Az v ) R
T 2. & PRI E BTy HIV 2540
ML REHMEROLE, A E L4 ARk, sz
RAFRHZiY, NEREREEZNAA TR, Rl
R Z i 2 A A R 25 e B, OB AR R B HIV
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PR — BB T 10 4Rk, A EE
FUFNSE I [ 2 7 1 25 ) W i e BRSO i e 2y, R4S
i A AETE AL Pt HIV 259t & 25 4ol —
BEIEARBr AR IR R, —RINCH 29 C &k Ak IR
JE I K BB, A4S T SORA 4 AR BRI ) (ATs )
fostemsavir, FEINHIF] (MlIs ) BMS-955176. J &
BT 3BNC117 Fg— A fl-& 0 1 5] ABT 45, fiiit
TEANIL IR, 2B 25 st i, FEdiin
BAWEL.

2 RBHRAHHYI LR AR
TS BT B0 05 220 40 B R

(BRI AT | T2 rk2s . FRIPER. &
Dy 25 A K TCIE S R T PR AR i, T R HATH
P25 W) A R # R S B M R2E2y
YI¥s A IEAL T R B Ber B 2y, oA = B 20
MALH B9 25%y, Hr 2 HEA S BIRRBTTE BT BL . 51X
BA 2RI S, BIEAC T )5 1) 32 2 R S T il
KBRS )3 TP AT R iRy 7o o RAESTH
AR A2 7 70 T 2 2R R, S A
M52 s T3 P AR RIVE AN, T LR R 2E S5
WG RPENE, KIFRR R IIRE. * 1 B4 T IEAE
Je I RBIE & B B 2% 25T HIV 724

1 RTRHGEFEHAEH R HIV 254

Table 1 Anti-HIV drugs in the later stage of clinical research

HmaAR/IKS
MK-8591
festinavir (BMS-986001)
doravirine (DOR, MK-1439)
rilpivirine (K%{)

TMC310911 (ASC09)
darunavir/cobicistat/emtricitabine/tenofovir alafenamide
raltegravir once daily
cabotegravir (£2%)/rilpivirine (£2%)
cabotegravir ( AR )
bictegravir (BIC) /emtricitabine/tenofovir alafenamide

fostemsavir (BMS-663068)
cenicriviroc

Y4548 (albuvirtide)
3BNC117

Ibalizumab (TMB-355)

PRO-140

GSK3532795 (BMS-955176)

2.1 BERBHEREFMHIF

NRTIs 2 i 56 8 it 1 (9 — 2541 HIV 259, 2
5 Sk s A PE S5 A, I HIV XUEE DNA 5 5,
M BH 1E 9% 5 2 il . FDA 3254t T 9 /> NRTIs, i
W By AZT . RFNUE (ddD) Frel iR e (d4T)
8, TR E ORI AR RN BT, BE (AR
P ARFAS ], 3TC, FTC, ABC fil TDF H R4/ 75 i
PRI Z I B2 K20 A B R LA 9% 2 NRTIs #
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53 1 ok B B 1y 2k
NRTT 11 44 LN
NRTI 1134 ELES Ve
NNRTI 1 LN
NNRTT I 4 [E4S
PI 1134 R/ HALED
STR (PI+NRTIs) T 3 i Al
INSTI I 41 LN
INSTI 1B Viiv/##k
INSTI 13 Viiv
STR (INSTT+NRTT) T 35 i Al
AT 3 Viiv
(0 and B0 IE X /Tobira Therapeutics
FI I 4 HIHEY)
bNAbs 1T 81 Rockefeller University/RiVS4E4)
MO;nOtCi(LlOO;yal 113} TaiMed Biologics
Mo;notcii)loo;yal T3 CytoDyn
NI 11 41 Viiv
FE R, 40 ABC 7] 5| i 25 ) 8 B )i, TDF AJ

1 T e AT RS R B TAF B — R Y
TDF fi&Z5%), HAESOn 3K EK T TDF, IGK Lol
DAL THARHKI &, TAF (10, 25 mg) /FTC (200 mg)
5 TDF (300 mg) /FTC (200 mg) %7~ T AL A9 Hi
FEIEME, AN k3% TDF rsic iy B/ INek ik o 2R A%
FE D) 5 % B FEAR A AN R RN, 20152016 4, £
A& A TAF 195 J5 5 € 3k 153 FDA HILifE i, A4
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Genvya (EVG/COBI/FTC/TAF ) . Odefsey ( RPV/FTC/
TAF ) . Descovy (FTC/TAF) B¥*9 TAF K . K #¢
ARl & IR TR, il 2 S5 AT SR 7 AU
JF % #8 NRTIs 254,
2.1.1 MIK-8591 MK-8591 J& — Fj NRTI, MK-8591 5
HoAh NRTIs AR ZAMETFEMREA T 3-F2IIA, 1ERh
Sy LA R 5 R TR B A . MK-8591 X HIV-1 il
HIV-2 ¥4 16, {945 & NRTI 28748 K65R A1 Q151M [
WREE. PRIMALE Sm R KPR ERm M, P ECA ROk
J& (ECso) 0.2 nmol- L', 7EME T8, MK-8591
BERR LA R A B N 1290 50 h, s 1A 1
WG T, 1T IR 45 R o, SRkgp 2T
TR EEE H 7~10 d,0.5~30 mg MK-8591 ffif 324 K if,
1A B P AR RO KA 45245 7 d, MK-8591 0.5
mg Fl1 10 mg 21 5 75 48 1 °F- 24 T F 1.18 logye # U1 /mL

(0.95~1.46) F11.67 log;o # D1 /mL (1.47~1.87) , 30
mg 2 2525 10 d Ji5 8¢ 2 524 R R 1.57 logio #% U1 /mL

(1.34~1.85) B7_ 4 MK-8591 5 DOR F1 3TC 5t
FERTIE HIV YL b 1T 520 . SO 2 16 MR 24 )2
1 TG RIS (NCT03272347 ) IEAEHEATH.
2.1.2 Festinavir Festinavir 4& — f $7 %! NRTI, ¥ &
55 d4T AHBLAY g S5 F 2 B IRAMIF ST BOR,
festinavir fE 1 5 32 DNA &, 1M AS 5 0 £ ki 44 2
e, HAREL e, 28041 M4IL, D6TN Al
KI103N fif 25 28 48 ( L& A MI184V 5845 ) (1% &
X festinavir PYBUSMEREL, HH#EH Q151M Fl K56R %
AR 1Y Z L 2599 FE X festinavir WZE2 AL R, 1 /1111
AR IR 45 R o, C4sZ it ART 3GY7 1) HIV-1 8L
#1257 festinavir 100~600 mg B.25497 10 d, 5253k
T AR A A 00 T A AL B T PR
R IEAESATH, K b3 festinavir+3TC +EFV Fl
TDF+3TC+EFV WZHiAYT 48 Ji A S k.
2.2 JERHE R B

NNRTIs F{#z 505 RGOS 456, FRACHGE

PE, AERREE Hl. BB R (NVP) | i
BE (DEL) F1 EFV J& FDA it #EAY %5 1 /8 NNRTIs, 1
Hi=5#k (ETR) 1 RPV J&45 2 /& NNRTIs, NNRTIs H.
A ARGR AP RIS P, (A PR AZ 24N RO
25 ) A0 ELAE FH R 24 5 B A AR A PR . NINRTIs 58 i3
CYP450 fRiff, T2 RV ALFG AR R 58 (CNS)
SR HFEEME. B2 AR, JRHR. B RS B RS

PPS

&%, NNRTIs (T2 FRRaiefic, 255 7758 Litzy, &
H AT 24 2 B i 19— 260t HIV 254 Y R4S EEL) |
Bils, NNRTIs 398 & WHO #ER2 IR IRIGIT 254, 5
2 i NRTIs 4 BB G HUR #R Y7 /798, 2011 4F FDA it
#ER RPV AR S hOREE T, FeiER, AR
JN AR, 24 o ARG B R, E BRI N T R A
HIKTF 100 000 #5 D1 /mL A8 # . —SEHUNTETF R, &
S T2 R T B A NNRTIs 56340 &9 A g
EL Y AR o e o

2.2.1 Doravirine DOR &#H—/t NNRTI, IfiRRTES)
W n, DOR HARIRATHT HIV-1 35 4 A R ) i
ZHRAE, 5 H A NNRTIs 22 8] 952 it 254 FR . DOR
X E UL B9 K103N, Y181C, G190A ., E101K, E138K
A K103N/Y 181C i 24 % 45 s 5 HL AT PO 5 33% v 1,
1M i} DOR AT ARSI 245055 B 35 77, BEH% 1 (T 25
RAF R VIO6A . F227L Fl L2341, A[H) T HoAt NNRTIs
Bl ZEAs 5 Hfth NNRTIs 48 [k, DOR H.A5 %4 H R
25 1 k. RHEIEIES: CYP450 filF . A WM E Yy
M SR EAE )

I3 16 IR 1 56 25 R 3% W], DOR+FTC/TDF 5
EFV+FTC/TDF () llfi Y7 ZAH L 0 7858 1358 40 71
BT B, BE R T 25, 50, 100 5% 200 mg
DOR 1§, 600 mg EFV i/ ¥7. 76465 24 JE I, Frf #%
DOR [ £ & #B 57 & 3 B O 100 mg, IR 97 48 Ji,
DOR % 77.8% ( 84/108 ) Hi# HIV-1 RNA < 40 #% 1/
mL, T EFV 41} 78.7% ( 85/108 ) ™. 2017 4L 1
FCHIV BlEBRASs (TAS 2017 ) #4457 EW)A HIV-1
J& G v IF e 9 T3 I PR 20 5 DRIVE-AHEAD 1) 45
A, AHECT EFV/FTC/TDF BRI RE T, ®H 1k
DOR/3TC/TDF {5 it 5 5 7 Mk 8 T F 2 ik S
PEIT R 5, 1697 48 J&, DOR/3TC/TDF 204 84.3%

(307/364 ) 137X # HIV-1 RNA < 50 # 01 /mL, i
EFV/FTC/TDF X} 413X — Lk 80.8% (294/364 ) ,
F2% 3.5%, 95%CI (-2.0, 9.0) ., DOR £ Hiix # 2 %
GEAS KR R L G o A R S 1 e A R
FELTEFVAL, BAAGI#E X (P < 0.001, P < 0.001
1 P=0.033) .

Rilpivirine-LA RPV JZE. L TT U 2 1€ NNRTI,

ELA ARG R 0 22 4k R g i 24 5 i . RPV A H
1 RE5 2510 IR C 2l AR, AR, PFREAG
IEFEFE & RPV KGRI (RVP-LA ) |, Hob kgl

_____
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KRB ¥, RPV-LA WL S 452505 6~8 d Nk %
25V FEWE(E, WHEBRE = 44~61d, 1841 H 1
SREEAE MK AN L LR B rh A I B 258, (AR T A R0A
Jrule g 0, RPV BRSSP R A F AR 4 (BMI)
A, 2R W I R B E B IR R 2 30%, HEH
BMI A0 1 kg - m?, WA 3K e B K20 R [ 2.3%,
BMI T 25 kg - m™ i 4 G H ARG (R 132 4 RS
WF5E 5 AR EEF P BMI X TRk 24 28 d 5259 iM%
e BE R
2.3 EEEMHIH

Pl 38 1 17 1) 2 i 4 K Ff s v, B FE T A
()R FIE BB IR L Mg 1k . 12451k, FDA
HEAET 10 4~ Pls, 45 2 f{ PIs LPV, ATV i DRV 524
LGN RTV BEG T, ¥ SR B 16 RI T4 Pls
LA i W00 B 1 T RN o T 24 5 e, (AR AR
SRR, WAEMARSE . W AT, & oh
NE WIS B gk Ah, Pls EHLE PASO FEfLI, &
CYP3A4 A4, 25WA BAE R UL, ] Red
I HIV B it A B 0 i RUEs: B R, Rl
KM R 2 R 2 1 28 i 2 . B 1 2 AH AR
FHRUR RO , 75 2 &3 A4 Pls DA AL I AR R B2
231 TMC310911 TMC310911 J2& 38 — 1% ) PL, {4 4b
KK s, TMC310911 X 22 Ff HIV-1 Il IR 43 55 kR &
i 245 Bk H A B 8 96 4 B, 5 DRV 5L LPV A He,
TMC310911 1] DAk /b i 2 35 0k 19 77 Az, B I8 2 58
AR A R, FK B TMC310911 [ 38 4 H fth PIs B
A AT 25 BE R IR T~ a 3K 50 245 1 B,
TMC310911 {2 4 Ain 52 KA B0 Bk T 8 i A
RRNAN, $#:3Z TMC310911 J897 i fHE 2 i ok W
JEHEIFRAE. TMC310911 HAG LM 2824k, HYS
RTV BT $2 s A R R o Ta 6 ARS8 s B,
TMC310911 5 RTV B HAEWIA HIV-1 B4 s H
SRAR PR R ME, 167 2 A MK HIV-1 RNA 51K
# 1.5 log #5010 /mL, HAEEAIGITHE N LR
4f. BT Na WX 8ds, BHATHRH EAETF et —0
(I ARBFFE (NCT00838162)
2.3.2 Darunavir/Cobicistat/Emtricitabine/Tenofovir Alafe-
namide DRV 800 mg/COBI 150 mg/ FTC 200 mg/TAF 10
mg J&— UL PL LM E i — R, BH 1RH
MR 25, HETEAESEAT BTG PR g0 A AR 4 S5 80t
8o QUARPLHEE, BORESE 1AM E PIAY STR, E—

et A co1siEof ma2k mom

PPS

Wizt BEAL. BUH . BEMX REAY TG R
W9 N B T 48 H 1 ¥k DRV 800 mg/COBI 150 mg/
FTC 200 mg/TAF 300 mg ( J£F TAF J5% ) 5 DRV 800
mg+COBI 150 mg+ FTC 200 mg/TDF 300 mg ( #£F TDF
J5%) 18 153 R GRTT H S /MK g % (eGFR) A
fi%F 70 mL - min™ {9 HIV-1 AAR L2 o A kb Fn e
Stk B IRk B AR RZ S, 7E 48 JEN, ST
TAF J5 L0095 8 #0122 76.7%, i3 T TDF F %
AR TR R 2 84.0%., 7E 48 JE|Hf, TAF Fil TDF 41
G 36 B2 FRREEFIRIT R, (HBA PR AT
24, FE5F 48 J], TAF 41 S /n 1 B8 4 1) B AR - i 22 4tk
TAF 20 FIl TDF ZH 135 LT ( SCr) AY-F-H748 4k 535514 0.6
509 mg-L"' (P=0.053) , #iH%E (BMD) #y2{k
T4k —0.84% F1 -3.82% (P < 0.001) , HHEHE%
JiE( BMD )RS AE T 43 L —1.57% Fl =3.62%( P=0.003 ).,
5 H T SEAE 254 DRV/r Ml EL, %G8 d /7 STR W] L
WD, O R i A
2.4 BATMFHIF

INSTIs M PREE 5 Wil 5555 78 SOW IR, i 58 4
PEGS5 BG T TGO 25, I 2 cDNA #& 5 A 15
2 35 DR 2 A 6 B B R YT, DA BEL BT HILV i 75 52 16
FDA FH&4kHEHE T 3 4 INSTIs——RAL . EVG I DTG,
A% 5T 2007, 2012 F1 2013 4F |7, INSTIs 47055 ¥ 97
R, AT LIPGHE T HIV RNA, H—EA R Y
sz, B RISE R IR F RN e kY. H
T EVG 5 %855 COBI A il FH T e i o dy 7k B
5 1 /8 INSTIs 5 RAL 1 EVG it 25 i e ik, 1~2 4
ZRAF RN FREAI 79 # X RAL A EVG 8L E, H RAL
Y5 EVG FEAEs i i 58 Xt 2k B, 45 2 % INSTIs 19
DTG i 5= (255t BE, X249 90% (1) RAL Fl EVG i
2 ERAARA R P, [ 2013 4F B LASKRAS Rz
JH, B ¥ DHHS #E#E R —LRIGI7 259 % mipsk,
Ot DTG a8 243R Y7 R e BGE , & Bt 245
AH e 2828 35 R263K . N155H F1 S230R P71 # £ fify
P HIV BT E IR S 2 —, 20 A
TR TG R T Az o
2.4.1 Raltegravir RAL Z&—Ff £, FTiAY INSTI, H 2
W2y, AR Z T PURBEIRYT I HIV-1 B 1k —
LT ETLY . T RIACEET RAL YL, HATIE
TEIP R 1 IR 2577% . QDMRK IRger, W5
PG THEH 1RG5 ), REEIEWISEH 1 1K 800
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mg RAL A% F bR EEH 2 ¥k 400 mg RAL., HAT,
W9 IEAEVTAS T3 RAL 1200 mg (457 2 /i 600 mg
FRD) BH DR SHEERTEH 2 IRGGENIR B
TR PIPEHERY], 5 FTC 200 mg/TDF 300 mg
BEFH, % H 1 RAL 1200 mg A4 F 4 H 2 Ik RAL
400 mg . RAL 43 H 1 K& 2575 % 0] 0 HIV-1 B
PR — PP 1) — IR T RS, WU YA BAEH
2.4.2 Cabotegravir CAB J&—F 818 INSTI, 54y |
KLTF DTG, FEiRy7 HIV-1 YLy i HA ALY i 245
PN CAB A B R Y TR A 500 A R
KA I 19 H sl 22 1T s A 2 K ALk
T @, 5 EVG R[E], CAB RFFEHGN, HILEA
CYP3A4 WM E AR, F 258t UGT1AL fRig ™,

LATTE-2 2 —T7EH]f HIV-1 J8Ge 35 v I Jie 1) °F-
17, Fbicny b Wil R . 523038 e 432 20 JE 1Y
HRENEYY, fH OR 30 mg CAB+3TC/ABC ( fFiES:
WIS 4 A H Ik 25 mg RPV) o JAY7 20 JiJ5, 3459
FEE] CIME HIV-1 RNA < 50 $#201 /mL ) (14 f 5ik
AYERGTY, HeR 2:2:1 BEALA N 3 20, 43 S al R
4 JEIWLTE 400 mg CAB F1 600 mg RPV (4 J&4H ) | [A]f&
8 JEIWLYE 600 mg CAB F1 900 mg RPV (8 J&41 ) sk
4R TR 722 30 mg CAB+ABC/3TC ( [IfIR4 ) 7, #f
FELER N, 309 B E R Y 286 75 S AR AR N B
SEANE, 4 SR 8 FEAL A IR S0 94% (108/115) |
95% (109/115 ) F191% ( 51/56 ) (4 2 F AEHrm 554
YT 96 JEI I, 4 JE 41, 8 JE 4 AN F ik 41 43 i A 87%
(100/115) . 94% (108/115) Fi1 84% (47/56 ) Iy #
HERRR R A I H . A 8 JEI4L 2 AN F1 AR 1 91 32k
HRIRFEAIRIT I, I 230 I3z 4552 4 360 TR
TS, B R R B A RO & AR R 5 R 84% il
15%, A 2 A S R 2 13, R AR 4
B RS UL PR e S A R A R R 22
B (10%) , FHIGITAHEE T B (13%) , [HE5Z
WX,

RIS R LW, CAB I RPV 3% 2 AN KACH 5
WA, Ik 4 5 a8 2y, 4EipinyT RSN 2
P HIV-1 S8R G% 35 07 2B b, id AR DA i 32
PERAF, ViV FIgARA A AR, SRR 3h 2 G R
WF5X FLAIR Fll ATLAS, K50l i P& A 1 kB3
BT R AEA B 4252 ART 1597 (1) HIV-1 YL 1)
BRI A

PPS

2.4.3 Bictegravir BIC J&—Fh#r B 2 18 INSTI, H
A 1%, HICH 2518068 COBI, BIC 7Efi AR
i Sz v AT, AT NE S, FEIRIUEKE
AT TIRE . SR A B EIRIAE L, BIC HATH
R PR T 225 o B A /R 25 A ELAE

2017 AFAE Y -1 Y 30 57 S0 B AL s MR e 251
(CROI) L, W& A4 T IEZETF R —0 11 8l R
RIGEEF, TR THIAN HIV-1 &Y F 1) —2 5,
BIC J7 %5 DTG &0y sciiil, HEA RIFHE4e
PR 32 M. H AT A2 5] IE AE 47 BIC/FTC/TAF
H— BRI MHHIG R &, FERT 4 TG IRAFSE,
F T W16 DL B AR A% 75 2= 0 i 5 43R 7 7 28 1 AR
Y SRR, 7R 4 Mg, BIC/FTC/TAF
T R HAE] T AL R B IGRZ A, BIC/FTC/TAF
HA RAFm 0, 28 WS IR R 2,
i FIEA EF 2017 4 6 H 1] 25 [ FDA FIRK 245 5 48
PR (EMA ) #2327 BIC/FTC/TAF J&J7 HIV-1 AF &
YeE B2y HE (NDA) FLETHEFATHE (MAA)
2.5 FhEMEIF

il A A 7R (ELs ) 2 — R 28307 1 Bt abf e Sk 75
259, VEF T 228 B I R R A OC B BR Y, TR
HIV 515 E40 M r el ml &, BRI HIV i A 21
HIV Jj Bk 1E A PO 22 07 15 75 25 B 20 40 i 2 1
55 CD4 ZAK S B Z IR 456 . gp4l B/ 2R 35 -
MRS 3 L BR, RAEVE P BRAUARIE], Els AT
LAy Als, fii B 32 AR 45 & 3 il 71 ( CCRS5 3¢ CXCR4
FEFUR) FIRLA I (Fls) o Els 4Rk 25

Tz —, HHHA 228 EIPLE Els EAE Tl R DT
FEBTBL

BFRFM (T20) J& FDA f LAt fER sS4k ),
2 H HTE o T R RS A 7, SE s B HIV
I B AL 55 4t LRSS 0% Rl A5 v BEL DI R AT R A, [
MR RAE FHBL],  T20 XAl s 25 245 9 i
YRR, IR DX 2 EHIN 2 TR . T20 &
ME—mEE D IRZG Y, A2 RSS2 (B
FRAER 2 WS N ES, 4G5 B BN R R
R SN A5, LA SRR USRI 4 A =i o Y,
T20 Il PRAE A2 8] T —E BRI, 8 T 2 E i 28
HHRIT

ABT 2R 2 ARRLAmln], HAERE AR
gp4l F—AHTIESF XK, 15 T20 AFHE X SAR ] 772

gt Acoiseon ma2n mom




ABT J& i 34 MRS Ib A A R E Ik, HEZ KT
G A A HIV-1 gp4l B N-2Rui 7511, 55 13 {7 i 24 R
M & A 3-Th R BE W e S I #R (MPA ) 72, B4 5 %
ZIKAE MR AR G 5 AR A RE 11 R Rai G,
T AR E IR, R ], RS s
ABT Xof 25 i 75 WV 78 K i 24795 2 R 240 A 8 (R i 75
WPE, H5IAHHIV 254 (445 T20 72N ) ¥J0s8
i ZitkE. ABT 5 AZT VbR (SQV ) HA W
YEMT, 5 EFV #l T20 RICMAMAIEM .. ABT BAK
f it 24 5 i 21

I Wi PRI W7, ABT 78 HIV-1 J& e # b iR
LA AR TR S22 A, LA R B £ 500 A S A BT
FREETEPE, B 11~12 d, BAYREAZ AT LI s 25
6~10 d7. TG PRI s, ABT (160 5§ 320 mg
BEJE 1R Z 25 ) T LPV/r 1 25 41 4 AE 9036 HIV-1
G H et R, BAE MPUR TR, fEiR
ST 7 J&, 160 F1 320 mg ABT #| & 41 HIV-1 RNA 43
I TRET 1.9 logy, ¥ 0l /mL (1.3~2.3) Fl12.2
log,, (1.6~2.7) #01/mL" I 1l PRk % TALENT
JE—TUR 48 FIMBANL . TFARiC . JEL R, 1
— 2k ART A7 J W HIV-1 Bge & poF R 7 24
T 101 [ 4y 52 ABT (53 1 IR K25 ) Fi
LPV/r BRZh414y, 83 WHO HEFERY — £ = 25404 (LPV/
r+ TDF &{ AZT + 3TC )if¥7 . i iR, 1697 48 14,
RIS ZH A HR A 2 P b HIV-1 RNA < 50 #%
DU/mL #5218 A 53553 51 R 80.4% il 66.0%, 2 1M 2%
B AR 95%CT 2l =3.0%~31.9%, XH 20 A% T3 I
H, HA 3 MREYTRAER AR B L . AR
FfRAERTHAMZESR, REENYHLHEANR
F, ABT 58] 1 IR IKE 24, AWEE: S0 SN
e MG R A O e etk g5 3, BRI e m
CFDA #2812 i .
2.6 CCR5 Z{k#EHi#l

LR 4% ( maraviroc, MVC) J& HTj FDA ME—i4it
#ER) CCRS AZ K45 U], WL 1l CCRS i Bh2Z 1k 5
R G 1] gp120 19454 1 B 2EE A TE 400
PN PRAT v O ARGE A B RN A R L b P )k
e | K PFIARAEMRINE " i T E A5 B2 AR ]
HIV-1 J5 8 X453~ CCRS BEPE: Al CXCR4 Mg, H 7RI
Yt B AETER SRR ML 1k, MVC X CXCR4 W5 14
JREETCR . MVC TR T BT IS 5 20800 22 78

et A co1siEof ma2k mom
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PERGIN, 3 BRI T Hm RAE T, JUHAEAR . A
P

Cenicriviroc J&—F7ERF Y CCRS 2R FEHTH U7,
AR cenicriviroc 5 MVC —FE#R T ZEAEIR T BT 4T
FEMEMERI, (H AR A9 JE, cenicriviroc ] DX [R] B 4% 471
CCRS5 Fil CCR2 #Z Ak, 7E—WAUE . L2 I 11 1
g RIFSE G CCRS BEPENE I C #5241 ART iR
FPIY HIV-1 e | 3257 cenicriviroc PAZVEYTF 10d f5,
TR T R e A sk 7

gy — 3 1 b i K ik 56, BF 5 E M T
cenicriviroc 100 mg 5% 200 mg+FTC/TDF #1 EFV+FTC/
TDF 1E4) 3 HIV-1 84 v (104 501 e &k 7
WIS R Won, 78 143 5260, JRY7 48 JT,
cenicriviroc 100 mg 41 . 200 mg 21 1 EFV 41 4 % &
68%.. 64% 1 50% ZiLF K F R =] (P > 0.05,
5 EFV A L) o 5 64557 cenicriviroe 167 1Y 32 17
PR 2y, T EFV 4 A 25 & 4. 5 EFV AHLL,
cenicriviroc 4 5IGIT7 AR AT 2 A B i (P=0.002 )
FFELAIRIT AR N (P < 0.001 ) AR,
T UL FE s, W95 HE cenicriviroc 200 mg 4T
M R BIFSE -

2.7 FhMHHIF

Fostemsavir ( BMS-663068 ) &:— Filt 5 75 7E A 11l
F L AF T A I R R B B R R ER T, B
AZANEHIALH 25 - PR A ZE R &I ) (ALs) o 32
A G Als L UE I T, Fostemsavir 42 temsavir [ — F
HiRZ5%), temsavir i1 5 HIV-1 gpl120 B 3454, FH
Wrs 25 ORI ARG B 1k He e A e 32 CD4 4. T
Ho AR AVEFIAILE, fostemsavir AJ BB TR 24 5 S {1 51
ZIIEFE .

TE—IREHLXT B A4 1T i Rk, 251 il 4%
23k ART WGIT ISR IR 101012121 A LU BIRERL 53
A 54, fostemsavir 4 /5| i 2 (400 mg F1 800 mg,
A H 2% 600 mg Fl 1200 mg, 4 H 1 ¥k ) Fixt B4 (4
H 17 300 mg/100 mg ATV/r) , ¥15%H 2 ¥k 400 mg
RAL+ % H 1 ¥k 300 mg TDF B¢, R4 R B, 18
J7 48 JE Bt fostemsavir 45 40 5 ATV/r 28 97 %% 4H 11,
fostemsavir 2 HIV-1 RNA < 50 $£ I1 /mL f)3Z2i83F 1 4
RN 61%~T7%, ATV/r 414 T1% ZEIRTT IR P
fostemsavir fif 52 M I A R AT, AR UL 25 AHSCHIA
RSB T S e 2
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— TG X Z2 F i 25 A 0 T R 49 TE AR i1 T
o 2 N B 321k ART 3897 19 HIV-1 B %,
HZX 3 25 A2y . AT 32 F1/80R 58 2aIE
HRAJE 52 30 BEAE R A5 1 1T T 52 ELAT SR PR FE0 B 2 Uk
YR B, #5230 IC B B AL B B AL Y A
G, A1 B2 A2 AT R R Y S w0 ) Pl
BUBNF, WA AT 3 1 24 0 AT LA B 9% 1 52 32835 40
Be 2N AEBEHLBA S . BE ML AL A B i i85 AE A ART
WRIT R EAS L B H 2 AR 2R F B 600 mg
fostemsavir, M% 9 d JT4h, &2 FE R H 2 R IOR
600 mg fostemsavir il - {E4L#5 5775 (OBR) . JEfifi
LRSI B E TSRS 1 d TR H 2 I H ik 600 mg
fostemsavir+OBR., ¥l & 57 48 P IRy, ™
THE 2018 AR IR 45 R .
2.8 iGNk

HIV {1 55 45 A8 5 FH5s K i) S e ki g ), 3L
TRANRE P R A R SR N 27, K B2 1 B PRt 2
. bNADbs J&:45 —JSHE i H R 2 Floi 28 W2 AL A BTk,
24 20% 1) HIV-1 4 # 8% gy 35 76 2~3 4 )5 fg ™ A 4t
HIV-1 f) bNAbs, {HJ&, & HREHRIFLEM AT
B 9% 24 T0 A U 5 HIV-1 J& G425 7 4 bNADs, fif
8 H IR 22 43 B B B9 bNAbs JEAT 8 8l e 1697 .
WA, KEE B 40 E I7 A0 5 TR AR 1 28w Fn
e, N HIV EYL 0128 B A0 b 2088 A 8 1 3
—fX bNAbs (1 il DA gl KR $t i, 4R 45 100
Z % bNAbs, 1AAMKEE iR, bNAbs 1] LABH B 16
N B AL 4R, shi i 6t UESE bNAbs 45 24 )5 1 9
G 28w LATI s 2k e, SR s BH 1k it 3R 0 7 S L
1E 2N R 56 DN ADs 1, 5755 H B A A8 {47380 R
bNAbs ANH GE FORIIE £5 099 RERURLITT &2 55U a5 E T
AT UA SO R S e R G, AR R AR TR
o PE G, I T BRI e FE R R A . BRI 2 Ah,
R H L TE R 22, AL 3 rh A iR — PR &R
To2 5% ( drug-free remission ) B{ I HEVEIA AT ( functional
cure ) o R ILIFIF KA AL bNAbs 1 I 4F K it HIV
5 A 5 1) AN

SO E LRSI T RS & HIV
ARG, VEH T 8 A MR R B B, AR
SRR A 5 AT, HiE HIV-1 () bNAbs 325253 A LU
TILZE: 1) X EE gp120 ) CD4 4547 15 ( CD4bs )
fil4n: VRCO1, 3BNC117 #l 10-1074 &5; 2) 4 %K

PPS

VIV2 i 5, Blin. PG Fl PG16 %55 3) 41 Xk 1%
SEHY V3 A, Fldn. PGTI121 #1 PGT128 255 4) %1%
Ji§ 2 gp4l 1 MPER X, il 4. 4E10 1 10E8 &%; 5)
EEXHREE gp120 255 L F 32K 117 £ ( CD4iAb ),
itn: 17b F1 E51 45,

3BNCI17 J2& H fif it R I & #F BE 55 P bNAb 22
— . 3BNCI17 J&—F 1gGlx [5] 25 ity 5 20 4 A\ B 50 Fe 4t
& (mAb) , W 5 HIV-1 4 i & 11 gp120 iy CD4 %5
GO R AR S G RAMAE R, 3BNCI17
XF HIV-1 HAG T 3% 2 iy v AE v, R 6% rh Al 237 1k
HIV-1 95 8 T 9 195 Bk, 4348 6 S AFIERL, F3
ICso 47 0.08 mg- L', 7¢ T Wi pRita b, 12 Bilfipl sz
E 17 ) HIV-1 J8RGeE 04232 1, 3. 10, 30 mg-
kg' 3BNC117 Sk #pfkitg i ®. 3BNCI117 45 211y
WoR T RAFIL PR 324, 3BNCI17 7E HIV-1 &
YeB RN 9.9 d, TEMEEEZRF AN A1)
7175 d, 30 mg-kg' 3BNCI17 Bk 452, Widiaa P
BIRRE 1.48 logio #5U1 /mL (0.8~2.5) , FF4ERHARAKN-
28 d ¥, 3BNCI17 4 TR G367 0T LA 5 4 3 9 1Ak
WARPERN, JLF B #5252 3BNC117 F bk i 19 52 18
O U R I TR R AR AR B T B A . TR R
7N, 3BNCI7 AU ERE R 09 8, BHLE B iy &gy,
T LI B e SR A 2 i . 3BNC117 #E i) JER g
BEMY CD4 41, it Foy 320K Z 5RPLHI K &% 5%
FERE BRI

FE— 351 T390 R0 e B, AR A5 35 2 30 o 14
HIV-1 B E 24 3 0 1, Fh 290k, 82 ) 1K
I 4 YAy 30 mg-kg! 3BNCILT7 F ki v, [R5 11 1
MRZ59iaY7. R WoR, &3 8 LRI 2 WilidEw
B SO AISEIR 5~9 Jil, P35 6.7 4, 452 Ji 13k 4
UK TR J5 9 75 I R R K SR 19 JA, 38 9.9 JH . i i
SR R, AR RS T SR )R 2.6
Jil (P <0.00001) . FRBFSEE, 3BNCI117 0] LI
HREEE W, BRI, 55 AR GREN
2.9 Hithiasr e g A
2.9.1 Ibalizumab Ibalizamab J&—Ff A JEALEATT FED LA,
HAE AL A3 3k 454 CD4 52K 1 4 i S 25 44 3 1T
SIS AR, B SRS kA CD4 4 ),
RAMRES B/, ibalizumab () ICso 3 0.03 mg-L™', fighs
R 92% fY HIV-1 9% 8. 11l IR 10 50 25 SR 3R W,
7645 25 )5 14.d, 4% 3% 950 4 % Bk 5 5 10 mg - kg
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ibalizumab [ 321X %, HIV-1 RNA 7K B f% 1.33 log,,
1 /mL,

BT, AF5EE R T GRS, ECEZhin
BEIRYT I Z TN 245 HIV-1 AR B T4 ibalizumab
(MR R . AALSZIAE AL 0—6d dhLiHzz
HIRIWCHY ART J5 283097, JRTESR 7 d BELEESZ 2 B
SRR FR KR ST ibalizumab 2 000 mg., M5 14 d FFUG,
A G TR 575 (OBR) o MR 21 d HFH 4,
B 2 A2 1 Rk (ibalizumab 800 mg) |
BELRE 23 8, FEYTRL N R ibalizumab JGIT RIS
7d (R 14 d) HIV-1 RNA FREAMET 0.51og,, $%
UL /mL (3283 L], BFSE4s S mos B JAYTFHS 14 d it
B 4 A IR B 20 N PR T 0.5 log,, #5 D1/mL (1)
AR A4 R 83% F1 3% (P < 0.000 1) , K54l
Yo B TR 1.1 logy, #5D1/mL (P < 0.000 1) .
BHi24 e, SREMIL, WEERETEY T L6
log,, £ 01 /mL; 354 55% F1 48% BB F e iEa e T
BERT 1 log,, 12 log,, ¥ 01/mL; 43% [ &k 75 4%
LB R LT, 50% 4 H 4% 2 2% B T 200 #%
D/mL, 252t Rar, 289 BB iRE 1 17 F)™
HARKN (SAE) , HAP{L 1 5 25 A5G 1524
9 i 55 25 W) Jo o (52, 4 BIFETS, 3 9 F I A )
o, 201KV Bz E AP Y bk, HAT TaiMed
Biologics ( #1245 ) £ [n] FDA #2327 ibalizumab f¥)
YRR HE (BLA) , FDA OS2 BEIF 827 HAR
A PEBEAS
2.92 Prol40 Prol40 22— NEAL PR e pEBTIR, 1A
15 LA — %K CCRS, FHILRAEIEALNM, RSN
IR, Prold0 5/N4»F CCRS5 35417145 B R V6 i A
A BRI A Ui 250 . e —y kg, RN
BN T Prol40 #Ek ARz T G4 X CCRS R MR 1Y
HIV-1 @ E TG . SREGIAELL, Prol40 (1 2 Fi
BRI AT RPN S22 0, JF BRI R, K i Al
R PR I B,

e T Wimrse s, ZiX&E %2 05, 2 fl 5 mg- kg’
Pro140 BLUCHR KRS, B0 2 16 L 700 S AR 1 14
16 5 mg - kg 75 F HIV-1 RNA V3[4 K 1.83 log,, $£
DU/mL, —JBEAL. SCH . ZRFIFIE . A7 1T
PRIFFEIL AL 31 5] CCRS Jig 7 Mg ML Y HIV-1 B3,
PL1:1:1 BEHLAMECE 5. 10 mg - kg Prol40 41 #1427
41, HPRGAFIKES, BUIEIRITE 58 d, WEHT

et A co1siEof ma2k mom
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R PE . T2 PR Zy B, PR S R oR, S
AL, 5mg-kg' #1110 mg-kg' 41 HIV-1 RNA F-HR&(%
1.8 log,, ¥ DI /mL ( S5ZREFHMIL, P <0.0001) .
Prol40 2 AN Fl L4 IR B B AE 45 245 12 d J5 iR B fIk
M, H 29 d R RIFIOKE, SRERAZSBE (P
< 0.01) , Prol40 (RS2 (R RE M Fos BERUSE 73T s
Fz5Z Prol40 JRY7 I AR 2 i ¥ Ry CCRS 2R mg 1
BT 10 mg- kg 4P 1 BISZIRFAE 15 d WEEHII
HARBIREE. A IR I S5 KA R AR IR Y7 1 e o AR
b CJRITHT = 98%, IRITIA = 99% ) o Prol40 A4l
CXCR4 /3 1 AUTE / 1 & 9% 8 #F A U87-CD4-CXCR4
il Prol40 ZaPERLF, KA SAE s it BRI
EME, ARV (AE ) &A= 84 W1 A S )
2.10 B FAMMEIFH

HIV W #2182 — 20 2 b P gag £R 11, HIV
AR gag SRAVIFIB/IN, FAESEM R AT, 3
e A R YR B BVR B R T MIs il T 2457 gag B
F, T4 p24/p1 UIEIGLLL, fi HIV & 1 EgASBEU)H1 Al
AP gag BT, FECCIEIE USRI TR . MIs &
— BRI o, SR A AR HALE A bt

GSK3532795 ( BMS-955176 ) J&—FhERFAY 1 AR
20 Mls, REAEXTEA 251 24 1) HIV-1 JE L35 i 5
X VR P, GSK3532795 % NRTIs, NNRTIs, Pls
A INSTISs fiif 259 8 2 A 16, (0 A364V 28748 5 H &
HOEM 540G, GSK3532795 FAZHIAYT 10 d, Wiiigkit
TR ATIAE 1.7 logie #5 D1 /mL ., A1468038 J&— i fifi
HUBE b BRI 2, 206 #4036 HIV-1 J8RYL & 74
1:1:1:1 Hofil 8252 4 H 1 %k GSK3532795 (60, 120,
180 mg ) mf EFV 600 mg & H 1 k452, JFHE4 TDF/
FTC j&97. 24 Jil 43 Br ¥4 W 7R, GSK3532795 i EFV
£ TDF/FTC BXA B A MRLR 73k, GSK3532795 21 F1
EFV 4143 54 76%~82.7% F1 77.4% W% iRk # 3R 156 %
224 (HIV-1 RNA < 40 # D1/mL) . GSK3532795 41
FTEFV 4153 31 2%~8% Fl 17% Y523k A K
M52, SAE K AE #3000 2%~ 4% il 9%. SR,
GSK3532795 01 B i A B ( F 2025 MiE
) RAERN 52%~72.5%, B & T EFV 41 k4%
24.5%. GSK3532795 41 Y NRTI ifif 25 % 4= %K 6.5%,
ifii EFV 415k %& ¥ NRTIs/NNRTISs fif 25, W58 5 ¥ 764
S W PRAFFZE it — 20 8%
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3 41

30 43k, A BRI 1T ANA YT BUS T E R
BY). UNAIDS 2 1 7E 2020 4F52 8 “90% 14 S0 2
JEYE B2 . 90% MBS W& $: 323097 LA I 90% (1)
BIGIT F AR NE /Y 90-90-90" Hix, 7
GHfE 2030 AR ASE R IRATI B St B — ik
Hir, A EKMEKEE. HArE Liifddt HIV 2
VI RReN R PUR IR T W, JUHR E N A ik
PP RIS IR, ZE 2 v BefrfE i 2y
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