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Abstract: Objective To discuss the molecular mechanism of insulin-like growth factor binding protein 7(IGFBP7) expression
regulated by hepatitis B virus(HBV). Methods HBYV infectious clone pHBV1. 3 and IGFBP7 gene promoter pIGFBP7-Luc were
co-transfected into HepG2 cells. The luciferase activities of IGFBP7 gene promoter pIGFBP7-Luc were detected. Reverse tran-
scriptase-polymerase chain reaction(RT-PCR) and Western blot were adopted to measure the expression of IGFBP7 mRNA and
IGFBP7 protein, respectively. Results After transfection of pBlue-ks and pHBV1. 3, the luciferase activities of IGFBP7 gene pro-
moter pIGFBP7-Luc were (265. 7£20. 8) RUL/pg and (955. 4£39. 8) RUL/ g, respectively,and the expression levels of IGFBP7

mRNA and IGFBP7 protein were significantly increased. Conclusion

tivity of IGFBP7 gene promoter.
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2 B AT 4% 9% 7 Chepatitis B virus, HBV) &Yt 3 & 18 ok
W REVEIT 2 I R LN IR . 384 1k, 223k HBV #91
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KPIELY 100 T3 AL HBV R 7™ 5 i 8 K
B HBV (B L% I8 W A . 58 & 1 0 SR Ik B8 8 0 3k
T N9 HepG2 40 I8 Al HepG2. 2. 15 40 Jfl By 25 57 ik K
RS, S E R A K R F 454 % 1 7 (nsulin-like growth
factor binding protein 7. IGFBP7) £ HepG2. 2. 15 4 ifl & &
ik ARBEGE B TE A KT BT HBV X IGFBP7 223k 8 45 11y
7> L .
1 #REFE
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L o Trizol 350 F1 AR BT 44 2000 & Je i 7 25 A 56 [ In-
vitrogen /& ] ; B JE B 1ML 9% # (moloney murine leukemia
virus, M-MLV) 3% 5% 5% i W) [ 5% B Promega /A 7 s HBV J&& ¢
P ifE pHBVL. 3 il IGFBP7 A 3 3+ pIGFBP7-Luc i A&

insulin-like growth factor binding protein;

HBYV upregulate the IGFBP7 expression via increasing the ac-

luciferase activity
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37 C.5% CO. MR E I CO, R AP 37,48 h 5 H ik
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1.2.2 JUfa:Ye 8% Bk DNA FIHS % 7K 2000 %% 443K 51 43
R REAE TG LY L % R K BEE R A RPMI 1640 1R Bk,
R FE T 20 min K P 9 5 4 WA 00055 35 A ¢ 40
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1.2.4 ¥ 5% 5% B 4 1l 8 )XV (reverse transcriptase-polymer-
ase chain reaction, RT-PCR) #; ] R F Trizol i 7 $2 B
HepG2 4 g 24 RNA, i 3 # 5§ 4 5% cDNA J5 . i IGFBP7
B #G 5] 4 4T PCR 3%, IGFBP7 5| %), L if: 5'-
GCA AGA GGC GGA AGG GTA AA-3', Fijf:5-CTC AAG
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P 1 25 SR IEAT 1 V0 B R U I H U
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PAGE) ., HLUK4S G, % & 13 % 3 5 TR 47 4 & (nitrocellulose
filter, NCJiit |-, A IGFBP7 £ A1 £ se B LR IR & - A SH
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I — A S AR L b R A A R A S T R R
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WA 25 A A3 BORT X R B3R 4 R 2 W T 250 L 4R
PR 2 T 8 5 R BT S5 1% 25900 5 AR E R 9T ROR B sl 20 i 245 1 A
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AT T 245 P A DN =8 2 SR ) 40 0 e R R L 4913 R AT B 5, o de ok
BB R R g A, AR BE 2~3 AN A 5815 B A o il
FEMESE R LI, T A M 2 Bz IS W IR A1
SRR B E BT

B P A KB B g G ST L 4 A% A A FT T X RFP it 25 3
R T H S RNA AW B W IN rpoB SEH KA T 48
G, o, 900 L 1 1 58 48 & AEHE 507 ~533 ([ 27 A& Fk
1% %5 (81 bp) AL XN . 50 %0 ~70% [y INH i 25 J&
BN katG FEF Y 315 7 S48, 5% ~10% 2 inh A I %
AR 5] ;80 Y0 1y SM it 25 J2: B A% BB IR B 1 S12 (rpsL) F5 H 8728
G dcH LS 43 BT &K E AAG—AGG %748, EMB
it 245 5 BT P A B SL e B W B A0 2L R embB RAF A O, E B L
HAETE 306 fL % B Ak i WA Ay ATG—GTG,ATG—
ATA Fl ATG—>CTG, A S5, RFP i} 25 1§ 7£ rpoB kA
531 ML T4 TCG— TTG ZEAF A %2k 66. 72,526 {1
T4 CAC>GAC RAEM K % 33. 3% s INH it 25 B 1
katG ZE [ 315 fi % 1 F 4 AGC— ACC & 45 1 kit X
65.0% ,katG HEP B2k 3K 10. 0% . inh A JE P 58 748 %y 25.
0% ; SM it 25 B 7E rpsL SE [ 43 hL % 74k AAG>AGG RAE
PR % 83. 3%, 88 L% 5 T4k AAG—>AGG 2275 (£ H
o 16.7% ; EMB it 25 B AE embB [ 306 i % i F 4t ATG
—GTG AWM N 70. 0%, ATG—>ATA Z45 ) # 1 =
30,00, iR SR AR K 5 E YL Ah b F oY i 25 R
FEHET

A S0 AR 5 45 A% 43 RORT BT 24 v BE AH DG 1Y 5 it 24 ik
A (rpoB.katG . inh A, rpsL,embB) 5 A8 i 5 K BT s B, ¥
35 | 0y R A it 245 5 A% X35 79 s 114 8 R S X 3 o [ AR AN [ T
2 R 8 98 738 67 5 BT AR I 1 R S PR AR B R S 1) B 2 52
PEATR ARAE T 7 2 0 RE R R EURE . IR RO &
B U o BRUS VR4 18 25 A% 43 BORT T 1) SRR L R 5 L A 1 4
WISKF] 90. 4% .98, 8%l 95. 7% X 45 4> BUAF I RFPLINH,
SM F1 EMB ifif 24 o4 #; I (¥ 580k o 43 3 Sk 92, 3%6.83. 3%,
68. 8 Y01 83. 304 ; #E M £ 4 B Oy 98. 626,97, 3%,96. 62,
98.5% s FE S PEFIE RN T 100. 0%, Bh b 45 BAiF SL B ik T
5 I R 12 W v 3 30 1 SR, W] T W DR 285 4% 3 BT TR it 245
) PR3 T

AT LRGN 393 Bl RAR A, o A7 17 B 45 2R A AR 4
G VAR BB AR A hm e 2h A 14 1 B PR AR A, it 2
B 5 B, B R Ik 3 AR A 5 7R 5 A 3 M8 I IR R I 1
PEARAS v RS R vk R T 25 B 1 ) O 2 . S Rk
X7 INH,SMEMB Tiif 25 i) #; th 5241 T 4% e 55 57 8 . X T 6E 5 i
PRAFAS 322 R R D b A T AL A 58 4 (i BT 2 i) DNA
FEA T &4 DNA A BRI H B0 A 5t v] BE & il T 238748
JERU IR R B 04 58 74 2 A ok A7 7 H b i 245 WL LR R R
W AREE— B AR SCIE S . BB vk 6 REP i 2 0 K AR 5

X 5 GBI AR NS A RER I S BRI G .

A SEEG R ] PCR AR G5 & IS R 2 1) s 44 28 189 J7 125, 71
IG5 7K L [ B G 55 85 % 40 A TR I 2% 14 AH O 1Y 7 poB
katG.inh A rpsL Fll embB F.A~F R R AL ZE R, FL AR SZ P T
LR AE T 2 T 85 A% F BUF T N — R BT E A% 25 1) REP,
INH . SM 1 EMB i 25 £ () 5 89 2646 00 B B AT 1 K i
(6] o L A5 458 77 1 et HL B4 U Ve S 1k LT AT MR AT AR IR
TE S R P v AT AR Sy BRSO 18 T i b A T
T FF R A U I R ALYT .
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