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7Y —ERHE LI HIV fHiEEF

FEO ¥ F, £ i B X

TR RFRFBEANIN ZANA FH A T2 AF5EH

v MUEREY A VA (HIV) 7/ 20, fBoL baw A4 )L A2
L, CNLOEHEEZRIBEEZTAIVATH>TD

CMmENL = B BEHERE I - F LT\

(G

BHELEZWT 7% —&HE

% L OMBLTHIEDTTRETH B L\ ) T 7 1) =ML ED72DIl, ZOARKD Y A )V AFHIFERE IS

EVWHGFTH - 7.

EELREDH S 227 > T X 72, HIV-1 & HIV-2 12

L2 L%D5, FFEOHGIC & V) TR —

EHEOY AV AEHIZBIT S
IS HEO 7 7 ) —&BE (Vif, Vpr,

Vpx, Vpu B L O Nef) 2T 275, ThEh, 1@1@[951@?&%%3‘1%” filfs 262 L icky
U ANADOEEZRELL, TOFHE - B - WEEREIICR S 2 HEHE R L T0AH. ARTIE
77 —EHE O, HUHIV MR- (Vlf/APOBECSEEI TE, Vpx/77U77’—‘/l€C

Vpu/tetherin) |

FLoIC

HIV &, IXTOL ba v A VRS L CTIHEET A1
EHE (Gag, Pol, BXUWEnv) 2z <T, HIV-1 & &
%ﬁﬁﬁﬁKéﬁ%wz CRERM 2 HEEOE (Tat B
LU Rev), BLXU 727 v¥ 1y —&AY (Vif, Vpr, Vpx,
Vpu, BEXWNef) #23—FLTw5 (Kla). WEEAY
BLOPHESEAE I, B AV ZRF-OFRER Y AV
ABEFHEBUCEG L, $XTOMIBHETO Y A ) ZAHH
WCWHTH L., 77 —&HER, »AHEEOMIET
DY ANWAEENZLER VIEB LD Vpx &, ED X9 %M
fafElc B W T b IENETH S Vpr, Vpu, B & O Nef (245
HEnsd (K1b)., Co7 7)) —HwzIZ, 71 ILA
BEIZBI 5 NS OBEAEOEIEEMRITIIHEL S OTH
o7z, =i, EEIXT ANV AER 2 EH - FHE T 57200
a2l TA2FLTW5. EEORKINERICEY, 7
7 ) —EHB I EEOP HIV G2 F oW T L 5L

T 770-8503

TR RFRFBENN ZNA G A T2 ARFRER
AR R A B
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AT BUERET, B & O

[ZDOWTHERR S 5.

TWAHZEDIREN, YA NVAEE (Z4%, B X OYEEME
BINCBT LT 7 %) —EAEOEE L EEIHHS 512
Ehoodhb. AT, FhFhorsed) —&HY
(26 2 P HIV MR 73 ok &2 &, 77 &4
) —EHE O - EREEICOWTIEB T & L b
JRIEVE & DBIRRP AR OREIZOWTE LD THIZWN,

1. HIV OBGFEE

HIV-1 & HIV-2 O@{a g4 R 1a 12783, HIV-1 135>
NV T = DRIERS T A VA (SIVepz) EH#SEE L, HIV-
2~ W 7 BOFNVRIEARSEY A VA (SIVmac) &FE LY
AIWAT, A—=T 4 < HXAHED SIVsmm 7 5L L
f%tt%ﬂéﬂfwéw.wfﬂ@HWt%%ﬁﬁﬁ
T (gag, pol, env) &FAffiifnT (tat, rev) DGAET 5.
& B n 270 — F?‘%EE TILRRGME T A )V AR DT
R HIV 3 C O MRS, - HlAA B IZEE 2 5% E % 5
2L, HEELEEYVANABZEZFRBEOREL2E 5.
HIV2i2—FT5&HEDH B, Vif, Vpr, Nefld HIV-1
EHIV-2 1236@ L TWwWa 7Y, Vpu ld HIV-1 IZ8EEKYTH
D, Vpx Z HIV2 ICHERWLEALECTH 5.

2. HIV OilERNEEEEICETS
7y —E8E L HIV IREF

TR —EHEICETAE MR ERLICE LD,
INLOREED D B, HIVEEERE BT 55T HIV Ml A
FOHEEPHOE LI 5 TVRBEDLDIZOVWTRI2 IR LT,
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a
HIV-1/SIVcpz
| 1] 1
gag L
5LTR pol vpr env 3LTR
f
HIV-2/SIVmac/SIVsmm vif ot —
I 1] 55 II I i [;]:ll rev i | : Ii |
5'LTR pol vpx vpr env 3LTR
b
EEMPATOT AV ZEEUC « - 0 oo 77t -EBEE----- ,
| 457E DAL T /B i
I : Vif, Vpx :
Gag, Pol, Env i :
Tat, Rev ! i
! R !
i Vpr, Vpu, Nef |
[} 1
1 1
K1 (@ HIV-1 & HIV2 07/ 2fi&E. 7272 ) —&EBEAY 7 L—, ZNEFNO HIV ICHENICTFAET AT 7)) —&HE %

Ky bTEL.

HIV #8UE, SSHRENOWAE - RAICIET D, RNA T/ A
DOWHEE, 7 A )V A DNA O1F EGOAENDOMARAL (T
a7 A NADIE), 7ANVAEEFOFRBERT, 71V
AKEF- DI, BEGETF-F ™ A )V AR F- DR &) EAE
THATT B, FAEOHZRIZEY, (1) Vpxld~vra 77—
Vi EOIEGEMIBIZ BT, WEERIG LY i E O’
IZPERI L, WA LA DNA OFR 2R 2 & 10404 (2)
Vif I3 APOBEC3 & E# (APO3) »¥*F v - 7O
T = LRICEBGEEBENTHIEICED, APO3 DY
AN ARLF~NORY AAZRHE L, $L HIV IEZ B3 5
L2 (3) Vpul HIVOALE ST, Loy A L2
RT4ATANA T ED Y AV Ak & T AT
KF tetherin # B IZHIMHT 2 Z L1250 7 4 )V 2R F-H
RS B 2 L 1999 puRE N

3. Vif

Vif (Virion Infectivity Factor) &, #D%& 0@y, H
RIEEMBTO T ANV ZAEHBIZPUETH S EHRENT
W72 HIV 38U BT 5 VIE SBT3 s
WeAsd %30, oY, Vif K48 HIV 1% 293T, HeLa, CEM-
SSHTIIEHAEETH L5 (2N 5 OMINL % FFEH & 0
&), HIVOEHREEMBTH 20100 v "B~ ra 7
7—¥, CEMETRERTE 2\ GEFEME). 72,
FrAARE & FERF ARG & ORI AL T D Vif K3E HIV 133
HEEY, FEEFAMIIAICIE VIF 12 X Y & A HIV G
RHORTIEEST S 2 EHRBEN TV, Sheehy

(o) HIV HHE 2 Efia (THlae~ 207 7 —J%E) TOY AV AEBIZUENE D o L.

5%, CEM & CEM-SS # HWC cDNAH 7+ 27 ¥ 3 »
%47\, B HIV AT & LT APOBEC3G (A3G) #[AEL,
A3G T A L7 293T MifLAFEF A ORI/ & 0 5 &
LERLY. 20k, ViEBLEXF - TuFT Y —
LARENLTA3G 0L, ZOPLHIV EWZ HET 5
Z &, A3G DA APO3 (A3F 7% &) S PLHIVIGHEZ AT
B ERENHESPIZENT. &5 VIE OBREIC IR
AMHH Y, SIVmac = &0 Vif i3k + A3G/F = il 3 %
7%, HIV-1 Vif 134 )V A3G/F Ot HIV itk % A1 ¢ & 2
V., ZOZ LT HIV-l OFEEERETAERD L DL &
STWVh., INHOEHEICOVWTIIREDKH (17, 47)
#BEIZLTIEL.

Vif & A3G/F & AR Vif 28K % TR A
H#eH S, Vif 13 A3G B L VAR L R4 25HEBCHAT S
TEDURENS WS VIf & ASG RF B Y —
FeZoTBY, wilt, VIEHFETTAIG DT A VARKT
ANOWY AR FBE L, PLHIV iGN % 55 S8 5851k
EWHERE SN2, ASG o C K (F7 I+ —F
FA A ) OWEIHESNTWEHY | Vif OfEIdk
fRBAD 7= DR DR LE TN D .

4. Vpr/Vpx

Vpx 3EEHL ©F 7 4V AD HIV-2/SIVmac/SIVsmm
lineage I(CfFETHAEHE CHAH. Vpx & Vpr DREOT Y
—DEWT2®, B vpx X vpr @ duplication 12 & Y AL
FEREENHY, BETE, TTUH IR FLGE

#1%,
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3 Cullind-DDBI1-DCAF1/VprBP E3 ligase &K & Vpr/Vpx & OMEAEHET IV, Vpr BL U Vpx ik, ¥—7 v b &3 54l

WY CREE) 2V 2 Vv— 35757 =L LTl&, 2¥FF> - 70T 7 —L0MHICHEL,

VA M&FEL, Vpxdv 717 7 — V7% EIEGRMIETORERM 20T 2 RET 2.

A7 A NVA (SIVagm) O vpr DERIZEI Y AELDT

FhwnrtEZSNTWS Y,

Vpx (3HACHIAL R 4010 > /SERTO D A v AHRIZIEIE

ZHUZEY) Vprid G2 7

WIHTH AN, BEkHko~ra7 v - (MDM) T

WA ICETH D I EDTREINT W72

Vpx ¥ Gag

O C RIEIREAEE L TIANVARTICLREICHND AT N,



70 (VAR #59% 5
£1 HV77E&HU—-ZEREICAT3ELMER
gams EPO meemi e e Sk
av¥—¥
Vif 1~ 50 PNl APOBECS & [1VEMEIZ X 240 4 LV AitE  APOBECS B EUHADIES - 7057V 29, 42
DOHF — LRIZ LD T ANV ARFANDOHLD 3A
H & BHE
Vpr HIV-1 NMR () MR D4 1k (G2 arrest) MMBLE O 112 B L i3, Cullind- 18, 22, 28,
~ 700 structure  (2) PIC O##AT DDBI1-DCAF1 E3 ligase &R BWT7 33
HIV-2 @) LTR REHEEF DN T VAT 2 FN  F7y— LTl E, mERF CRREE)
~ 50 — 5 — DR, - RIS, 2oL T
@7RF=T R THk (27) &M,
Vpx ~3000  Homology JESZMINE (%2707 7— VRBk@E  Cullind-DDB1-DCAFI E3 ligase &R 10, 13, 22
modeling % &) TOYA NV AHFEEIZHHEATH Y, BWCT7y 7y =L LCERL, BEM 23, 40, 4
W B WHEE I L D 7 4 VA DNA  fillF CGRFE%E) O - 9IS
DEFRE &AL
Vpu 0 NMR (1) ER T® CD4 D5 i (1) Cullinl-SCFTrCP B &KIZBWCT S 3, 35
structure  (2) ¥ A )V Ak RO O 75— LML, CD4 Ok - 5
fRIZEE 5o
(2) Pt £ W AT Tetherin D7 > ¥ T=
Z ko
Nef ~ 10 Crystalor (1) B34 T- (CD4, MHC-T, CXCR4,  Nef I3fE4 2 EEEE EMEMRT 22 11, 24, 25,
NMR CD28) MF» Y LFal— gy EAC XD BB, 50
structure  (2) 7 A )V AR TFEYMES L OV PBMC TO

AV AEELD PR
3) Ml D > 7" F MzEREEE O modulation

12X 5 TG

SCHK (46) & LI ZVERL.

Vpx UAHE, RO ZGWIRY, HIV-1 727 294 —&EABEOEIESF ICOW TR L.

&G S BRI S ICEET 5 2 8 250 B A
D™ AV AEELYEAR S 2 o 2 & 2 URIE &
nNCTwz, HE, MO Tt Vpx 1&gt~ 07 7 —
CTCOTVA VTV —YarvaryrFLy sz A (PIC) ©
BBTICLETHL ERESNLT. UL, REOHIZ
WZX Y, Vpx ¥~z a7 7 — VBRI % & To HIV-2
RNA % L ORISR 5 I HTH Y, SRIZE DY
A4 )V % DNA O#RE &S 2 2 £ 1019 Vpx % Cullind-
DDBI1-DCAF1 E3 ligase HAKIC, TN o DHINEICHFAET %
MFRETZ) 7 v — b LAMIEC I (R3) 0% g
IRENTWAS,

HIV-1 Vpr (& Z 0% a2t (R 1D 20 EHE ATV
5. CHSOBRED S B, HIV-2 Vpr &M E o1 %
T B05, BBITICIIEEL2VES THL Y, HIV-]
Vpr 2 MDM TO 7 A WV ARFEIZF L BT H T L, Vpr
S PIC ORBATICEREE L, IS5 2 ERTFOHELE
RRET 2 WENH L. Lo L, Vpr KIBHIV-1 Th o
T MDM THFEITRETH 0 8 (BhaEfiith), Vpr %Ki
LTwWab MLV/HIV ¥ X574 VATYH, 7% BIESZHE
DT B2 L v HiEbH A, —J, HIV- Vpr b
HIV-2 Vpr M E 0oL FET 5. R3ITRT LI
I2, Vpx & 12, Vpr i3 Cullind-DDB1-DCAF1 E3 ligase

BAEKICBNCLEXFF MOy =7y MR AEFERT
DTFTZ— LTHE, ThEo5fIcEl 2 EICE) G2
TLANCFHFEST LI EHRBEN TG 5182,
Vpr/Vpx iEWFh b 2¥FF v - a5 7V — L0 %% 4
LT, ZRENG2 T LA MRWYRI M ELE % 3FE 4 5
B, =7 e bEENTFIIRAZEINTBLT, 4%
OMEELE LTHER->TWwA, AT, G27 LA Mo 4
VARG (b bSO =< )V AR HHAL R 1Rl
) lkoThFHEENY, A VARG 5 TEET
HDHEWEINED, TOEYFHIERIIOVWTITIEHIZ
RHL TV BEXH L EEZ LN,

5. Vpu

VpulZEEH L » F 7 1 )V 2D HIV-1/SIVcpz lineage
WHFRICAHAET 5. Vpu OFEREREE, (1) ERICB
75 CD4 045 (ERTHOCDAIICEDLEnwD T v T %
), B (2) A VAR TFHRHBOREE, THEH (F
D). VpulZ X% CD4 &I oW gk (3) 125E5.
Vpu 2 & % 7 A )V AR F U g Iz ow i, (1) Mg
TEIF Rl H L L, DF ), Vpu KiE HIV-1 ol i
Hela, THifs, ~27 077 —I&cRIPFHIENB5 (Vpu
RAFPERIAE), 293T, HT1080, COS-745:Ti3&el BEsh

ap
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£2 7Y -BHEDVANAEES IO I AREICRITTHE
_—_ W 4V ARG e
b A fE AP
SIVmac239 (wt) 1.0 1.0 +
SIVmac239 A Vpx 0.01> 0.1 +
SIVmac239 A Vpr ~ 1.0 0.5 +
SIVmac239 A Vif 0.01> 0.00005 -
SIVmac239 A Nef ~ 1.0 0.01 -
SIVmac239 A Vpx A Vpr 0.05 0.01 -
SHIVky 1mmcess (W) + + +
SHIVky-1mmess 4 Vpu + + +

SCHiK (2)
SHIV KU-1bMC33 2B LT, SCHik <30> o N A DA

Bz e (Vpu IR, (2) Vpu K48 HIV-1 4
T3, Vpu IO EEICE T 52 &0, HRHS
o Iz&NTWwWiz, $72, Hela & COS-7 OFbAHINLIZ
Vpu IAEE D FBI %R L, Vpu KRR 7 £ )V 2L
FHRHEIRIE F AL T D 2 EATRIE SN TV 4,
Neil 51, £ v % —7x0rq (IFNa@ ) WE L7 293T
£ HT1080 ML Tl Vpu MAEMAEH T A2 2 2 AL,
IFN o L3/ R OMFL TR L 72 mRNA O~ A 717
VAN 2T > 72, ZOfEF, CD317/Bst-2/HM1.24 % 77
AV AR OB SF& LTEE LD, RnT,
Z D5 Hela M CHEFICHEH L WA Z &, 293T
2 THIFETIZ IFN QLB IC X ) ZOFH AT 5 2 &,
Mz T, Zo5T%EA L7 293T #Mile)s Vpu A L 2
LI EBEND, TA VAR HBHHIRTE LTRZEL,
tetherin & % fJ1)7z. Tetherin (2 & 5 7 1 )V Z kiR
HIFERER Vpu 12 & 2EHUERRF ICOWTIE, BlE, BA
ZBFZEAS T b LTV 5 6123132)

Tetherin (2 & % 7 A )V 2k TRt o HIfilE HIV-1 I25RE
BedbDTE%RL, VMO A VAR TIAUTAIVATYH
¥ 519, HIV-2 Env 1213 Vpu ki H 5 2 L9, =«
K F ? glycoprotein 1& tetherin & ¥E4i4 5 2 & 20 2SR
ENTW5D. HEo7T, vpueH7z%w £ IV A tetherin
T A0 0/HER 2R >EHEE I - FLTWw5
DT RV LHEESNL. —J, tetherin OHT HIV {5
(IR RIS D 5 123D Vpu AEE e I T I3 HIV-
1VpulZ X oAWK TRIBAMEE SN LAY, v T AR
FOVHED tetherin (& HIV-1 Ff-feit 2 #0f1 L, 2> HIV-
1 Vpu l2x LIkHiME 2793, LA Lad s, HIV-L &
SIVDOF X 5w 4 )VA (SHIV) 9 Vgt HIV-1 1&,
Vpu OFFEIZE D ST VAR CTHAE L, VpufkFEEe b
M TH-TD, Vpu R HIV-1 2585 L %2 < %2 5 DI T
Fawd (REEF—%). Z0MT, Vif/A3G &3k

T, Vpu & tetherin 257 A )V AHEHEIZ ENZITE b o
T2, ML NV TORATIZEL V2D Lz, @
R L~V C Vpu/tetherin 2877 A )V AHEHEIZ & D L 5 T2
% RAZT A, [FERIZ Vpu 5 HIV-1 lineage ¥ M9ICFES
LA INVAFNERD S LO0ED, BEDHLEETHS.

6. Nef

T URY Y ATIEMN L o 7223, Nef I2oWTALER
WL TBEw, Nef &) &R, 40, 7 ALV AEH
T EICHIBE T 5 & v ) FEBRFEFIC X D negative factor &
LTpeanzZ etk 29, Lo L, nef KR8
SIVmac239 (&7 /1 ¥ FVITREEZ R E R L s (R
2), STREREHEL VFIANZAOEELIFREERNFTH
HLEZLNTWA, Nef 3R 1ITRT L9124 < D%
REOZEME SN T WD GEMIISCHR 11, 24 #3H).
INLOMEITEEHL v F A VA Nef 12 L T 5.,
LA L, SIVs % HIV-2 & 13380912, HIV-1 Nef i3 T cell
receptor T 5 CD3 OFEHIIHFIATE vy, Lwv)E
WASH L. FEiFE LT, SIVs % HIV-2 Tid T M S AL
HHPZ SR, 12 HIV-1 T T /S AS & b ik < i
s, BYROREHEATI SR &b Y. ZoREE
MALDZEAS, HIV-1 13k h T A XZ2FHET A%, SIVsmm
%2 SIVagm 7 &I HAAME FICFREG L T b =4 X & 38E
KELVERD 1 DL STV, Bkkdh2b &I,
CD3 Z:Bi#iilfe # 3> Nef % 2 — N3 5 HIV-2/SIV lineage
& Vpu & 2 — FE9, #I2 vpu HSEFET S HIV-1 lineage
Tt Nef © CD3 ZBLIHIBEAS KA L Tw % 39, i,
Kirchhoff 13 Z D fIZEF % kD X 9 % OPINION % 2% L
722, SIVs 705 HIV-1 7%581L LT < 238#2T, Nef i3 CD3
SERINHRE R 72 < L, vpu = #45 L 72, HIV-1 Nef i3 CD3
FEBHIACE 9, B T MR b S s, B T A
JADTEMALIC L ) 7Oy £V ZADEER Y A )L ZAHE LTS
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DOENDH, K, BEMBOFMIEL 2D, HERE
Hb LD EELSN, TANVABIEICEF L RVIREEIC
b5, VpuldZOBRET T HIV-1 AL T2 83 L ol
SHBHHRFELTHL. ftoT, vpudEEIZL Y, HIV-
LW EB o REEELZ SR T LY F I/ VR L
B 270 TR EWhALH L TWwD, MR, Nef o 1 #%5E
& Vpu 7215 T HIV-1 ORREESHRE 5 DI TIE R WL,
Vpu % 2 — K9, Nef ® CD3 Z&HHNHIfE % Fr> SIVmac
DR FHEL, YV T XERET L H 7%
EDSEEM ¥ 5 A%, HIV-1 Oifafl & Vpu DFFEERICDON
TR VG TH 5.

7. 79U -EREEREMREDOEADY

%212 SIVmac239 7 7 £ ) —@{EFZERKIZE B
T TN TOREEEROERE F LD/, Vpu lZoWn
TlE, SHIV/7 % &9V GV E 7V TOMHHER % &
IR L7z, Vpu 2B WIhoZe2 e, Mgl v
EAERL NV ETIE Y AV ABEEAND BBV DH B .
Vpx, Vpr 2 Vpu DXKIB7 A VAT A X% ZHET 5B,
BTN AT, 7 A IV ABELHEE ST 5. Mz
T, ¥V A4 XLtk T A XDOFREMITDE VR, SIVs
Nef & HIV-1 Nef & OF§FEDE Y, Vpu DF ESE % Z 12
ANB e, HIV-1 77 €% ) —EHEOED T A )V AFH)
BEHECREMEICR A THRE LMD 720121%, Vg
HIV-1 2 72 VEERERDS L ETH L LEZ NS,

YIS

HIV-1 727 2% ) —EHEORIEERLZDOENTH 5T
HIV MR-, B L 25 OVEHIBER O I3 20k 125
ATWS, L2LEDS, A0 7 7% ) —EAEOHK
e d b, KN TOY AV AL HREMERBICEE L
HE 2 BT HOEGhoTnEV., TNEWEICT 57
OIZIE, YIVERIMMHIV-L & 7 5PNV EOEREEY H
WBIEBRPLERLRPLEL50THDLLEEZ,
KA VHEEMHIV-1 70— OEHEEZED T NS,
HIV-1/ T A XYV EF NV OFEIL, FENTO Y 1)V AHE
BR2BFEMREIICBIT AT 7 %) —EBHE OWEEMH %
EDOMBENFED A% ST, BIKRIEICS KRS CHEMT S L
EZbNb.
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The HIV genome encodes several accessory proteins (Vif, Vpr, Vpx, Vpu, and Nef) unique to

primate lentiviruses, in addition to the structural (Gag, Pol, and Env) and regulatory (Tat and Rev)

proteins. Early studies showed that deletion of accessory proteins has a small or no effect on virus

replication in cell cultures. However, recent studies have clearly demonstrated that these proteins are

essential for efficient viral replication, dissemination, pathogenicity, and disease progression. Here,

we summarize the current knowledge of HIV accessory proteins and their cellular targets, and

discuss the functional roles of these biologically unique and important viral proteins for virus

replication in vitro and in vivo.
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