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7 AV ARLTTERAS MO & DEETE Z 5 P,

IRENDPEDL ) ICPESN TV L LW

I BE, KT - b os 7z 59, ARG R SR TR EOMERIC O KE (BT L0, 7
AN AT O EZED S LT, FPIANVAEORKEAYE 2 5 P CHEESMETHL. L L
nﬁ%wx@ﬁ%%&@@%wx%ﬁ?>N7Wf%5Gg&yﬂ7“®“ﬁ’;Dt’é HIV-1

DA, Gag lZZF D N KD MA F X A4 >~ %4 L T plasma membrane (PM) 245 &
TOA VAT ZEET 5. TEOWIZEIZLD,
BB R L CWD T EPHLE NI R o THRT.
b o Tl

PHEABEDOY) YIREE ED X )12

FUBHIC

MRS, s, MR HIE 2 &S e
HREOWAE T, MBEFP DL L DY v o3 7 BH R
G35, ZOBICEREO—EHTHLEE) Y IEEDZ <
Wy 8y HEBEEORE R EE M HRF L L TEKE
&&%%%ttfwépkﬁﬂ%ﬂfwé” o)L
FRMEY U IRENCHE T 55 Y87 BIIERE Ay T
Wb, —oDFATIL) /Hb”’*@%ﬂﬂﬂi*ﬁu%&ﬂ‘
headgroup # fF SRR LHE AT AHE (EF—7H 5%
WIE R AL V) 2FDH DT, phospholipase C delta 1 @
pleckstrin homology (PH) K X £ > (PHpLcs1) 7% & A5t 3%
#1Td 5. PHrics1 13 plasma membrane (PM) ([ZR7ET 4
FeE1) 88 phosphatidylinositol-4,5)-bisphosphate [P14,
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S BEL, F2
iPM%%%&Uz%“PM&HﬁE
AfETld, HIV-1 2oL a4 v 2o MA

I0WT, REOHREZ GO THITT 5.

5P2] 3 & O° % @ headgroup (241 4§ 5 D-myo—inositiol
1,4,5 trisphosphate |2 HF B IICHE AT 5 29, Z OgE I
D72 PHpics | ifHﬂﬁ@V\]’G‘ﬂi PM | ”%E@_% ﬂﬂ
FE DNGE @ headgroup % #8934 2 & TEOIRE DS
INDFANTATIRET LS VN0 FX%/i%%(
ﬁ%éﬂfwé BE2Dy A4 TIIWEET I W TR
F—=12& 0 ) VIR O headgroup & JEFFHN 7 R
EI‘Jn‘»n &% 3 5D TKRas, Src, MARCKS 7 & 3& £
n52Y 2t n% 1t myristoylation, palmitoylation,
prenylation 7 EDRRIFMRIC X 256 < TB Y, #HE
BIAE A L BOUKMARE GO 2 0% A L CIREZERBISHEAT 5

TEORIZEYD L oy A VA, F#IZ HIV-1 ® Gag
yURTEIE, ERC2 4T VIREREY VI ED
Wz R0, S5O A = X A THRERRIE
RRET LY VNV ETHDLZEPHLRIIR ) DDODH
5.

L b E YAV ZDRFTI T O OREER K A £ >~
et Gag s NV HOBERICEI VR 2TV, EEL
Gag # /878D F A A 1% matrix (MA), capsid (CA),
nucleocapsid NC) ® 32 CTH 1) (F1), TNHD3 KA
A4 Y OFORREICE Y 7 A VAR F BB DIFIZET
DERE it 2 B <) T35, NEmRDO MA F
A A V1L Gag OEREZMAT 51D, TANVAWESY ~
X7 Env ORF O AR % RHET 5. Gag DA
A ERifA L T Gag lZZEMAALT 525, T2 C Kl
D2ODRAAL Y CAENCHEDL-TWAE. CAlLGag
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HIV-1 Gag
— MA CA .I—NC—||—p6—|
L SP1 SP2
l,’/17-KIRLRPGGKKQYKLK-31
o |
myristate highly basic
moiety region (HBR)

REEYI7FIV
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HBR

Mmy ‘]

HIV-1 MA (PDB:2HMX)

1 HIV-1Gag DEFEES TFIV

GFED LOBEREOME AL, NCIE3tHEod RNA I
WETHIEERMLT, Gag o FoOEELERILE THE
T5HEEZLNTWS. NCH O Zine finger EF — 712 &
D NCIE7 A WVAT ) 5 RNAIZEWEBHIMZF - TH&
3 %% Gag O NC KA1 7% L m R TEREIET 7 4 RNA T
LIEAESIND.

AN AR TN O & OFRL TR 2 21E 7
ANVREGH A 7 VR OED FawfExHET 2007 A )
AHDOMIEEEZ 25 LTHELRMETH L., kb, ¥
AW AHIEH BN TR S B & &SR TR -
B OO A 7% 65, MR SRR Z OB
WCRELSEES LN TH D, HIV-I OWE, BREED
—DOThsb THMIEEY &L OMRTIE, KTIEKIE PM
FREZEREOMIEMIZAE A L7z Gag 2 E T E k(L
L, fitnwTHIFETLETRIL. v 7ua77—UTIE,
7AWV AKLT- DI - EFED MBBNEO LT 1L 7-22
MTRONZAOW ZofEd A7 &b ERTIIZIE PM
DO—IPELA L2 DT, PMEREDOLDTHAH S
RSN TS 2 PM TO 7 4 )V AR TR IE Gag
APMBERZRET S EICL 5D, ORI MA
EPM VY VIREEOMEAERADPERE 2 RE 2 L7 L Tw
5. RETRZOMEERIZOWT EEHL MR DD
DBHH AN ALDFEME BT 5.

MA KX A DEHEESSTFIL

Gag DA A 121E MA K X A >~ @ N R ¥ myristoyl 1t

K OE < MA W Highly Basic Region (HBR) ® —2>®
VTFVDLETH L (B, BiERBUKMEREZELT,
BEIT B VIRE L O A% E LT Gag DIEKS A &2
HES %,

WL ODD myristoyl (LENTZF VST ETHRLNS L9
|2, HIV-1 Gag @ myristate moiety &% > 737 B 45 F-4+12
# ) (exposed) L7zIRREL & 7% 7 B PIZUHA (sequestered)
ENTRBOZOORELX LN H B . —#RIZZDZODIRGE
i O # 47 13 myristoyl switch & 1241 2 19 myristate
moiety (ZFE M L72HC IRE —ERBICIHEA SN S Z L %@
L C myristoyl (L & 7= ¥ V37 GOk G2 RS 5 &
£ 2 5N5DT, myristoyl switch (2% ¥ /37 B DOEAEA
EHHT AN X LD—D2L LTHILEN TS, HIV-1
Gag D354, myristate moiety @ & H 1Z Gag D % &K1k
(trimer 72 &) & 5\ E MA & PI4,5)P: OfE4 (2123ER)
DBFIHEZ 5 Z & 25 MA O NMR fEFTIC L DS 22 % -
T % 2020 — 5 HIV-2 % Mason Pfizer Monkey Virus
(MPMV) @ MA @ 354 1%, PI4,5P2 @ ##% & 1 myristate
moiety D FH % FH# L 72\ 2 & DR DfENT TR & f(L“C
W3 22 myristoyl switch THIEI X a0 & > 87 %
(ARF-1'", c-Abl'®) recoverin'®'® 72 &) &7, HIV-1
D MA O¥;4, myristate moiety O F& Hi 12 KB 2 i & 25
L2 B L2 L7zdto TEEO Y AV 2K TR
WL T Gag £ L% MA-PI(4,5)P2 #% & 12 & 5 myristoyl
switch DFHEAEDREE L 2 HH E2 R72 L T 501
AHTH D, EPIZNMR? % in silico® DN T,
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0 headgroup
104 /b= L)
2 3 o=b-o
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PI(4,5)P2

2 PI4,5)P:

BT EE O T TlE myristate moiety O FE HAYE FE1 12
BT EDRENTVD,

HIV-IMA® b ) —2DE#E& Y 7))V Té % HBR (12
DWW, AALF T RS RRNT O R IZHED &, MA
® F M 2 basic patch # TR L CTHEMEY Y RE & DA ~
Y —T7x—A%MED, W) VB L ORE %L T Gag
DOEMEEEMET L7259 LB MENDEZ LN TR
6B (1), S0 ZITERBOMATERIS ZFHSh
THY, Flz1E, HBR WIZIEREME 7 3 VRO R4 E A
95 L, HIV-1 Gag 28 PM IZ#EE T 20 D I 4 v 77
A ZIVWRIELZY, A TICHE R Icing L0 3
B EDPHSEN TS 23V L7235 T, HBR 7% Gag %
PM IZE L DIZH L e ZE 2 R LTV A DIEHL 2T
b, B LEEMATICL Y, HIV-1 MA & [AEED basic
patch I RK/PhDEZ ZHNMOL bay 4 VAD MAIZD
HHZEPWLRIIR-TEN P, $72, w(2hDL
FETANVATIEMANOIEIEMET I/ BRIREOZERIC
&) Gag DEMEEIMET Lz DV MileNRIEDZ L L 720
THIEDRRLNTVD B3 L 2pioT, HHEMET 2
JBEREE N LB EE & oA 1L myristate
moiety # /2% WL b A )V A (72& 2 1F Rous
sarcoma virus [RSV] % equine infectious anemia virus
[EIAV]) & MAIZbAF SN 2D Gag RAE G D A /1 = X 4

ThbEVz A PMIEEZEREOMIEEM leaflet 121X
phosphatidylserine (PS) % phosphoinositides @ & 9 7z B
) CIREREEN, ABMELOOT, EEMEZREOIE
T 3 BEEDS MA OGS ZRET LDIEESIC
FHMENL, L2LAahrs, 29 L) “IREIZ PM
TR, TV FV—LTNV Ik Mo EKBEOHI
B leaflet 126 % K AFET 27280, PM FRRIY 2 JRTEA 7R
L MO ANVADYE, Z0 MA D PM O JREIZFER
HxARTUREEDNEZ BN L. KEIZHERS LI,
HIV-1 Gag O¥36, FEBIZZOWREM Y CIEF L2 &8
RENTWAS,

Gag DEEES EHBABEICEH T 5 PI4,5)P DIRE

#0E L2 525 HIV-1 Gag (& PM IZRTE L, Z DfE R,
HIV-1 ORFIEIE PM T2 2 4. #2810 4E1T &0 iff 4t
2L, HIV-1Gag 282D X 9 ZREZRT DL HIV-1 ©
MA HBR 7% PM #5509 72 B34 1) > it & C phosphoinositide
D—DThbHPILSP LAFEETAHILIZLBEWVWH) T L
PO %o THRTWS (R2). Hela <o T flifiu %
v 72 f# AT T polyphosphoinositide 5-phosphatase IV
(5ptaselV) O EFEIIZ & ) Hifeo PI45)P: %l 845 &
Gag O PMAEADHE SN, Gag BHIEIZE & F %A,
HHVIKEFEDOF NI A TIIRAET 5 EDEIEESNT
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HIV-1

(PDB:2HMX)

RSV

(PDB:1A6S)

(WA IVA HE64E $HE25,

MLV

(PDB:2HMX)

HTLV-2

(PDB:1JVR)

3 L MAJAILZ MA D globular domain _E(Zd % basic patch

W 0 m kS M TIE, AV AR TR - T
b k& A $ 53404 HIV-2, murine leukemia
virus (MLV), MPMV 7 &fioo L s a7 4 )L 2 T3 PI4,5)
Po DWAIZE D T ANV AR TFREAHE S NS Z L3R
BNT 2 BHBBL) UL zhs, $NTOL AT A
VA DKL F KA PIA,5P IKAFHI T % b1 Tld 7% <,
EIAV* %> human T-lymphotropic virus type 1 (HTLV-1/*4
I3 5ptaselV DB H F ) T EhRHEIRLTW
%. RSV 54, bptaselV & - FERK S 1 D AT 45 F
EHEIZE > TRZY 2D EBRRAOBENR EIZL )
K RTOMHFIGENPH L RENSEZONL. oL
P A NVALEDTHR—DOEBATIHIRT LI LITED
7 A NADE DI PIE,5)P2 IRAENTH 5 » % 7l 5 5
LTEETHA.

HIV-1 » MA HBR 7 phosphoinositide & #&4& 9 4 W] HE
T 1% inositol polyphosphates 7% Gag @ in vitro assembly
BRGS0 WMETRMIRRENY. 20
#, protein footprinting ¥ NMR |2 X % f## ¢, MA HBR
DT VOV & FE ORI IED PI4,5P: L EHEHE G 5
CEPRENT DA SPR & W AT S SR ST
2851z, BEOESOT VIVEE RO PIU5P: %
Gt ) RY — w7 E LTI L ), PIA4,5P:2 A5
VARY —LHIZH D L Gag D) KRV — AFENOFE A % 5
CARMET 2 2 LA S A2 7% o 72 22950 iz T, fi i
XN ANARTOL Y N — TP 7 4V A e
@ PM % g L 7z lipidome AT C, Aiglx & LD £L
PI4,5P: & & dx, ZOHLRIEMAKFNTH S Z LHIR
EnP L oMAERAET S L, HIV-I O MA
HBR 78 PI4,5)P2 L& T A Z LWIHENTH DL EEZ DI
5.

Gag- PI4,5)P: M O & DB EIC L o TOAED
%5 DD, &5\IE HBR & PI4,5P2 ORI HE &R %

BIRA D B DOMNIZONTIE, L OFERPELET L. A
EEOEBO 7V — T oG T, PI4SP: T ) R
) — 2 & palmitoyl-oleoyl-PS (POPS) ® & % FEMEY ~ HRE
ELTEOVRY — L% KT 5L, &RoBMN % [
IZLTH (—4F4720) PIASP: 13 +3 A +4, PSIE+1),
HIV-1 ® MA % 4 L 72 BEAE A3 E & O AR Z 5
CEDBIEENTEY, Gag & PIU,5)P DR A HEEN 72
LbOBTICE DTV EATRIE STV 2 295152
LLBO 7 )V — T2 L 53T, PI4,5P OFETK
IR ONT, PSOAZEEY VIEEE L TEDL Y
KV —ATHLMYD Gag farmit sz, 72721,
COENID 7 LB ESIINIE PS O T T IVEHDEN S
BETLEEZLNL. EBE, FLIV—THR0HET
POPS #ffio 72 2%, Gag DV RV —LiEEITITEA
EMH SN o 72 (k). EERORRICZ T,
1%, 1) PI4,5P2 & PI3,5)P2 (headgroup 31 / ¥ b —
WERTY YERRIEDOME /2D R %) BT 5 LHT
WEIZD22b L THIEDHE L DRI Gag &) K
Ve AlEGsEs Y 21T, 2) HBRN® Lys
E Arg # ANV Z % & HBR O EMITEDL S vl
M 53 Gag @ PIE,5P RAFMEY) By — A A DA
SNAL B ES YWMELTHY, BETHE, BHE
#4721 T 7% < HBR & PI{4,5)P2 @ headgroup D12
KAL) A EAER AT E ORI ERE R EH 2R/ LTw
HUBEMEIIE W EEZ SND.

ULEBEDT7VIVEHICK 2HE

BT 2OV & FEORIENE O PIA,5)P2 & H v 72 ik
NMR f##7r Ti&, PI4,5P2 @ headgroup »¥ HBR & #H H.{E
AT 5720 Th <, sn2 D7 Y IVEED MA WD cleft 1ZAF
BEY27 I BRELMEERT S L hBg sz,
CDORERIZIED X, Saad HiE, PI4,5P2 & DA ORER



pp.155-164, 2014)

HIV-1

Other Plasma
Membrane

Membrane

T
LY

3
3\/

@ wa

RNA CA
NC
p6

T

PI(4,5)P;

159

HTLV-1

Other Plasma
Membrane

e

Membrane

T

PI(4,5)P;

/"'—'L MA

RNA CA

NC

X4 HIV-1Gag & HTLV-1 Gag DIEHE AT T 5 RNA OFE (FEIRE)

sn- 2 7 IVEEDS cleft (IZIXE 5 Z L 1d Gag ® PM - ToOFE)
WZHEEZRIFT LI ERR L T D, —fRICHI
_TTT:T% PI4,5P2 @ sn-2 7 ¥ VLI ARG 2 & DA%
< (R2), lipid raft (7 4 VAR FIEEEMRAEST B & E
Z 5T A PM @ microdomain) & A TEAMER W &
EZONTWE, ZOZEnsb, FELORHTIE, Gag At
PI4,5)P2 AT ABRICZF D sn-2 7 ¥ IVEH%Z PM Ha 5
FlEE MAWICIU$ 2 2 12X Y, Gag-PI4,5P2 &
AR lipid raft ~OBITAMEM#E S LS LS L TWw
5. L L7%&AYS, giant unilamellar vesicle (GUV) % FHw»
7z in vitro @ & T 1%, Gag ® liquid-ordered phase (lipid
raft D E TN E L TFbNL T WD) ANDOHE AL PI4,5)P:2
BETTRON A7 FMlah CHEET 5
PI4,5)P2 &7 )Vl NMR CTffit 7z PI4,5P: D D X
N 2RELLERE L, FEBIC MA O cleft 12IE %589 P,
FREZERIOZOL ) LT VR EIHDIFT
ANVF—HICTTEED (RiBEdH 5AY), DML H 5.
BfEDLZAH, VRV —L%fio72FEERTIE, GagD)
RV — LERE AT 5 PIA5)P: O T 2 VE D 8B I
HENTBEST W, FROTREMER LT 2 4 LEm %
SN TV,
PI(4,5)Pz ISk ) Y HRE DT 3 VEE D IR HIE O
I2& o Tid Gag DIRFEGICRE R BEL RITT. MBI
VIEEELTPSOAEZEL ) KV — 4 0F% T,

dioleoyl-PS 13 POPS X ) &\ EhE T Gag D s & 2 12
THIENRENTVE Y, L LBATIIZOHER
EHHAT 2 AN X LEHL PR o Ty, e
LT, oty 7z NMR I X BT CTld, PS R H
) VIRE (phosphatidylcholine [PC], phosphatidyletha-
noleamine 7% & @ zwitterionic headgroup # 2> 3d ®D) @
TS MADOT I ERIRIEEM BT 5 2 L2
HENTWE . L, ZOMEMEHL Gag DEFEAIZ
BLTEDL ) ERE DONIEHAL IR > TR,

Gag DEFEAIZH (T 5 MA-RNA #EED&RE

MA ROIERMET I 7 WFEHE 1) Y IREISIN 2 T RNA
EDHEALI DI LN, HIV-I 25T 02Dl fuy
£ VATH STV S 79560 HIV-1 MA @ RNA & O#5
ElE 7 A VRS 7 4 RNA @ encapsidation (2 BTl 7
WAT 626D RSV % hovine leukemia virus %54, MA-RNA
MOMEAERIEY 4 VA7 7 4 RNA @ encapsidation %
ZE Al mRNA OFIERHIE 2 S5 L Tw b &
ST 2 %) HIV-1 04, MA & RNA OB A ~
¥ —7x—AZHBR TH VY, in vitro DFEERIZIFTh
¢ ATBE060T0) M AT b 0T RNA A LTWA S
EDURENTWES, FAWEF T HBRA) Y RE & k&
T5Z L5, RNA 78 Gag DFEREA 2 HIET 5 &) €
TR L TRz, S, rabbit reticulocyte lysate (RRL)
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% f# 5 Cin vitro & &% L 72 HIV-1 Gag (¥, @ % PC &
POPS %5 7% % V) Y — & (PCHPS) |24 L 2\ 4%, Gag
% &t lysate & RNase ILHL % & Gag S ah= L < VR Y —
AEIHEETH LR Y, ZOBRIINC FAAL >~
RRIBL7: Gag ZRAETLRONE O Zh b o HEh
5, RNA X MA IZ#ET 22 & TPS & &0l ~iF
BIZMAPEETLA2O2HEL WL EEZLNL. —
J7 PI45)P: &t ) B — A D4, RNase JLEL L Tw
2\ Gag THIRRE SR SN B DT, EIZ PI45)P 5 &
FNTWVBHEIZIE Gag 13 RNA I X A STHEZ Y
Wz 52 ENTELEEZOND. AORTRIIMD 7V —
TIZEBREEL 72 MA R A o722 TOELR TV D
59 PI4,5Pz & RNA 75 MA HBR ~O#E & THA L7254,
RIS 2 EBHBBWITRO SN TEY 972 RNA O
s A P ER A PIUSP2 DR TR LDIEZ D728
Thhr))., HETREZLICPSITMIBNICRED BE512d
HEEMEY) VIRETHY, PMET TR Y FY—4 - O
VT 7% EOMBLNA VAT R IS FEAET B B Lizhio
T, RNA X, #FEAIC Gag DSIRAFRAIZHIIBIN A v 4+
FICHAETHADO%E, PIUSP: # &L kg (0% Y
PM) IZHIRAYICHE ST B D% BT A cofactor D X 9 7%
BEREZLTDLZ RS (K4). HIV-1 2HH LT
WA E IZH Sk d 5 Gag & RRL T in vitro & L 72
Gag LRI UHEARTIEAL N, FHDOLS kE%
R7-F RNAIGHIFEAICEBHEEL TWwb EEZ BN,
RNase WLH | 72 Gag D EHE A SR E b o X 0 K
FEORNAZMMZ 52 ETHUOHESNL Z EPRELD
PCAHPS U Y —ADZTHS P ho72™, L72do T,
cofactor D% E % 724 RNA X tRNA Td 2 W5 H
5.

BIRZEN Z &2, RRL TAR L 72 HTLV-1 Gag D JE#E &
PN B EHIV-IOMA & # 7 ), HTLV-1 ® Gag &
PI4,5P2 JEFAET T H EVEIE T PCHPS 1) A Y — ATH
&L, ZO#EEIZ RNase WL 2 LB L L W2 EDHT S
Moz, AREOERZTIZE 512, RSV IE HIV-1
& [FRED PIA4,5)P2 A K OF RNA FHE 1SR4 2 Kzt %
R —7, MLV (3 HTLV-1 & [@#:12 PI4,5)P2 JERAFH T
72 RNA [HEZ 21T W2 AR E 72 (in revision). =
N EMR LT, HeLa MIfBATIE, HIV-1 X RSV @ Gag
EPMICOARBIET S D% L, MLV & HTLV-1 ® Gag
W PM 7230 T CHIFBIN A IV H R T 12 b A5 5 2 L HHH
512 7% 572 (in revision). NS DFEEEZRET S &,
L b4 )V AD MA 1213 PIG4,5)P 477 - RNA FHE K%
Wy 47 & Pl4,5)P2 JEMKAF - RNA BREIREZ D & A
THY, ZOBENHHBENBIED /Y — VIR E ZREW
ELlobTEEZLNS.

MA @ PI(4,5P2 % RNA & @ 1) J71% HeLa i <
DRV % AT THS, A 2 b TR - it shER1c

(TANVA E64%E 277,

DNWTIE D7 ey ZoMIgTIE HIV-1 & HTLV-1 @
ICREAZEVIZRSN WY, 2Tk HIV-1 © PI4,5)
PRI IR ED L D) RERPH LD TH S ) . MA
DR & 3 5 &, HIV-1 & RSV ICIZ KR & 7%
basic patch 23& 515 D iZxt L, HTLV-2 (HTLV-1 O fk
IR EENTWZRV) 2 MLV Tld/ & 7 basic patch
A MA EHEOB IS IE->THELEL TS LIS
Rz22% (R3). MikT I/ BiEErEEE0bOIcE
#4252 L2k ) HTLV-1 @ MA |23\ T basic patch @
—ORIEKT LI L ERAADL L, ZOEEIRIT RNA HE
WIS EE R T L 9 127% 572 (in revision). L2L ZO%
FLR I PI@4,5)P2 -4 F ¢ RNase JLEE L 22 WER D 1) R
V=AIHETHILIETE L ole. IO ORFRIE
DWTHERT S &, K &7 basic patch #  © HIV-1 %
RSV IZ RNA 12 X 2 [HEICHIGT % 72912 PI4,5)P: % Fl
M3 AR EER L, TofRE LT PMAERNIZEEYT
LEe e RENE 2 5N 4. —F, HTLV-1 %
MLV i basic patch 23/ & 72012 RNA 12 X B [HE % %
T3, PI4,5P: #FIH T A2 LES R O2d Lty (K
4). ZoO¥E, RNA FHTERO X 9 7% MA @ cofactor Tl
L, HOHEEL EDOKE & %D basic patch (2373 5
general ZIHENTTHDLEEZ LI ENTELS.

BHUICS

Fao@Ey, L ka4 VA0 Gag DIEREEIZ1E Gag
@ myristate moiety £l - #& 1, HBR & EEED Y RE O
MEVER, RNA 2 X 2 HBR ORHEZ &k 4 7 BN D 2
FTAHZENYLNIZH)DOOH L. — /T, ) VIEEOT
OVEHOEE] EIEH % £50 RNA 0458, 272 25101
HTOINLORTOEERE, AHOSLKKRE LTS
CHEHRETAH. INHOEXHALNIZT 5H T &1E, RNA
aptamer®™ K5 TALEY 7 12 X % Gag DA HE
KOG EHED TN ) A TRELEHBE LD T LW
MEMREL TV,

RIZIZHD T LD, ARZRETLIHREE T2 TE
S o T EBIGEI L L D EH 2L E

RIERFHNZE

ARLHAT (in revision) & L72MIRIEEAET TICERLE
L TREINTVWET® F7- i Bieniasz 512 &k - T,
LT MA &#5E L TWwAh RNA IXFEBICtRNA TH 5
CENRENFE LT RBICARIITR A OREDOHEL
B L NEMICEET MO NH LB EDY
HLET.
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Location of virus assembly in infected cells has major influences on efficiencies of virus
assembly and release and on post-assembly processes including cell-to-cell transmission. Therefore,
for better understanding of virus spread and for developing new antiviral strategies, it is important to
elucidate mechanisms by which the subcellular site of virus particle assembly is determined.
Retrovirus particle assembly is driven by viral structural protein Gag. In the case of HIV-1, Gag binds
to the plasma membrane (PM) via the N-terminal MA domain and forms nascent particles at this
location. Recent studies reveled that PM-specific phospholipid PI(4,5)P2 plays an important role in
directing Gag to the PM through its interaction with MA. In this review, I will summarize our current
understanding of relationships between retroviral MA domains and phospholipids in cellular
membranes and discuss possible mechanisms by which lipids and other factors regulate membrane
binding and subcellular localization of retroviral Gag proteins.



