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Abstract

The HIV-1 Tat protein is an important regulator of HIV-1 viral gene expression and regulates

cellular processes by interacting with different cellular molecules and signalling pathways. Tat protein is produced

by infected cells and can also be secreted by infected cells to act on other cells; Therefore, it can affect both infected

and uninfected cells. Tat protein accumulates in the nucleus, but depending on its different expression level, it may

be localized in the nucleoplasm or nucleolus and exerts different nuclear effects. This article provides an overview

of the structure, nuclear import mechanisms and nuclear effects of Tat proteins.
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Fig.1 Schematic representation of d of HIV-1 Tat protein structure (modified from the reference [15])

A @, Tat®s [7E HIV- 189S F 3 i 4 p Az b R 3%
KEEAER . R, TatZx (0940 FAZ 2 i 1 AF 50 5
HIV-1H7697 B R E B . A3 I Tatd H HI 2544 |
2 A NAIL ] B 20 P A 280 56 7 T 20338 AH G PR AFF gk
&, BAENEET Tatik E Dhae B AHSSHE 7T A HIV-111)
1897 MRS AR .

1 HIV-1 TatE BRI

Tat 5 42 HIV- 11— PP BRCE A0 M R i s
wHALPL ], AR I Tatds & —Fia 20195
BES MR BEAE N A AR, RILF AT
it AE 2 500 F R 40 B R Rk R s

Tat# 5 e 2005 240 [X RNA (trans-activation
responsive, TARVFH EAEH] , e s HIV-1 115 5%
TAR, £ T 45 HIV-1 mRNA [ 5' A 5 () +1 22 +5947
Tatf& 15> T 8B AE 14~16 kDa, HFEANIMNE TF4mis
PN AN 2 T8 K276 2 300/MZHER U, TatiE (A
P ELERA~101 N LR, £ N6 X TIX (1~21),
B IR IR IE NA S X 5 11X (22~37), & FhEiz X
(Cys); X (38~48), Hi/Ki% 0 [X, & RKGLGIEEST ;
IVIX (49~59), BsPEX , &% RKKRRQR-RRILFE, BAH
TAR RNAZE &5 VIX (60~72), B A AR X (Glu);
VIIX(73~101), CR4ii X, ZRGDEF(E1)7.

SERITE LR, R B R, Tatd H 04,
MR RiE, WA SR BATT R E R . 4
ANAFAE Tatfie (R I, K22 0 Tat iR (10 2K 450 A GE
EHRRER R, B, TatE A2 —F RIE
HAR P mEAR, XA em s %
Tl 210 P 25 A6 AH ELAE FH T AT % PP DD RE . 64, &
PR FUR B, Tatd HE = NI S5, fe5 %M iR
HRERRTE R SRS E Gk, HBNE 514
HRWE B AR € A4 R 1K Tat R 9P,

Tat & 1 1Y 45 #4461 40 Mo fo 0 55 00 pHAR -
KUNIHARAZE "I T R I, FEAARAN SR AR, it 4%
il TatdE A 58 & T 456, B0 pHAE T 2
Tatfg I R . 7E pHA 708 IR, Tatdz H
HEE 4G, 2O TTHETEERE ; 280,
M pHFE N 4.00F, B 514 2%, Tatte I 64
JETTHIIRAS o

Tat# 4584952 5 FAH BAF F 0 8 B 8k
FR o . AR FL 5 8 0 P B FR I AH AR, Tat
HE A DAAE T AR S0 B . KIMSE I
Tat® AEHM AN IS5 384, SR XY TattE A 5
Tat-RNAZE & J5 R B 7 RAT 2R, XA ik
T TatFR AR RIS, T HRA T A RT 5490005
SEHLHI S B IS5 -
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2 HIV-1 TatZE AR R NFRER

Tat®s [ 7] DU SB0E HIV-152 1K, H/DER 5%
SNEBRAEIM T T, R R AEE AR . 4 Tat
B 5 ) e A AR BN R ), Tt WG
EREG R, b SBOUREEA T4, H
H e ABEAE 22 240 . BeAh, 4 TatlE H )
Tl 25 P 3k % 42 3] B-F- FLBE I (beta-galactosidase,
B-Gal)if, T3 2 &1 n A L I 4t . IXLesh
ZE0 | Tatd A HIBME 25 #9306t T Tatds A IAZ SN 2
A W E ), HHAE A EALE 5 (nuclear localiza-
tion signal, NLS), 1 7 Tat& [ 7E4H i i% A AR S0,
BOHTIE FLRE B, ERAR Tatd (AT 25 M o0 HAE 44
Mok o AR R A AR AR, {H Tatss 3 1) H
Aty 25 A 30T A% AR TR R AN AT R (1

Tat# H AZ B AN ATE A, A E 5.
B NG A% 1 07 203 BN Y S 8l
iz Hrb, #shd goE H T 7 &/ T 60 kDalf i
FIit . Tatdh 50 T & AE 14~16 kDa [7], [K it
& | Tatsy F DAY shis fa it 77 gk th i fokz , Bl 28
BT 2 M A% 5 2 2 1) . SMITHA !5 3 6 GST-
Tat* 'l A 85 H HEAT 230 R I, TatS 128 1 H
PEZE RIS 28 LI A2 3 N 32 A B 1 import okl LA
FENAIARZ ) . SR, AR AP SIS 2 B Tat s H 4%
N Je L LB S5 485 import PELEEAS BT
s, teAh, Tatd (R AT @ 5% 7 (W% RNA)
(RIAH BAE A SR AE 4R A% N

DL b 2518 35 2 8 3 6 Tat B 1 A1 &5 A4 3 3l L
Fr Bt AT SEER RIS (1), PRtk H AT45 2 — Le 5518 4X
Xf Tatdlx ABME S8 R g5 Ak, 2K E
10 Tatds H A% f A B A7 0 70 00 i B> B 9F
RN BRI, S EGFPRl& ¥ Tats M
B 45 #4805, 5 EGFPRR & )4 K Tat & (A 7E 4
MAZ A AR SR EE 22 0T, eI, Tats H RSN
Ll TR RR T Ca R R, I HE—2 0
RN T o

3 HIV-1 TatE BRI BRI N
3.1 #ZRTat&E BRI N ALE

Tat (7€ HIV-1 {0805 & i AR, 4
TatZk [ R/, HIV-1R7% 35 /8 854 2k 47 3
WS, BB A NAKRERA. YTatk (I/ELER,
HIV-1 9% R B 17 o

Tat & F 40 i J8 39 25 5 At T8 9 (com-
posed of cyclin-dependent kinase 9, CDK9)F14 /iy &
W A T1(cyclin T1, CycT 1)L R 1E 45 55 4 {8 K] 1
b(positive transcription elongation factor b, P-TEFb)
HER HIV-1JR30 T L, JF 5 TARG S E &1,
%A R BT FR A TAT AH GBI (tatassociatedki-
nase, TAK)", P-TEFbKRNA KA BEI CoR v [X 35
(cterminal domain, CTD) 2 247 22 AR Wk R4k, M\
M HIERNA S G WL, (L ik 4% s g1, 24P-TEFb
5 7SK snRNPZ &, H RNASS & 21 7) HEXIM1 2L,
HEXIM2 %[ P-TEFbI TyfE . 955 HIV-15E K
[IRIE , S FAAETHIBL (W DNAT G . AL NS )
FP-TEFb A 7SK snRNPHRE H 3K, FFIE CDKOIT)
PABTEYE, L FE N HTIV-1 T AR B S80S 1 = 2L
WP ERET

ARFTERIN, %A~ I NOP22x [A TatH UK AE
o4, 5 TARBHTAH I, ETAR mSCHIEAL,
M H0 HIV-111)%% 5% . [A]I, NOP2[*) RNA MTase
AL T TR MR MY, 3 4b, Tatd BIE {8 F 3L
At TARARHI IR S AR s HIV-1HR) 565, AR 1T S
A%k HIV-15: R Rk 1A HI PT REAS I TAR M i
. AHFFUKIL, Tatdk (381 5 (45 Rel-BIEN
HITE £ R 45 A kS HIV-1)3 3 ¥, Hobh Tati = A1
Rel-B A NF-kBH A 17 AL HIV-1HK K o 55 2 7 471
(HIV-1 LTR)JE 3T 54 LU S HIV- 1L R % 5%,

BARAN LG 45 R, Tatds (45 et i 15 A
T AHELAE FH 500 FH 5 1 2 3 a0 D S AR )5 5 AL 1
KR AEF GBI R E P, it s, 5 TatiR H
FH AR AR e 0 5 A DGR 7 04 - Gt iR 25 My 4l RF
£5 A1 i (structural maintenance chromosome proteins,
SMC). fil/N et AR 4 7 55 1)/ (minichromosome
maintenance proteins, MCM)FI#2 45 & il & & 14 (ori-
gin of replication complex proteins, ORC)%?", TatZg
15 G005 (10 R B AR FH 2 52 e G 105 1) S5 A4 4L 2
WAL, X FhAH BAE I W] 8 T BUF 2257 R Gt R
SR AR B AR B R /SR R, R BB
MRS T JE BIHIV-1/EGS 255 1R B8 T ko

Gutt 5 B8 02 HIV-1%G 5 B 2R AR PY . FE
Wi, ROFEBETEYIRKEEZEEN, Haeh
R MR gE R, I BAT DNATE 2 5 5 M EAEH 1
HE M. XEE SV N E B OB
(histone acetyltransferase, HAT) & f& i T ATP#) 4t
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Fig.2 Schematic diagram of interaction between nucleoplasmic Tat protein and chromatin (modified from the reference [20])

RERE S, TaaEASSROFRERRT S
Mg, TGS HIV-155 5% (K12) .

Tat& [ 7] 5 HIV-1E G 4i g 2 B4 5] 1) 40
E OB (5140 : CBP/p300. p/CAF. GCNS5.
Tip60F1 TAFII250)4H H.{F FH . CBPH p300:& % 1]
R R, HAE R L BOE R, el
5 J83 3l 456 1 sk K (W0 CREB) LA & HAT (4 p/
CAF)M EAEF R EEH 2. CBP/p300ik 1] L Z
Ak B A R R A, Hoh o 2 Ak 2H 2 H3 Y
HER 14, FER 18LL I 4 A HARI IR R 5+ #i
IR 8. p/CAFE GCNSE VI, — & 741 AT
1% 70%~80%, FH8i AT ZBEAL 8 (T H3 R B =R 14
B R (I HA R R RS L (3 55 21 B A % /MR

FERESE SR BN P UR 2 A, Tats: (14 SE /% HIV-1
LTR YLt 5401 . Tat® (15 CBP/p300# p/CAF
FRE G, LRI R 5, RIS HATS & 17 75 9% 5
JE B RN S5 A% /MA AR R 5 . YECBP/p300AH
p/CAFIIER T, Tath [ 340 5 I H3FIHAK] £ 1%
1k, MM SHIV-1 LTREEE . [FIRF, Tats (A#H4
A2 CBP/p300E Ak 4, it 1 I 5 B fiti %
K F(WTATAZ: & H . HHFIB) 4551,

Tat# 15 TAFI250 8 AH HAE F i B HIV-15% 5%

W, e H FAh i P 2R DR 3 s B BRI T 22
Tat# 115 Tip60 ) AH BAFE I 1 Tipe0I4HE A &
Pk 2 A BTG P, [ B (5 95 1F 5 4 B 256 R 3R 08 A2 21T
P, DUE P S i 5 g #5120

CBP/p300fil p/CAF#; 5+ 82 £ HIV-1 LTR I, #5H)
Yoty 5t IR, I T R Bt 1R PR B SR 8 £ TFIIB AN
TBPEEEE YR 454 0% 1R TatE RIS,
LTREE A %/ AIMA T B AL B4, SR 1T 5 Tatd FIAH
RITHAT A 55 S 8% MA R QBB R 3E . 55
s S T B Tat R A S 2 ARG E A EE
RNAWFEFH B A . Tat® (@B G150, Wi
At WA AR S X — 5. CBP/p3004H!
GCNS A LAy SITE TARZ & X3 N £ kAL Tatd (A (1)
S0FIS 1A B (K50, K51), XA 1 TatE A M TAR
RNAHRIfRE , R FE S IEAR I G 27, Tat K50
(1) 2. Bt A0~ 5 Tat/ TARFH BAE FH 5% 4 1) p/CAF 1R
R T RS EE A AL, IIMAERE T Tatss I TAR
RNA I 25 B0 Tat?R [ ] RE % 35 HIV-1%5 385
R OB S 3E CBRERAS . B, A Tatss
FACEA IR, 17 3E ZBEL I Tat & (4 1)K P-TEFbiH 52
FITAR I, 40 fg N 25 L BEACERAS 2 BEAL 1) Tat
B AMENIE QAR , IXAE TatsR (AR HIV-1
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SWI/SNF 4Lt 5 S 38 55 AW AE HIV-1J8 81 IR
APoE IR BAHEEMEN . £ SWI/SNFHL 4 5 5
IR G ) A AN S AR 1 SRR B, 1ysSO0/) £ 1Ak
A TatHs M TARHEES , 5 p3001H ¥ 7)1 FH fig
IR MBS s 1, SWI/SNFHL a5 H 95
EVHIPIA 4 K5 W BRG LRI INI-1, fili%: BRG 1A
INI-122 ¥ 2 0 i) Tats B B9/ S0 e Qs 1 A 20
BRG15NF1/CTF. RNARAG/IILEN . Tatte =S
JE BN+ R INF/CTFA BAEFH v A S B %
3.2 TatEREZICRBRHEMEXIERENX
32.1 Tatm& ABLRER  BEE—AREAT
MIAZ IR, FElSeE & A A% M A RNAVE M 5L B (1) B 1A
VETE o R2AZ I FEZE T RE & AT rRNARE . LA
F SRR B BUZ R T SR A28
Z 5 H AL R, IS0 S BoR R
T L 7 38 e I S

Tats [ 25 5 Hh 2 A7 T A% A7 (1 25 4R AN TR R
BAr e TR, Tat® E AT @ RIS T 4247 € fr
{& 5 (nucleolar localization signal, NoLs) /7 {E. Tat
NoLs5 Tt [ [ HEA LS I B 5, % XSk 2
SEHHBAEM ML . KURNAEVAZ: PE it 3
IRl 5 25 SRR B T Tat 8 [ B P 25 #4381 B2 AN 717 IE
HIfuf () 2 IR 2 5 A AT AR, H Tatss A7EX
A7 P AR SRR T FRL A AR I AL, T AS 2 T B A
L .

AT A B A I RR SR B S AT s (%
PEADNA. RNAFIE )50 )AH B AE A S2 i B2, Tat
wEEW X AERCHNRE, FRkE
B : Tatis H o] S AR 85 11 B23 . IR DL
{~ RNAFH H.AF ] 13213335 FULCHER 25 B i %6}
COS-74H B EAT WOL T 1 35 5 £ B AEE 7 i B,
A G VER PRMT6 F L 54 7% iy ) K5 57 P b 5 35 Tat iR
EGE MBI Z A AR, 8 B s S
R I, PRMT6 52 il ] A Tat H [ % AF HY 2k
b, BLBHIE Tat# (A 5847 B M EAE T, A ]
TatF AEZA N IIFE . AR IR T 3
M Tat B I EAZA- R SR IR

AT, TatlR (T B23E AL E L. 2 Tatdk
H A1 B23 4 H HH AR HAA 5851 NoLSH , =38 KA AH
HAEH . B2345 &3k (F L 187-255) 5 Tatdx A {E4&
WA A E R Ak . R1, &K B23& A 5 Tat

ARSI M R BRI s e R A AR T, TatdE A
TERZAZFR IR IMLIAT) A 1 ) B

322 TatZx G A ABRREGHEES Tat®
MR, RN SS 54 RE. JAR-
BOUIZE BT 7L UE B, 76 Jurkat T, %% 4% Tat 86
SERITT LA R S A R, DRI R A
AR BEREAR IS AR AR OO B T RS
SR,

MICHIENZIZ: B B, Tatd [ HZ A FBUR X6
HIV-1EH B CEE, A%t 75 Tatdk AAH BAE
B TARTGAE (BRI TatiBiH ), 45 RE M E RIEZ
SE AL TARTTA A N Ttk B4 5o HIV- Uk e B w7
IR T, o A HIV-1 00 . M, B e fr
TARTGAFFIZRAEAE 43 40 ] T HIV-11 5 il .

PONTI&E B S8 A4 L0 Tatd A E A= H
T PEHEAT R I R B, 24 TatR (I EA% A R A7 ERT,
P e 200 P HH 8O SAZ M A 1) A B 2 AH Lk 2D, 3K 13 B
Tatf A0S TPAZA I SEE0 W52 2] rRNA
BRI T2 2 T3, XIER TatE A A A5
rRNAZE A il AR I SR A

— BB E AR, Tatds (A A e 7 A2 5B
HIBERT TR . Tatfk (A 5% H {5 5 (Tat-GFP-
NES) @& Ja 56 & Ar T 4 M o, I fe s I 30
HIV-1 LTR. {H T Tatf& [ 0] LAZE 0 AR A% S 40 P
LAV, IX RN R 7 A e 58 S HERRAZ e L
S SR 1 5 R 3 ) Tat B 1 (Tat™ ") 50 A T 4H o
o, HICH R TatS FIINAE. 4 Tat NoLs5 Tat® 7]
REEAR b A, RE R AL T AZAT A, AT
TatZE (A HIThAEE, BN Tat® S RAKIRZ A~ 2 AL AN BE K
B Tat R I HIIHAET . h AT, Btk 45 4 38t HIV-1
HE PR 0k e RBOE A B AL T L TR, (B
AL AT REAS & Tat R (1 2 BTN AEFT 24 75 110

IR ST Tat?R (A A Th R I AH B & 1)

g,
3.3 ARIFIEKFERITatE B I E N R AZZRL
MARINOFEH 5L R I, AR 2328 7K 1) TatE
I FEAH A% e AN ), ELR B AN [ (R A% R
[FI, Tat g E A AZAZ 20N AT REAY BR T~ HI V-1 4L Al
235 Tatdsy A 4H A . 7E Jurkat T4H A, Tatsx A
IKCPERIER, HE A TA% I 5 Tatdl H R 7K PRI R,
HEAM T FERZHH A, X THIV-18 540
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B IA Tat i 55 7741 M, H Tat R (IR E AR /1,
RAEZA . BRI, 75300 2 () R I e 4t i
Tat?R IR FERAR, H AU e b FAZ R+ .

TEAN A P ZRIE K A [FAZ e AL LT, Tat
R AP R R 2 A R ER . &R
Tats [ A iR 5 2 P55 38 B A DG W 2 R 2, 0
WU . TAII 2 AetE . BUIISZIKM5 5 5 iE s,
F A AL 45 5 BAH A bk LR A S I CMYCHIBCL-2, LA
S LLEE A EBV [ AMA 52 42 (complement receptor 2,
CR?2), EBV & Burkittyth [ /8 (1) 3 25 R4, 45 i iy
AIX LR IFLH I S R 35 2 — &NF-«xB, A A
R, LEAR/K P A Tat [ ¥ Jurkat T4H L, NF-xB
HAg 45 P31, H TatR [ ] 52 NF-«BI & A
[ 15, Tat#R (138 7] 3 i 5 IkB-ofllp65 B 122 41 H.1F
KIEENF-kBE AR MIDNAL, & J i 363 1

WA~ Tat & (1 AT R BR R B0 L N, B35 5 40 i
I SR (PFTK TR 5 60S 1% W A4 30 255 (1) AL ) e 2B A7
KIEFTUDI . SR, ¥4~ Tatdk A AN 5 5B
IR S IR SR A, 17 A2 15 3 5 HLAth e s A G P 6 1A,
1l 41 5 T4 i AT AR B 40 e 9 0 A O% IRIMTCPI™,
Ik, 24Tatl (A6 T %47 H i, B iX S 5 R 4R A
ZNF-«BRETE; R 4 Tatik AG TR E i, 2o
W NF-kB A 4%
34 TatEEARHEZYBAHIV-IEXEREZE L
RHHI{ER

HIV- 1K G355 14 B8 25 500 1 R A LR 26 2
FItE, X 5 Tat L HAZN A K. Tatdk [ 018
o xof 2 DR R0 1) B 5 5 4 A R At R (1R
(K0 B AR FH 25 7 S04 3R S HIV- 17 75 88 e A 5% ik
TR

Tat# [ Je FoA% 208 v LR 3 N 280 347 248 it
(AR S MR A=, BAH bk TR S V-1 e J8 5
oh 5 WL IR R o FEHTV- 1S3 (1 L v R0 bk 22 &5
R BLT Tatdg A, AT LIBAI A1k, Htka]
W, Tarv] fig & — MR I 15 ik i 5L ™. EL-AMINE
LU FE R B, Tats (A8 S5 A0 HTA AL T RS S HIV-1
JE Y 3 (RBAH J Ik B8 0, BAN A AR B A B
HIV-1& 4y, (HTatdk AN 5, 20 HK(GSH) >,
T PE(ROS) I I, 8745 1% L 241 Ffa iy B S840 S B 32 3]
PO TatB (1 5] PR N 32 28§ 205 1k
RN R, A3 DNAB AT ALY 4k 53 8, IS
FOHIV- 1 G 55 BYH L bk E 983 7 B«

TatZ [ 7] 7 5 DNAME S B S DNABT, —
5 HIV-UR G B #H 5 R AR JEA 5. DNAE
2R G N] R A I DR A o 528 5 00 PR DS A R M D 45
15, DNABE R G0 ATAT B # nT e 5 20500 ),
CHIPITSYNA%E MIRF 58 3R W, A Tt H 41 i3
UV E R FEDNA R B 7 PRI . SUNSEHIHIFIT & U,
15 Tat A SUYL R IR 40 i 3 A0 50T %t HE 48
JEL, FC R G P AR BRI A BTt . fERIK
TatZF A4, 155 DNAXUEE W 2L g 71 T [,
Forb 1 JiR DR AT 8 & DNAE S K] DNA-PKes R4 i
JHWIAE S FE K Cde20 Cde25C KIF2C CTSIHI R .
DARBINIANSS "] Tatih [ 55 77 (AP 4 T 40 Mgk AT
SRS TR I, Tatd H 22 51 A% DNAH &R fADNA
A, —E A, ZRRADNASUGE £ .

Tat & (A 7] B H2 5 40 B L PR (0 i 5%, i mlad ik
SR /N B AR GRS RNA T R K 3% VR T A8 3% 5% Ja
BRI RIEE . SARDOZE Wl it % miRNA
KITE 78 32 B, Tatf 1 DL RNAMK A 1) 75 X5 DICER
HEL A RIME miRNAR T RE, HTB& 4620
18/ miRNA, F£ F i 10> miRNARIFIE . XL
miRNAH IR ZHATRES S T B MM &2, W
B RAE S HRE R MR B 57T, HILIESS T Tatik
HAEHIVAE A0 IEH - th4h, BAGASHEV &P
78RN, Tatd @ FEIKmiR-196 A IR 7K KM B
TR TC I RE M H] . miR-196 A 7K 1 AR 5 3
7 Abelson/)™ i A L7 (c-Abl) 2 FH FIHE N, c-AblE H
R PR T SR p 738 IR Ak, AT 5 FLE e, It
A, AW, Tatd (A _E R FImiR-34af) Rk,
NI 5 35000 22 76 Ty BB B AS A i 52

Tatds A EM N ARG R EB/EA . Tat
AT HEAE T A 6 DA R I L A 4 g 8 Y
(AN E W RN B A0 A ) KA
Bl R RIER T FHETND, Tatl A MHEEE
WA RAREMELERAMERA L. B4
B e — P A s 20T, IS B2 S B AU,
Tat & [ RT3 07N e 5 40 AR 5 2R R T, $2 4 i
AN Z R (17K, (R 1) 55 521 1 0T 40 R o) 45 24 IR
(RN, JFiE I 45 A AR L N-F 2L -D- R A H IR
4R (N-methyl-D-aspartate receptor, NMDAR )t — &
et =R o et

Tatd [ S 5 %8 7T, oAl i Gz |
KA R A 7 F TLRAFI DI RE R B3, 76345 TLR4
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BEhFI TSGR, Tatd (5 TLR4%E &2 5441
RAPLR MM T Tatdk A5 TLRAFH B K+ MD2
1454 P OE — RAME 5 98, BHE MAPBEG
PKCHINF-kB, S TNF-ofIL-10/)77 4, i A ]
W HGE TLR4 . TNF-aflIL-107E HIV-1& G [a] 7=
4, S 500 RN TG AL . Tatdg AH
R AR TR R GEANGE P, AT PR G g%
hee.

Tat?s (12 5 HIV- 140 9% 0 L8 3 ARE B R AL
Y, RIEN TRk AL R AR R B K E
L, Tat® FUE T EGE A ML A 4 (human vascu-
lar endothelial cell, HUVECs)H [fJNF-kBi75 & ML 28
i, HFEIEN T (BHFIL-1B. MCP1. VCAM-1
FHE-selectin) ] i . Al Tatd H #4015 NF-xB
WAL 842 T I miR-221/-222, HEXHUVECsH 48 fi
bt o7 B, CHZICAM-11 1. TatE A
AT SR 7R S, AT DAE Dy 205 4 e
FHE N R4, AT _E R E-selectinf1 1A, {2k
IL-6/1 534, 5 TNFY [FE /- FIX LR . [, Tat
B O LA IR A PR R o e Yl i 75 - Tatdhi 5
T VLA ) E AR B M SN T ZRRLAAR ) Cat iR
B, i I 0 8 3R W R I R
TSRO LR

K ZHHIV- 1K G 8 2 I i #0 f) IF
RE , By i 18] 78 51 41 (bone mesenchymal stem
cells, BMSCs)Z 5 i iz s . W7 &I, Tatdk
FIRE S N — R 20 40 B R T 10 3R, A
FHBMSCs 138 I SCFFINRECT . LA E [ 8- i 2R A L 1)
B AT i3k 5 HIV- 1975 B8 G AH I R R R

4 GEESRE

Tat® FRHIV- 1R R EEREEN, H
A UM HEHIV-1W 52 56 ) VF 2 5 HIV-1ER G4 A
KE) M R S R R fE . RN —Fh A m b
ToF B T, Tatsk 0] 515 2 4 B2 A8 AR A,
Hrh IR X AZ A 1, W25 A 4 it
FE LAV HIV-13£ R () 235 o

Tati H R EAE ML T, HAX RN 704 %R
5% AW, Tatds I8 i HAZ SO R 5 HIV-16 5%
SERE AR, R E S 52 M S HIV-1E Ge A 22 10 9% i K
Ao ABARTRZRIE KT () Tat B (A € A7 T 40 A% I A ]
A B (B B 8% AT, HLIHAH SR AZ 2808 2 AN [F] Y

HE— A F FU Tat 8 72 20 B AZ A 8 28082 AL A DA
L EL e S 210 6 A 45 K K A B T ) BT V-1
OB AR DS R B AR, TR B T-0iF FEHIV-136
I BRAH 9% SRS o
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