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Y55 HIV FIROH L VBR~E 8 ERAXI N VAREI RII Lh 5~

4. HIV7AJAINZADS5DEE LVEDESHIEERICDOWT

I N
St R TSRS R I R T

IARXTANVAEREOETLHL bay A VAR, EHEMBAOKGSE Y AV A% NO RNA 7/
AN T T a7 4 )V A DNA R E N, Tao A VADHED S/ 2 DNA & —R{L L CHliE
BEZTFREIRICSEDE ). COTVANVAREFOERBREL BEEROMEEREE LTERS L,
RNA — DNA O ## Tl Z O UG % H ) G R OFF> RNaseH 12 & - T 2 K H D DNA DA hL
ENAFNIRNA 7 AR EN B T20, AV ABZIEREOB KT\, 5, Tav 4R
DNA 75 O[5, |#F2 Tldfg E8iET & [ mRNA OB DR DNA 2S5 )R LR 5.
Lrd, A XAV TIEFEEOBEIEMLEF Tat 12 & o T2 OEEIFICEEGMERED &0
TELLTHEL TS, Thbb, T4 XY AL ADREDHRGEYM: & EARPK T OB L IR E DR
I3 L SRR OE T - 2B 5.

T, TA XTI ANV ANEG LA T AV AD510 — 20 4E S OBERIE R ik S Tw
5. ZOBREGOMEFFZ L E o a8 EMIL R OB HIHIH T (AP-4, YY-1 7% &) 2Bb > T 5.
i, RS L T2/ 5%  OBRBERT 5 &, i EHROBEHOEEE LK+
(NF-«B, NFAT-1, Sp-1 &2 &) MM A L CETEEL NV TY A VAOEMAEFBENS. 512,
JaNT7 a4 )V A DNA 2D &< 7 a~F UAEESREHIEICREN 2ER 2 RT3 2 L85
M odz. BlZIR, & HHEOBS R IS EFEORZEN L L CESuORRY AT 525,
BRlZe A N YT T VLR EER 2 575, BN 7 o~ F VS 2T 207 v v
fLe 2 b ANHVEH L CTZED T v F LR TR, BIRESE Y AV ADEE % 5T 5.

Ry VRI T LATIR, HELFINE THE L CRAEAOER % Fof 4 OE RN T, NF«B,
Tat, AP-4 B LU Spl DAFHIZINZ, 70~ F VEEICHDLEL DO A+ AMEMRTIZ L 54 X
T ANV ADBEEWREIREE IOV TRIEICHE L, TR b L I8 BoF LA

ZIEBEFIZOWTIRE L 720,

1L.IEC&IC
IAZXTANAZRIGDETLHL MOy A VA, mEM

fa~D &Gt A )V AR D RNA 7/ 23 g E <7

O A4 )VADNAZEE SN, Tay A )VAHRHoO 7 )

JHKESE
T 467-8601
& = T B DX R T 178 1
E - NVAYNG 2y N = i e e Bt DR A S
TEL: 052-853-8205
FAX: 052-859-1235
E-mail: tokamoto@med.nagoya-cu.ac.jp

2 DNA & — R b L THIFGEEFREICSZEH. 20
ANV A BIEF OF B 2 BIZEROMIEETR L LTE R
% &, RNA — DNA @8 TIZ 2 oSS % 18 9 % 5 8%
FOFDO RNaseH 12 X > T2 A8 HD DNA DAERE L5
HILZRNA 7/ AV E N 4720, 74 ) AEBiEdE
DEEW R RIIEHETHL. LrL, 70974V A
DNA 7°5 @ [$E5. | #IE Tl FEET L A mRNA
DOWHDF CHTI DNA LR LEZ 5. Lad, =
A XA NWVATE, EAORGHEALRT Tat 12Xk -T2
DEREDHF ISR GM R MR DL FOTELLITEL T 5.
Thabb, TAXTANAOFFOHEGEGNE & HENTO
WL WHREEORIEIZIE, Z0FELLHEOET - 7S
HUPHETHEE2 LN TEL Y.

F72, T A XA INVAIZEGE L ERNTE Y AV A
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Miasn> 7V
NF-xBIZ& B 1L R
BEDFE

Tatickd70714ILX
IS5 DEFEDEL 3L

(VA NVA EE6L&E 1,

K1 HIVOMIBEANDREG D AT I ANAFEE T TOTANVABREHROTEAL. HIV O RNA IZHEG OB EEN 50T, 1aE—0
RNA 5 CT&570 YA )VADNADOIC—FIIRAKTL1IEE 22V, LoL, 7OV ARLOEEOEKFECIE1a¥—0 DNA

PORTFLOHITIE=LL O A VAT A RNA DS A SIS,

10 — 20 4F & O ML N CERIEG A R S TWvW 5. 2
DIFRIE G O MEFF 2 2 550 15 TR FH 2k o fim G- 3 7
(LBP-1, AP-4, YY-17 &) S > TV L FHDHH S 21 7% -
72239 RS LT BRI 5 % < OBERAUE
M3 % &, 15 ko8B oS5 AL KT (NF-«B,
NFAT-1, Sp-1 7% &) 25 L TEFHE L NV T A L A
DOBEEDPBEGEN D, S 512, AT Ta Y L)L A
DNA ZHU Y &< 7 1~ F VS DS n GG M e se 1y 2 1R
HERITTZEPHL LI -72%0 Fl21E HHHED
TSR TR L SR T b D de e e & L C S Ok ER & AR
T 205 fglRIE e A N VBT b WVAUEESE BHEE R A
GG 2 7 0~ F & AR T A7 2 F vk e A
N AHEH L TEDOT EF AL E RS R, B REGge A
NADEEE 2 FHES LT,

CZTIE, HEOLOHINT THE L TRAZLEAEDIEN %
Frofi 4 DG AT, NF-«B, Tat, AP-4 3 X OF Spl DEH
Nz, zu~F U EEIclEbL LD A N MEHiRT
IZ& BT A X707 A4 ) ADOWEIGHERETEIC OV TR
FWICHE L, SNOoEEZ L L IZ5BoF LA X
HREIZDWTIRE L 72w,

2HIVDZA 789147

HIV 235 EMAL 12 &G L T (progeny) ™7 1 )V A % jpEA:
FTHEELETODITIA THAZNVOEKEAT v TOFFEMD
BRSPS NTE . BIUEOWIZEE, HEMAED
OEBWE OO [IKPUEISHE locus minoris | ##E L H
FTEV)FEELAHENDY, ERPOLDEETIIZDR
7 v TR L CTREOEFRIKEZ RO D &) Z L BT
OITHDIZMNO T E 2. B2 L CBETbDILTW LGk
FEDRZOFANZEB L THWLDTH A ) ».

X 1iZHIV 2SR L TIHF 7 A VA2 BT 5 TOB
FEERALLTORLTWS Y, HIVIE E 90 BRI -
BAL, MEE—RILT 22 L2 E o TEHAZAIHAE
$HX7 VAT NG iR RT) 2> TRNA 7/ 4
N7 A )VADNANEERINGL, OB, 2K
H o DNA B & LA i 12 RT OFF2 RNaseH il 12 & -
TIANVARNAWRAGREEIND., 0%, 7a714)VA
DNA & Vpr & FLIZENIZEAT L, RT OO 3 OfEH
EWTHEA 777 —BiEEEFH L CEEMBEO 7
LADNANEIEAINL. CORAET HIV I3RS % L
BT 0%, RIERA L AB L UMBOMED DG 7r &%
BREIZ NF«B 7% & Ofg FEE W F25EM L, 7oy o
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ATG,

HIV-1 Long Terminal Repeat E ) =
leader region
U3

DNA X FJUE (-)

* U3_LJR NRE (negative regulatory element) (+/-) : AP-1, c-Myb, NF-AT, etc
e TATA box & : NF-kB(++), Sp1(+/-), AP-4(-)
+ RFEENA : TAR element: Tat(+++), LBP1(-)
o  ZOfth. global’z X7 L # v — Ll (epigenetic)
Histone f&&f (7 & FILAL(++) - B 7 FIVIE(-) , X FIVIE(+-), ) > BR{E(+), etc.)

2 HIV 7a A )LA DNA %6 DG A flfH$52 2 (cis) LAY MeZn]

WETAHEGRT. X7+ V=0 EEF—EDEIAIC

R EN S JREDHEHTRLE). HOTOBNIZZENZENDOIL AL MIFHETAWER T LI T2 (+, £ - &) %

RL7z. BELIEAR Aoz k

VAP ED AV A mRNA OEEAEE 5 Y. HIV TlE
COTaTAINADE T AL A mRNA SO BFEAE L
CRpFLENTBY, ZHUTHIV O — N 5B g%
LT Tat (2 & 5 0 Zo#EH, oL how AL A
TIEROLNGEWEDY 4 VA mRNA QLR S, 7
AWV A mMRNA 2257 A VAEFOFRSSES 5 L, il
LT A WV AERAB L OHEEAGTREEL, 71V
ARLFDSHEIEE FICE R ST, RMEDICHE - THEE
100-120 nm oA F & L THIlE2 bl s s, 2ol
A [HIE] SIS CoORPSLLHLR L 512, HIV
DOBIZTFIEHRE DR SN2 O IEME— (85 ] OBETO
HABZ B,

3.HAART ORE= & B

1985 iR 545, X 7 L4 F FiFifk AZT A5
BEOMEZ /LT HIVEH 2 ZWIH 2 2 & 21
AL, HIV SR 3§ B AL 0 A 2 1 A5
a2 Pk % ot TR EER] (RTD) 25B58
SN, EHIIZHIV 705 7 — ¥ O AR S AT 2 228812
TR RN R SO T a0 T T — P IHER S S
72, F0%, WEEMHLE [H 27 uEE] W o
T EERARAT & 2 X, S 2FEEOHR) & 3 FiE

v 5 HAART iHEED R SN TEHIZE>TWA. L
ML, AZT Zffiviel) 72 HIV &g oz, AZT 2Tk
DI ANAPERNFG 1EBICLB LTI EPHL R
IZ7 o721 ZEREDIC, NS QKNI EET
% HIV OFEDHHFEE, 4 H T3 LIE LI HIV #1EGeE
A5 B XY EANE HIV 252 22 AR5 & 72 - T
%, FEFIMED A v 2D WBLL, HUHIV HOFO A
DOEMEORIEH &AM OBmNZ L EHE - T, BE
O HIV/AIDS {GHE DI KDER ThH LH. TOHB A T
7T —EHEH R T AV AWAE HEH 2 & 72 2Pt HIV
BRI SN TVDED, TA VAL ER &3 5L 3
HITH P A VADIMBIIAT R TH L. ZOFHRICIE, F
LW AV ADOBRBRHEND ), ZDI1FE A EDOEHTIE
HIV 7u 4 VA DNA DS DEEENHS THWbLDTH 5S.
DLFoBE LY, KR OP HIV {GEHEIER & 3 E
D\ HIV OFOME 2 m GH g L E2 5N 5.

4. HIV BB OHI{H#EE - EEBOGEERTHICK 2 HE
FNTIZHIV 707 4 )V A0 5 OfEERIEERE L ED
I TVEZDOTHA ) 7. HIVOEG 7aE—5 —
O%ENT 7T £ )L A DNA @ LTR (long terminal repeat)
FHIEASH - T b, 1984 I8R5 259 ¢ HIV-1 LTR
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HIV LTR

\

(WA VA

TCAGATCCTGCATATAAGCAGCTGCTTTTTGCCTG

TATAbox AP-4

EMSA

TBP - + + + + + + + + +
GSTAP-4 - - - - - 0.5x 2x4x 4x 4x
wt mut

competitor

anti-TBP
anti-AP-4

TBP P>

3 HIV G HHI AT AP-4 12 &) ZAREE R T TBP A% TATA R v 7 AND i & g G it
LT D728, ERGTFLNVTHEDOKE DI T5 2 8%2%7. TOMIE, HIV-1LTR © TATA

TBP & AP-4 D&

Ky 7 AJEBD DNA BV ZHW727 VS 7 b7y v A DOEEFES:. TBP £ 70u€—4%— DNA L OfE&

-«ss.

4AP-4

Luciferase assay

.
c 1 .
2 -
©
=
©
@ 0.5 - .
z
o
L 4
0.
AP-4 — + + + +
TBP — - el

NICESN S, LRI HIV-I LTR AT

M AP-4 B Lo THESN

AT EEFT. FERFEBIA DNA 13 DNA f & ORyIRF R Z 3. 3Ckd) K051

DOIFIEEH) % g L 72 TATA Ry 7 A, GC Ry 7 A
(EGHT Spl D5%EE) BLX U ¥V FAIHAZT N>
HF—Rv 7 2 (NF«B D H#E) OFELRIEMLEY. =

D%, 1% L OEEHIBO 720 O % O cis =L * ~
FASHH OS2I E N, EHICmRNA @5 EICER S
Tat DEFHAE Y Td % TAR (trans-activation responsive)
LAY ﬂﬁ?éDN&le/%#ﬂméhf”
F 72, BIKHIV R AR T 272D R X 7 LAY —
AWM ENTY, s 2 —HELTR2 IR
L7,

BREVOIX LTR RHICETET 5 E K 7% NRE (negative
regulatory element) T % 1718 = OFEIENICHEIET 5
%< Dcis TV A MZE, AP-1, c-Myb, NF-AT 7 &£ O
FIRT 2 ECHE T 2GR T O CTh 555, &F
&L TEMWIREHHIRI R F> (5B L% 345
IS SN D). Fofll, LTR 75 OG- IHIIZ BS54 %
cis-element & L C, W3 TIEH L2540 [T —
EI ] & L TCRE SN/ NF«B A B L OB LY
G IIHIE AR S 72 LBP-1 i A 2 & h3d 5 2.
BEMICEHS S TATA Ky 7 ZiEHED £ Uiﬁ%ﬁaﬁﬁ
ANEURAY VAT AN e v v ARV AR DYl

WG AL lil?@ﬁ/*\iﬂﬁﬁiiﬁ’“@TU;E—57—:1
YTFAL (A OBIZTEICELR D cis TL X 2 &M

Jafl & DA EHE, &) BER) O TIXEEIIGENIZE)
AAHZANELTRBAZLDOPHONT WA, 22
TIZHIV-1 LTR IZEI L ThH o T B #iFI Tk _TH &
I, FT N AT AEAETH 575,
NI NF«B DA AR TH 575, FEBIZIZHIEH
FRAFCIRAE D 61213 NF«B M3 4 po0 7= v
FOTREDIHEL TV I ERENAY XM
NTWV2D LI NF«B 3% { D84 ps0 & pb5 D 5720
O 7=y b2 YIS, pbb IXFREE LI %
D735, p50 & E ¥ A < — (p50), 13 DNA #& & fE % 2 Az
B PALSEI % 5572 7 v (KBFL L IRIE N2 20) . 27z,
O50); BAEA L TV EWME R EWHILT21EHOH 5
NFﬁumuDi%f%hz)z: 7% %. LBP1 BLUYY1
BEEDIL 7L+ —Thsb HDACEHE LA LT
HEE WIS 5. M), AP4 X F0XEDORT X I2TEk
activator protein & L TS N/2b DTH LD, EH D
DRIz & 2AHTIEHS PIEEIEER 2R L Twi
V. ZOEBRKEOSH L LERSITRL.
AP-4 & HIV-1 LTR & @ & & {7 i& &, AP-4 % TBP
@MAﬁnmE\)&WWA$/7X&®MH%M%T
WMEEMEEZ XLV 7 T v THRE (BI3ET).
'BP&EMA%at{mAM%t@ﬁ ESTE SRR N)
TH DN, APAFET TCREFHICIH SN 512

F6l1E W1,
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NCH-47

@__{ﬁ;nlr/v\/\/sf\

NCH-51

Effects on a chromatin-integrated HIV-1 LTR

2.5x
o |

01 04 16 —— 1 04 16 ——mm

NCH-47 NCH-51

»
©
S

TNF (1)

4 HDAC MHZEHAI NCH-51 12 & 2 HREY HIV-1 oS, NCH-51 (ZBEALA Y SAHA OFFEK. NCH-47 3B OFHEARTH S
7Y HDAC BHEGPEIZ NCH-51 Ol A5 e, WO LAY Th HIV-1 RGN OM10.1 55 O A VA jiE L 3w SUG
IZFE SN D, FHORNE HIV- LTR-uciferase L AR — % — i@ {nF20 5 O fnF5BUIK 35 NCH-51 & NCH-47 DR RERL72H
DT, TOMEPFEEL ANV TRISTWDIEERT. L 23) K5IH

AP-4 #ATICZE R %2 N2 72 1T LTR Lo B Of7iE 12 AP-4
A AFALZE 2 A, BEEWHLNFOMET 25T &
I DBATIC AP-4 % #4214 C 4 HIV-1 LTR 4 5 O#zE
W EIH] A7z (not shown). B3 (ATF) Ml sB X
in vitro T AP-4 & HDAC1 3 X 0" HDAC2 &#Ea 52 &
ZRLTWS, 2O L), APA I %R =2onR
BB CTHEE I L TWwa, 2945 s AP4 DS
BE ML BBICIZED L D) A S = A LD 5 LT
W5 OPBEAFE IS (KIEOHRRES 12 2 TIdEm) .
Z® X 912 HDAC %% HIV-1 #25. % ##H] LR IE S 0
FIZEDL TV DL ZEDPHLNII R, 2O EIF
HDAC FHEH] % v 2 & HIV RS Ge # B <4 C HIV
OFEEAL;FEINL L 2 RIBT 5.

5.HDAC PEEHIIC & % HIV-1 DEEEMHAL & 8RB
HIV-1 DERFEE

HDAC #% K 0¥ GG IHICE G55 2 &5,
HDAC D RHEHNEZ < DBIZF I H 2 TV 5 B
IR R 7272 HI2E 2 51 b, HDAC BHEH]
(SHEBPIHIIRRE L & B 2 AMIHIER T 7% EOEE 235 L
TR AR R 2 LD if SN2 0 REEREE &0

7% L OWIBRE R ORI\ HD 5 72 M OWZED 63
V7a YRR 7 & /N TR IR T 28 HDAC 1
MEHETLZEDPHLPICRY, TOHBN)IRTTF
A (TSA) % SAHA ( B4 volinostat) 7 &0 HDAC FHE/EH]
Sz E .

FTIZIR A7z &) 1C HIV iR Ge A3BIAT © HAART J%
EOWFIZ %o TR D DIFFETH L5, Z OFRIEGD
HDACOa L 7Ly —1EHIZ L o THEiEFE SN T2 0
Th i, HDAC BHEH % VUL 1 )V A EA % FE
T&, EbHIZiR% HAART #Ri: % FE i3 U R
A EBETAHIEDRUETIEZWVY, EHEETE S
Lehman & 2V 1%, FEBICZ OEEE % 4 40 HIV K
WM L7z 587 HAART {G#EEO AL T € HIV &
B3y ANV T a v EEE S L, HIV R &G
BApmE T Lz 2A, 444 34 CTHIV-L 2@ L
TV RIEH CDA+ MR OB E BT A Lz, Ok
B3, HDAC FHEH ZHLHIVIERICIA 22 LI2k - T
HIV & RIE G 7 — Vo 4 X GHAP T& 5T
REMEZRIE L7z, L2 L2 s, HATOP HIV o s
BATHICAS S H UL (FEFRIIZ < OSEHNT PR ARESR
REFEZZHED I EBIT L\, L ENTWE), &z
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HIV-1 Long Terminal Repeat '

(WA VA

SP1 TATA  AP4 LBP1 luc gene
mX1 AP-4-Luc X 77—
mX2 LBP-1-Luc 3¢3¢ 771
X3 Spl-luc s
e SpITHe XXX 7/ ]
30
T Sp1 -Luc
: |
20 - T =2 5 |
&
2
o
m
10 ©
° 1
[N
0
0 - |
NCH-51 — 4 - + - + NCH-51 A
mX1AP-4- mX2LBP1- mX3Sp1-
Luc Luc Luc

5 HDAC 5] NCH-51 12 &% HIV-1 BREFHEI LA cis TL A Y MGG TAIEER T FIZ HIV- LTR #I8ICFAET 5 cis T

LAY e ZOFEETHW LTR $HIBO /R IERARZ RS, REOHS 2R L9102,

WWHTHHZ DS 5b. Tk 24) )5,

MmiHso HIVERZIZTE /2 LT, ZOREDLTH#k
Bl T IZONTEA PG R 2 124 & o HIV 28
ERL, HEEPIELZTCRICKRELR YA VAED YN
YRR LD, &8 7% { T AIDS-dementia complex
7 EOHREE AIDS fEBEAS RG] SR 2 S s T ReMEE
TETE RV, EHEHE~NOBITHEO B WHLHIV Al & O
HAEDLEDTREIZ 2 5 T TOM, ZORBEEIZ) A7)
BWEEDLEDL /R,

T2 XA REE A e R OB HEB % & L O ILFIZE
T, SAHA X ) & AN TOZREMEDE < HDAC I2%H 4
B ERE D 5 NCH5122) &) Fi8C &8 S 4172 HDAC
P4 2 HIV-1 B RIE GBI L7z, 2o#%, R4
RS LD, PHEEYICHIVOES 2 FHE L, HIKE
el &0 HIVEBE A FE L2 %P £612, ZOBIC
M5 2EERNF2HS T 572012 HIV-1 LTR ©
TaDcis TV Ay MIERYINZ/2TUE—Y — 2 /EK
LCRRZ-EZ A, Spl HiamiliaZRE85 LERDOH
R LTR 25 OG0 L {553 525, B4 THS
72 HDAC HHERIOERAHH S iz (B5). 6127
0O~ F VREREE TR TA L &, TNF & bR T
A LBV HDACL & Spl #HIV 70 %€ — % — DNA
M OHEHES 5 DT, Spl O FIREGHIIEZ 5 2

HDAC FHEHZ X% HIV- 2555213 Spl

LI & o TEORBIEHEALIER A HIH] 1 #E ©, HDAC i
EHNZ L o> TSpl BAEOHEREDL R 2 Z LR Shi,
T % b HIek HIV imE oML % L T % Spl 25 IR
AL TlE HDAC &AL TGl ziHo Tnb 2
EDRHEDPI 072D THA.

il Spl & 4B % { oG [iEMHAL] RF25HIV O 7
OE—%—I 7 FAMOPTIIEIPHIZIES L5127
LOTHAHIN. Tz, b [TOE—F—a00FF R
M IDFERITEZ LTI D TH A ) H. & ORI IT T~
DARHE L CHUD MLEeAs, FE RO HHZBIIHFEL
W,

6. BRERFEE 2 458 & § 5 s ARE Porphyromonas
gingivalis |~ & % BRER HIV DFE

ST, FEHEOMIET IV — TV WEHE O BAE % F - 72 [ 5
(A —tite, BRI H AR BB Rt Yy 225 Rl ) A3
bolzns, WEPLEOHFEZ S L2, HERETI &R T
BEENMER Porphyromonas gingivalis (72Tl Bacteroides
EEENTZ) S BHEEE SN AEEIEIC L - T HIV OE
EOHEZ LR PRI, IREL . FofER, T
DI DM ORREEW I X - TERIEY HIV Oz E. &
B OEHEALAR ), PR EIZZEOREIIRKE o7z,
CORFRELICHFMEICT 7T P ERY, 2

F6l1E W1,
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WB with Anti-HIV Ab (cell extract)

ACH-2
- Sl - D5 5
- gp4l
—
- -‘.lh¢34
~tubulin
U1
o= gp41

|-—-....---- ——— |G—tUbU|iﬂ

—4“_‘
< © 3 R
4 @ @& @

p24 level (pg/ml)
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HIV p24 ELISA (culture sup)

ACH-2 U1
1500 1000,
[
: [ 750
1000 .
5004
500- 1
250
0- 0
~ el 3 o — el 3 o3
3 8eT S 8aT
Q@ £ ° @ & =R
[} 3 O 3
wn wn
o o

6 HJENE Porphyromonas gingivalis OFEMET A EEEE butyric acid 12 X 2 R&G: HIV-1 3835, ACH-2 13 CD4(H) v b T A

Jakk, Ulide MHEERHBMECO3D HIV-LISERIEGELTn 5.

Z TR 7o R R AR iR TR B o> 10% (B &2 2-3

mM OFSERIZAY) . iR oOPt HIV JRIc L 27 A8y > 7oy b, ffilld HIV-L p24 ELISA % v M2 X555 FiEd

DOHIVER. CHk24) LH5H.

MO PZEDBED—HEDA 7 — 3y bR—E OB T
KRELFEEIC R -7,
ZOWZEED—EBEMNT 5. BEERIE, AARDNE % o
TIANF— %S 5 —HOE L EEFED FCREE A
RZLIZ5FBTTRI2H 2O [5EE] BlRORAED
DOEDE L T—HOBRMEREIC L > TEY SN 5.
BEo T, ZOWEEFH M 25 LIE LIEET mM 12E Y
5. Z Ol % & MR 2 HIV B RS GAMa 12 n
ZAhE, FLWHIVEEFEEZY, ZOERILEE
Fa DNERIE G HIV OHBFE LR Z §72012f 9 TNF
ak D BHENbDTHo7: (R6). 72, ZOXRILHS &
HAiC ANy OT7EFMLEME L7 ), w72
FTIEZD L) iR o, Frx OERNICEET S
BRI IR E LANC L S5d b, HERER LI
FHERE LTHET S, 20X ) B 0% 38R
55 T CREER % fEAE L, ARSI RS HIV O B8R %
ST EDS NI 572 (Imai et al, Ffad).
Tabb, HIVEGHE ) ME, HE, BEEBLOY
AN AT & O ARG B 5 &G LT L HAER O
G IRE 4 R LV T HIV OHBICEDb > TWwWa, Ih
SOERMPERE L THIVIZEELZE FOENTOR
FEAREFEDHEITREIZ O TCEHIZE D> TN LD TH D,

7.%5&EDH

HIV OBl o R EIE T < THr LWl 2 5o Tw
5. BEEMIEIC BT 2 EEHIEHONIZE S K2 128 L\WWikgt
SHIE A BYR L T\ b, HIV WSS & O BB 7R % %6
BFL2LbHDD, ZLOBBEIIBNTEDO®RBVE L
TWLHIIHRETE 2\, LrL, ZOmIXOPTHAL
72 OPOHEEE, BROFEN LI LITH LWiac
Lo THERINZY, FILOWERANEBEIZLDHD S
EERRL TS, R L THEGHM LR LTHLNT
VLB RTFAED &) ER THEHHZH ) OTHA
I Bl 21X Spl D &) IS RITBIEFHEALIN T TH 5
LON, EHREGHIV TlXZ2 052 AICHIE L TEB Y,
L2 b HDAC BREFINC & 2 GG EA0IC 32 B 1% & % 1
LT 5 Z & IEBHH TRX7- negative regulatory element
IHEET 5% OE [EEL] FFIC X 25 o
FBEZRRL TWDL LI AR D,

HIV O#nF L~V OB L IR IR G O B O A
HoTWb 2, BWETHONTWLIEEETIZY 1)V ARE
HETLERATFOHERITEEN TR, U, it
TANAFIE L COIERERITH 57 A )V ALK 5 5
HICENTACED DL TZE RO o TR EI2L 5. L
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L, RTR7uTFrT7—EBLU0A v 77 5—EhiiE
WeETLHATOPHIVAITLIELIEALNS L) IZES
WZERHIMEDOZE R AV AHHB L, Lad AIDS D L5
|2 R 70 A BT RS WA 1213 Z D TR AN S ET A
VEZOTIERWTH A ) H. 3 CIEMERESG ORI T,
IEH M - AR5 2 BWER A H - T & IEEMA 1t
T BEPEDS T IUL, LA NESEBRER 2T b
OB SNTWE. T2 FURIZBELTH LIEL
IEHIR T 2GR O W 5 HIV EGLE ~ AIDS OiGH 3 OB
FA—HRTHRESE L2010, T3 iny 2 a5
RIETVENRD LD TIER\NTES ) D
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Positive and negative regulation of transcription from HIV provirus
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The RNA genome of retroviruses including human immunodeficiency virus type 1 (HIV-1) will
be converted into DNA, called “propvirus’. This proviral DNA will be integrated into host cell
genome and behave like host genes. Since the step at which the viral RNA genome is converted into
DNA will not allow any increase of viral genetic information because of the presence of RNaseH
activity inherent to the reverse transcriptase and is responsible for the degradation of viral RNA in
forming the DNA:RNA hybrid as the intermediate molecule for this conversion. However, during
transcription from proviral DNA into viral RNA, hundreds and even thousands of mRNA encoding
viral information will be synthesized by the action of host cellular RNA polymerase II, thus producing
a large amount of progeny viral particles after translation and assembly. HIV is unique in that it
contains virus-specific transcriptional activator called Tat
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