HEAE | £ 53 BAAY 1L AFSHES
ki ORI L[4 IVREEDFEEEE ]

3 HIV-1T/ L
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EICE5T 2EERFEH L TOHIH

EH B X

R R RS2 R A BE R o 230 B FE R S T R S 00 BT

TANALEEDOLE, H4OMBBAIZBWTOFREL TS, b MREREY A VA 1E
(HIV — 1) 137 4 WV AKFNO RNA 7/ 2% DNA ICHIRG L, 1 ERGRIH ARG 2 & TRy
ERALSE S, A, HIV-IOF ) AB L UZOMEWRIAEMN L, 7 AV ARSE IE T 2 i £

K F (APOBEC3G, TRIMS « ) DFEEDH S 22 SN/,

E512, HIV-1 O7 7 A OR&HAH

T 5 gt RITMIBN TIRZIEICSF S N TWwa, HIV-11d 29 L722E EMIPISAETE$ 5 54 o[ EE
#2707 — LT L S TWA, AEETIE, HIV-1 G727 4 VAT ) LD ik,
WG, BN, fARARE Vo le—E DY A VRS ) LB & HI S 5 8 TR TRE ISR LRSS
L, $CHIV-1 7/ 2 DORBAB TS B VT 75 —¥BIOT LA 77 L — 3 VAR E
MEERT A EERTHICET 2 REOMEEZ $ Lo ThI.

FL&IC

HIV-1 &8 L a4 L AEHS OEEFIERE —4&
B8 (+) RNA & LTHFWIZSy r—Y LTwah, 3B
F 21— T A->7: mRNA % HFMELE LT, cDNA % &k
L, BBz =170 —=r 7%, BHOMIBIZEAL
WERBMAEB T T2 22 THAE, 2N —HED
HEEZBRECAT) L b a7 AL ADRBRIAES ENITE X
{CERVATLTHLNEDHOOTHHATLIETL S
W, Thabh, LAy L AZFORGICE LT, RNA
G- % 1 " ARSH DNA 1358855, (cDNA &%) L, 18
F YR DNA IZHLAAL (7 7L —Ya v ) 2
ETIANRYT ) W OREFRBMILZ B 3§ 2550 R
VAT LEPEELTWEEVZ S (B]). HEEERIES X
ML 77— a ynidwdind oA v 2k FHEIIcsr
J L RNA LTIy r =V ENTWANIEREZES X
AT 77 —EICLiEsns, L2 L%eds, in

ARG
T 113-8519 WA X ¥ 5 1-5-45
FOR ERR R RF R R 7 B g e S i 7 B
I RIE T
TEL : 03-5803-5799
FAX : 03-5803-0235
E-mail : tmasu.impt@tmd.ac.jp

vivo TEERIZT A NV ADATo TOAIBTRTEINS
TANVABEZEDO AR TIF) IZEIATFTH LI L LWLNT
HLH. MRT, Bk, HEE, BT, MAALDKT#
BEOLESTANVAT ) LOFNEL (RfgTid “v 1
AF ) LEEE LI RZEICTR) AXETAHERTO
TFAR=MET AN ABRERNLHATH L EEZOND.

BEEMME (restrict) BF

AR, FOREB A O BRER B G % 88 — v & LTRR
T B Tol B Ak % ol & L7z H AR SR bt o I AR 751t
ATWEG, HIV-1 O A VA5 6 4, fBANICEA
LTLBIANAT ) LB L FOEEKRIERL, 74
WV ARG % RS 5 18 FEGUER T OFESH S 2% Y,
2 L7 PtER T3 E £ 0 b 2 BRGIER T & L CRlik
ENDLETICE 72D, HIV-1 ASIHEFH L DAl 12 Rk
TELWVWEWIBHRZIEZ, TH75FN DNA FA 75
— 5 HIV-1 #fIHF & L€ TRIM5 o (E[FE S 725,
VERBET O FEMIA 205, 7 7V sk TRIMS « 1F
HIV-1 ¥ ¥ 7> F&EH (CA) IZEHLYA VAT LD
D HVIIHEEORBEHEL TS L) THD. T/
BIRZEVZ & 12k M RO TRIMS o (& HIV-1 &G E
FEDIER GG AS, ¥ AHIMFEL bay A )V ZAD—ER
DOFE (N-tropic MuLV) IZIZHERREZRTEDZ ETH
B, INSOER,S, HIV-1I 3EETHH e RO
TRIM5 o 128 LTI S 2 OPiEEZ EHR LT b bk
#Z 5N b, APOBEC3G 13 HIV-1 252 — ¥ 5 Vif &1
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1 HIV-1 5/ LENRERER R F & 2 DOl

Y e~ HEHMEENT
ra S (PIC) (40~60 kDa)
- -
: {lo -4
o oA, OB CUHETYS

(WAVA 565 H1%F,

Support

nEubails

B2 HVATLAr7IL—2a EeE

DEERESANT 2 & A X 7= %2 APOBEC3G I3 cytidine
deaminase iKEz L CTEBY, A IWVAFT ) LADOHEE D
B2 () $EDNAIEH L, dC % dU I2Z5H S s (5114
WAENELEED 2 EDHT AN AEHBEO—D2 L LT
Wi x 7 , —J Vif i3 APOBEC3G O™ £ )V A FiF
HANOILY AA % [RES 5 2 & T, APOBEC3G O~ A
NVAERZE#L TWAEE2ZLRATWSE Y (F1).
TRIM5 «, APOBEC3G ®FEMIZEI L CIEAGE “7 A L R”

Bimx © ARAHIAL

AT CNTBFDHLDTELLEBBINNT2D),
B\EXE (support) EF

WA BRRERA L2 HIV-1 1L, 71 VR
KO RNA 77 2 &g~ &
FALL L CHIRE RS % FGT 5.
W5, FEMIEAHTS 5.

% AH, D RNA %
Z OBFE T ik & 1A

cyclophilin A (3 HIV-1 O3
SO E G YT AEERT L LCRES N, 2
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Dk, HIV-1OXx ¥ 72 FEHEHAET A LT b
TRIMS5 o DY A NV AEH D6 OEGEIZES L TWwb LD
WG BNz —J5 [HEFRHOL R TRIMS o D5
HIV-1ERIZ1Z, cyclophilin A XL ETH 5 L OMEGL H

D3, JETIE, TRIM5 o« & cyclophilin A @ HIV-1 &
BT LHENIBEVH. L2 DTIERwh e DRRD
W E s, FRMS 1I3EMICL B L RS O
B2 5, cyclophilin A ® HIV-1 &4 B 5 EDZHEIZ
LT, 5BOFREPLEL D £ 72,

AT PIERE | 7 A v ARG E R O 53 2 RS
FIE#HD 7 A VA4 7 4 (DNA) % &t Bik-& A a1k
BHIEL, ~ M) v 7 A&EH, VEERE, 1777 —
LI M2 T Vpr &AL EDRZOBRER L LTHEESN
TWw2 D, ZOEEKIZY A VA DNA 2HKRMED T T A
I FDNA ICHAAGIEEDH 2 2 EhRaEh, LA v
T 7 L —3 a AW (Preintegration complex) & %1}
Font W HIVOS LA Y77 L= 3 Y EEKRD,
A b= 7RI 28nm (BRI LT~ 56nm) & HAED
LT3 (R2). MEHMEIlE TV Y7L
— ¥ 3 VAR AR X O AICERET B D13 L W
EEZSNTVE Y, HFALRZRIEY LT 5/
YAV SN OMNE R Yy v T =2 ZFFLTY
ANWART 7 LOMBBNE®RE B %> TWbB 2 EALIETNIC
s SN TR, HIV-L 7 20/ MY —B X
OBENZD ZOMBBNEKRRTH LT 7 F b L b
BOBEGATRE I N T WS >34 22T % MacDonald
513, HIV-1 B 7-PIC GFP — vpr A EH 2 I AT ¥ 5
Zr7T, HIV1 7L A 77 L —3 3 Y EAEKOMIINE)
REDTHULICHII L 72 & OHED R SN2 D, Z2OHEIC
ka&, HIV1 7L A v 77 L= a3 VARG D
YA NS Sy T — 2 BFE L CHIBAEEE A
¥ A MTOC (microtuble-organizing center) & XX
LML FECTEET L EDZETHA, BRAICGFP — vpr
T TNV ENTHF D time-lapse BEMES 12 X 5 BIESE B H
O, TOBEMEIZ]L 1« s EME SN, THIEIMNEE
— Y —EHEHOBHEE L —H L TnHEDILTHAS.

Y. © MacDonald 51 FiR L7230 % H T, M
INEIZ N Ty TENHIVA 7 2 AR BT HEMET
EBZAHTEICOHEIIL, KESIFEARN 100nm, £ &
400-700nm D) ¥ ¥ —IROFIRTH 5 2 & 2 L7 9.
TRl & BARILEC £ D BT e 0T ) I v M SERE
WCLTH28mm & ENTWE I EaEz g, BICEFD
HAMMEELZ TV Z R D (B2). Ld->T, JF
NG F T S B 720, YANVAT ) M
WX B B S A LENH L. OFEEELC
M3 4mERT & L TINFE TIZimportin 77 31 —4&
[ 20252 35 X OBIBEILEER R 19 s s T b,
L L%hs, Wb BENLZIEHICE ST > T I
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X, FOMimportin 77 3 —HEADOMESICE L T
HBEMBHLODH LIRS ™ KR E L CHEEN 2
bOTIERVWEIIZELNS Y,

HIV-1 5/ LOHMHAHICEEE T 2BERF

WEREE, BNECTERELLZ YA VAT M3mE YD
EDNA ICHLAATNTOa A VAR L, ZoTay A
VADSRE, FIREND 2 L THI2% 7 AN AT
S, Mg S NG, L7zdto T, flAAAR B
ZEG ST DJAEA T v TTH Y, 7 A )V ABEFHOR T &
bAEELFBETH L™, v AV A DNA IZHEHEEH
L, fHAAAREMEES 2 D137 AV AHKROEEA 77
F—¥THhb. ZOMBAARIBEIKELL I DDAT v T
O3-7uty vy IRy, @Y aA=r 7 s, OBHEIC
BB ENTEDL (R3). 475 T— B EHEmmE
A013O3-7uty R E@Ya A =y SR TH
D, wBEOOBEILEFMLO DNABERERICLD B
ChbhbEEZLNTNS D, R1IZHIV1 7/ 204
HIABNEET B L DHEDDH > 2ETERFICONWTT &
D7z,

DNA-PK: #%  WisLEh% <1, JEMIFMIE 2 (NHE]
nonhomologous end-joining) A A& $H DNA O YW o
s FOBBEICEH 2 LS T\W A %, NHE] 1d DNA
WAEEEH ) Y R1LBEs (DNA-PK), Ku, XRCC4, DNA
FA—=AIVIZE )il £ N %, Daniel 513, DNA-PK
WRARL TW5B SCID w7 AHkMiE % H\wvwC, HIV-1 %
GH L Oy AV ADMAIAKRIZ DNA-PK LB TH S &
HELZY, Lo Ledss, MARARDEIA LS Ytk
DNADF ¥ v FIZ 1 A DNA TH L2 L (K3) -
MOI ( multiplicity of infection) T @ HIV-1J& %% (2 1
DNAPK BT LA METHEWI LG s, Bk
BT, fEE o NHE] #3m-MOI TOREGIZ L), B
Z 5 IR I, HARAKRLLIRTO 7 4 Vv A DNA O Kb
REAE (BIRML) &¥52&T, YA VA DNA OFIZ
EBT7RN =V AFEENEEL T 5 L DORRICHELEV
Tz L3

BAF: ¥~ A HIfE~ A4 v A (Mo-MLV) 3¢ 3 X of
HIV-1 7L A v 7 7L —3 g AR 25mm | <
fREE LT AETEHRTFTYANAY ) AOAGEESD Y
J LANDORLAIAHZ (autointegration) %5 < (barrier) =
& TYAIR DNA ~NO M AR A Z T B Fo 2 &
725 BAF (barrier-to-autointegration) &I:EiL5. BAF
DOAROREREIZE L TIE, DNA 496 & ST H &H &
DOMHEMERT 52 T, fnil%E atBgEs L O
MM ST A EEZ 5N TS Y, B4, MoMLV
DTVA T T L= a YHEAEDS BAF EMEEMT
%16 F M+, lamina-associated protein (LAP) -2 « 2%
FEEN® . LAP2 o3 d & b &, R two-hybrid 12
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LTR LTR

1
5 ol o e A DA « I |

B ad =R

X3 L hAYAILZAEEGEFHEMAHERE
O3F-7aty vy rEE AT 77— CIESEREBIC L ) DNAICEH S /-7 4 )V A DNA OWERRICIEA L, % 3%
WMD2DRX s LAF K (HIV-1 O¥A1E GT) 2UIMiBEET s, @V aA=v /Kb 3-70ty ¥ v FRsx #2727 4 )V
Z DNA BHEHNABATL, BIEREIRDNA &8T5, 3-7atvy ¥ v FRUBTE L 728727 7 4 )V A DNA3 4¥#-OH #£0
SRAEBOEIC &0 18 T 4etafk DNA 13 5o A HdE A (HIV-1 @36 53EE) B Lz bTUNREZWils, £ EEEEIZY)
Wi S 7218 E Gtk DNA O % 5K Y iERE & 7 4 )V A DNAS K Ui-OH DK 4 T AT VEiE+ s (AT VY FET VAT
7—=BE & BIFEN D) o OB 7 A4 )V 2 DNA Ol 5RO —AR5 O 2 Hik (HIV-1 03413 CAYIERE S g E
et /R DNA O — AR5 13 Z OMBEO GBI L VD 5N D, fRIZY A )V A DNA O£ 5 FK i & fid £ 4tk DNA 04 3

KMPES LA VT 7L — a3 Y RIBIEERET 5,

£ 0 BAF EMEEHTARTE LT HEshzboT
DS, BAF L 7L A v 77 L —3 a Y BEAR~OMEH
RO T WA REMEATRIZE E LTV B %),

HMGAL: 7 u~xF 2T 5 A Y& THY
¥ HMG (high mobility group) I (Y) & XiZnTwz.
HIV-1 7V A v 57 7L —3 3 VEARE I L CRga L
TLABEITRTTIANAL ) LAWK DH M
(concerted) HLAAMZARAET B L ik S iz 173138
L2 L7555, HMGAL #/KIEL TW AR TS HIV-1 D
HMARBRREES AW EPRES Y. —F,
HMGAL 13825 H ¥ ATF-3 % HIV-1 LTR ® AP-1 %1
2 7 v—1+$52 LT, HIV-1 OWBIREICEST S L
DHELHSH Y, 5512, ATF3 &£ HMGAL 37 o~ F >
S 2 ) SWI/SNF GO 7 )V — P 283 5 2
LHWS L0 A TIE, HMGAL i3 HIV-1 Ol
FAZEND L) T L ARG E) T S i REMEDE
WeEzZohTwnb,

PR L 72 ERTIE TN D MAAARHELZTH LA T
77 =X OB EAHTERIERE I T, £/
FEBDO T ANV AES (in vivo) TORMAALBEFENDEEE

BIEE G D W TS BRI DL ETH L. LTI A ~
T 7T =X & OBEBEN R MEVEM A HEEL S N fmE R T2
OWNWTF & DT,

1277 7—CEEHEMRT 3BEETF

INL:7 u~F U REEHIE 2, BN EILICRES 9 5
SWI/SNF #8 &K DR A 7 CEERE two-hybrid 7 v £ 1 (2
SO HIV-IA v 779 —YERETAEENT (INIL:
integrase interactor 1) & L CIRANZFIE X723, Lk
WA VT 7T —Y¥EALE TAINRAT ) LRGELH DA,
I A1) T DNA % Hv 728400 (in vitro) 7 v &4 O%E
BRfER L 0, INILIZHIV-1 A > 77 7 — P oREEEE (f
HAAH) HRETZHEERT-LEZ SN T, LrLk
Mo, GG (in vivo) TOBEHZN LG E727%
W, —FT, HIV-1 A4 V779 —EHa N AL v 25T
INT1 &R43 I Fr % RSB & B 72/ Tl AV AR 0
A1~ 10 HHo—F TR TFT 5 & 0 7 % PML
(promyelocytyic leukemia protein) & #;[F L € HIV-1 ®
P B 55 5 & O R Sz, INIL o HIV-
1EBICBTLREIAHTH A2, INILAS 7u~<F >
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£1 HV1 4/ LAOHMAKBIRICEST 2BERAF

M It RE 7l 5 13 HIV-1 #5231 5 HEfE SCHk
INI1 70 F G YTH #AIAA (in vitro) (34)
SW/SNF # AR HE 1 K - ARl 35S 61)
RS | AW Al (67, 63)
BAF s B X OHER: PIC WAAH (PICT v+t A) (36)
B O A4 (auto-integration) Ffiilk (10, 39)
HMGA1 ra<F R EIFC AN, PIC HMAAHR () (17,31, 38)
(HMGI(Y)) #HH BT ) ) (29, 30)
LIRGA lf
DNA-PK/Ku, V(D)J i 2. KO ML  MAarAi (Fr v 7BHE) (15)
XRCCH4, DNA YJWriz18E T RI=T R 1,37
DNA ligase IV %7 A4 )L A DNA O EERAL (37)
LEDGF/p75 LIRESi e AT T— KM% (12)
A b L AN T PHER BRI AAA (42)
P300 T b F OV A7~ H#AiAA (invitro/in vivo) )
CHER

YTH: BB, two-hybrid ¥, in vitro

U aryeFr b IN &EAHRIEE DNA % w72 AR B,

PICTvtA : TvA V77— a VHEAEKRE HOIZMAARIIS, TR 0 7 A VAT 7 5O A % i 1 HL AR

& S,
KO : knock-out b L { I3HEREARZHING

HIHKT-CTdH 5 SW/SNF EERHEKNTCThH b 2 L &%
AbDE, TAIWAT ) NDMIBARELRINE BT LM
PR ENDL DS, TOEZ EHFTLHMEITE 0,
LEDGF/p75. 2 F v % E#{L L/ HIV-1 4 > 575 —
YAREFRS S 23T M OBIGEET LA VT 75
—BHAE (~400kDa) A HHEEES1Y, b &g,
B MENEELE T 5 PC4 E M HEAEH $ 4 75kDa @
W ELTH, F7:#%1C lens epithelial {3 HI3E D cDNA
T4 77 =05 HANEERERROTR L KGT % H O
i & L CllsE & /=5, LEDGF/p75 (3N T M5
X472 EGFP-1 ¥ 7 79 — LG EAOBBIEICLETH
24 Zrnbhs, HIV-1 FLA Y77 L —Y a v 4
k% Yetifk DNA N &3 < (tethering) &R S h 7z,
BRI\ 2 &2, LEDGF/p75 13 HIV-1 3 X 0% 2 R
A VA (FIV) kDA 5 75 — ¥ OJFIEI L
FEDS, MIRTERED v & EB MoMLV A > 77 5 —+¢
B LAVEDZ ETHAH Y, BAEE TIZ LEDGF/
p75 EAEMEHEDHEE ST WA A ¥ 7 75— ¥ HIV-1,
HIV2, FIVOWFR L L > F o4 VAHKRTH Y, y—
L a4V ATHS MoMLY, RSVRLA—L FI W AL
AT 5 HTLV-] LIS LAV LG ST ns Y,
29 L7z FE912n 2 LEDGF/p75 & HIV-1 1 ~
FUI—YOMERITFOEATEY VB 4% 5724
HIV-1 BEAIFFSICD BRI I N TW A, Lo Lads

5, RNAI |2 & ) LEDGF/p75 % /4 741112 B\ C
b, HIV-1 3 L < FIV O, BLOZ0HROERITR
P L BN RN L LI &N 1002 Pl ko
K25, LEDGF/p75 2L k1T £ )b 2 DML AA R SIG
D IR 2255 1B L T AR It Ww s b s,
T AN ADMAAREBAIEE L b AL ZASE OF
kAT S 1 6948 HIV-1 134tk DNA L osEE 1= v b
PUCHR AT VW 2 E 2 S T w7z 5Y . 2o HIV-1 ol
BIABEBAL D FIC LEDGF/p75 A5G- L T B T REEAS
FOEHE s W,

LRIz b 7T oL RSB p300.Y, Hsp60® ,
polycomb group EED %[ % 2SHIV-14 v 577 7 — ¥ &
MEEHT A2EFER T L LTl SN TB ) 4B OERMD
s s.

HIV-1 A > 5795 —EE4H / LEEE

TVA YT 7L =2 a VEERERET 57 AV AEH
DEMPTY, AT 7 5—YERBEDAT Y T ThHbIA
VABET R B EROERICHAAGEETH L ™. Lzt
5T, WHEERIEO 1 A8 RNA 205 2 488 DNA Z5#t & \»
VTAF I I BT DERORIHRD B VILEGSHL DR
@B FIZBWT, RALLONHETY AV AELRT&
MEERICBWTHLHEREZH) EATH A ) LEZD
No., ZEHESIA VT 7T —ERRROBEEEROYTH
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FHTFER
- o Ewnon S 25333 IRegegl _
pe- 5 T
= —— Moek ;m amaaa
1] | -
- - aidFe _,_z"! Em Ve
Bi5000 ._._.-""' B oo LEH
5 / B Ay
= J Fi31]
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gm .ul:-rrlnl siConk niGEming glGam
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1o § 150 -
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2h ah Han 4h 9 s | | 2}
..... al==
HGETWAE el MW wGonl
4 Gemin2 knock-down (C& % HIV-1 71 ILR S/ LETRENDRES

b MEw R IRk~ 707y — Y23y a—b (GFP) b L ¢ 1E Gemin2 ##Zf L L7- siRNA %3 Af4. HIV-1 %
Y SR, EGLRRERRAY 124 DNA # (/48 L, HIV-1cDNA o4l (R/US) %81 (R/gaga) B &L OHM#»: (2-LTR).
HAsAA (Alu-gag) %V 7Y 4 4 PCRICE Y ERMBI L Crt 27) Xtz L <o),

BRARRITINZ, Bisk W) iss 00 R 6052
AN ARG ELBIE DK AT v T O BERERIZEE G- LT
WBZEERELTERLD, 7, BETE, A V77T
— ¥ LSRG R OB A ORI A O b 7
END L) 9B =5 L2z m AL, HIV-
17/ AHREIZHG T 2EFERTF24 7 77— L DM
HEH T A2 EER T2 5L RSB0 LD L LT
ZbNb.

Gemin2: & 4 & B4 F): two-hybrid %12 & 1) HIV-1 £ ~ 7
7T —¥ LG T 2 HER T Gemin2 2 [fE L7z, ZO
WTEATT A2 71259 % snRNP A RO M
N7 vty 7)) —BXOBENERICEYS 35 SMN #4514k
DOHEBHT-O V&L LTE ST 7z A8 BARN 2 155
WBRZAHTH S, Fexid, Gemin2 A5 HIV-1 BKgefh§ A
RPIA VT T —BBIOT LA YT L= 3 YA
REMBEAERL, WANVAY ) AOMEERIEE X UZFh
DDA, FAARIZEG LT IR 2 RE S
LiEREE (R4), A1 777 —YEMEMERL, Win
EdEE LA VAT ) LRI RITTEEN T
OEEE, Ll L7zfaAARDRoO@ERBICELA 77
5 —PERAEOFEEDHN B L O HIV-1 7/ L8EZ LR
LHHEFEHETOFE L ERBFHRAORS T &5 b
DEBFEENS 2D,

YIS

TELEOIPUER TR ™ 4V 2 %13 U OYSERRIERLC 72
W2 HRE RO — H A |27 O B AR & L C PR
DHEA TS, LA L, HIV-1 20F &4 2700 F ICHB %

e b 726 TIRER IS ENRSE 2 S OEERERDN LR
NAMZTTIHERL T AL NG, —F, VA4
NV ZRFELNIFETIKGFE L TWLZ L QLI LFETH A,
L7ho T, ZOBEMRGEHEZDTANVADEETH S
EEZOND. A VT T T — YO R L £ D515
FRT-ORIEIX, 74NV REGERAACBIT AT A VAT
L EAEERT & OB R O A 7% 53751 HIV [l
FERFRIIBVTOH S HMIEEAIRL D 5 b D &
fFEhs.
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Host factorsthat regulate theintercellular dynamicsof HIV-1
genome during the early phase of infection
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An interplay or battle between virus and its host has been observed within a single cell. Upon an
infection with retroviruses including human immunodeficiency virus type 1 (HIV-1), the viral genome
1s subjected to several processes that include uncoating, reverse transcription of the viral genomic
RNA into a cDNA copy, transport of this cDNA into the nucleus, and integration of the cDNA into the
host chromosome. Antiretroviral restriction factors such as TRIM5 « and APOBEC3G have been
recently identified. In addition, nuclear membrane protect host chromosomal DNA against incoming
viral genome. For successful retroviral infection, viral genome must overcome these cellular barriers
to establish proviral state, in which viral cDNA was stably integrated into host chromosomal DNA. In
this review, I would summarize the host factors that regulate the intercellular dynamics of HIV-1
genome during the early phase of infection, especially focusing on factors interacting with HIV-1 inte-
grase and the preintegration complex.
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