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# 1 Drug susceptibllitya and viral replicationb of HIV-1 clones with primary mutations or synonymous mutations

EC' (M)
Mutation(s) ddC T-20 p2+{%)
W 0.51 + 0,089 0.021 +0.0093 100
D36G 0.66+022(1.3)" 0.0026 £ 0.0012 (0.1) 95+ 15
Primary mutations
VisA 065+0.12(0L3) * L0 (> 48) 33217
Q40H 047 £0.11 (0:9) 021 + 0.087 (10) RIE )]
N43D 048 £0,13(0.9) = 1,0 (> 48) <2
N4IK san 0.22 £ 0,005 (0.4) 0.28 £ 0,024 (13) 2111
NAIK yag 0.32 £ 0.009 (0.6) 0,11 £0,019 (5.4} 30416
L45M 068 +0.12(1.3) 0.27 £ 0,11 (13) 54408
Q40H/L45M 0,37 £02(0.7) = 1.0 (> 48} 77137
Synonymaous mutalions
Qeac39Qcan 0.62+0077(1.2) 0.0135 £ 0,006 (0.7) 1516
Quact 1 Qean 058 2013 (1.1) 0.054 £ 0,011 (2.6) 192+ 53
Lyyetlong 0.62 +0.089 (1.2) 0.030 + D018 (1.5) 19] + 34
Lyl 0.64 £0.18(1L.3) 0,014 £ 0.0026 (0.7) 59+1.7
NA3ID series
N43D 048 £0.13 (0.9) = 1.0 (> 48) <2
NAID/LA4L 0.35 £ 0.050 (0.7) = 1.0 (= 48) <2
Q39Q;:,/N43D 034 £ 01707 > 1.0(>48) <2
Q41044/N43D 0.62 = 0.097 (1.2) = 1.0 (> 48) =2
DI6HGN43ID 0.56 £0.18(1.1) 013+ 0.056(6.1) 8110
DI6GNAIDLAAL, 063 +0.19(1.2) 010 + 0.045 (4.9) 103 + 34
D36GIQIN) 4 A NA3D 076 +0.12(1.5) 0.14 +0.057 (6.8) 59423
D36GIQQuan™N43D 074 20,14 (1.5) .14 £ 0.066 (6.5) 67+ 16
NA3K series
N43Kans' 0.22 + 0,005 (0.4) 0.28 £ 0.024(13) 21111
NAIKane 032 £ 0.009 (0.6) 0.1 £ 0.019 (5.4) LI EST]
NA3IKaan/L44Ley i, 0.64 +0.087 (1.3) 0.22+ 0,082 (11) T6+18
NAIK A ao/L44L o 059 £0.10 (1.2) 0.12 £0.055 (5.9) 3715
DI6G/NIIK 400 (61 £ 0.086 (1.2) 0.0069 + 0.0004 (0.3) 26t 18
DIGGNAIK e 0.60 + 0.078 (1.2) 00087 + 0.0608 (0.4) 2712
DI6GGINAZK an/Ldcyg 0.28 £ 0.14 (0.6) 0.0057 + 0.0016(0.3) 9619
DIGGNAIK 40/ 144 069 +0.14(1.4) 0.0069 + 0.0003 (0.3) 5381

“ Antiviral activity was determined by the MAGI assay.  The data shown are mean values and standard deviations obtained from the results

of at least three independent experiments.
" Viral replication was d d by p24 ELISA.

The data shown are mean values and standard devistions obtained from the results of at

least three independent experiments.  Absolute p24 value for HIV-1y; was 1.8 £ 0.2 ng/ml

" 50% efMective concentration was determined with the MAGI assay.
S HIV-1y; 45 was used as a wild type virus.

“Fold change in ECy, of the gp41 recombinant molecular clone compared with that of HIV- 1.

! Also described in the primary mutations section.

* Only insufficient replication of HIV- |y m MT-2 cells was observed.  However, we could determine initial titer of the HIV-1yn
obtained from freshly transfected 2937T cells in the MAGI cells, since the MAGI assay only detects first round of viral infection up 1o Tat

expression. Therefore, it may be wdeal for d i of
replications.

NISSH 2 L 7o REHE S TOERE i TE
R EROTWEREH IS,

6) WEMET vt1 DHEE

AR ARG R ORI O AP LT
2 728, RSENELZ 1T, phenotype assay |2 P08 4 X
27— OEIZAT L, reporter £ L T ? luciferase
DR TR,

v effect ¢ d 10 other assays that allow multiple

D. &%

T-20 7k 4 0V A D WAFA 5 HIV RNA 0 il
AN EL D gpdl ZUFTL{RREZGA
Passay RSB THLZ Z LML o2, =
DI EILHIV D Env & BN & LR Ot %
WAZFH2H20T 3 /BRI Th  MRER S
A LTLREFLETCHLZErRT, ~HTT-
DG/ Z BT 2 & NSD SO ERE A+ 2 L
TA N AHGFEL MM A ST AL LT,



e o RHIVEOMEGRSHE BECMISBRNER 25

A B Mutations Secondary stucture Al

Amino ackd  Nucleotide of stem loop 11 {keal/mol)
At (wrakan  Nooe
AL
QW) CAG = CAA
Q4Q  CAG = CAA
L4l UUG - CUG
L44L UG - UUA
NAID  AALU + GAU
ND AAU _ GAU
L ouG = " 6
Q390 ('AG CAa
C N4ID  AAU T GAU .
Q4O CAG , CAA
NAID AAU T GAU
ai -~ T N4IK  AAL = AAA
E
P NAIK  AAL = AAG
.§- 10 S N4IK AAL - MAA
a N L4dL lr'UG CUG
-4 -
e NEIK AAU _ AAG )
w3 6 4 4 0 L4l UuG cu(, .
4G (keal/mol)
Q401 CAG . CAT
L45M  CUG © AUG
(A) Sccondary structure of RRE depicted based on references (Olsen et al., 1990; Zapp etal., 1989). T-20-
resistant mutations are accumulated between amino acid position from 36 to 45 of gp41 and nucleotides
coding for these amino acids, are given in bold. Stem loop I (light gray region) was examined as described
previously (Nameki ¢t al,, 2005) and stem loop I (dark gray region) was analyzed in this study.
(B) Amino acid substitutions in the gp41 with their nucleotide changes and putative secondary structures and
their stabilities of stem loop 111 are shown. Nucleotide substitutions are indicated in bold and circle, Newly
1 nucleotide pairs are indicated by the bold line, The stability of stem loop III defined by AG value
was calculated using the MFold program version 3.2 (Mathews, et al, 1999; Zuker M., 2003).

(C) Correlation of the amounts of p24 production and stability of stem loop [11 (AG value) is shown, Plots of
Q41H and L45M were included but that of V38A was excluded since V38A is located in stem 1A, Since
replication of N43D containing clones were extremely low, p24 productions obtained from D36G combined
N43D or K containing clones, were used. When excluding data of D36G combined with N43D or N43K
and including that of N43K without D36G, correlation coefficient (R?) was 0.72.

1 Relation of mutations in gp4 1 and BRE
BMESF LB hiFoh, T20HFELAT BTHLY, HATOMERAFETIAAIELHN,
TREMIZENEWI ENEZ LN, PR ORI D 4
AR BV T T20RHEORIEL RPN & H52 2 GHEORPE LT, LROWMRIZGDE, WL

O—2N74 77— alRFETLLHIETH-
L,“&wmmﬂfmﬂﬂﬁfwxmﬁﬁ 251
o, FamtERe FY)—{ELTWVZH
£ TWwh, - mu*#&mhnmf FsEtiat:
IN [HEHR L 4 L 2OWEL MG D = LA iET
Hotze INMEAIEIT-20 820 F 2B
WK, BEESRSATEY .. WAL A vl

i SHTwAvd > 7 7 L — A (241 5 phenotyp-
ic assay OV % B4 . FRBEA OR M EROM
HMEHRZEHEAEZoTESY . TG ZHRAAIZ
BHT 4 C LIXRHIIZEETH D, EOLHITE
P3fliak B L L v i s £ 494 T assay
FAEMEA L. AR GRS UE R L A2
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FHREOIEKRIGAICET DA

HREH
Bl AIA  BARZIA XERACYY—RERHSS BT

HREE
FTHRCCREMEBAICHAHYZEO w2 (Maravirac, MVC) I3, bHETSH
20094 | H&DREKEROgEE B ofc, CTNFETHREASBHICHSIIDB\IRT
[F. BEBHEFFLTVWEXADAIADREEEEEDO>THTLDD, V3
HE e SHREAEGE TV DBOHHBR T 5EVWSHETHolc. —H
T, in vitroT4 R (IC K DHFMTRITORSE FFTEIER(CHEN. ECIT.
- 2@, FHICHI Lznon-B subtype DEFEDBE% (KMC 1. CRFO8_BC)
EAVT. MVCICHT B in vitroTiEFERETL). WERFORNET Iz,
CRFO8 BCHICBALTWLWABETADPBMCHhSIAILAESRIL.
PM1/CCROMIBBZRUVWTMVCORBEZFZLICLIFTITE. BEROICIE
10uMETEF (19/\w2—37), MED/ILZAZFELE, &/ wE—J0
E@ERWVWT. MVCICHT aMEUEBZETOEECH. 11 v E—T
(500nM) LIEFIE 10BLL EMVCICTMEICE > TULE. ¥ —2 T ADEE,
gpl20MC4(P417Q) &V4 (1443L) ICEEHNHF SN, VIICIFEREFHS
NED ol TNFETITONTEICCCROEFAOMMEZERDWETIE. V3
ICEENASTETMMHET ST ENFEAETED. C4EVAREII T
ToHHEFEMVCICEALTIE., MHTTHD. Ffc, subtype BCEBWTIn
vitro selectionDBELIH T ThHD. SEEISETHLIENTETHSS
non-B subtype (BC#%H) DMRGBHELEEICF>TLDEELD.

R RCHhAHLEFEZL, 72T, KiFETlE, Bt
METENL TN, SHRIEVETOHRITHITHE
L % non-B subtype @ —2 CRFO8_BC ¥ % i v» T,
MVC I 4 in vitroWf PEE S 2 47w REPEBDE IS
DT A L RAFER L e fra b & L7,

A, WEEHM

BED HIVIBRAR 23 5 GHHE, K& il
IZRTVAEF2 5, BAFOERICH T L2
TANAOFRE, RMHEEEIZE DGR T 3
LUVIEBIOM R EV IR E 2 ) 7TF 572012,
fra EHBMERIEASNTETHLNLTHS,

iz, BHEBwT b dirbhso a0
CCRSMEH~F ¥y 2 (Maraviroe, MVC) (2, =
NFTOFHRMEMERESELREZZLEDN., K
SRS TWES, £2TC, ZOMNfE#ES
2o %y Semy & HREOR 7, B L 0 o
CCRSISIEDWIEE O 12w, e fi—f ol
HHOMMEA N =X LOFEIL, KERERELRS,
L LZeds, ZH6MERIZST S in viromf il
WOMBIEFLEFEFIZMLEATED, MVCIZIWL
TRiI2BLAMGE 2R TOEV. ZOEHD—
DOETSHAS HHIVEBRIEMME %] 2485k
[ZBWTH, HEORMERIZOVTONRIZLE

B. W%k

SNFTIE, H A N AFEORERICHZPEL TR,
i in vitro THTES BCEER 24T, in vivo TORME:
OFMET>THRA. L L, ZOMOIER L,
CCRS[HERIZ A+ LWtEY 4 v A3, CCRSR
[ HIV-1 (RS £ A ) e bR iud e & s
O, DA PBMC 2 AR E L TiThbh T#
oo L, dElE A b AGHEASER IZHMETH Y
BRI A L R 2 2k Ed b, WiE Lz
=S TCh . FIC, A EBALLM
fHIZRS Y A L AD ks £ L AKBAIT I 128,
CCRS B THIK T H 5 PMI/CCRS #lllL 7 Vv in
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vitro RS A WA DOMVCH & DR R w Kl

SOk, RSY AL AT MikA R+ 2 L
GlRETERS 27260, BB TIZREDILNN A
EETE S, ZOMBERGT, Kr A REER
58 L 2R EEFE ST B #% (non-B subtype =
CRFO8_BCHE) V2T, in vitrodegE ™ 1 L A K8
Efrofz (1) TORKR. BFoN @y A VA
#HvT, MVCOTEE % PMI/CCR5 Al % A v
7> WST-8 assay (HIHZ I F LS (X D ¥HES 2,
RS54 LAEXR W/ WST-8 assay (T NETHEV
FTHNTORLA, RS T 1L ADEREE LK
rEEERIZEVT S, WST-8 assay TOHlEAFTRET
HHZEd, BICHEEZEATHY, MERIZHTW
B AV AOER T LREELXHETEA
&, FWIZHHTH S, WST-8 assay (2L 1)kt
{WADEHESELTELEZAT, Thah A4
VA Denvelope D> — 7 LY A%iTH, ¥—F L
AlZE D, AREAET ST AR OIFERT .

(fREEADLR)

ARWFEEAT 912472 ) SO IER IR AF R DOPE &

C. WFRERS

HiHCCRIHE
A T4 20084 12 H 12

Hlm=9¥Ow 2 (MVC) &, D
IAGERAL, 20094 1 H & DIE
AUTHERREE 20 BIfER S EMEtEO 2012
HLgbhbdnNEHEEREL(ENTWVWESE L mfﬁ-t{%
FBOH LI5S ORSIMA T I 2A5TH
Ehab. £, BEMIZEESEMLTETVWLR
e ofzsubtype Ml O# B2 7 4L AH, ZhFTTIE
LA Esubtype BEAEZT TH o oAHIZBLTE
W4 I EIXHESICEGTEL, LRI, IBEK
MR L §— THRTZB I N TV ER
@) |2 non-B subtype @7 f b ZIZEY L TWiB 4D
A LFoMmL THTWES, HEETREL L
RS T BEFRRMC) 12, gp120 R Upold & — & 1
¥ ADOFEYCRFOS_ BCHTH S = LAVHW] L 7= (14
2], S LRI, hEOREECHOTHL S
ALTAH 5 1990 CHE £ TP E S At ) B
HARTLMESN TS, ZORMBIENN Hhb,
SHEHATLEBEMAIME TV EELILNS
FIT, FhllaM L. PMIYCCRSHINE TOAT% iﬂ
WAL TELZKMClL 7 A L A% HvT, MVCHlit

W LSRG LTERm L BT L 2o, AR L
FORRN - BEN R SPEANEA AR ftepg  TED B E in vitro TAf 2720 MVCOIRIEE 0.5 nM2:
BEREN L TRESIL, TRSICTHD, HREGL, R4 2 EIFTIT SRS opM £ T
- o ) “ FLEL7: (19782 4—3), &3vb—Y 0 LiikHl
T MVCIZH T 5 B EHRBA T2 224, 8
MNeE—2(1000M) 06, I FO—=L9 4 ILAD
m Resuspend in
e e 10% FCS/RPMI M:M\"C
Mmin 5 hrs Ln with MVC o~
i 'U i 359 ¢ PMICCRS cell
*‘ THIV-1
Add
Virus
mm:cnsum- (KMC1)
(4x10%) m Resuspend in
m.n 10%FCS/RPMI
1 mi without MVC  Add uninfected
U—' PMI/CCRS cells
s
Nutnmd w" ”T‘lﬂ
Isolation of
Gmu:nm
T
-rull-du

E1 PM1/CCRS#EBRZFHUE in vitro MVCTItED - L ARBOTEE
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IC, & D < & i, 11287 42— 2 (500nM) EABE
FETH Eilihoy 4 VA R1C, A7200nM Bk L%
STHEN, MVCIZRIEIC S - TV (F3), &iz,
FHEND /Ny = FOIEHANEL O pDNA & fill i
L, =X RA%ffol. TOHER, 882E—

YHD gp120 VARTLIZ PAITQERIFEE 24, 1)
Mot —Sns— 2y ATIEVIERICINZ TCE
11237 £ — ZLEMVC
ZO2h Sz

(1443L) [ZERDA ST,
DMEL 10uM T L2295,

ViR GO ERGASN LD 5 (F4), V2
FODITIGOERY 1128y — T LLE100% & 4
LA, 2 ba—nolizbE LRI EREAL

L IDIT3H/GIQ) & Z L6, Hila~o8l{bh RO
THEMEAS V. E A, MVCTIMEY 1 L ZAE Dl
DCCRSIHER I LTH L LMtEE R L9
ERE L7z, TOERE, aplaviroe R TAK-779% &
MVCUM O CCRS HERIZH L THmETHE Z L
HHETE L.

»
MV (100aM) st 8P
/
o — y
& o[ TREmNL. | /7
| MVC (15005) at 9P
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I THOMRESE Tirb TRz CCRS HEA
O EROMET ..i V3IIZERAASL Z LT
kT HZ AT LALTH JJ C4 2 V47T TR
ﬂfLi‘oﬁim:MVC' MLTIE, IHDTTHLH,
HITE, KMCl1i¥ary 4 mz._.;,wca MVCiZ &
Zin viroWME BB LT TS0, VIIERHA
594 NNALbLY. VIEROFEIZMHL T
VACH T TOERIMBT L L6, Z0OH
WA CCRS HIHER O FIZMLTEhHTHEE

LW THDLEEZOND, 72, BC subtype™y 1
W A% V72 in vitro selection D i R TRl T
ThHh., 2009FOFKEL by 4 LAES (CROD
AR s, SHEEFETLIEALTHS
9 non-B subtype (BCHE) O 7t fi + W2 % -

TLhr¥Ezoh, eroMEETLBCUOY
fNATLRMESES P I A LTWTFETHL,

E. Wi
G AN T ORATA T S 05 non-B subtype ) —
D CRFO8_BCHZ MR HAER & D ol L, #rBlCCRS I
HRDOMVCD in vitro WIEF % T, WEPEH 2 360
L, chEToftFUoBEL IR L), VI
M'c-ru (VAL CAD2H T OERTHRMENLLT WA
Lo ts, ZOBRIE, MVCEY O CCRS
?i'li A LT 280 % 75 LTy /2. Non-B subtype ™7
AL A O E ., v3FIELLYL o CCrS TR F Al 1
{5-8B0F (412 VA ~ CAlZAMT TOiER) o & kg2
Wit o thhe s WE LA EWED,

MVC selection
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I.  Ryo. A.. Tsurutani, N.. Ohba. K., Kimura, R..
Komano, J., Nishi, M., Soeda, H., Hattori, S..
Perrem, K., Yamamoto. M., Chiba, J., Mimaya, 1.,
Yoshimura, K., Matsushita, S.. Honda. M..
Yoshimura, A., Sawasaki, T., Aoki, ., Morikawa,
Y., and Yamamoto, N. SOCSI is an inducible host
factor during HIV-1 infection the intracellular traf-
ficking and stability of HIV-1 Gag. Proc Natl Acad
Sci U S A, 105:294-299, 2008.

Aoki, M., Venzon, D.J., Koh, Y.. Aoki-Ogata, H.,
Miyakawa, T., Yoshimura, K., Maeda, K. and
Mitsuya, H. Non-cleavage site gag mutations in
amprenavir-resistant HIV-1 predispose HIV-1 to
rapid acquisition of amprenavir resistance but delays
development of resistance to other protease
Inhibitors. J. Virol. 83:3059-3068, 2009,
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BABEEZRORZFT S FNEREORN

SR IEE
BA B RIAPASRESRHARANRELRESLRESS T #ET
RS
Chandra Nath Roy  (F)To XFBRE UH—FLIFU b
HRES

HIV-1 D#ilaAa@ A [d gp 1 20h' 2@EDORER (CD4 &7 ThA V528E) I
BETICLTHKT D, HIRBAEEROWERFEEZHASHICT DIEHIT
wildB LU tEmutation M A gp 1 20 ZRAVTREAEEAENELEEN
SOEENEDEL SICEELTVSHEESHICT IHLELN DD, CORICD

WTHLZFgp 1 20 RB&(CHRR L Tep 1 20 BLURBEFOHEDFHEZ
—HFRERBZAVTAEINERSHCTEDLEAT LS. XFEERE

-

FEEXBEOEMEIETORETE DMK - L FODAVADRERILT

SE[BIC/I(F 21004 ILANRTZ Z—F% B biotin-tag EH AviTag Z{1i0
LicHIV-1 EE#%kgp | 20 DA BRAERZTLEICIER L—9F ok ED
BECTRRERIULIEDTHSET S,

A, WEZEHY

HIV-1 O A S Y22 8 1 W gpl 2042 F
HOZHER(CDA L rEh 1 2 2F K 285615 2
L CHGT B45, gpl20id £ CD4 A L 1kl
FOHMBEA S S SRTYEH A 2 THKIZ#
4. B AEREOIERTE 2 S 1242
7o |24 wild 35 £ D mutant 804 gp120 & W T2l
HOZHERE O EERA M LT YD L 5 &1L
Lz HOEMMITLEENHD., ZOHiz2nT
o idgp120 Rk AT ETep1203 & 2%
RO BYRE RN A — 43 TRAREE % HVCTlsE uE
WHEMPCTELEEZ L, AN AZTEHRI Y
BRLZ HI v & 402 B AR - T s R L2 LD
R E N Treeyele T 272912, gpl2013 S F(Ra5 4k,
HIWEE (SRR ICIL D GAF LT L s a A+ il
LETillET 52 3 AELE b, £ZTTEHEREC
WA ATHIRA~ND - FH A b= A % J)
LTRLIENPLEE Lo TL A RER MR
L Crecycle T & & ViR A N A FF 0 2 i BIO-ZE K
e 2 EFEIZ, Fh6 2 kI LB L
GrrtaAsEAOLLTHRNEHLZL FOY L LA,
BLXFIvARTavarnyy—F%birl,
FOi%, BiEFERESEMREEE Y L7z [
iz Fapd A AR F—FH%E L EH T biotin-
tag 11 AviTag % {0l L 22 HIV-1 Bk gp120 D H A
WA AL REERGE L L) 2 H A7,

B. #® - Sk

HAFOMMS VA ILAZEHFEIR- MODAILA,
BEUISYRI T IY 3 IR I—FROER

WAL ACZFE RO A5 CD4, CXCR4, CCRS,
CXCRTZFHMET BN L 720 415 DMz 12 cDNA
synthesis %, PrimeSTAR MaxDNA polymerase © J{J L+
T % 4 O specific primer THINE %, ZeroBlunt TOPO
PCR cloning vector | Zsub-cloning L, ¥ — 7 1L A %
M2+ 4 Tz, £, ZHHDcDNA %l
[REEEA A b &0 L 22 545 09 7% primer THY
i L pAcGFP1-Hyg-N1, pDsRed-Monomer-Hyg-N1.
pRetroQ-AcGFPI-N1, pRetroQ-DsRed-Monomer-N |
Vector |2 F L FHAARA, HI2EDEHNT & —
i+ Fugene % ] T HeLa, Hos#lIla iz @i A L 72,
FnpHDL b4 L ARERAY F—13VSV-G
RENRy =R =Y 7AIRIZ2 b7 2 A
Txhiarl, VSV-G =AU~ 7% fDpseu-
do-typed virus % PE/E 2 7o (2, K53k L rh o #Lif
A 7AW A% L L HeLa %> Hos il 12 it ife 2 48 2
ET. ENFHOTHERT BB DMk L
e

HABOHMOBREBEONT 5 —ROIERL

ZeroBlunt TOPO | Z sub-cloning L 7z # 4L F4LDE %
e E LT, BRI Tagfi W] & £ primer &
WV T PrimeSTAR Max  DNA polymerase % L+ T
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Recombination PCRiE & IV TR RZ R4 (., M
15 . sub-cloning %, >— % ~r X x ik, Lilk
[k HETHEROHBES 2 7 — 1AL 7:.

biotin-tag ZEE AviTag{1HlHIV-1-gp 120 BEH
OFRIERL A DL

AviTag BEFI X Sl primer D7 =— 1) 2 (2 2 D fE
W | HE pCpldTF DNA LIZ#lAGAA 22 (K1), £0
. pNL4-3HI# gpl20 8 L 0¥ gpl60 ALY L recombi-
nation PCR ik & v T, gpl20 % ¥+ LECH| % 2
D AN F L FVEY] (HBM) (2l 3
fit 2 22 P02 LAl vector (21 AT, HBM-gpl120 —
AviTag #{EWL L 7:. Z @ DNA % transfer vector
(pBacPAKS) |Z#l & i L THI# 2 DNA % FlashBAC
DNA £ 3tz s #ilfe~lipofectin™ Z H]WT b7 >~ A
Ty bL, HIRAY AN AOERE TV SR
T ANADHWET 272, BULLZY £ LA
Highs il (2 it 24k ST AT b Express Five™
SFMT27°C. 3H &R, o kife bl 2,

(I~ DRR)
PLEOFATOMREIHALRFOR LRI R ZH A
A EGGTE LR L, TORBOL L2752,

C. WERERSR

BNIZRT L9112, CXCRALZOWTIEER % L85
BN AR OTEE L RIS THIR ETORM %
e df g L — 4 — SRR 2 HVTEIFL 22, CXCR4
OFRBIZOVTIIMBNF A1 ZIZEREANS E
RBIA S — 2 A B S, HAHIBEN Iz
AR BRTE LI I2hs, 5, $HZET
CXCR4 Orecycle (M2 5 2 20 RAEAIZ LML
%5 A e VWCXCR4-TTM % 5 0 5 & 1 B Bt 1= (2
receptor 745 B L recycle (2 8| 2 414 4 33 panern
B DL LM EPIZLE /. CCRS L
CXCRTTLITMERDMAR, RISy — 1%
{LiziZd Stk A 72, CD4 truncated 12538 pattern
[2CD4 (LA % (. recycle (Z[¥ L TIX CD4-trun-
cated DA, LDAHZHEE 2N TV S L5 12 recycle
o - ( oTwiz(E2). BEOZ EhE
CXCR4/CXCR4-7TM, CCR5/CCRS-TTM, CXCR7/
CXCR7-TTM, CD4/D4 truncated = L FILZ 7%
AWTHIZEER T S EISikE L=,

HBM-gp120 — AviTag % {ERCIZ M L TIRE3RT
&9 1Zgp120 OERIZIES) LT3 1 biotin-ligase D ff
fF FTId AviTag (hiotin ¥ 4 Z L {23y L 72
Z b % western blotiECTREEREL 72 (1),

q

i St Kgel el Besl EoAl M Bai
CAIATID.

b A O Lew Oy T Lowle Ofy S Ons P L Lo

L G

TAGGTANTCTCTRCT
[

[+ 7.
Gpl20  gol60

N

B

S

AviTag AviTag-gp 120 gp | 20MRBRUTOIVA NS I b

pCold TF DNA EICAviTag-E83:A3 gp120/8p1 80D T FH IV —IT 2 AFAUF LT
Y—9TYALMERR [-%ICpBacPAKBICHIA L. HighEMIRICERE . EiPOEEOTFE
ZILTHEEL. T5ICstreptavidin Thlot ¥ S CETHBICbiotin ARIMENTULSHREEL.
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entry inhibitor

inhibitor {1

epl20 # HwvT, 4 2 -l B Tepl20@ &5 2. HIV-1-ta-PT1

) v multivalem T a4y 4
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GD4 truncated
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