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1. HIV BZeidsi & 7 D18 £ MR ER-FOBIRE :
RN DR AEOEHH

N &K

TR AV ABFZERT T A AWFFEhER% - RS RERT FE aH I

HIV D58 R 20 SELL EAHETD, DO AV ADRRYLIEGE 2 5 = X L % 3T 5572 38 AW
TW5h, 74V ADFEYIEGE 213 4 ORIIVERT-250HTH 575, #ilt, APOBEC % TRIMbS « %

EDT AN AREG 2 YIS A3 HRA LWL PRIk > TE .

DA IV A DM T O JEGE AR

IZBWTHEEMBEERTRED L ) ITATEL I ANV A ZE S5 P2 @i d 5.

FLOHIC

AR EBRE T ERRIC X o TR S oM B OB A,
oW, COBERSFLOOEEEMREEMZ 722
LIk, WEREICERT A R/NEME LTEBT AL
IZh otz ZOMBBAGIRE R DAEBREET S0 ON
TANATHD., 74N ALEIEHBRAETH 2 RNA H 5
WIEDNA %207 ) Aa—F¥A2&HAESLNELL, M
U T 22 b o R T THDL. COTANADNR
MT, BEHHRAE LTHORNA %2 DNA IZZ#L, bo&
bRERRFINE L TOWHEHRIETH % 4ettfk DNA 127 A
W AEHREMAROCRDEET LD L PETA NV ATH
L., IhiE, BESHMIlBESE»OETN, 2 LT, Mg
FHCIRUHE L, fhoMla~MEA, BIZTZHEIET 5 L)
RENEMIG L2 81k, Loy v akdaike o
7ol EZTHIEIE RV, 74V A &G & T AR
RBlp 5 BIZEREOMBEANORA, 2O oNhE, 1L
T, M~ EETH L BB TE L. LT, MBI
LoTlE, ZOIANVADOBILTORAILLY, SATA
VA DA IIIHIBAIEALASEZ ), HIV O X 9 Ziifze
N5 (cytopathic effect, CPE) #2247 A LV A DB

ARG
T 606-8507 R An Bt X e e ) 1R T 53
THRRE T A IV AWFFERT = A AWFFEi - B4R RENT 7
I
FAX : 075-751-4812
E-mail . ykoyanag@virus.kyoto-u.ac.jp

EHIRAEDSFFE S NG, ANV AR E DD TN RBEAE
THDHD, mEDDFEWFOMEKIZLY), ZORAED
MDD id-o &) LTEA, AEIEL PO A VAD
e CRMITIENT AN EA, £ LT, atFIIERGE 2 4000
5 5000 5N & IRFENIICHE 2 RFIYIC & b o TE KL E
|27 5T\ % human immunodeficiency virus (HIV) @24
B, 2L C, ZomEMEERFIZOWTHEAT 5.

B 75y AARZ 2 —T— s DFADANT-HIZ,
1980 FE A L ) 2T E THIS LT 72 o 7o AT DI
FHEIRIC X DB BB NTE BESIEA ) =R
EV ) ASRITIT E A EFRIEED 7 a5 A AT P e
T oMz G0 L Tz FRIERN O CD4 Bk > 733k
PEGEIZHA BV LEEL TV, bbb, AL DJR
RICEDIEAREIRREEZ BLTCWwWAEEZzON, LT, 2
DO BN RMEIE AR EREBERE (acquired immunodeficiency
syndrome, AIDS) & %D b7z, T DOFREAZRRINIC D L5
Y, FLT, 1983 4E127 T ~ A Pasteur W5Ei 2 5,
1984 41217 A1) % NIH & UCSF (#£12 NIH © b D 1x 7
TV ADGTHERDIRBATH B Z EDSbro7205) oL
WL hNa YAV ADGEENRE S WY, 750 A0
lymphoadenopathy virus (LAV), NIH O, 1L EFTHR,
ZLC, 7AY A ThrEE SN 7z human T-lymphotropic virus-I,
IL(HTLV-L ID B TWwaeEz 572 & & ) HTLV-III
&, UCSF ?®1% AIDS-related virus (ARV) 421751
7298, 0k, HIVEW) HTH—snY. 21T, 2
DI AN AGHEDOFRENNEIT A NV ADZHEARDIDCDL TH S
TEAHBILTY, S 51T LERISY AV ADLIEERS]
AIE S 7z 91,
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HIV DZBEADEE

ML 2 S F X o TV BERMED Y A )V AR F-5Hl R
M, $&bb, MEENTTHE T AN AZTEEREFEREL,
7 A v A RNA 25l 2 B0l L CHIIRENICR AT 5.
HIV O354013 Bk L7z & 912 1984 4E121% CD4 57 1 )L A
ZERTHDL LN, TORIIZCDA T EH s 0— >
PUED S TICHEAEL, TLT, ZOHMEIY A L Ak

WCHETLZE LY, EbOTEIbro7z. L2L,
FDHRDOWTENS CDA 2T TIETIANAEZRASIESL T L
ETELRWI LML, $£20%HE (WBZEE, =
LTy —tdwvd)) ofELEDIY, gLt Ty —0
ZERICIEE 5110 FFLL FOREM AL ETH o 72, Zhidk
FEDOBSICAMERZ T S FEDL T ENA VT BZHRIRT
Hot2¥, BROEZSHMITIR, FOREL, FEIA D
HIV Oge & 35 2 &) B Y, 21T, w4
AJEGe (FERIE Y A VA LI ORABAE) Wi 5
BN TOT 7 F T I A VARY ¥ —|2 L 5 EGTE
ARICE DA )= TOFERTHH Y, LT, ¥E
AA VZFEARIETRTTRIEE®ETO GEHETH 55,
HIVOa L7y —L%el) ) bERbDIE, KRIETED
A~ SDF-1 DZFkTH B CXCRA £ BT ENA ¥ DZE
K T&HAHCCRE THAHZ L, &5 THINIZDAELT 5
TANATHD THBBMETANVA X474 NVAED
W) AHIED CXCR4 %, THifa: ~r 07 7 — I
Pd B A NATHAY IO T 7 —VHMMEY A VA (RS
TANAEB WD) HEED CCRS &, FNENRADE
CRIHT 22 EMbhroz B w2y Na—7 |2
FHLTWAHEENYE gpl20 1 CD4 IZF TS L, K
gp120 O & b TILHIP 2 IS s L Y, aLve 7
Y —IEAT A, RAIANRIEY 707 7 — VR E LT
HIEMY T L, fBIZAEY) — CD4 B T Mgk LT
BAICEGT 5. SHICEERILIL, YA VAHKIELD
THRICRALZE ETH D EAMERERIZ, 2L T, 20
B O BREERERE 72 © IZFIER D BMEMIZ RS 7 A4 IV A

EHFELTWD 192D —J X4 o VR Z A X% RIE
T AHERTOR S W FFIICAAE L, & ORERYHIN LRz
fzad+ 4 —7 COABMETHRTH L2, 5512
O FEERATOREE, 2pl20 X3 BAZTEK L TH Y, CD4
A LTz & CDA TG O AEEIZIT R & 7%
EEHY, TANVAPED L HIELL TE D, 4%D
A SN T 18

R PP IV

aL v Ty — LR L7 gpl20 & ATEATR, EEE
BoA VAL RO —THEAETH ) 3&8ELTERL T
W5 gpdl OREEERDPBIY, YA VAL XU —TfK
AR O IR E IR & OMBIERI G S 5. Z ORIE#

(712

FRICIE gpd]l ORGP EE L EEEH-TBY, Lk
CEd 3BMUEDOBBENIEZONTVSE D, 213, #
A1, gpdl DT LATE UK, 21T, NTE VK
Lwbi, 2Lt 7y =gk, 1256 450AIZT LA
TEV¢%%ﬁ%&§ﬂng1®NX%ﬁ*ﬁﬁﬁ
(fusion domain) 2SEERYHNIGEICE @S 5. KIZ 20 424
M1z 3 EIRD gpdl 5T ATt/ﬁﬁﬁigé gp4l
OREAER O C RKIENZIZ 2 DD T VT 7)) v 7 AHk
LB, FOTI ML ANVRYFOVEMDS T A VIR
WCEAL L, ITILHIEBH. W CHBIHELAT E U HiEE
BT 52, Zoa4 VIRICER Y 5 1 13 coiled-
coll s EIRIEN, 4 v I VTV HF A4V AD HA2 BHE
RIKRFIIANADI Y RO — T YD [k VAR
REoTWh, ZOWEIZEbOTERELHETHY, 2
D coiled-coil HE D IR ARG HTEFE OLHOBIETH 5.
Z LT, Z coiled-coil #7% # 4521 IZHET 5 36 D
EARTF R (T20) IZFEBICTA XEEEE LTEbR
TWw2 D, HIVORAOHAIZLY A4 F—2 24 L1
AAERET, 7 AV A &R & o Rl A TR R
@WW77b Bwfié% Z LT, MFENANT A VA
BIRFASEIEN, MBENICERESNS. OB % Bk
(X1 uncoatmg) LV A INVAST T ML, MRS
TIBWTEHL, a7 XL, 3 CICROMEREA
%ﬁ?%k%i%ﬂfwé.v®&%®\%MXW A
JFEAEMBPERTOAR W, LA L, 2004 44V Ofllk
#% FHEEE N TRIMS o 13, ZOBBROBBRICBNT YA
VARG A IR L TWE EEZLRTWE D, F7- A
VA Gag BHEIES LA VAR THNICH D AT D4
478740 YIEZORE, &5\, T ORGIZE
HLTWwWbEI)THsY, 3L IIARBEDORIHEIZES.

WEEE & 1 IV AEEFOIBAE®E

KIZ, TANVARAIZE D FEBATN/RNA (ys) %
T4 —=E LTYAINVARNAS 7712 Non coding
RO T T 4 <= GHE (PBS) 265G #HR (RT)
(&Y, RNAEWELE (B 1 D reverse transcription) &
nNz® . F¥, 5754 LAMHO YR LESITH S R
WETYAFAPEDNAPEE SN, YA VARNAD 3T
T A LRI EAT A U RMEEA, 867 (first jump)
L, Z0FE 714 VA RNARIIDOK) 28Rl L LT~ A
F A8 DNA A% T35, ZOWMEEDOERRIZEWT
721250 BE S 7z APOBEC3G & v 9 DNA mutator C &
% cytidine deaminase 2%, G5 A~ND 7 A )V A@\{ET
BHREZFLELTVDL I DG TE, AHBHZ’
DWW TUIIARIFEOJITHIZGEM 2 58 5. DNA &1 & AR
A VA RNaseH 12Xk ) 7 4 LA RNA BSEEE N5 55, —
HEEENLWRNAZ T T4 Y=L LTRIZT T A
DNA & S8, 2 A8 DNA ICA SN G, Zo#EiEIC

E55% 2w,
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HIV (A L HEGE 5 % 8 FE1E, CD4 & coreceptor 12454 (binding) L, B (uncoating), #in%: (reverse transcription),
DNA O#%#4T (nuclear import) & #iAA (integration), provirus 7* 5 DizE. (transcription), 7 A )V A RNA O/ EAT
(RNA export), #ER (translation), &EHAE DES (assembly) & 7 A )V A RNA OHUAA (RNA encapsidation), # L T,
7 AV AL F-OkEEE (budding) & B (maturation) 12X &5,

BOWTREALLET 7 F ¥ E#E LEEREEE AR
(reverse transcription complex : RTC) # k3 % 30,
LT, WEEHOY A )V A 2 K5 DNA 3 4afkicco
DNA ##lahE €54 7 7L —2A (IN), Gag &HED
HCTEwOEMIZHLEY M) v 7 ABHE (MA), 2L
T, VANVABIEIZLT LALETEWT 724 ) &HE
DOEDOHRDLHIEE G2/M IR SEHREMEICED 5
Vpr A % & L A 1K (preintegration complex, PIC)
R L, MFBNOMNE - T, BELEEZ TRE
3% (B 1 ® nuclear import)3Y. RTC & PIC ®4% Tl
FIIZOWTIEELZHSE NI R o T, E2ATEDD
THFEDKE W PIC DAL % i § 2 #8247 D\FE I
(¥ importin7 ASBIG-§ 5 &\ WL d 20532 F kbR
BELNTWARW, INHLZWIE Vpr EHEZDOLDIZH
LEBATY 7T VIS PIC OBATEBRBICEETH L L)
TR H B 33,

JALIVADNADAL T L—3>

PICOHTIZINOERIZLY, BZ6 HIBEIZBWY
T 3K 3o DNA 5% (3 end processing) &

N, 377420 0HENFHELL, BNIZEITL THRMEHR
DNA $i~EEfHE &9 4 (strand transfer). =L C, fgd&
DNA & 4 )WV ADNA EDRIZHELZ5 7T 4 LD gap &
Mg BERERCLIVEDON, A V77— 3y (F1
@ integration) 2552 7 54. I DEHEEEFIZ DNA-PK &
V) Bt fk DNA OBERF Tl v LiEbh /278, %
7, REREBLNTVRWD . 2o k) IC LTy kR
TELIANWVADNAZ 7H T A)VAE V., PIC 23
BIZBWTER SN LB B W TARIENICEES S
M BAF (barrier-to-autointegration factor) 1%, 7 1
VA DNADSENTIANVAHEDODNA LA Y7 7L —3
3y LanE ) ITHa LY, EEHREICES T 55O
& D TH S HMGal (high mobility group protein 1) 14 >~
FUL = a VIEMEICEOMIBIER T T 5 3. R,
IN OFEEEAE & LTl & 7z LEDGF (lens epithelium-
derived growth factor) I3 KK IIEE DT 7 FN—F —
THhbHT L, F72, HIVPEHEEEDOE AL A » 7 7
L—=Yardsr2enbd, HVAA 77— a vy
LBEOYGEARIRLOFRNCB W THEZH LI WD L) T
HoBN HNVOA 77 L= a3 YA RS
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HOENERLIZ S WDH, T2, YT AL POTA VAT
H5H MLV OF NI TTE—F —FHIRICL 2L, L
MOy A IVANY & — |2 X bEEFRBEEREOB S, S
HETH 5.

74V A RNA D%

K DNA IC Y A VABGTFIIMART N2 LI2 X
D, ZOTA4NVABEERIIEDOTEEILE T2 W R
5. ZLT, 77Uy A I)VAH 5 mRNA VG ENCOT#
OEFIH R TERICIASL., 704 VAL LEREN
%A VA RNA X, Mg fk DNAIZa— FEhb
mRNA &£ 572 [@ALELXIICRNAKRY 25 —F¥II (Pol
II) OVERIZE Y mRNA & LTHEBEEN LS, ZOERET
15370774 VARBEL L, BFHTOTANVA
RNA ~ZEHtEIE <15 (X 1 O transcription). 2D A
VA RNA ORER#FIZ 7O A VA DNADS 7F7 14 LD
JERFRE I CFE T 5 7O E— ¥ —ZKET A SP-1, ZL
T, TN —IZHEET B NF-« B 7 & O iR E K
FIEAELTWB O, $4bb, M0 mRNA FBR%
SEAEICHH LTS, 512, 2074V ADIEE L Tat
EVI) T ANV AHROBAEHEIC I D HIEI STV S,
Tat ZHE X CDK9 & v ) BMIBRERT- L4611, ZL
T, Pol Il ® C KD v BEILIC & BB E b & 1
FTIELIZEDTAIVARNA ORKICEFHET AL L b
(2 HIV 85 BRI ORI & FHiE 4 5 1V,

71V X RNA OBSBITE T 1V AEBEORR

EERIBICE DA E /27 £V A RNA 135 T2 0D
W2k, 1 20kb, 4.0 kb, 9.2 kb D5 THH 5.
20kb ® b DI double splicing EN72bDTH Y, KH5+F=
Th 5O THELZ I EE L, AIlgED) Ky — 24
WZELE L Tat ZEEE E D 5<% 4.0kb & 9.2kb O 7
AV A RNA DN S BHNDBAT % FEITST 5 Rev &E
BlzEnENFIRs NS, —F, &5 T RNA T 5 single
spliced RNA (4.0 kb) & unspliced RNA (9.2 kb) (& Hjh
TIREIELZ 82 R I IEBITTE S, BB ITHT
Crml (chromosome region maintenance) & RanGTPase
ORI & D13 Lo TREBIMICHIEILZ @il T & 5 42,
Rev IZBNITB VT I NS EH5T RNA KA L7-#ER,
Crml - RanGTPase &#EA L, BAMIELT (K1 @ RNA
export) $ 52L&, YA NVABEEAEOR
(translation) YETEN L. T2 THEEMIAER A&
DO TEERZE S .

TAIVZEREDES ERFOMAILT (assembly)

ANV AKT- % 7z b DL D Gag B & RO R AR
LB ERE (RT, IN) @ #1210 5Bk (GagPol)

(VA4 VA 555 25,

ZLC, ZNERYEO R —TEARIE, o
R, MEICBWVWTRNase LOA ¥y —nrE
DTH5HHPES IZL ) ZRAEZEML, SHITHFNIZ
package ¥ b7 A )V ARNA L#4 (K1 o RNA
encapsidation) L CHIFIEEICRATT 2 9. MlEE CIZ
HP68 13k L, Gag EHEIILEHRT 5. ML~
AT Gag EEHE O N KD 3 1) A b A VALsEEZ & U8
pleckstrin FMHIE * NMET A L2 HbLNTWE, —
¥, TrNO—-T7EHYGITER, FLT, TVIEEKRT
WEgEisa S, THRCIIHRERDOIEEZ 7 MIbnT,
~7 077 — Y TIEHMIEAD late endosome BEIZB VT
yRU—TERAE EREG LRI AV ZARF & LCTHL
KT THENS (B 1D assembly)*?.

71 IV ZARF DEERE & R

RIS, & WS E T AV ZRTF-ASE P & 0 A
fast~itedE (B 1 @ budding) SN 5. &k, ORI
(&, Ml 258 4 DOZ BT F-0SHila N~k S, £
LT, UV Y—AIZBWTHE SN 5812 5 ESCRT
(endosomal sorting complex required for transport) %+
BEAHBEES T AZENHLNI 7%, ESCRT 13 3 B
POl L7z mENS > TEY, 2N ESCRT-], 11,
I &), FRov Y MM, Gag EHED CKifD p6 D
@ Pro-Thr-Ala-Pro ¥ (PTAP €F—7, & 5\ i,
late domain & Wb TW5E) OLEEMKIE, 7 AV AR F
DEEEICEEDLDH D VI FERPSBOND, 22T,
p6 O PTAP 5 — 7 IZKET 2 BMABDIERRD 2 N A 7Y
v NEEIZX D b, TSGI01 & v ESCRT-I DAL
B, TEFFMLEINpb AT AL, FLT,
TSG101 D% % RNA T, HHwE, ZOFIF > b
AT 4 TEREOEAIZLY, &512, ESCRT &40
HeRE % %9 5 AAA ATPase TH 5 VPS4 D K3 F >~ b
IH T4 TEBEEDBEAL > TY, HIV R T-OBEEEIZ6R
TSNS Z L b h o740 SN EE O NIH I 58
B, HRBAMCHERER, A VAR TAO SO F 7 —EaNE
AL, Al L7z& 912 Gag BHE, 75 U2, Pol &H
BAYIRr s, ZNEFNERT ANV AT 2K L, ZL
TG AV AR OEHENEGT 5. s, 7
AW ADMMIEAIZ BT 2 BRYIEHETH 5 .

BHUICS

HIV 3HIPICEAL, 20X %t Tt~
AV ZRA- & LTt S, PO 72 2 ARyl
NIRRT B, ANV AZ IO XD IS R T
ERIH L CFHREBEPLTAESIKRVEKEZ L > TWD. L
L, Mgz > TIXEYTH Y, HIEAD 5 OPERIEE A
WIEH S P> TE 72,
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A number of novel findings with reference to HIV replication have been reported even though it
passed more than 20 years after a first HIV isolation. Although many cellular factors are known to be
involved in the HIV replication, recently investigators discovered novel HIV-suppressive cellular fac-
tors such as APOBEC or TRIMb « . Here, I describe and discuss how HIV uses the cellular machinery
for its replication.
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