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The anti-HIV-1 activity in the CD63dN-transduced cells with a wild type X4 HIV-1 (NL4-3) but not a R3 HIV-1 (JR-
&24 EL]SA) CSF) was also confirmed. The level of HIV-1gag p24 in culture supernatant from X4 HIV-]-infected cultures in the

. CD63dN-transduced cells was approximately 100 fold-lower than that in either untransduced or empt\ vector-
._o_. mock = transduced cells (Fig. 3E). Level of X4 HiV-1 DNA in the CD63dN dnced cel s i 1y lower than that
Y in the empty vector-transduced or untransduced cells (Fig. 3F). Cells in the CD63dN-transduced culture infected with
._A_ empty vector £ X4 HIV-1 grew similar as that in the HIV-1 uninfected culture. whereas hat in the empty-vector-transduced or
E untransduced cultures infected with X4 HIV-1 were severely killed (data not shown),
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EBOY A VAEEIIBTLHE50FEIZONWT
BAHTH L, U EOBE»LUTO 3 meieo
WHRELTE,
1. B/~ 07y = URMRANOEEIZBI S
Vpr FERED iR
2. BEMM RO Vpr MIE HEORET
3. Vpr 12 X ARG 5 07 A )b A FEARK
R DAt & HE R T [l E
ThhH, Ko TR, HE-1 RU-2 29012
Mt 24T -7z, HH-1 122w TiE, Pl 7THE
VORI L v F Y A W ANT F—DEAEITV I
2w a7y — UANOBRENRIIGT S Vpr OFF
A MBI U7z 720 Vpr BHIZK - TIEE
Wk o7 ) 4 Z T §H 0 W (DSB:double strand
breaks) 2SiE S L5 2 & & R L7z, Vpr OFRE
Y LT, IR G2 BA Tl R S S
VEHDSM BT Ao REFE, Vpr 12 & D DSB %35
EENLZEPHEIZ R 7o s, 2D 62
2B RSN DB IZL - CTHFEEINTWD
ol AR —ICHCEHEY A 2 L ASHTEEIL R o 72 THH
2z onTiE, FERl 6EBEFTIIT Y R A v
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| AifE DR T TSETE
BB MBET LI ERRO, il
e &5 L, DNAE

a¥—

FFEIZ X B ELISA ¥ A7 L DFEf % Ko7z h%, BHE
BRE A7) —= v 7T ADIZRABERIELN
&#O~mu%WM¢@WﬂE BT H 720D

EMPREELT. CNETHHLCELR O— >
A 8D1 mm. ORI TF NI AR T

— Uik (C217) DYERICEII L7z, Z O DT

KT, RIELREE Y A Y VBT EAT) 2
LT, BEMESO Vpr A EEIZ R o720 DUT
WZIEEE-1 RO-2 12 TR T 5.

B. fi7e77ik
ﬁ{»xmAW LI L2l 5 DNA 13 NL4-3 #%
HAZTFCL A 2 B DNA & LT BNV 338 % R
5‘:L NEF pﬁi&‘ N7 2T —ERETPFEASR
TWb, Z OBIETFIIEIBRIGEN e, BRAHEE
HMOFK = L2 O MG 251170, T AR
(R) & L. vpr #BISIZ A by 73 s A S
BRE (LT R-) D 2200% 4V A% Fv7:,VSV-6
ST A3 FDNA & 3612 203T Mg B A L, &
2= R ATIANVARER LI BNz T AN
A3 FiEd o p24 % ELISA 12 T#lle L 72
Hik/~vor07 7y — YRl HEWELE LT b
MR B MR T & B THP-1 & AV 72e THP-1
74+ VER—IVITAT NV TH5 phorbol myristate
acetate (LU PMA) T 2 HEHLEET 5 L Mifgidx~ 7
07y —YRMEOERY - —Tdb MAC-1
PERD I LR THEL LR 5, 2DX
3 s DEDY ANV ARFELESY, 2 HiE




DT DN > 7 25— BiEHZHE L 72, HMIZBT 2 EW M0 EEPRO LN/D iz

Re7 A WAIZL % DSB Vpr & &7 A L A B2 il w LT, 54 B T A ORE DT 5
FEAZB g S 2 RRICEIR L, 7 H e — A7 Lz 72o FI2INOOMIAOEEE FEMIZHT T 5
@H L7z, Protenase K L OV SDS # W CHEAE # LB L o R BRSO LB 12 5 T
HILL 7SV AT 1 =)0 FEBSIKENEIC & 5 ITIC AR EEAE OMY) BB EE SN TV,
L7z Bpthka > ba—iv & LT 7.56y O IE 3. THP-1/PMA HIIZAZ R-JL OV R+ w7 £ )V A % B &,
MEoMiar Avic, E5OKENIR, YV E YA T VY7 27— BRI L TR R % I
) =T L, DNA OERENSY — v 2 L B L7z WANMAEIF p24 12T 5 ng/nl LLF
AN TREESE, TORR. e A VARG S
HIV-1 B Mg Vpr i 2 FfEOH 7 10— VMR TIIR-Z2 Y S &R & e L T 3-
YHUEDN, C217 THRIELRE (IP) %47v, 8Dl 4RGN Y T 27— BEEDRRO Bz,

T LAY YT WB) 24T - 720 &4E 200 ul % 4. X-# I ZOMALD DNA 28V A7 14—V K&

DNasel K UF RNase CHLHE L 7-%%., BATIZMEL 72, RUKENE TS 5 &, &5 F DNA OTIZ DNA

FHEY O TN E LT, RIBHCEI - AFE L7 Vpr DT P E s, Vpr BEL YAV A%

7z, DmifERk L 7z Vpr % A @ ELISA (/N— RAZOMBBHIZ S MO T~ H 580 b iz,

Tar-1) ATk h, VpriREE LR L/, ZiEKRE F 72 Vpr ZEIAMAL G2 DSB OB ICERE S LB 1)

LT, 5, 2.5 KU 1.25 ng AHM D Vpr FEEUAZ L, Y EEAL ATM, ) ~BE1E Chk2 K UF Rad51 7 + —

TREEAOMAEIRM L, HIV-1 Bk L @D 7 AT ATRED &7z,

IP-WB %47\, Vpr 2 L 72, 5. 1 44EGID HIV-1 MR EMIEF O Vpr % fif4T

Vpr iz & % DNA$BAS HIV-1 Bpid B Mg T L7z, ZO%E, 64T Vpr M &, #

HMENLRELFABEDRE T Vpr 2/EH S DREIL. # 5 ng/ml BEZRTERIZD S

IEOMIaEORIL % B8 L /- % Ak~ o7 N7zo HIV-1 BEMERER A 30 Bl DWW Tl L 72

7= IR LT 5ng/ml @ Vpr Z%ML. 2 HiZLZ. B VT NORET L 14 kDa DEHEHHH

DNA $81BE D~ — 1 — T d Ly-H2AX D Yete k% Gt ENLZ L holz,

L7z, 6. Vpr OFfEH & 1A HIV-RNA 2 ¥ —# & oIz
(P E~DRLE) DFEDEED LT D, 4% S HIZER K % 18
HIV-1 Btk B OO M S 2 520 512472 0 | E57 RLLUTHNT D2 E2FHH L TW5h, EREZE,

ERERE Y v & — % B SR O KRR O E#ER B, B A VAR RTIZO b s F,

B COREGER ST AT AH B FAE MO S %521 5 Vpr 2518 & I WIEBIASERD 5 Tz, T DFER]

W iZid, NP —IZEBRONE T T HBE L, BH D vpr BETEBIT LA, X2 VEFFF

BEEOL LI ZKHE L 72, —EORMmEIF 5-50 79 ONMEIZ 4 HOEESTFASN, FETIZA

ml & L7z My 7a FyAHHT B ENHL IR 572,
KHTFEICRE Y 5 EBR L KEMEER [17 EaR 7. BEMFIZHEET S Vpr & FEEOREDEY

RE1T 5] & LTARE SN, EErmE L EE Ak~ so 7y -5

ng/ml O Vpr iR L. 2 BEIZ DNAEE D < —
C. Wrzeiss N —Tdh Ly-H2AX DYt riT-7 8 2 A, i
1. p24 DEIZL T 50 ng AHL D R-F U R+77 1 L A B b DD T +—H ARBDBRD LT 50
T IAY VR L7 E 2 A, ReDAT Vpr AF ng/ml @ Vpr #EHEE L LI D7 5 —H 1%
Ega R AN SRR b7z,

2. p24 OAEIZL T 200 ng/ml DEED R-K R+
ANAeiEE L, BEMBICERGES e 2 A, D. &%
FIFETOMAIILVY 7 29— VOREEI KT Vpr (2 X SRR OFE Ry A VAL B
BT F L TRYtE 24 BRI CIZMIBE R 0 G2 BB B8 A58 6 L7225 R-m7 A4 b 2 (5 J8) A
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B RS hol, 2O LAXER L/ZHIV 7 1
VAN Vpr BEREER NS A720 DR WY — LV TH
LI EREWRT L, BRI IZMEEIO
G2 B TORE ML END DR LT, Bz 50
BERA D 2985 & CIHORFIZINA T, MBORE
A HNTz, TORERIE Vpr MR T HWw7C
eI NETOMIRERE L AT D, 2O
Wit Bz oW T, RAERBERRTH 5.
a7 7 — RN D T AV ARG Vpr 12X
Vw077 — I ~DORENENLRTHIEDN
B S AMT e o 72 T 7o, BEEHIC Vpr 2T A
S ET, Re AN ADBYIEN LA LT,

Vpr 12 & % DSBVpr 12k O DSB ASehig & in/z. #He
L7-yaryed b Vpr EOEZHRBIERSE
LEHHBL DB AFEs NI L, £/2Vpr D
DNAMES AL v ThbHCHREREZ RISEL L
DSB OFEREDSRES T A 2 L, S5 Vpr HAE T
5 A3 FDNA &iRF LT DSBRe = v 7 DIHILFH
BRI b, Vpr BENIZTFEET 5 AR
DEF ARG L DS, Vpr BEPDNA ST S
LT DSBAHET L kAR RSN, U
OIS Vpr Z72<vF LA MrOTEF
MbE EEIZHETLHEIHL P Lo TWwb,
Vpr A% 707 7 — JIZBET AR, 7 av T U4
EAREOLRNL T/ L DNAICBHER TR 7 V-
F L. DSB #E T 2HEEER TbH, TORTF
DEEI S BOWMERETH 5.

MLF Vpr O & DSB HIV B B R D il H 42 5
ng/ml (3 3 nM) FREED Vpr ASEAET 5 2 L 7 WIHE
1272 5 720 F 72 Vpr O & A HIV-RNA I ¥ — %
ORI IEQOMMED D Sz, Atk & BITER
MR LT HBEOEEAHEIZT L2 EDPHET
Hb. FL T, HEIRD S NBIZIE Vpr OIL
mCoOMt & ™ A VA RNA OO T
OEBEICEB LB TL2ZEFEELEATY
%, bng/ml FEED Vpr T, EH AR HRE
WERE LT AL HLEDY A M A v EEE
K, INAEREEMIR TS S Ul filEr 0
ANAEELZFETHIEZREL TV BEM
o Vpr DBEINAS, FAYMMALIZEH LT, 250
RIS b Dy A W AEEFELERT D
o REE & 2BV SROBIT 21T ) TETD
B,

a7y

B

[IAAR)S 28
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Vpr 1EHHEFROMBLOBE T IR ME NS &

WM O T A = AP HET L I &GS
NTWb, Lo L ZOEBRTHE S Vpr DRE
X5 W THhH, AR &7z Vpr @ 1000 f5T
Hotz, T2, Patel HEAROFERIZHEM L7 Vpr
MR IY ng/ml DF —F—THo7/z2d% 10 ng/ml O
Vpr TETOTHRI -V ANFESNLITRET,
50 ng/ml THO THEREAPHEOLN T D,
Lot AR O Vpr iBIE 2B 5 2 &5 Vpr
12X RO T A — 3 A, DWW TS A AR
JELZBIT D Vpr OB FHL)ITH LT EHELE
B b, —77, KA RS
DT L Muthumani S 2585 L T8 ) AE3H Vpr 50
pg/ml T EBEMEASAEIT RN — ¥ ADH
EEANDL I EPWEIN TV D, MO T
T WEASERMIZT R =Y AZRTHHEPICD
VTR RS A, RAYMLAE & A AAR T Vpr
V2T B IR L (R o T A RIEDIUR
BEaEhb,
VpriZ X ADSBR+w A W AR~ 17 7 — VIZRES
Kb EDBAFESN FER Vprev 077 —
TORERIEMLTY DNA BEOY—A—TdH
By-12AK DS FE S Niz, T DRELE LTS
ng/ml AT HEME /R L, 50 ng/ml @ Vpr TR
7 DNA BBAEILE A28 H M Tz 7 A VW AEEDEA
ATV AHEE O Vpr 3 ORE & K
L CEWITEEED S B 720 7 A VAEERMIZE
T A IZIZEED DSB BSFET b i REED
EibNb,

I A ZERTIZEHEED B Mg v/ EATE
WHENDL, $o. —F HIV IZEET L L, FATO
ART L TIE, Sy A VA ZRET 5 L1358
DT LW ERHOENT WD, Blh, —F HIV
RGeS A b R O A —E DSB R SN D
BETIZEIANLE V) IRESEL LS, Vpr
12X 3 DSB AT A AEFITRED & N2 B
FEDGFHEMBE o TVAIRMELHZA TS 4
%, TR EREEYT 5 — 5. HIV BtEE ORI
HTO DSB DI A RA L TETH b

Vpr 12 & 2 DSB DBERF & 7 AV ATESZ BT b ESE
lZonTld, BIEDE ZARHETH L. Ll i
(2 ar e b Vpr AEASHEALZLI2L) DSB
MFEENL T &, Vpr @ DNA NAAL v THBC
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1.

RIREE K S5 & DSB FHiEhED
EBITVpr BHTIFDNAICH T 5 =

SRES YA Z &
v & IERR

EIHUIM & FHET WAL TR S BV I &5 A
WIEERETFIER LT DSB #8750 DL E2 5

N,

w7077 —VIXDNA B EAThwWid, 2 s
PEo THRIZIAET 5 DSBIITETE L e\ X-Hi BB a5
TDSB 23584 % & GHITAM O MR 2 ABTEHEEE A
THZLEROTBN DSBATANVADL 577 L
=T a R L TERNER T 2 WHesE 2 b h

Zo A VpriZX B DSB L= 17 7 — UNOBEG

W (i ASEED) ORI oW THFEIZ L. Vpr-DSB

DFOEFRTHLNPIILnEELTWS

;fj:ﬂlx

Vp1 FHE/~ 2707 7 — P RMRAD T 1V AR
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