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Abstract: HIV-1 fusion inhibitors are a new class of anti-HIV compounds, which block the entry of HIV
into target cells through preventing the fusion between viral and cell plasma membrane and thus interrupt the
initial steps of viral replication. T-20 (enfuvirtide), which has been clinically approved as the first fusion
inhibitor of HIV-1 by U.S. FDA in 2003, can suppress replication of HIV variants with multi-drug resistance to
reverse transcriptase and protease inhibitors. Peptides and small molecules display potent anti-HIV fusion
activities by targeting gp41 thus inhibit its fusogenic function. In recent years, with the development of studies
on the molecular mechanism of HIV membrane fusion process and the function of gp41l, many new fusion

inhibitors are found and some have been in advanced clinical trials. This review discusses recent progress in

the development of HIV-1 fusion inhibitors targeting the gp41.
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BEME s AR B . HIV-1 383 W B R i il 7533t
NEEAN 5, S, Bl s L) RNA Flid
FESCH, HHATIERE S, O AT cDNA Gl #E45 B IR N
SR A0 M G AR, AR AR . MR A
WL HEAT S RIS HIV DNA 3% #2095 75 DNA 4 i
(08 (1 00 SORT 9 8 RNA, SRJE, X 28579 15 J50R)
S 6 A )T BE, 7 4 M SR T T R R S, 4
IO JE 5y o 2 (R AN R T, D S A B e, e, A
S BEAE R MR R AT N L, A e S R
Jod BERORE o b0 T R 1) AN B B SA000 B e P g i
HZ 5, ©AT# AT Bk Ak 2% 250 AT RO R o
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RIS T SRR 77, 0 A At S Bl A 71 51)
(8 Flry FHARAZ Y 10 4 B I/ (4 B Hx A BGH
R (10 By, BESEEAEIF] (1 F). LU HIV 3EA
#W#HIF (HIV entry inhibitor), £055%#B) %2 & CCRS5 $%
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gpl120 SHRAILIRIY CD4 R4k 4, A AE 4 b
P, gpl20 15 4040 (4l Bh 2 44 (CCRS BX
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bundle formation
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2 HIV-1 gp4l } 6-HB M4 5 i 4o

(N-trimer) KGR HEEEA (K 2).6-HB JE T
P e e — A A A, I 3 NS = Rk &
KW, HIERY C BN 6-HB, fiT4 T gp4l
HR2 X2 Ik (FR2A C k) 0 T-20, C34 Z5Refg 5
N-trimer 1EH, A4 C BRBEMI1EHIAL A, M 5641
HiAi 7 C RS N IZRFEE B 6-HB, 14750 75 I il
At FEARETE R (B 1), AT BE W95 3k A
FR N RTE — RS0, gpal BIRlG IKLL & HR2 X35k, 1
AT DAy Rl T A P R
2 % RKZE HIV-1 G & 3H1F)
2.1 CRAEREHSIF  CIkEfafT4T HR2 (M5
WK, 'EATLL gpdl NHR = 24K (N-trimer) b 4f
BkR, J& H AT 2 B B 290t &5 HIV-1
AbEIIHIF . B BT T-20 4, HATIEAH Z 4 C
JRAA W) 1A T AS TR R R A S B

YT —AC C IRSERGHRReEoT, HarmE
RUETEIRAT T-20 2 =AM 257k, [HIRHER X T-20
() — Ll b sl A2 EAT O, an A P AR R T BE AR,
fEFAE (S, —RMWIR), k& sidsE. T
HIV-1 T S5 P vy 1R 22 1 28 DL R0 25 P A ST I 1R
HE, AEAF HIV-1 6888 X0 BT A V097 29907 AL i 2451
T-20 & FLEAT A TR 4% HR2 74111 36 ik, RAREH
FECAR B R R RS b L T ORARJE A (FE FHAEAR) X 24
WA IR ER, (RSB T-20 Xt gpdl RARFEAZ K
PO, BE A2, AR HR1 XA R 55
FILRIRSE I SR B ] S B0 T-20 Tif 257, Pk
], HR1 %5 36~45 {75k (GIVQQQNNLL) 7 T-20
() B G, XA IR IR R A S T B T-20 2y

PP AR BN R WH, AR R A 4 T HO
T-20 FEUBSE R S~ 10 4%, 1 PNk FE 548 ) £ A i
JERJE TR B 100 £3589,

EEXE T-20 /7 BRI 251, H A g 22
B C R AR AE A 2L, S IEAN T T T-20; [AIHS6)
RAR HR2 JPHIBHT B MOE, 51N AR & 7 51
JE T B R I ik B, B — D S R A I AR 4
TR AR A

T-1249 J& % K ¢ Trimeris 2 & FF R 4k T-20 J5
9 AR IRSERLE IR, AR E RS 39 Ik,
B HIV-1. HIV-2 DL g e e SR BA i 5 (SIV) HR2 X
WARSCFE IR . 5 T-20 A LL, 7E3 N sgiin 175
N-trimer Bi/K Pk FASIX 4585 RS T-1249 (135
PELE T-20 @il — M E SR, (B HR1 RAE (BRI 37 Al
38) AR L AR 25, O HL R R A e, 6
T-1249 (I RBFFT C T 2004 445 M 12,

Bfi 5, Trimeris A FHEH T2 = ACZ KK HIV-1
AR T-11441 S RVE N S S T-20 58484
[, %N HRI MK 8K, T-1144 22— 38
Jik, & HRSR HR2 741 T651 (C38: aa 626-673) 1&1fi
Mk, X T651 41 L5 #ERR A A O B P B Ak gk
T, SINRERE -8 MMM ER (Ala)
DA e b IE B2 00 A AR R B b 0, HE— 20 1
SRIT B o-U8E 1 K 5 N IKTE K 6-HB [z e 1, [H)
If o3t 25403 2B . T I R IF 9T 45 KW,
T-1144 fE0% 525406 T-20 25 PEdkk, FAEE T-20
R T R R R A I AR R,
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SN — DR T — R A DT HIV @is 20k,
U T-2635. T-267221. T-267227 %%, 1 T-20 Al T-1249
AHLE, B ST 245 1R 2R s PR3 i T K2 3 600 £i5,
YR EER ST 100 £%, I H, i iE T 28R
AR K AR 1228 22 IR IR SR P, 3 83 S 0 3 M (1)
EMEZE . T-20 %, PR, XL IRl b ik —
I R TR T R FELRAIE .

KRR R EVH ARG WA A IR sifuvirtide
(P 2R 45 k) 1O F- 55 =A% HIV-1 @l 4k, 2 —
A 36 Ik, T GIN SR KA E iR e ik I = R AR C
JE 7 A i A M L Bumh A 5 14 - Sifuvirtide BA HR1 (1)
B /K VRS XA JE = AR R 05, s bt T-20 &
20 fi5, JFHXF T-20 fif 25 5 IR Gl . |
HUALT 1T 391 AR B B o

He 2517 U B 32 JikIK) CP621-652 K ILIAUY)
CP32M, HAT 58 (4] T-20 i 24 P #E AR TG 4
ZZ A HR2 A B L C34 1) 114845 41X (pocket
binding domain, PBD) ¥ FilF 75 M #%3) T B4 2
M, DS A BRI 4844 X (PBD) HIFA
T-20 54+ 5 HR1 33-45 fibkIess &5, F£ Wk
AR HIAL S5O S T LIS 2] T-20 1 241 1) H 11
I %45 132 PBD L F 41 ' QIWNNMT® [ #
HATRGE 6-HB 1R

DR C34 [PURTERSE P Sk, Otaka
L2 B T AR AT HOBR FE T I N B C34 Wi 55 5 77
VEFH T (7 2, i £ B3 Wi 5 S0 AR A FH T 1 e AN
A5 19 EI C34 2L SC34EK /K EE L €34 2
i AT 1000 5, [FINORER T 5 C34 R HIV
RiGn e, HBRW A EME T-20 Wy 25vEdikk. B
NORBUHAR 25 SC29EK. [AlREARFF T w1112
Jiet: Fe i T-20 i 2P ki v

R RIERSR HR2 R HEA |, i
XA 5 AR A FH AR DGR | JE R 7 PR U FR ik ik
AT B B 495 B0 o SR 3E T AR T Ik 45 4 1) ¢
P = RT3 e 1 B 2 TR S

BT, Qi A Shi 25 21 7 B 1§ by 45 44 1 5
ZAERIRIFH a-Z K, B RS IRTHE R AR 741 (1)
PURlG O fg, LA AX 5 R AREC S JE [R5 1 e 41 0)
iR 245 T PR AR P o I8 P 2 B bR — 4 45 A4 1R v S A L
BRI, Bk TR R dERRIF N a- 1R
5HR #%|ZJlk (5HR,. 5HR,. SHR. Al 5HRy), Al
P55 T-20, C34 25 RAR C IKP A58 A, Rl

5 ANESE UGN R 35 K. AEYNETEVHANY
S5 W, SHR R 2 KA S BoR T — 52 R B (1 4
HIV-1 40 i & &40 6-HB s E, HH, K5
B RS R € T RE DX A AR I F 51, i R &5 A X
(lipid binding domain, LBD), 14$454 X (pocket
binding domain, PBD) %5, 5| AZIFT ¥ 11 AE KRR P
Firh, FHENHEEE B P, S g 1K
BT AR KRR A il A 2 Ik e v B IS vl AT 1,
ot 1L 48 Ky R0 I i IR NI AT B8 18 45 g i 4 0 61
ORI, TR, Bt gy HoAth s T AL Rl &
WA RO IR A 25 5

HIV fil & #0625 PEPLEI LR R 2, 5 Ak
Pt HIV 299058 5 A/E T — AN E AL AN ], HIV-1
C IKJSHb & HIE HAE gp4l HRIT IIZ AR, B
FJEAE HR1 X IRAMPIAL 5, P AT LAE HR1 3 At
bR 5 2 Bl 2R . thAh, FHFURIL, T-20
iR 24 FE AR HR1 5848 ] B A £ 2 f1 il HR2 X 3k ¥ 58748,
U1 T-20 FEAERAT N126K. E137K M2 S138A 45, ixub
RAMT- RS £ — % B E T HR1 AR NS
I T-20 #4755 HR1 (S48 JT) &5 Arid PR PR AR,
X1 HR1 5878 5 30 24 22 DA Dk 3 S8 X 358 35 A7 2549 1)
VER S Ao AER, TR 245 5848 Hh AR BB IR AL T 25 ) A5
HMRAR AR, e —AMEAR BRI ) 1), R A 1K 658
Ao A 300 5 HAE A R 0 25 5 O TG ELER IR 51

BT, Ray Fl Cai 5512% 27N FH 5l 7 2% 1) 41 M~ 41
AER 77 (a kinetic cell-cell fusion assay), il ]
T T-20 TR 25 FERRAH N (1) HR2 X 584%, el 1718
ST 4l HR1 S84 T3 BRI Rl & 3l 7 2 e 3R i 7~
A TR PR SR o e AT TR T RS R IA HIV-1 A JERE
T (Env) B8 HR1 42 LUK HRI/HR2 [A] 58
AR (R R N G (effector cell), EbAE — 2 [A] 48 40 i 1)
BB e 5. A5 RRI, P HR1 AR
BE IR ) )%, SO RS R LR SRR K
19 min, JXAF 45955 R 0] 1 3 G0 7 A4 2R AR UK,
FEAC BRGNP o HE, (A HRI/HR2 B 58AL Re
A S IR (¥ fil G By ) 2 W2 B IR UG 7K, AT 7R
— R BB T 2L s AR T 5 B B R
BRI WA o 1245 F6 BR A HIV-1 565 fih 25 400 70 i 245 B
HERAL T Mk, nTH TR R IRBCAMER K HIV
R AR 1 BE T o Tzumi 2628 0K i 25 R bk HR2 [X 45k
S138A SAZGIN T-20 J¥41, KINAL S138A — /M &
GRS R B B8 A 453 25 40 SO 1) T-20 Pk S5
i 24P HIV-1 FEAK IR 35

7 5 i 25 PR SRl L, R ¢ Bkigit—28
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A6 i T 2 v HL v P s AR R R A H RIS R T
1] 22— TRI-999ViE —AN FH IR 7 B 40 £ 51 s 165 1 )
C ik, BN THm AR AT 0T
T HR2 119 36 ik, Lk C34 A NG fE K T 2 MR IER .
ISR C i 30 {7 AR (Lysso) INE Foded—
A C18 IRWIIR, AMALREr T H A Mom g v, &
445 77 51 (1 AR AR 4 210 B S5 243% © T-20 C i I ASE
454X (lipid binding domain, LBD) J& 1%} L P
TRFFAR T AR, Shai 20N T-20 C %t LBD JF411)
10 ANEIER 2o, 45 F 0 T-20 W HEREK 5 000 £,
IMEFE—A CL6 Jg i R A 4 41 C iy [P 41 i, AR
WA T 5 T-20 245 M. BT, Ingallinellaa %581
W 15 0 W J A FH 1 [ 2 43 o — AN linker
HEREF] C34 1) C i (C34-Chol), FEUE MG 74144
AN AN Bl A 1Cso fE EL C34 #2657 50 £, iK%
JEIR (4 pmol- L™y /K, J& H BT A R4 9005 75 o
WP T, W BENGE T C34 MZiREh
22 N BRERSHFEIF N PR R A
il HIV-1 @i 2 0k, e EfT4 T gp4l HRI
(1741, 41 DP-107 (aa: 558—595) J& 45— M & I
A A Z k. NIRRT RE1E FH LB P9 Fle
— &5 HR2 45440 6-HB JEk; — /25 HRI1 JEK
SR AR MIBEE & N-trimer (K. R4 N
JEE R T — 2 E HIV ghaimte, 55 C AL,
EATHRIEPEIRAG, W DP-107 & PEEE T-20 1% 1 000
502, JEH, B N Rt 22 A5 Q5 R4,
DAL, 0 NSRRI 9 3 A v e s IR b G i e 7 1

Eckert %MK — BEl g vk (1) 52 2 8 b i ) 41 5
NAk&E &, X PR A B N BRER R P B s — T
IR FRE M N-trimer 24, X Fh 7 s 75 N
IRRENS dEFr 5 i ety %, JF H, A HHUR 805 1S
BB E R . gt R &Y IQN23, i
HIV-1 @4 1Cso fHiEF] 15 nmol- Lo X Rl & N k40
a5 L B = AR T AR e M B DA DG . B,
Bianchi 2E04E 1k 5] AHE ] AL BT BT
IRARGE R, AR ARG R P G RR,  EdR )
&Y CCIZN17 4] HIV-1 @lé 1Cs A 260
pmol-L™',

5-02JiE (5-helix) 4& Root ZEPS¥ it —FhE 40
KIEW/NyFEA. EREET N36/C34 /NIETER i
AR GE R BT S —Fh L7 220 DMERSEFRIRIE I 2 ik
(N40-GGSGG-C38-GSSGG-N40-GGSGG-C38-GSSGG-
N40), i gp4l 6-HB (1] 5 Ji& (3 & N il g il 2 i C

SR E) PR S-Helix FEVIRH B AT 1), JEHH
SEN o WRTELE A o T L8> —A C Ik, RIUL T 3k 8%
) N B2BEnT LA gp4 1 HR2 [X 45 & M4 6-HB {1
o 5-05 e L AT AR B 0] HIV-1 & ¥ 6RE 7, 1Cso
B4 13 nmol- L',

Shai 25004 C8. Cl12. C16 Z5EA[Al K 1 Ig i
FRIERE R N36 1) N i, 45 R IHHT HIV-1 flSiEPEA
BB A, LA 0 B R ) i 1
C16-N36 () ICsofEi A (72 +27) nmol-L™", 1 AR IEE NG
Ji W 1) N36 ICso fE A (584 + 46) nmol-L™'. F ¥ N
JURAH 5 21 40 M S A B W B LA E P i HL
NEWIRIEFE R N36 C wipf3 245 55 N w4l KAH %=
AR, RUINGD R FE 5iE TR V)M O, H2 ke
(77 Ty P SERE R R R A M — D R Hr R
C16-N36 Jf4ELL CHR WA AR, e F2md 5
NHR 1EH ifif A H 40 il

B, f e N A 3k B, Dwyer 5507
RIE T — RV A g7 A 20 B T A nT
WE. AFEE N-trimer 8400 N Bk, FEx I —
A 49 JIRTE B N-trimer [¥) X528 f A 45 My AT T 9
MorHTo X T AL N KB R N-trimer i 7R 25 1)
M E . R CD g RRWIXE N IkaeE E
BAR E 1R MR T 45 M, a1 N13ATrimer FT JE f% ¥
N-trimer H A 21 100% IR HE %, T fl KT 97 C,
EHPURE IR IA R, L ER N IR s 32
2.3 Llgp4l B&RK (fusion peptide, FP) Jy$BARAY
RRANEIF @A KL gpdl BSOS AR 1N oG bk
2y 23 NGRS LK X 38, 7E HIV-1 Al
51 40 W Pl Tk AR R T DGR R o Rl
S, HIV-1 BLERE & 1 3R AL gp120 J3 1 5 42
R CD4 ZAAR B Z KL &5, F3 gpal 1)
W% Ry, HoON i FP 2 gk ik, #iAfE L4
JE -t e Srp, 2 R Bh kA I FE R — 2 . Munch
SEUSE 6 5 TR MBGE TR Y B, 100 £
JIA KPP AR R BT —Fha] LABH T HIV-1 9 5 i 44
MIRIR Ay, FHam 4 i 240 IR (VIRIP) . VIRIP [
20 NRARGILIR A K, Wit 5 FP R kgh &, BAWT
FP i N0, A4l 5 o Sl 5 VIRIP
HEAT 85 R 0sE BB, WECE BB T 600 242K
), JEEH ORI T A AT A, S TE
EE VIRIP $2 5 T PR SR, IR BEJR KT o [R) I S
5 s W, VIRIP o] il 55 H aris R 254 &
T 2 IR FERRLE N I 60 22 HIV 50k, H A 41
750 o HE— 20 (A ST3R I FP X Sk LA v B A < 1k,
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HIV-1 i #8: %) VIRIP = A fiif 250 588 1) L2 LN o B
I, VIRIP SRR HAT RAEFI v, Auk k48 1)
Bt AIDS 25tk T Ay 3.
2.4 ERAFEBISIHIHIV-1 BEIHSEK DIk
(B D BYSIERRAL R IAIIIK) REB M 8 MG e, B
AL R A R BE o B 15 0k B AR Jg s 7 i,
Eckert 2Pk T —ANKI (>10°4N) BKPE, BRI T
— R B P ERNHITE TR (ICs 52 10 pmol-L™h
D T3 18 JIK, "EATRe R k454 N-trimer (157K
PRSI, AT B SR gl il A8 DX B il 4 /N2 1
R AR PSR bR . 38 FIBE 735, Welch 250400
Wil T 4SRRI D BIR 15 ik, R B =R
PRI HIV-1 @4 ICse {115 %] 250 pmol-L ™.
Gaston 2 IHRIE T 3 4~ D BRI C34
ALY C34M3, FELREES C34 A 3G Mk (3 mt b, I
KEEMELE C34 48 m T 6 £, M RARe ML C34 3 2

B, R D BGIERR S et n] LU = C KDL
fiE e k. U, Horne 251N B 23R LK IRAR B
FIER I C Ik T-2635 Fer s &0 &, 15351
o/ KBRS T-2635 4584 S D, ARV F A
FOE VAN 85 R W o/ B IR BE LA o IAH A (R ML A
S HIV-1 g @b 2, R, SHINE o BRARL,
o B IR 1 7K A T £ AR P E 2 5 PG . Bautista 251
WG —F5) £, BER T —EE JHIvV 41
JL Rl A S 1 (B 2R IKAF) o
3 NG TF HIV-1 G & HHIF

F TR 2 HIV-1 @& 50 AR T AR, A E
PR, Dh204 B gt i, Bk, R DIRAINF
Rl R R R A ST 7 ) 22— o 6] C JRAHTE], /N3
TALA AR L 4 6-HB T SCkAmHIE &, EA
HIAE ] #E AR J& gp41 N-trimer FJ 57K 148X .

1E gp41 6-HB 45 4 N-trimer 2 [fil £ (£ — AN /K I

F 1 UL gpdl REOARI HIV-1 2 IR m5 55

£ i Ea Py
C Bk
T-20 YTSLIHSLIEESQNQQEKNEQELLELDKWASLWNWE
C34 WMEWDRE INNYTSLIHSLIEESQNQQEKNEQELL B
T-1249 WOEWEQKITALLEQAQIQQEKNEYELQKLDKWASLWEWE' 13
T-1144 TTWEAWDRAIAEYAARIEALLRALQEQQEKNEAALREL 13
T-2635 TTWEAWDRAIAEYAARIEAT, IRAAQEQQEKNEAATREL 14
T-267221 TTWEAWDRAIAEYAARIEALIRALQEQQOEKNEAALREL 14
T-267227 TTWEAWDRAIAEYAARIEALIRAAQEQQOEKNEAALRE 14
Sifuvirtide SWETWERE IENYTRQIYRILEESQEQQDRNERDLLE 15,16
CP621-652 QIWNNMTWMEWDRE INNYTSLIHSLIEESQNQ 17
CP32M VEWNEMTWMEWERE IENYTKLIYKILEESQEQ 18
SC34EK WZ EWDRKIEEYTKKIEELIKKSQEQQEKNEKELK 19
SC29EK WEEWDKKIEEYTKKIEELIKKSEEQQKKN 21
SHR EEYTKKIEEYTKKIEEYTKKIEEYTKKIEEYTKKI 23
C34-Chol* WMEWDRE INNYTSLIHSLIEESQNQOEKNEQELLGSGC (Chol) 31
C34M3 WeEWDRKINNYTSLIHSLIEESQNQQeKNEKELL 41
fHEENHIRL
VIRIP LEAIPMSIPPEVKFNKPFVE 38
N fk
N36 SGIVQQONNLLRATEAQQHLLOLTVWCIKQLOARTL 5
DP-107 NNLLRAIEAQQHLLOLTVWG IKQLOARTI LAVERYLEDQ 32
IQN23 RMKQIEDKIEETESKQKKIENE IARTKKLIEAQQHLLOLTVWEIKQLOARTL 33
CCIZN17 CCGGIKFEIEAIKKEQEAIKKKIEAIEKLLOLTVWGIKQLOARIL 34
NI13ATrimer NNILRATEKIQHLIQLIVRGIKQIQERILAIERYIKDI 37

*SC34EK JF 4 Z* A RAM E AR (Nle) DUEAR TR Z M (Met), 8 5 (U 55 3% 56 9 504k % Chol: I [ B% 43 7
WeEWDRKINNYTSLIHSLIEESQNQQeKNEKELL: JEHH /NS EhE e Fl k 35l D AR AR, £ C ke tars
REORLEGXIFH) (PBD), WOAREMIELE S X)FEH] (LBD), N k55 H (4 A% N-trimer 1955 K M 048K 57 41
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FIASIX, H NIK C i) 17 AN 2R RR IR A4 i, 6-HB
ZERyh, C34 N i 3 ANk (Trp®28. Trp®! A 11e%%)
(R 7K P AN 45 5 2K AN S X, BATT0 6-HB &
SENE K BTRL SR TR B KB AERT (B 3). [W]
I, TR E SR KN g A S W v BLE i
S A 1 7 A A Rl G s v, R A A X
51N H /NG A A s 7504 AR

NSy T3 RO, Debnath 28995536 T — AN
20 000 NMH ML FIIEWIE, K 16 MuEHrhs
g S K Ve D AS XA B AL G, B AR
PERGI, 2RI LAY ADS-T1 Fil ADS-J2 (K
4) BoR T N HIV-1 40 f gl &35 1, 1Cso {543
54 4.95 F121.85 ug'mL ™',

Jiang ZEVOHRIE T A 45 H ] B 1 E s AT AR )
NB-2 #I NB-64 (& 4), ‘A1 HAH0H HIV-1 20 gl &
W, ECsofH 0514 1.04 A1 221 pmol-L™'. EATLA
N-trimer (1 8 7K 1 1148 X0 1 F R AR, 4076 gpdl
6-HB JE . B )i, Liu %17 LL NB-2 Fl NB-64 24 i 3k
WEDIEAT A, BT ERT 42 A Es it Tk
W, &G HINER, BRI 11 AMEEWIFRFEER T
TR SR ACE (A HIV S HIE R o i P s i (1)
& A, (ECso= 0.69 umol-L™") (Kl 4) £ 1 X%
RIUSUEER A 4R T K D482 ), R A, 1)
ST RANERAIEEEmMAEEY. wi,
Katritzky 2438 17— Z 51055V 5 w5 (W 77 A2
11a-0 (& 4), ‘& 111tk NB-2 1 NB-64 HA5 ¥ K51
R, B T H K R ) SRS ) o Ay g
)3 MEAY) (11a, 11b, 11d) F0H HIV-1 52 H] (ECso
/T 100 nmol-L™"), kb NB-2 Fl NB-64 #1720
EZRD

Frey U8 3% 145 (1 40 b 1) 1y 38 o 07 3k 7
%, RIT — RNy TGP RA 36 HIV-1 il
AriE T, Wtk &4 SM038. SM041 K& 6M007 (& 4),
EATTHNG] HIV-1 40 ik, 1Cso fH 43 124 38 18 FlI

39 umol-L™',

Lee-Huang ZPOHRE T W9 b MORIOHE - b 32 B HY
KRR N> T A RN (oleuropein, Ole)
1 ¥e HE B BE (hydroxytyrosol, HT), ‘& il G % 5
N-trimer [R5 /K HARSS &, il HIV-1 52, 1Cso 737
4 73 F168 nmol-L™", | 6-HB J¥ i, ECso 43 4 b 66
F1 58 nmol-L ™",

4 REERE

T-20 FRBUITRE T RTIRSE 2545 ) HIV-1 )
B R BT B S b AN AL, R T
T-20 BT VZ BN o (RS, T RS & HIV-1 2
AU TR OGP IR, DN, Rl S A TS, A
REE L ALHT I BT HIV R A ), 1 H, BFSTE )
Tk 0 W R A 1R 23 BLRI DL AR 7R gpal fE
BlEOIRAS T e brdhity, RAEEE . Hir, T
BT 4 AL A A BT T, C IRATD AR e W i 22 1R il b
H AR T 50 I T-20 Wi 251 o Gl e KSR HR2 Fe 4l ik
ATE s, TAERAEANE] T-20 i 25 PRS00
WS T RELRE, 93T — RIS A RENE T-20
i 245 FEAR DB A& P E NI RIS o [R5, HR2 Dhfig
DX Y FEAS W B # J, AN 3 PBD E3i# 2 C o 450
B AL 1T B AR X (membrane proximal external
region, MPER) /5415723 34 7 th 6k € ik g4 3
P 6-HB A€ PERA R E/E ]t T HIV-1 RS
PRt RE 6-HB (W45 IE ANE £, i X C Ik wF
FE DR IE E0 IX — I R L SR DL T A

i PR L, T-20 15 HABSE AL 5T HIV-1 259104 i
JHUABRAR L iR 24 1 58748 )L 3B, d5dlE, Pan %51 Sk
UK Sifuvirtide. T-1144 255 T-20 414 AT REWS ™ /E
IRUFII PRI, X T-20 RS EERK S 24 1 BE kAT
HAT AR i PR 005 e, W AN (] 17 5 490 85 0] BB P
WREE B F R . N K T HAE g5 irs i, 2
BOEPEAC T C BRSEHMGIR, G ELF Y =2 Ak NIk
Pau o= N R M T VA E BN SR N

B3 gpal BiKPE S LUK AN T 5 AR I 45 414
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