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[ ]  ARGEHFEHNE 1R (HIV-1) WRERH GRS RERE L GIE (AIDS) M
FERER . RABIEEE (Tav RHIV-1465 0058558 A, 8 (2 3 HIV -1 5% 552 e v R Fe 1Y 2 7 Fig
o LA Tat 8 {1k $8 s A 30 4] 550 308 o AR T 28 (K7 AT 4 Tat 28 1 0942 5% S D) B8 30 10 88 5 . 76
HIV-1 R EEIR YT 1 2 PSR ms v, DL Tat 8 (Al 50 S JERh 2 00 BT " Seng Ref 4 m HIV-1 8
FechE R, B T4l 8 F RS s, (26 R ok AUTER, BPEZE b B A T IS R 68 4E+F
HIV-TARORE . AR A (dCA) | H A FH 3R Fn B 55 BE AT 4 9 Q308 45 Tat 2 11 AH C 0 ]
FI AT i A R AL HIV-1 754K . BLsE Tat X HIV-1 AR B R EEME T . LA Tat 85 o0 #0845 59 HIV-1
T AR PR VR U7 R W B AR S ) 9 VR AL BEAT SR B AE O HIV-1 TR 1R I6 L 1Y 25 4 oF o2 4 it
2%,
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Research progress in therapeutic strategy of human
immunodeficiency virus type 1 latenty by targeting Tat

HU Haobo, HUAN Chen
(Institute of Virology and AIDS Research, First Hospital, Jilin University, Changchun 130021, China)

ABSTRACT Human immunodeficiency virus type 1 (HIV-1) latent reservoirs pose the primary obstacle
to curing acquired immunodeficiency syndrome (AIDS). Transactivator (Tat) , a regulatory protein
encoded by HIV-1, influences the establishment and reactivation of latent reservoirs by promoting viral
transcription. Inhibitors targeting Tat protein suppress viral rebound by reducing Tat protein levels and
disrupting its transcription-promoting functions. Among the two strategies for treating HIV-1 latent
reservoirs, the “block-and-lock” strategy, which is based on Tat protein inhibitors, aims to target HIV-1
proteins or host factors while interfering with histone epigenetic modifications, thereby permanently

silencing proviral DNA and maintaining HIV-1 latency even after treatment discontinuation. Tat-related
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inhibitors such as didehydrocortistatin A (dCA), triptolide, and apalutamide-derived Q308 regulate HIV-1

latency through distinct mechanisms. This review summarizes the regulatory roles of Tat in HIV -1 latency,

Tat protein inhibitor-based therapeutic strategies for targeting latent reservoirs, and the mechanisms of

action of related inhibitors, with the goal of providing insights for the development of drugs toward

achieving functional HIV-1 cure.

KEYWORDS Acquired immunodeficiency syndrome;

and-lock” strategy; Functional cure

AN KR RE A % (human immunodeficiency
virus, HIV) IR FAEM BB AR K23 Y i
KA PE BB TR, T 1983 4F 1 W & BT i 2h 43
B Hoh, HIV-D R A BRI AT YRR
HIV -1 S5 ) S e A G 5 AL, O 32 3T B IR 2 A 4
ERG, RO RAT PR R BB 25 S TR

N

(acquired immune deficiency syndrome, AIDS). 4§
HIV-1E& Gy 15 40 f i, 5 25 5L 2 4 5 3] 15 32 0k
PR 2 R RO IR %, HIV-1 34K S ATDS X LA
A FEFERHE Y. AWM HE A (ransactivator,
Tat) & HIV-1% /0% & [, =& HIV-1 26 5
DR, VRS HIV-1 5658 . AR A 2
5 T R R CHEAE . Tat 8145 HIV-1 5% 5%
L Iy TS A G Y 4 K I 52 )7 41 (long terminal
repeat, LTR) %54, i) 1Y 9% HIV-1 5% 542 38 i
REHE , Tat 85 (3R A 2 B0 i e 5%, i 2
FFHIV-1RRES

H i, BEG Ui % sk # 97 ¥ (combination
antiretroviral therapy, cART) J& AIDS K FEZIRIT
Tz —o cART il JUA H 6 e sk WM a5 . 2
it 410 ) 550 R - il AT ) R0 S 25 A AE L TR A
XF HIV-1 A= i Ji 3 09 AS [ B B, A 28030 i Je e 35 14
WHIV-1 &6, B AR 35 5 )T IR 5 8 K oz )
A, W AR . (Hl T HIV-1
RIEBIFERE, cARTIRYT ITFASGE R F8 UK 9 9 22 19
VR B, — B AEIRZ 24, X Fh AR e 1Y v AR e AT 7R 2L
Jo N O B T R A R A B IR T D 4 R X
HIV-1 /. ok, W Bk oot 20008 (R % 2
HIV-136 7 SMs 1Y B o Bl X HIV-1 38 R TE il
Y FFHLE AR AW ZE , BLE 2 2 R & X HIV-1
WIRERIRIT TR, EB0R “WaGMARG" Kk
OB A E T dems T, R R @A
TS R R W T AN B A0 NS 0TS O T B HIV-1
WARPE, MULHR T — Ry el AT s es, R “FH
Wi AN Bl " S, R HIV-1 98 AR P2 A o 1 o
TG 2 5 SRR, SCBLHIV-1 K W L08R, 78

Transactivator; HIV-1 latent reservoir; “Block-

CRH WA E T S ms T, Tat B A BN N SRR T
HIV-1 (40 B8 &, Tac 25 (30 il 700 = &8
% A (didehydro-Cortistatin A, dCA) T LLTE #4
AN P 4 AR e vk, B R HIV-1 9 AR 3
T DL Tat 28 P18 805 T8 97 SR W 18 AF 58 X R A
TR HIV-1I AR PLHI B A 2 E X

1 HIV-1EBRERKFMEFN

1.1 HIV-1 %K B HARMHE R E R
2 f b F T 36 R AR R IR A, HIV-1 VR
TE 1 2 9 15 24k 3kt AL A4 5 928 TR 3 RN R S A7 16 1) L EY
A HIV-1E G4 )5, 8 56 4 RNA B E
T A0 T, 7E R SR A AR R A R
DNA I # ¥ ia 8 A 41 A% o 3 75 8 & R L R
e Ay A 0 A 3 DR A PR T R AR Y, A
H AT HIV-18 R R =208 oy =8, & HIV-1 3
D] 21 1 05 7 J Y 4 A 1 2 i 0 v e 2 A A 1 O
J B o B AHCIR S IR A, WFEE R 1 T ST
HIV-D R AR, anHIV-1/E&4 CD4+ T ik
ELAH M, Jf B CDA+T 9k B 48 i 2k A 21 8 5 GO 1)
ARSI HE AR B B s WIRIER
Al DLGE 3 HIV-1 B2 G B0 12 CDA+ T ik KL 4
FR T 7 o A G CD4AT ik B 20 e 7 o0 K 77 iy 40 i
MR A )z, BABRKA R, o LA
BRETAREE, R HIV-1E R E K I
EEEFEZ

1.2 HIV-1#RESEFHIH  HIV-1I K EHT
G T SRR, ASZ R EEER R, A
SHHRIERG TN, KR E A .
N S N I SN A v S I
HIV-1 R SRR, A8 s T4 . #/MAE Nue-1
1) & WL st AL A W R, B B . S BT Rl L Bk
/NRNA (microRNAs, miRNAs) B3 J& 23k UK
HIV-1 %5 8 1 Tat X35 HIV 9% 8 50k 8 11 &35
H9 £ 1 Bt (regulator of expression of viron protein,
Rev) FILAEAF " fF5 " BoR: 78 HIV-1



TS, A

DL Tat 2§08 1 A 2K 328 B WA 0 255 1 250 786 AR FBE VA U7 58 W6 1 B 5% 30 833

AT UL AN, A 2 2 % B Tat 2 A7 1 2k
DUk FE , 28 HE MG RE T, R TatidE B G
P AH) T HIV-1 5 Ry 3

2 HIV-1 &K ERIETRE

HRT, B0 HIV-13E R R AR 7 g £ 200
AR RGN CBH WA E T e, Al
TIE R DU HIV-1 R
2.1 “WEMFHRE CBURMRMT KNS
H B AT 5% B 22 Al R B R i W HIV-13R 97 Ik 2
—, RS IE B VR 50 (latency reversing
agents, LRAs) %5 HIV-1 8K 7 #% 5 F1JK 7 b
T, dE R AE T e 20 TR ) B Ak O e 27 20
05 78 0N PR R R A LRAS R S AR
7 Rms o, BRTC &KL EA A F )
RE Y0 5E 0], ) e 4 e R] e Oy OB EAE R .
4 EE F W R RS T A ) R e G T BE 25 BR HIV-1
DNA F 38 Al 1 30 WK% . 8 P s C i sh ) B
% A>T R AR G 8 I 287 I T I 4 3R R AR R
Tat £ 1 72 ¥ 70 LRAs & #3005 D g 1 Bt — 3.
BET R &5 /4 50 i 55 JQ1 5 Tat & (1 0[5 7 FH 35
HIV-1 5 53¢, i B 76 % MRUET & % LRAs W & 18
Tat 8 [ A7 76 T A S0 2F HIV-1 W AR 4 0 300s s
B WG ARG R W AT S, T
LRAsAEHINL fUB— FI ik Z e 5 Pk, 55l K ik R
iE S, 3 AT RE AR SO R Y B B AR e . R
JFF 4% 955 2 A0 P9 U5 M 3 Sk 2 S AR A Y
e VRS RN A SR A O I PR U I R 18 2 T
ROCR
2.2 “mMEAHETRE KT BUSARGT K
W& R RPE, HBTJT & T — M B B HIV-1 D g
PR AR YT g —— “PHBTMBUE T Kk 5
WO N A AT SRME AN IR, BELUT AN B SR
B 1) HIV-1 A6 25 8008 3 91, D0BR HIV-1 R
W, HIsmE AR T R AE A IR AT L AKAR T
H HIV -1 2 i 75 JC v 46 I 3 (9 AR K P, BT 5 28 3)
REPEVA AT .

FE CPHBABE T g, RNA T4 (RNA
interference, RNAID) HIH 8] [0 3C 8 & 77 51 A AE -
] o] SCH 2 S AR SRR H RS 9 (clustered
regularly interspaced short palindromic repeats-
associated protein 9, CRISPR-Cas9) 7 A i i 7]
HIV-1 ) Tat. Rev Fl K °K ¥ & & J¥ 51 (long
terminal repeat, LTR) & X, PBHWK HIV-1 ()%

P eik, fEF HIV-1i AR 20700 (R o 2% B 45
7] Rk A R i — 2P A

RAE “FHMrABUE" RIEIT &1 — RI/N ¥
LG YRR AR AL VEF] (latency promoting agents,
LPAs), Al i 0l HIV-1 2 (1 RAE 565 56 7
BEL B 85 AR A T HIV -1 B 56 5%, 45 HIV-1 I RR
A AERNFEZER LPAsHh, Tat 8 H 306l 77 vk
AR B N T ET SRR YT S . I dCA BB FF
SPESE A Tat 8 11 0 R 8006 I+ (transactivation
response, TAR) Joff, il HIV-1 % 5%, 7Ei&K
20 1t 28 AN AR CD4A T itk L 240 g o B TV -1 8 1R
FEFFIORE . B /E LRASHIE T, AR St
FELRK BT . NG AGE ) Q308 B % i o fiE i
Tat 2 [ R i U HIV-186 5%, I B6E 40 i 7% )
TCREM

DL Tat 25 F 2 8 5009 300 50 A Uk 5 R 5, 38
RN TR e G RS R T N S AN 4 2 S
Wy HIV -1 3R 2 3
3 TatEHAEHIV-1BREZIIMBEHIER

Tat# H & HIV-1 4 509 —FhAE 45 E H, i
2 AN W PEEE AL, S HIV-1 5 il J8 B 26 5 1
FEA Y TatfE SRR N KRG,
ot 2 R AR A A K A% OSSR S Rk SRR
WL A DR T e R AR 45 A SURTRS A R -
MR- K4 & MR (Arginine-Glycine-Aspartic Acid,
RGD) 751 6 A5 ksl =0 o N sty 330006 &5 # 3ok
(A2 R M N OR o 25 A L 2 e 2 W2 ' 4 435 40 1l Fn
Bi KD a5 AR A CyeT1 % 25/
I B B AR ELAE A O, BlPE 2 LR AR 45 4 )
Tat 3 15 TARSE & . 40 MR E 7 Al AL E A 55
WMHEMEEIREXLEZE™, TaEAHWEH
CycT1 A1 20 i J& 9] & 1 4K 8 1k 3 B 9 (eyclin-
dependent kinase 9, CDKO9) £l 1 /% FH 4 % 5% 4E i
F b (positive transcription elongation factor b,
P-TEFb), HEMESY, REGWiEE TatE A
Bl S R TR AR 45 M 485 HIV-1 LTR X 19 TARAH
TG IR RNA KRG HE T (RNA polymerase Il ,
RNAP ) CAREGEHIR, fEdt HIV-1 5 R8s ™.
1115 24 Tat 3 128 A L sG22I, HIV-1
Moz BP0, fR A HIV -1 AR B 5T

IR A M R, HIV-1 WK PR 0 300E 32 2 Bk
T Tat#5 F1r 2 5 0906 8 B it 1%, i A 20 M 5
Wod . ST RO LA, Tat#& A X HIV-1
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LTR B CHE EA %0, 55 0 0K A 0TS 2803 5 Jn 1
o M TatfE HRBEEBR, REWILIE HIV-15
S R BAE iR, R 2 R S 4E R HIV-1 R A
X BB ML . G0 Tac 8 (AT U B I kB
(nuclear factor-kappa B, NF-kB) {fi#:JE = P50/P65
M8 2 i, Al LS HIV-1 5'LTR 45 & JF 8 8 %
P TaE AR AE N BB IR SR
HIV-1 5LTR L, 5455 8 1 (nucleobindin-1,
Nuc-1) HEH LWL, £ WAL T Bg 6 5T,
B S 75 HIV-1 0090 8 45 & el ge vk
WEoE T R B R F R ACAZ CDA T ik T 40 i
TSR AN IR ME Tat 3 AT DA B O HIV-1 iR 25
Fesko M Tatf RN RER EWGER, RNAPI
TEHe sk 2 TAR JG B 5 0F RABL, A 75 JC Ik 4k 2 %
S Y RNA B S A, HIV-1 5 5% 5 il 52 5|
Mk, AR T dE R HIV-1IE RS ™ B
KW Bon: ZEM S PHD M4 E A1
(ubiquitin-like with PHD and RING finger domain 1,

Proteasome

Tat CycT1

Nuc-0

UHRF1) 5 TAR s M4i4 TatE A, @

- MR R AR A R, AT HIV -1 % 5%
fis BRI F 1 @ P120 (nucleolar protein
P120, NOP2) &4 RNA H B4 4 i 4 4k 25 1 5%,
A5 Tat & A2 4 454 TAR, i HIV-1 5% 5%
FEARE IR

YT Tat & ATERSRBIE P EEAEM, M6
Tat £ H 0 35 FE PE S B HIV-1 2 T Tat 85 H
117 3 N7 Y T 2 45 11 %, A B S B HIV -1 9K PR 1 7k
AMEDTER .
L Tat & 5 2 #8 5 B9 BRI 70 55 7 5% 400 161 571
FE HIV-1 % AR B 00 7 94 ™= A 2 & Tat 8
FI, R A5t AN W7 7 A B i Tt 25 19 RS 25 kL
T A HIV-1 f 40 M b g & O J% g A0 48 1 40
FEL L A Tat 2 123 BELIT L AR BB, B0 HIV-1
EESEMBEL . BEIE N B 98 T — R HIH0 1 Tat
FEEWMEIR, v REA B T JF KB B HIV-1 245
e WE L,

4

L3
y; D

CycT1
CDK9

Nuc-1

Note: dCA hinders the interaction between Tat and TAR by binding Tat; Nullbasic inhibits the trans-activating function of Tat; HT 1 inhibit
the interaction between Tat and P-TEFb (CycT1 and CDK9) ; dCA and Nullbasic inhibit the acetylation of Nuc-1 histone; Triptolide,

NRON and Q308 induce Tat degradation via the proteasom.

B1 P TatZF H 4K LPAsFERIPLE
Fig. 1 Mechanism of LPAs by targeting Tat protein

4.1 TatZapH dCApH TatZE 5 TARABL
VERABEZ G TBAL IR E A (cortistatins A,
CA) JE i & I —Fh KRR KA Yok, RIE
TG M B — B Y, dCA JE CA B — Fh 2640
Y, W5 Tat 8 HAH B AR A R0 6 HIV-1 5%
UL dCA BRSPS A Tat & A m M & LR 4
ZEREL, FF TatfE A8 EREMM L ™, B
Wr 7 Tat#E 15 TARMAHEAEN, #Fmidmd Tack

2y 138

Y s se 1. BEgE Y R KIACARYT
Xt HIV -1 98 AR e - 3006 i Ml AR B B, R
[ B M) LRAS 3 F il 445 16 d, B 45 1k dCA
TRYT MR PR 1 AR AR LR o (H AR A
PEFDSI R TAME TatE I RIXMKE , IF H dCA XS
Tat/TAR BB R 40 i 2 19 HIV-1 30 i 54 5 AN BH
W, R ACA P HIV-1 5% 5% 3005 nT RE S5 K N Tat
FEWEMERA X, HEMEE N Z i 8 HIV-1
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DL Tat 2§08 1 A 2K 328 B WA 0 255 1 250 786 AR FBE VA U7 58 W6 1 B 5% 30 835

B SR KRRAL . dCA XF Tat & A S0 HIV-1 3
PR G B AT R SR A T v, X O ) AL A
HIV-1 Tat 2 [ A1 AS [5] 248 A 5 X5 48 M 41 Tat 25 H 1)
TR A, a2 iV 5 At 2 0 e Ak B
Ho5 R EEY M G o6 o

B i 45 A Tat 2 M5 W 8 H B 5 4,
dCA ¥ 7] #8345 HIV-1 5'LTR I Nuc-1 4 35 W 38t 1%
& iYL e R R B VT
immunoprecipitation, ChIP) SZE45 R /R dCA 4L
S, OM-10. 148014 5'L TR 55 Nuc-1 454 fE /1 4%
58, Nuc-1ZH8E A ZBEKCEREAL, FHIT T RNAP I A9
BE AR M BE SR AE il UV dCA il g 4l SLTR X
RNAP I Hl 5% 5% 006 7 5545, 32> HIV-1
mRNA G5, 200445 Tat 8 1 7E N 1095 3 8
S P

dCA fRAMFMR Rt wr . HA KR m
G AL RN = K M S T RCH AR AL A, 2 dCA RN
FE Tat & (A 40 650 69 808y O ", dCA Xt Tat-
TAR F1 2 W 3 A& A& 4 HA SRRl 7EH, o2
% F Tat-TAR S5t ] # A8 HIV -1 5% 5% v i 2l 55 AR
M, ¥ dCA S5 BATE A WP a2 WBE G i
A Il ST W AR R RN IRl 2 BN R B
R”RZS, B PR ABTE " S b SC B HIV-1
DR tE B @ nT AT % .
4.2 Tat® E 4k Nullbasic # %] Tat % & 5 P-TEFb
MEARAFAEZS LWL X B (trans-
dominant negative, TDN) & FJ&—Fh R A K HE H
i, BENS T PE o BH 1k B A Y AR N & 4 IR R DI RE
2009 4F, MEREDITH % ' & ¥ it i T — Ff Tat
FH Y TDN &K 45 4K Nullbasic, Ho 8 AN i 1k & 35 @
AR DX S B R R RN S R AR LA, BN
WA Tat & M 52 G 45 6 P-TEFD LU il H
[EE . WRE Y BoR . 7EM RS A % 3K Nullbasic
iy J-Lat 6. 340 g, HIV-1 KA BEWE LRAs &
Hrisos , 3 Nullbasic B] i 41 M o HIV -1 5 9% 75 4
RETEVERORAS <

Nullbasic i fg % % Wi HIV-1 5'LTR | Nuc-1 1
F W 3 AL 8 M . Nullbasic i 1 300 i) H 20 2 (1 2t
b, W% RNAP Il 7€ Nuc-1 (9 5 A %, #W# 5LTR
5 RNAP [ B9&54, M HIV-1 558 . Nullbasic
Xt TZM-bl 41 s & A AR CD4 T ¥k B2 41 g o A4S [+
HIV-1 W8 () 52 i 2545 Ml 7 . Nullbasic i fig
i 30 ) HIV-1 338 %% 5% il Rev 4 5 A9 %5 % mRNA 5

(chromatin

i 4, X HIV-1 A A J8 004 22 390 i 3F 17 A 202
A, AHENC HIV-1 DI REMEA B ik 259 .
4.3 HIV-1#ZH# 4w HANHT1EFH L4 TAR
#2 P-TEFb 7E4 i o P-TEFb Y i ¥ %2 /i H1 4
W% S & A 1 (hexamethylene bisacetamide-
inducible protein 1, HEXIM1) /7SK /) # RNA
(7SK small nuclear RNP, 7SK snRNA) #%#it% &
HE AWM MET, HEXIML K& H 2% & [H J5 9
HEXIM2 i i3 ¥t CycT1 35 45 % 7SK snRNA LL 11
#l P-TEFb #& ¥ ' . Tat & 1 7l ¥ P-TEFb h
7SK snRNA (5 HEXIMI1 454 I fdi 2 e 1% ) th i
Bk, J¥ R = TAR R R HE/EH .

LEOZ % " % HEXIM1 iy ¥ & 2 &5 4 3 ¥
(arginine rich motif, ARM) 5 ¥4 3 F1 31 il 14 25 #4)
3 (inhibitory domain, 1D) 5 Tat & 036G 454
1, (activation domain, AD) ZEMI %S, &ilH
— i HIV -1 %% 5t 4 il 57 HEXIM1(150-220) -Tat
(BRMHTLD), fEg S TatE e dEg & TAR M
P-TEFb, il HIV-1 5'LTR % 5%, f£ HIV-1 J& ¢
A R, HTL 6 HIV-1 &S, B R &
P 1 RS LR A A K . A HIV-1 k7
0 FRAEAY R, HT LA v R 00 2 50 A0 gl e 12—+
VY % B 13- Z BR  (phorbol 12-myristate 13-acetate,
PMA) il 09 8 PR o HTL1 5 BH B A0
SE” RIS AR A, S HIV-1 IR W A (1 T
AP 0 1 751
4.4 THRBYEARTEFF Taa RO %M

T T R R AT e b B R N e T R Al
=AY, B TIRYT 2R RGE R A B G g v
i, b FLAR g A R R N Sk S S 2 4 o A
FH UL RO T R T ] RNA RGBT
P mm S H sk MBI, %W F I B
(transcription factor [l B, TF Il B) & & % /i &
RNAP I W% 5%, mE AW TATAZ & HE A
(TATA-binding protein, TBP). B & F F1
(B-related factor 1, Brfl) M B 5[4 1 (B double
prime 1, Bdpl) ZHA. 2% H 338 o Bl TBP
5 Brfl [8] (5 A1 5 AE HT, B3R TF B JE B 40 i
RNAP [l 4% 5 ',

WhoE ™ KW EABERRAEN M
HIV-1 30 #1 #, AR Tat B A B9 Fa e v ok i 4 )
HIV-1E il . 7EFAMTPZMEMA T, HeLadli ik
JR ) TZM-bl 20 Jitd AR Y R 6] HIV -1 8 A% 19 A S8 i
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AR AR, G 7 52 ) K K- 2 32 B, 2 R K
FREAR 8926 LA b, HH A e HOR A0 AR R T
i ged SR W8 [ T o« (tumor necrosis factor-a, TNF-a)
XF TZM-bl 4l il b5 )l 28 B (9 0E ROR ™ . T A R
F 208 i 8 1) Tat 8 F R399 A B IR A, S
PR HIV-1 58 s iy 30, 2R 5 25 Tat 82 H 19 R
PENCRImES 2 5, I B n] $aE F e oA 400 i) 57
MG132 58 K5
4.5 K 4 3 % & RNA (long non-coding RNA,
IncRNA)JE & B H A ZE4 T @4 B F [non-
coding repressor of (nuclear factor of activated T
cells, NFAT) , NRON] # % Tat & & % #
IncRNA J&3F 4 5 RNA ) —Ff, 55 56 PR 5t
LS SR GRS A e A U ) Ui
L1%4 ™ % 8. IncRNA NRON 5z % /& H ik &
4t iy Cullin 4B (CuldB) HI & [ i & 17 5% D11
(proteasome subunit D11, PSMDI11) %54, %%
Tat 2 A B A LU HIV-1 %6 5% 0 78 HIV-1E& S &
R CD4 T kL4 i, B HIV-1 RNA £ ik,
PR NRON 2k 7K B A%, i 77 4 39 NRON
AR A b Tat 8 AR, T FE 24 HIV-1 84K
J2E T ) o
4.6 Q308#FTatZFHBEM 20214, ZHOUZE™
A8 T — b A A B R B AT AR M ——Q308, A AL
MR AR HIV-1RRE0E . AT RE# T & W5t HIV-124
Y1 Q308X HIV-1 A i ] © 78 J-Lat 10. 6 ¥R
0M &R b BE s, 5 AN AL S Y R,
Q308 PMA i 5 19 HIV -1 R B /K- i 65. 0%
FEAR 2 6.5% , JL-F-IHBR PMA i 3 (09 W AR PR30
S 5 #F — IR 5% Q308 A 3 i MY 1 7 Tat 2K A
K B A A0 1 AT A E e 6 BT R St (facilitated
chromatin transcription, FACT) & & % W36 2% ,
AT AR HIV -1 R PR . FACT & —
Fiv e 25 B R S PR 2R 1 1 (structure-specific
recognition protein 1, SSRP1) F1 Tyl6 i i B +
(uppressor of Ty 16 homolog, SUPTI6H) #H A HAY
S RIEHE A A, RSN RNAP I i A%/ Mk
A58 S ) BT 0 T B — BB AR Y. Q308 14 T AR
Je V5 5 HIV-1 78 R 40 M0 04 1= DL il o 2 B i =
R g5 R SRR T Q308 7E HIV-1 Ty g P 6 1 5K i 1Y
YERT, JEA B4 TT & AP HIV-125%)
L Tat Sy #8 5 A0 RH OG0 1l 700 50 R S 4 B 5 L 410

VG S 9z, dl AN TRl AL 0 R HIV -1 52 60 Fn i

PRPEWHS , LA Tat 3 HOFHE S8 HIV-1TIAR IR )Y
Femg BAWAEIL S, A EE I HIV-1E& G 1 I g
PR .

5 REERE

P e S B IR T OF R RE B > HIV -1V R
P, RYT IR R S BUR R R R, VAR R A
SECHIV-1 CEBEIG . 5 HIV-1 IR &, of
FAATRE T CPHWTRIIE " SRmE AT OIS R R A
EEE, AT WS AR RES, Bty “FH
W R 7 SR B AR VR YT 7 R A TE RISy, R
{2 HIV-1 09 52 W 6E 1, 6 52 e v AR 12 P 00 i
T, EFAEEN T, JCcARTIRYF Al 523 HIV-1
Kl Y, Wik, JF & —Fp el HIV-1 88 & Ak
TR “CTEBEWRART RS A EIF K s g
PR A ELE

AR, B X Tat 8 F1VE FBLSI A9 28 A BF
5%, KB Tat & A AUE HIV-1 2§l 19 F KN 1,
X HIV-1 8 AR 5 2 57 A 3006 i R A | K
W), 24 Tat 2 11235 A L WA Bl F 3R 5 1 757
W E WEO) T T 4R e 0% B fif Tat 282 1 840 i Tat
EENEEMALA Y, LLSCE HIV-1 B9 KM .
KRR Y ACA, H AW RN G FIHEY
Q308 &5 #F FLAT A HIV-1 K 3 py 1, B H
il Tat &5 2 68 P 40 0 500 77 75— 2 n) 3, 4n iy 20 e
F & 0] e 2 S AL S mRNA 8% 5% /KCE i HIV-1 %
dCA BTN 25 PESE, P28 I — IR 7 RS A AE ME DL 22
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