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i E X HIV B B #1 B'/C R &8
tat F—IN B FERNERS HIV &k
B R R 5T

#rle R¥F KE KX KFT TEE KIF H4

(#=E] B# THEFIEBMB/CERM HIV/AIDS BE at E—HETHERAFIIRE K
EHHRTENERES FITHSHIVURRRRERZEAN LR, FE ANIT . EHANEHE
HIV- IR E P EBURE 2 S8 RN B T ARS8 #f1 B'/C ERURYE 5 B, B MR
YeptE ST F LR AR E S RBHERN B W RRYLE 26 fif1 B'/C LRI E 9 #l. RENAH
BRI, 3R EURT % DNA, IS R B A MER AT WHIV-E o 2R, 4o EEATERFIINE,
FRREEHEREERTS #ITEERTREASVTAM_REWTN, SR BMB/CLHZ
BRE BAHRE Ta B BEFPRASHEERESR, HR ASSTHAYRERESRERE
AR Bm o FR B AR 264 o 23N.31S.32Y \46F A R ¥ @Rt W RIS Bk Tat EAM R E WK
RIAMBETL, &t PEHIV/AIDS BE rar F—SBETFHREMHMEEER, I ASST Al fk5
RERBEUREFRARE X . Ta EAMN_REWTRES HIVERRENERERTHEXLR.
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[Abstract ] Objective To study the polymorphisms and secondary structure of human
immunodeficiency virus (HIV-1) tat exon 1 among subtype B’ and B'/C HIV-1 infected people in China
and to explore the relationship between the polymorphism of tat exon 1 and the disease progression.
Methods 8 subtype B’ and 5 B’/C HIV-1 infected patients with slow disease progression were selected
from Liaoning, Jilin and Yunnan province. 26 subtype B’ and 9 B’/C HIV-1 infected patients with similar
sex, age but with typical disease progression were selected. Provirus was extracted from the whole blood.
The gene sequences of the Tat exon 1 were amplified by nest-polymerase chain reaction (nest-PCR).
Products were purified and sequenced directly. The sequences were aligned, translated, amino acid
substitution were analyzed and secondary structures were predicted. Results Many amino acid substitution
could be found in the exon 1 of Tat in HIV-1 subtype B and B’/C recombinant strain infected persons with
different disease progression except A58T ,none of them showed definitely relationship with HIV viral load
and disease progression. 23N, 31S,32Y and 46F were subtype-specific substitutions. No characteristic
secondary structure of exon 1 of Tat was found. Conclusion Some of the mutations of taz exon 1 might be
related to HIV viral load and disease progression. However, there was no relationship found between the
secondary structure of Tat protein and the disease progression.
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Tat & HIV-1 fF R d B ERBERNRAE
FEH. Tat BAHEFRMNHEFESFE L4 ME 71
HEREHR-RNABE&Y ., BHERBHEF, A
RNA Z BB 11 W, N B 812 # % & % %,
Tat EHWB K FRETLUEHREREN=E,
i tat RARRRTBWUAREFERETEAEH . B
BETFAHIV- VRS & R N 5% 5 & il K F g =
WEIBERR . Bk B R R E R N M HIV-1 R ik
FRE B CD4" T ¥ O 400 508 B T Rt A
AIDS 1%, RERBRERNHFERBETA
R HRCRR RS . AR B K E B HIV-1
K2 AIDS BRI FMHZ —. ERHT Tat
EAW tat XA HTFEESEWRETRENE
WA MERN IR, BN HERER D, &8
RESBERFH W, MZHETEKE B F B/C
TRHIV-IUEREREERAT tat RE—-SBF
FERT IR R RFFZE, T Ta EHZ
FBEEWRE 247 it HIV- tat RE—HBTE
ERESUR _REMELE HIV BEER TR
B R .

BESHE

1. 950 ¥4 . %6 B 2000 — 2005 SEiT 7 . H M=
HEREZWRFEEFIRITHN HIV BRYH/AIDS B &
FIRITRERBRIE RN, RIEERBHRE
3440, @ RE 13H(F 1), REHBRARUEN
RN 10 4, R EZPURFIRIT,CD4" Hifi=>
500 X 10°/L, 3R 4 £ It &< 3t 47 fr, EDTA #t
B — 80C %o

2. BRREB MY #. Ll QlAamp DNA Blood
Mini Kit(QIAgen, #8H )&/ & , A EDTA $i#E 2 I
WA RBILE 4 DNA, tat REFT B3I ER
B2 0 3CER (4], QIAquick Gel Extraction Kit
e VE UL BA BRI 0 H 9 DNA R B o

3. HIV-1 tat 3K F 51 E : B 50 fmol PCR
PR B h R, tar-B KW F 5| ¥, BigDye
Termintor Sequencing Kit(ABI, 3& & ) ¥ 3 VE 11 B i
FA XU 4% 1k ¥ AT I PP R, 5 A ABI 3130 £ 8

B 5 W AL AT B 408 B ik I R BUF 1

4. HIV/AIDS Tat RE -/ B FEHR .25
MF 5 B H R 1 -

(DR FEEFTERFIIBITE, TR
HIV F P18 (hetp://hiv-web. lanl. gov) FHIV-14%&
WERTHZS% F 5, H BIOEDIT &% 4 & #
CLUSTAL W B #47 HE5) b X, % B 7 5
ATFIA gaps MR FFEIIRZ R . ST WA K Tat
XE-BFHEEFRIEAERETAMERMME,

(2) PA NNPREDICT # ¥ ( http://ncbi. nlm.
nih. gov) M EATWEH Tat RE—SBFEER
R R, I AT S AL HRT

5. %2447 :SPSS 11. 548 H 8 i 17 G it %
S RERERMNEBER, EEXSH., t K.
Y K%, UIP<0.0588 St %8 X,

5 R

LIERER: 13 AREEREHBEEEL gag
Menv ZERRXKAHES BLER 8 #,B/C LR
5P, 35 HRERERAKREPAR B LA 26 4,
B/CW& 9 #l, ZEgHtRAMS AN CD4' T 4
R (624 £ 180) M pl, WHHE(4.212£0.75)1g ¥
D /ml, Fig8 R 3 A A 5P A M CD4™ T B R
(226+ 145) 4M/pl, % & R & (5.13£ 0.89)
lg ¥ /ml, ZRFRAMBABFRAZ FRTR
BKFHERERITFEN(E ),

2EERTR SR HAHREH Ta B
HEERFHIAERSREE BEXABHRE
MBEATHEAMA L FEEF, RE 1 HIAEHEN B
TRURBEW Tat EEHRH 1 MEERGEL, BT
Mg HRFIHEREERES B LRLEF
HE(E 1), Z 8R4 P ZB KI9R.A21S.R57S,
AS8S.H6N.L69V & 1 ], #i R i f& 4 ok & B L &
Fo MAIGRHARR 2 #] QI7L,KIIN . T20P % 4
% \A21L/R.A26 F/C.I39T,A58P.V67G/D & 1 #i,
T64N.S70P,K71E # 2 4], LTNP 41 % % Bl It 48
., IRERWAZFELEHZFE L.

B /ICEHURBHRFINMEREAERES

£1 AEERHEEE N HIV/AIDS B35 K56

ik WA FRR () 2]

e g R

CD4" TSI (A/pul) FHERE(g# R /mD)

ZgdtRA B(8),B/C(5) 386 H(9),%&(4)

HERGHRA B'(26),B'/C(9)

Bl R (4), Rt m (7) , WA (2)
40+9  F(24),%(11) BRRBE(T), RELm(19),¥EZH9)

624 £ 180 4.21+£0.75
226 + 145 5.13+0.89
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HXB, ## . REKR 10
i) % 47 #k 07-97CN001 o
% 08CN97CNGX _ 6F JC14-5P
E(H2), A E 8
B4 KRB K29L ,C37G.
R53K. Q54R., H59T.
A67G, J R RA R K&
BERER, BB
JB4H R A21D . K50R. (N29-TP

LN30-TP
Q54P. ASST. S62R.  Lharte
K7IN, B8 3 B4R & Eﬁ%?%
WERER, bags e
HAMERRERGET  Jaew
2y pors

3EENBRKNE ML
EMBH - EELHE

YNO4-TP

LN45-TP

20 30 40 50 60 70

MEPVDPRLEP gKHPGSQPKT ACTNCYCKKC CEHCQVCFIT KGLGISYGRK KRRQRRRAPQ DSQTHQVSLS KQ
L. . MK

BEX, AR KA B/C
BATRHER PR P ONERERAKERII TP ARADE R E R RSO BRI &
£ T23N 5 (7/14) W REETEEABRANERRTRARRER; AEATHAGBANEERTRATULER

. Bl B RS RA U RA Tac B 1T 5 09 1
TEGEAS o F% 0 L 7Y 33 2
éﬁ.q:éa~£ujb 3/5 %u 4/9, 10 20 30 40A gO 60 70
%ﬂ%ﬁi«ff_j&%)\(o 'fﬁ §§2§;§20Ng§ GF!JFPVDPRLEP WKHPGSQPKT ACTNCYCKKC CFHCQVCF;;E KALGIIS:YGRK KRRQRREAHQ SSQTHéASLS KQ
PERALTEHER  Wew g
Riywsl. 7 B LHE Wioaz :
o KW T EEE R :

e A & 4 B9 T23N
£14, T23N(-)5
T23N( + ) ¥ Bl Z 8] 9%
BRENERELLK I
Y. 68 RKE-H4A
HEREE CISER,
FELR A8 iF & F LB 5 JB
AP HIH 35 F3/9, EREHE W% BN, HERF
BARTFZEARENRO, £518 5 EMERH
BAS FIL RSB R 3/5 F1 4/9, EREGH 2%
EREOR ,AMRAEABLHERTHEERE
B F31L 2§ f 139M.T40K & F ., EZEBH#ERM
HEHRBHAERIEITEE L, B OKHEEBL
i 8 GisyGR(44 ~ 49 ) 5 % R - <F , B’ B RU i & Fn
ZRERABRAYKRERAEMER, B/CELHTRF
B RE 14 B/C BB EEFAE RSOK R,
TERRTE X AR 5F /7 5] RKKRRQRRR (49 ~57) ,B’

LN51-TP
YNO8-TP
YN102-TP
YN115-TP

SP R R RAREBITI; TP Fom MBS RAKEMFI; B PR BEN A LRI R
AR AFETERHERANEZERERABRGEN REETHRAHBRANEERERATRIR R
7R 3 HXB, .07-97CN001.08CN97CNGX _ 6F &%tk

M2 B/CEHTRRGHRBAE MIUHARH Ta BEFIIH L

W R 83 B E k4 S53R.S57R B4 1 #],B' T
BB REDRLE SS3R 14, MAEB/CEAT
BA 13/14 WFERFFE SSTR Bl , EREHERN
HABFRAPEFTEIT¥E L,

£ E A & Bt B X N6S. Q63E. T64D. A67N,
S68L.L691 ZEW B F 5 F1 BC LRI B R h ¥ %
W, RBeT PR R, T ASST AR B LR
BHEY 1A AR A, B/ICEATRSE
B 2 B FERFEREAAFMAR G LB E
HER HASST(- )REREMTE ASST(+ )W
B (P=0.048),
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4. LTNP 4 KRGS AIDS 48 #H Tat
BH KRB 4 R B HE : L NNPRIDICT
R RGN Ta KE—SBEFEERFIH
RGBT A S (B 3), 7E BRI B/
CEHTWRLREHBEE Tat EAMWK L X FIE
X, REHEZOX AR TRFHRIME  $B1E(5~6
AN EEBEENEAE B/C 4 T 5 A H A8 jF R
WP RIT 5/9 KBl (23K CRFOTBC) 2 i€ 51
MHIAWMB/ICEHATRHBEERAPH
CRFO7BC(LNOLSP) (b X (82 e 5 5 1. HHF
ROBAER, M REBNGEIT¥ER. EZL XK
WX AIWAUK A EX WA SET,B/CEATR
FEXEKFRWE EEEBHRAFAMBEREA
WEMM, TR XE S B X IEESH
R, e Z 18 O B A B B 3t B AR A Bk
HTE B R

P B/CEHTRFEH T23N.C31S.FRY BRAELE
B RAMBRGRAST ) EFE, BN 5 RBEHE
HHELX,HRER AR FEEAREN CRFO8BC
B, T TE KB CRFO7 S0 W) B2 5 & 4,
REETHAERM TR R, £ B ERFEKD, kK
BTFZEEFRMMBAFERHAN T23N & 1 6,
T23N.F32Y 78 57 748 5 3F 1 B0 A8 o X 2 ik AR 7%
FM A, C31S N e B B = R R E A4,
HBERWAE R —PPHR.

L X5 FE A8 B AR ST 1 W F) R B 45 4, A2 it
TAT-TAR 454, Pantano W 5% & B AZ L X-B 1k
X 41 ~52 LR BB ERT, LHE44~50 (N E
EBMHAM M turnlike region R FHEFY , ERE
B'/C EAW B F ¥k K I AEE 18 3 & Fn g BY 3
AP EFE AF R, MR FULTERREN
CRF07BC ## ,CRFOSBC ## LI & 7, LA 7
HTRERHES, XA RRNE WA fF i

Wi
HXB2 HHHHH———~H HH HH

HIV-1 HEHRE LB 5EF b ac};]j;[t:trir:li]nraelgion +c§r/§lteei;16eg-ir(i’(l:lh+ core region  + basic region + glu::g(i)t:]e-rich 1
B S b, X3 K F 2 5 i s — _—
LB ERAIEHNEORE, 153 HHE FE- i
RO T AMEIERHER . i — i M=
EBTa BEAEERWRAETX ) %ﬁg HHHHH E
SUEISM6 7 53 6 BN K B i
X B 2 A X KR ogr T
BR BB BER X F C R LT e o
Ko Bt K B K f S S B T : | —
LEX#MS 5 RNA LA, § Jlossy :
K — 4 B F 45, C K Jioese
B 55 40 B 45 e o —

BERERK A T MR NS i —
BB E R AR, X 5 R B —! | T— i -
18 i B ) % % 55 5 ) % 40 M Vi | —
X5 K B9 T23N B TE AL D
C.D TR L, %% 5 A 42 Ao | i
B Tat X HIV-1J3 35 F i # 1% 3% il i : =
i Tat 25 £ 5040 BN IF 161 3% % Qo T
#E K B F (positive transcription %E) m i
elongation factor b, P-TEFb), #b %ﬁ‘gg ; L ! HH-HA

% Tat BB HAMMWALE FRE,
X EE B A A, AT BB AR i 18 L
HEZNHARENEH, T
FEENEREE . AHRR

SP #/R B 183 R4 ; TP T A HE R4 ; ) NNPRIDICT B F MR AT B8 Tat K5 —
NBFEERFIN _REWRERABELER HERERE EXRITR, - RETANE
B3 Z@HRA RRAHEAE TaBA_REWNTN N HE
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— 355, LT Tat 28 A 50 MBI E R E 2
A2, SR EE R EXREE, Bres @t &4t
SCRTEB K28Q 1 K50Q 78 7 7] LAG| R2 ik 3 & i 68
F1E %k, Tat EAX LTR M FHIE R 1K,
K28R & MR TR ERIGE T MBS K LTR B
#iE KSORZE X Tat EEMWERBER I LY
W, ESEREERESEI -4 4, AR 14 B/
CEAMAMBEHE T LI KSOR, MK BREFREL
F 10° KB EKF, FHRBRHEHZEHHER .

W KRS TAR RNA B R 8AH BAE
AL, Tat 5 TAR M EMEH#ET RAKEFLHE
0. 7ERME KR SFF % RKKRRQRRR(49~57)fir
BERUTHERHEEKE SS3R.S5TR H# & 1
i, B’ R L R B o R AE S53R 1 61, TiZE B'/C
HATRA 13/14 WERPHFESSTRESR, BRT
WERHTRERE, SEBERRITLE,

Tat RE—SBETFHEVNENEEXRTRTL
EwmRENEH S, @A ¥EELXMHIV-1 BT
B ESLRHRLZARE Ta EAE—-HETH
22.28.41.50 {3 By 2 H R A W SR HIV- 15 # WA,
M4 23 fif N B T.58 it T B A.65 iz D A
HWEEED, M HIVERRE, BREREE
TSR RAE XD, RITE B M B/C EEH#
BHYIRE 22.28.41 (iR ,H 16| B/CEH
SR EE R EI KSOR, TiiZ B RERELT 10°
WEBEKE FABHEHZHEENRSR, 5KK
BRRERAH. RIEEZREA K CRFO8BC #
B B ER PRI T23N, BERBH 5KE
BEURERABEROHEBELR, W ASST BA
ERFEHBEEAARNAR S T LEEHER . H
ASST(- )RBREMR TS ASST(+) A, 5E S
MRER 3,

WARMERAW —HHFWREE . B TLREE
# R 4 & B KI9R. A21S, R57S. A58S, H6N,
L69V,B'/C 4 W BRI 18 i e 40 & B K29L.C37G.
R53K.QS54R.H59T . .A67G WA, EML R R 4 1y
KR, B WA SRR A KB QLIL, KI9N,
T20P. A21L/R. A26F/C. I39T. AS8P. V67G/D,
T64N.S70P.K71E,B’/C T4 W B L %Y 3 JB 4 % B
A21D.K50R, Q54P, A58T.S62R . K71N, 4 18 i B
HBYAER, FRERN Ta BHHURFEEHHY
FRERE— PR

FERAN —HE HIVI EEAREE %
MmN, HTFALEMRM BN PCRY EE
BT  AMRFERD tat EREZEEHRERR
ReEENEEERN, TIHERERE ar BEEREEM
K25,

AP AE T # Tat BANWREAXT LAY
REERRBINEN, RMNAREB/CEHATRE
) L 7Y 3 B 4 o 5/9 (9 B 288 A (CRFO7BC) it X
HIB RN R 1 4,1 B'/C EA WA A Z18H# RAH
F1# CRFO7BC(LNOLSP) il K KSR HH 5 4o M
RER A RS S H R R BE TS R WA
BiE—FLRIEE, E&LKARBEXRINBRE
BERFREREROABRELENRE, TRABAK
AERBHEYREF B/ICEATHAFEREKTB
TR, BRFERKESERTERBRIR,

FRERERARINBARZEHABRMMLEHREE
ZTaBANEERFIIFESENTEREL,H
HREWHE R WA, HIV BRE G 05K #
BageS Ta EH _REMTHEXE .
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