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b MEEALY A4 VA 1 B (HIV : Human Immunodefici-
ency Virus Type I) 1%, #HBICUHTH S, 74 VAR T
% EAE (Gag & Env), HEIIEDLZEEHE (Pol), 7 A4
VAR TSEBHIIN T (Tat & Rev) OAlIZ, 727 &4
) — &Y L FIEN S EFVERE (Vif, Vpu, Vpr, Nef) %3¢
BHLTwb, £H2d [HIRENERICET A7 A VAR
T LHMATIE R 720127 78 —&\A-E L4
T H NN, WA HaL22 T, EY«d Lt
o TEELREREIBIINLELR, MR ERIIB
57 AWV ABH LX) BRGAEN TR & kB 2 R
TTHEEBHO N E o0 772 ) —HA-ORKIED
FMIC OV TIRMORIHEZZZIZL T2 E 0w,
ATk, EREETFVEZHVIEZ [0 2 8%E 1L,
HIV-1, HIV2 IZH R, $VGEEAL Y A )V X (SIV : Simian
Immunodeficiency Virus) @7 7 ¥ ) —&HE DY £ )V A
AR BN TR TRE LT 50

1. HIVEBRENEREETFIVLER

FUDIZ, HIVIEGFEDO R RFE T VIO W T T
%o HIV-1 OfE EHULIER IR, e b EF oy I =1
DREG L, <H 7B IVITBWTIEBGE L 22\ 2 & A3
BNTWh, &5, TANVARF N V=1l f X%
FlERITILEMTH B0, A 7EFVER W
HIV-1 [EGEE T VHARIERD SN Tz, 3FSFL
RADHT, HIV EEHED SIV &2 W72 F VAR5 &
N, FEBL SIVmac239 ¥k R SIVsmE660 #& (X 1) 137 ¥
TEDIHMRFLY (BHIZTATFFN - T8 FHFNL - =

TR 5 W (T 606-8507 B TH AL i X B e )11 JEUHT 53
AR A IV AWRFEHTNHEIL 7 £ v ABFFE I8
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2014 4F 11 A 8 H3AT

A FN) 1T L THEEER L, 512, HIV-1 2R
9 5 PRIPUR O R € DFFE 4 HIWIZ, HIV ® Env &
DOSIVEDF AT AVA (SHIV: K1) 2SS,
BAET A5 VICHREEZRT EFCRRINTWS, 2L
THAE, HIV-1 RS HPH M < 3 ov o1 £ 1 13,
TRIMS, APOBEC3 7 7 I ) —2SHE S, b x il
T 572D DOY R A SNz IVIRINYE HIV-1 R S h
7z (monkey-tropic HIV-1, LARE, HIV-Imt &M% 5 K1),
HIV-1mt OAtll, simian-tropic HIV-1 (stHIV-1), minimal SHIV
X FEFERIFHAHAET L2 D7 A4V ZADFMIZ, o
BHEBELEWLREEW, ZOIAVRIE, A IVARE
FZOTRCEEGELHET O 90% U LA HIV-1 IR TH D,
MY 2L, 77 FFEVEK, H =2 4L
FICB I BMARRE A L. S5, THFFNMICE
AR RRAR & AT O B, SN CD8 ik 2 G- L
W72 e 2 A, WREMIZT & 425 AIDS BERZ B9
B5ETIEES7" HIVEBEOERBEEF VIZOWTO
RN, MOBRHEBEICLTWRZE 2w,

2. ERERERLIVAINVAOT 7V —-EHE
NEREETFIVICK B35

BRI 5 L9, EREEFVEHW:T 713 —&
HE OBREREAMIE, Th2how 4V 2R E OB
R E T HEERTHFE SN LA SThbhCn:
(K 2A)s L THAE, T4 NVAEDEOENRE TR
¥ (co-factor) 7% invitro \ICBWTHIBEN, 74 VA&
I OBERE & & 1GR3 1T B 5 E % FEAl T X B R
oz, M2k )10, ZBRY AV A% HHE
L7z Vol 4 VAEORIER, YV OREBHLH X
D, A ARG RRRREEATICB T AT 2 ) —RIE
DOEFEEIFHEE N TV b, S5O, LR
IR A NWART 7)) —HAEOEREREY £ VAD
WHZEEL, FOBEREZITLIE (BEERIBIRED S
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1 HIV-1 & SIV OEAZFHER D E
HIV-1 (& VUGB T D gag, pol, env, tat, rev & 4 FED T 7 X3 —8ART- vif, vpr, vpu, nef & F#2,
SIVsmm, SIVmac (& WZHBIEF DM, vif, vpr, vpx, nef D,

A

RiREET . HImER-
bty BAYALZ | EsnE AR | RS e SEIM
Vif SIVmac239 ThiT7HIL No No N.D. DAV ABA B AIEE. BSIVIAD S 12
Vpu SHIV HXBc2 A=V4HIL WT kYOOI N. D. N. D. 21
Vpr STVmac239(nef-closed) THTHIL 5EEP35E 5BEFPHEE nefldEIREREEELI- 25
SIVmac239 FHTHIL Yes No 26, 27
HIV-1 11IB FURT— N. D. No Yes 28
Vpx SIVsmPBj6.6 TAAFIL WTEUELY No N.D. BLABRBEOERBICHETEIIAIILADENYHNEN | 36
STVmac239 FHTHIL WTEYIEL EL N.D. 26
Vpr&Vpx SIVmac239 THhTHIL WTEYIELY No N. D. 26
. I e 4y [No  (Nefffis|  Yes .
Nef SIVmac239 FHTHILGEE) | WIEUEL (NefEIRERETIX) FRECH) | (tNef) 35
SIVmac239 FHTHIL WT kYOOI No No 29
® oz e HEREL | smLryqz | RESAE AR sy |ERER W i
EAH BOVMLR = % ’ HEEEE Xk
. , SOCS-boxZE ; . . p a .
Vif |1. APOBEC3EAMEHRNMAEMR HIV-LSIV | Sor?vi | 7544 WTD 1005 D112 No N.D. 16
1. CD4DMIEFHE HIV-1
Veu |y BsTommicksy R | HIv  (PSTEURRERK 5, WTEYIED EL#FT| N D. 21
\ A S Fppp— - N - a BLVEE | REDEFREED .
1. CD4F oL Fal—ay HIV-1, SIV SIVmac239 | 7h¥HIL WTD705 D112 No B | RELEER AL 32
SIVmac239 THTHIL WT&LYIESD N.D. Yes 33
2. MHC-T &0 L¥al—ay HIV-1, STV
Nef SIVmac239 | 7h5HIL WTEIEIFR% N. D. Yes 34
, o o ] N i o B | CDAIZBT BHAEL N
3. VANAHFOREHELSR HIV-1, SIV SIVmac239 FhTHIL WTD705 D112 No B | KBU-ERAEER 32
4. ¥ LBST-20 %R SIV
5. CD3D ST SIV
SAMHD 1B & B QWi
2 3 - . a . 58451 EXFY -
Vpx |1. SAMHDIEEEHENOER SIV STVmne TEAFIL | WID101000801 FE | N.D. | N.D. | ZPRLR ol | 8T
WERAVpxE A=,

2 TERETITNVIZBTAT 7Y —&EHEOKEETHIOF & D
(A) 77E%) —@\IET 2 /RIS FE, 72721, N.D.; Not Described.
(B) 727 H ) —HEHEDEDOKIEDO A % /KIBE 7298k, 72721, N.D.; Not Described

BUREREZRCHRERBL, #HE22L) 2RL, %o
TreH) —EHEOBENEETH L ERB LT WA, 2-1.  Vif (viral infectivity factor)
ENLOWNTE, T/ vH) —EHAEIT LU TFICHMNT Vif 134 23 kDa OMIIBEETE T, 7 A )V ARFHIZHL
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DihEN B, VIFIZZEFF ) 47— Cullin5 2 & #HE
REEE L, & b HIV KT APOBEC3G Z 1 U &3
% APOBEC3 HHE# (A,B,C,D,E. FEG,H) #7057
V= MEEMIZHHRT 5o 2L T, TRHDY AV ZRT
ANDOWY ARZHEST L LT, PLHIVIEEZHH LT
Who LA L, HIV-1 @ Vif OB R TH Y, il
WD EBY e D APOBEC HHE ZHHIT 2725, Lo
ZNEPHTE Vv, T OHEFEIL HIV-1 A VRGeS 5
CENTERVENDOOEDTH %,

Desrosiers 5 13 vif & K J& L 72 STVmac239 Z/E# L, 7
ATFWVIIEGE STz, ZOFER, BHELAEI VI A
WV ADHSEIAWNEELE 572D DD, 747 IO M
2SIV IZHT T 2 PR M S vz, B2 & ) ARifb L 72
TANVAFFHR LRI BOTHRFE RIS e o 72
O, Vif RET A NVZADPF VRIS L7228, &b
TN L RLVOWIETH - 72 LM S 2P, EB, HIV
G H B A S 7 HIV R0 Bk X 0 4 L 7= STV
W2, vif # RELTETANVADPHFIE LW iz e
AR, VIfIZEREMERIZBT 57 4V ARGV H %
BEHEEWR D, RPHEERENZ LI, B L 2
9 % HIV-1 J&4«# (long-term non-progressor ; LTNP) (25
W, VIfBEREDSRES L 7m b b HERY 27 3 )
WHAZR A Vit 2GS TE Y, Vit HERE O
HEITNDHFLGAREEN TV S,

S 51T, Vif 2% Cullins & BAEHK%ZIZH L APOBEC3G %
GRS A e SN, EO%, VIEIZBWT & R
ERTw5 CKIFUEEE SOCS-box WD SLQ (Y/F) LA FEL4
A%, Cullind % &H 2 ¥ FF ) F—EHAEROHER K T-T
&% Elongin C £ OFEEICHETH B Z LAVREN72Y, 2
Z °C Schmitt 51, SHIV,,, Vif ® SLQYLA ft%]% AAQYLA
WCL72ERRIANAZ ZHOT & FHFVITEGL, &8
%6 HAMBELEY, ZO/KE AL MIZBEITS
A £V 2R E BRI GAER & e L C 100 470 1 BUF
THY, CD4 MBI IBE SN o7, S5
12, TOHELA APOBEC3 B EHZ IR TE o722
RN T A28 D720, APOBEC3 &AM A WV
AT MRS TIEFHOLNTVE T T=Y (G) 25
TT=Y (A) ~DOZEHE (G to A Hypermutation) 25 & T
WBWEIRNT L7ze TR, YA VAT 7 AHIZGto A
Hypermutation 252 8% S, €D 85%LL LAY G-A 25
A-ANDEFRTH o 720 PIRIENZ &1, APOBEC3G (31
I2G-G 25 A-GNDOEFR %, APOBEC3F %X Lo £ Dl
? APOBEC3 B3 F 12 G-A 5 A-A ~NDZEHE % 3R
MICTFAT 22 ERHMOENTEBY, TOBRBEIIBVWTIE
APOBEC3G & 0 & Z D fliod APOBEC3 & A HEAE L ¢
W REMEATRIZ S 72", F 72 2012 4E12, HIV-1 Vif OF%

BB LT 2 A PERE B B T & L C CBF-4 28 5E S h'™Y,
2014 4E12 HIV-1 Vif \2381} %5 CBF-f & DG EALERAL A5
IR Gtk EYEAENIC B 5 CBFA AR 72
HENZDOWTHW SN B REESH Y, SHROERD
WfEsh s,

2-2.  Vpu (viral protein U)

Vpu 14 16kDa DR FE T, N KM o 5 B @ A7
ECRmMMOMIE I CHRINTBY, A4 VAK
TIZH Y A E N e Vpu DF 75 HREIX, CD4 55T @
EE, & N oOPHIV KT BST-2/tetherin % ¥l 35 = &
2& 2 4V AR OIETDH 25 HIV-1 Vpu DO
RIS RNTH Y, IR EINS 2 L DS\ HIV-1
DFEBRERRE NL4-3 D Vpu IV VD BST-2 # R TE 2\
o, FOEZEREHEFVICBOWTHET A2 L%
DT oT EHIZ, SIVmac ZlZ L EFT 5 KFED
SIV 28 vpu BT 2 F2 vz, BRHEFVEZHWT
Vpu OFERERFM 2 L 720F 78134 72 v,

1995 12 Li & 2SR IEPED i | #1480 SHIV % 4 =
I AFIWVIEG SR 25, Vpu 2B L B WERKY
AN ZDIH Y 4 )V AmIEBikk (HIV-1 BHIO @ Vpu & 5§
B) ok )RRl 2D, Hout b7, b
F OMBBERIZ BT Y 4V AR Tl R & 25 72
Vpu #5695 SHIVyy puess ZVTERL, 2O VAET
FAFNER S 72 THE, ZOEREY AV A EY
I BT 2 aml oMy 4 )V Z&IZHKD 50 5D 1,
TANVZDEy VAL Y holib T AV Z=iE 100~1,000
SONVRETH 727 L L, Vpu DEENST-AHY BST-2
THAIENYWLNIT R o7EIZ, AL NV—TI2L-T
SHIVy.1omess @ Vpu 23 H 2 7% FH)L D BST-2 % wifilk
TELZWHENRE SR, 7y FVTHRES L
BST-2 sl & X874 24172 L & OFEREAT | &l 2 L7253
ThbHEERLTWEY,

Vpu DR EN T & LTBST2 2 E S N7 D
2011 4E 1S, FEFITILFEIEE OB S L & 1S, HIKS
BERR D HIV-150, & HIV-14p, %D Vpu 257 71 77 %)V BST-2
DYL7 A IV AR WRT 5 2 L 2R L7ze 2@ DHI2 #
DVpu 3BT % SHIVEZ T A X FVICEG S/ 2
%, TAIREERED e WA RAK Y £ )V A O RGARR & N, 5
LARUVOIILF Y A v A s & ffiFE L, CD4 Bikila o4
MRS s, REASERD RO E 2 2 L5k
a7, F7-, Hatziioannou 51 HIV-Imt % 7 % + H
MK s BB, St cps Bk E G55 2 b
W2 & D IRN O CD8 B PEMIIE % Kl S &, 7 A )V 2 ofifk
M AT o720 35 &, #M 4 LHDOMEL S S N
T2 ANV AN, vpu BIZTIZT F AV O BST-2 & Wil s
LEREWR LI, ZOFELLBITTE22OLHI, 74

9 (9)



T Yoshida and H Akari : Role of Accessory Proteins in Primate Lentiviral Immunopathogenesis

VA ER VIS L v ol £V 2R EHEREL, CD4
B PEAIIL O IR R & REASERDIBIZZE I N7z L

L, ¥iCD8 Hifk &5 L 2 wH IR W TIEZ o3
SRBEEINT, Thoofifkis "=V —-har to—
F—=" DI RT)I I AL TERRELEY,

INSOWEI, Vpu 3T A )V A RGEARIZ BT 57 4
b ARGE & RREEATICE DO THELRZHZ 2L T
ZEERLTWS,

2-3.  Vpr (viral protein R)

Vpr 1349 15kDa DML E & T, 74 WV AKTFHIC
WorEhs, MBBRAMOHIE (G2 7 VAN, BEiT#
MFOMRESR LTR 72— % —DEGEER L, £ ok
FEDS S SN TWDAS, T A IIVAHGHIZBIT A ERICOW
TEIAW LR ED% v,

Lang 5 (&, nef & vpr SASE 4 7 SIVmac (Nef @ 93 %
HICRIEI N, Vpr OBEI K2 RE) % SEHOT A
FHENVIERE S Tz, TORNR, TXTOHFVIZBWT
nef DFEIET K /FH L LEERD Nef 25835 £ H 12
o 72hs, vpr OBRIEa N U9 L0k s B 3D
ARTHo72, D) HO 2N AIDS FERZHE Z L7278,
vpr OB BV 258)m Lo 72 2 WA e 3 IS, I
Yt 66 M E THEAE LY, COWEEZIT T oD T L —
7H3, SIlVmac 2*5H Vpr O 7 2 ) O —#H & RIS 72, 17
IR EBRMESHB LIS WER Vpr A VARERL, 77
FHVIERG S, ZORE, M7V —TE 51T wpr ik
WEMEFBICLETE RV E V) e x L 72Y,
—H, o vpr BIET 2 7L —43 7 MCX D BIEL 72 HIV-1p
PR, 2B LI 2HHOF 80 T — 55k
ENTZTANZDOBLEEBERED Vpr ZHHT 5 L H 12
ZALLTW2?, 512, MIERICBIFAHKIC X Y
ANWAIEY L 728 M 1 AICBWT S FEEOBS 2L X
N2 ERHMEENY, T H TN TO wpr BT DR
JREFRIZOWTIIRIR L72As, Fo8y Y —F LTk M
BUTH Vpr 2T 574 VANBHEL, IEO#R%E
ZVF B 728, Vpr 2577 4 VA QBN \Z EE T dH 5 W hE
HERLTWA,

2-4. Nef (negative factor)

Nef iZ 3V 2 b A VARIZ & 0 MIFBRE O IS ARS & L 724
JBERHAET, YA NVAIEBMEBERYATN S, Nef i
HIV-1 & SIVmac TR & S A7 ) {i & 25K 27kDa, &
2% 32kDa T %o HIV-1 & SIV ® Nef (2363 % %4
BEHELZ, MHC classl (MHC-I) - CD4 % 0 il g 251 431
FyrLF¥Fal—3vay, 7ANVAKTOBRGEERNESD
%o SIV Nef Hiff OBERE L LT, ¥V BST-2 OHEREINH] &
CD3 5 F OFRBHA D 5 .

Kestler 5 1%, SIVmac ® Nef ® 93 FHIZKIH I F v %

FOZERMEIANA (BIGA RV T A4 NVR), nef 225 R
180 HHL A RRSELERETANVA (nef RIET A4 IV R)
EAERL, TATFVNVIER S, Thb o, M
JAEEAR I B2 A4 VABIEICIXIZ L AL RELY G5 2
Mo 12W, IV TOMAE Y 4 )V A% BRI s8¢
Too WEMRT N ANV A B L 2RICBW T, &G
O N NERP R LEERED Nef #3H 3 57 4 VAN
BHICHEL, DBEROPRBEE LD D L)1k -7z,
K52, BRRERIET RO A VA ZER L 729V o—i8
X AIDS FREEIR 22 & L7248, RIRZ TR A v R R Ge i
RIZBO TR E RIS, c HI N THAWREL R
Ko, BIRENWI EIZ, Y F=Z—DTF v PNV
7 2k — bOHIVIEGRHE S NI LINP Th - 7225, 5
0 HEES L7z 4 L R4k LT Nef @ ORF & 3'LTR
MNEHET LS ERBLT W, TOHEFEIL, Nefd bW
1% 3’LTR DOFEBEXR DS LINP DK TH 5 W REM:Z 7T b
DTH B —FT, nefr vpr RET A VA & HME L7284
HEWT A5 NIE, EORPITB T AIDS BRTEAEILE
S, ERERKLASN G072 W) WENDH ",
Nef DSEGAMER O FRIEAESTICH G5 2 0B, 2RI
FoTHRLRDIDEEZ NS,

—75, ZHERED Nef I2oWT, HREZ L IC 0 EEN %
EREETNVIIBWVCRHME L 720 e 28 Bl g & S 7z,
lafrate 51&, ML ERICBIF S CDADFT Y VL ¥l —
v a3 YBEfE % 25 5 72 SIVmac Nef EDR ZE #4K ™ £ )V X (P73E,
A74D, D204R) ZAEBLL 728 2 A, 7 A4V ZKT 0 ek
BEHERE D [ IC o TWB T E R R L2 2O AL
A% T WS PFVICEM LR, 2ulomh s 4 v 2=
AIBRED 70 53D 1 FEEE & BTN L, nef RIREFAR LW
BETHo72, S5, A NVAEM4HE L) HRER
R HREZ T 2 ¥ 7 2RO MBSO 6N, 6HH
IOVRBEZEDDL LI ol TROLDREREZLIZHES
X, NefOCD4 ¥ > L¥al—3 g vEiEs & Ok
PERE RS, IEOBIRZ 2T CBY, BgEIcBIT 5
YAV AWRICEETH 5 EfEmft I Tws?, —hT,
2OD 7 I)V—"THSIVmac Nef ® MHC-1 ¥ 7 L ¥ =2 L —
voa VEEREDS, T AW RIEGT B SV ORTIEO#ER %
ZIHIEEWMELTE™Y, ZoOBRENY 4 VI
Lo THETHLIWMREEEZRBL TS, 72, o
V—TIX, nef HSBIET F Y & 160 L E RIS
BRIKT A NARBYSELHET HrFVITBWT, &
70 lMBICZEmE LTy 4 )V 2 m AL, Fow
AW ADSIG T ¥~ % TS L C, SIVmac Nef (#) 32kDa)
£ 0 B4 tNef (truncated Nef ; 27kDa) ZFI L Tz 2
ERMELEY, 8510, B lCERE L7 (Nef 25813
% SIVmac I BIMEFIREEVIREMEZ R L7z s Of5H
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M5, Nef I3WBHETICHHETRWITREEEH 2 00—
EMEFG T2 L, FEEMEATCIEORRE 25
ZEDLTA NV ADOHEBIGICERETH L Z LAREN
720

2-5. Vpx (viral protein X)

Vpx 1389 16 kDa OMBLEEHE T, 7 A )V 2RI
NIAEND, TOHERMEIX, HIV-2 & —F D SIV 23585
HEAET, HIV-LIZRB L 2V, Vpxid 2 ¥ 35 1) H—
+ Cullin4 ¥ DCAF1 Z 5O HAGEREZIEK L, & FOHLHIV
[K7-SAMHDI1 % 70 77V — MMEEMIC ST 5 2 &1
Iy, BB~ 0T 7= INORY A RHET S,

1998 412 Hirsch 51, A =T 4 =< ¥ HRA 55 558
EN7z7 A4 VA (SIVsm) O JRAEMRENE (SIVsmPBj6.6)
7Y A PVIHMT A5 M LT\ b, 525 vpx
BIETRET ANV AL BHRE IV OBERRERCHEMEL &
25, BITE B IEYUIMT L2AS, Vpx KIEY £V ZH9K
ge U 72 AR IS BRI G AR AR 2 Bl 7 A OV 2 m v <,
CD4 BB D3P b B o 720 T2, BMEEHREL -
EARIEZ 9 H LA Lo 72hS, Vpx KIET A WV A %
Bl L 72K LoD e 8512, Vpx R A VA
FIERNARRIC BT B A WV ADIRD ) DSFEFICE NS &
A% in situ hybridization $12 & D 7R S, Bk & X E BN ALAR
WBFE~Y 2707 7=V D74 N AEGEDRNICBIT S
AN ADIED Y ZLEREIETH S ) LT Tw b,
—%, FAEZH O 7V — T D%, vpx K& SIVmac & 7 7
PWNZERE L 72058/ R h S, vpx 3R EF B LT
BV E W) WERIT 572 5 DEBRIZB VT wpx K
P AV ARG U 7oL, BIRR AR AR L Tt
AW ZmDME L, CD4 BB o i D Rh R 5D - 72 b
DO, BRI GEREERE R L S5, wrid
DI vpx & RIE L7z SIVmac (X7 4 7V AIDS % 5] &
RS otz l L 2T THEL TS,

Vpx O 1 £ W F 230 & S 7z o 2012 4F 12,
Belshan 5 1%, BHNBAITY 7 F V% Ko 722 54K vpx (C
Kol 7wy ) v FEMEZKDE), DCAF1 LELaw
ZRAR Vpx (66, 69, 71 FHOF O L v %7 5 = Vi) %
oo 4V 2 LBk (STVmne027) % ZNENT % + ¥
DOERGFREH THE S/, ZORE, WERKY A VAD
SO 4 Vv ZAEAE L D 10~1,000 570 1 FEE
WAEDo 727 ZORHIE, Vpx DBNATHE L DCAF1 &
DFELTILEYH RN D 4 VA EETH LI L %
RL72bDTH D, L THRBEDORRIZ, Vpx D SAMHDI
SRR DR AT I CEE TH A L FHEERT I OTIE
WA, Vpx ALY FF U F—F Cullind £l LT
SAMHDI1 %535 % 2 & AN, ZOFEEMIZIEV K
Brwz s,

R # (I
BREETFNVIIBILT 723 —BEAEO R %EH
WZOWTRFL TEX 72D, SIVOERAEIZDOWTORERA
KEZ LD &I, HIV-1 B VIR L Wiz
Thbo FMHELT, HUBI A VAR VHIZED [
B ORI S L IZBFICR LS L IEEL
oo LA L ZOFEIIE, Ok 2o0MR %% AN M
XOMGEL, HEOWENPECICHELED L9 ICHEE
BERLTWBIEARRLTWD, S5I2, ZHfiechor
ANVAEAED [H2 1 oOfHE] (CHEHT LB, AT
LEREZRNBRICEDLZ LG U T7I/BOLERLY),
BONDHEROBE L mD L i, HIRERZELRY
W, EWIAFENDORITH D LD bh ol WHTI AN
ADHEISEEI DR S EHEEZTH L EDBIT, T4 VALV
FIDLVWHFENIETLMAEETH L I &L HARTE
726
INLOMAEEE 2729 2T, VIR HIV-1 %
W VEREFVE S SRR L, HIV-1 ko7 7 %
T —REAED» T ANV ARGARICB TR THREE S
SICFHNCHM L 2w e EZ Tnb,

AR PET LD THIWZ2& T L, WEE
b, BAVESEHEL, SRR, HMEMK, JFHHET
PO BB L LT E T,
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