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ZHU Yu,ZHU Min ,ZHANG Fa-biao ,et al.

A B K OB KER EFE FTEF

(B M EEBE, #7 L m i 317000)

 E[HM] W@ A HGFKI JEH 19 75 27 K 3k pDC316-HGFK1 . [J5#k ] it RT-PCR
D735 NGB B G B 20y 88 HGFKT LM, #% pDC316-HGFK1 6 8 25 R 34k, 4 PCR i
V) W0 45 5 AT Mg . (45 ] BEY) PCR K FIES: pDC316-HGFK1 #4751 IE 6 . [4518 ]
BT R EE pDC316-HGFK 1 95 8 S M i, T Ry Jim 200 5 420256 T St JFF i 400 0 1) A= 400 2 52 i 1F 9 B4

FE LA
FJiF K HGFK I s ARk #8516
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HGFK1 (the kringle 1 domain of human hepato-
eyte growth factor) 72 T 40 i £ 4 7 (HGF) Hh & —
ASFRAREE M 38 (K1) 19 & IR 23577 9, i Xin 551 1E
2000 4F R B L BT HGF 1 o 8, J2— A/ 79 4>
o8 R TR AN B BOE Sl ORI Z TSR
HGFK1 il i EGF/EGFR &4, il 87 10 5 2 i |
BEL 1 i o b 5 3% B K T HGF O DIRE , I A R 4E
K7 S5 sh Wy g A A 302 Fe AT i 4 i HGFK i
TR, 855 MR R A 0 4 2 St — 20 5
Btk T 4R A A

1 #MR57EE

1.1 # #

o FE AR pGEM-Teasy M-MLV 1% 4% 5 i (92 5]
Promega 23 1), it 2 3 ik 284K pDC316(4< It 1E B
FEHEARA R AT, T4 DNA % # 1 Fl Tag DNA &
A ([ Fermentas 23 w)),dNTP R il ¥4 P D) il
Sma 1 #1 Hind Wl (3% E Fermentas 2% #]),DNA
Marker DL100 (- 58 5 4= ) T.Fe A7 BR 22 7] ) RNA
$& WA Trizol (32 [ Invitrogen 23 7], 51 9 (I i J
AR A Al A ), K AT B T R DHSa (il M B2 27 B
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B g £ M 2 B o0 S 3 AR A
1.2 7/ %
1.2.1 % RNA 421

BT AR £ 412025 0.2, Tm A 500ml Trizol
FATIRA], JFPEEURNA, VIR TIREHE T
50pl 28 DEPC 4B 7K | 28 40 23 5601 BE 10 2 I
1+ 260nm F1 280nm WG HAE .
1.2.2 RT-PCR

B 1.0 pg AR EA1Z1E RNA, DL oligo(dT)18
1), M-MLV 30 5% S i % s G U5 1 5% eDNA
1.2.3 HGFKI % A # %1%

R4 HGFK1 B By 50 1150 3 & A Sam 1
5% Hind ITFR &M EE IO 09518, 519, biE 5'-
CCCGGGAGGATTCTTTCACCCAGGC-3', K il 5'-
CCTGAAAGATATCCCGACAAGAAGCTT-3', ¥"¥
Bt K 25k 827bp, LA ¢DNA N BiHi ,PCR § 1
HGFK1 FEH | R 5541 R - 95C T AE ¥ 2min, 94°C7E
P 45s,58°CiH & 45s,72°C ZE ffi 1min,35 1 ¥,
72°C AL 10min, 4°CREIR 10min, § 8 =& T
HGFK1 £ cDNA 19 4 15 )3 51 B35 40 JF 4 i 1X.
195 R MEEE B L VAN PCR 779, ¥ H 1T i
HGFKI 3£ H 5 pGEM-Teasy #X A BE/R L 8:1 B Lb
R A, 16°C 5T F T4 DNA 4R 7% 3, 1%
B Wy AR Z A R AT I DHSa, PRBCR TR 17
W% PCR B, ¥k vk BHPE B 7% , 32 UK. DNA, H
BRI N VT Sma 1 A Hind I 9847 XAV % 5E
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AR AT DNA J7 815097,
1.2.4 Mok Rk B4k pDC316-HGFK 1 #9 4 7
PLBR &1 P N VI Sma 1 A1 Hind 1Y) 3] 8 2H 55
B 2 AARN JBORE pDC316, Bt i Wi B s v vk, el e 79 o
H R Be AT Ty DNA JE 42 % 12, 3% 42 7 W) e Al Je
ZARMATE DHSa, PRk BT R % PCR %
UE, PRIk PH TR 0, B O DNA |, FH FR il 4 P9 1) il
Sma | #1 Hind I #E47 A EEY)4EE

2 & R

2.1 2 RNA g94ai

28 22 A3 0 6 BE T E I 2 U K 260nm il 280nm
WG LUAE S 1.86 , Tk B T 42 M) RNA 4l B2 454
22 RT-PCR F=¥I£E

SRR AR E e FL VK AT DL 24 827bp Ab A — AR
A, SR80 W L

800 HGFK1(827bp)

500

1:DL100 Marker;2: A HGFKI H i3 A B

B 1 RT-PCR ##A HGFKI £H

23 HGFKI EEHREMEE

2 B 3 AR A Ab R 32 A K W FF I DHSa, #k
Ve PR Y5 4T PCR WIE , 28 Bh IS B 5 M el 3k ] DL 24
827bp AbA — 25 A | ULIED 2 3 B BH 4 B %, i B R
K7, % Sma 1 A Hind TRUREYT, a1 05 i U] 7= ) 28 B¢
JIE W R M2 HL K T WL 24 827bp b — 2 A, IEM I
WP K/NZh 827bp HYSNE DNA F Bedfi A, WL
B3, Aok A T SRR, e g R Y
Genebank 3B 1Y 2.5kb HGF mRNA f ¢DNA ¥ %1
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(M29145)[ K} 2 576 bp,cds=(102,2 288) 14 i
X3 (43,860) HIFFFISEatfE, FIAHEH T 4K
HGFK1 3£ J By 51 I

800

o e

500

1:DL100 Marker;2 4. BTEA# AN HGFKI H 5 R )5 i
3.5 MHMEHEE AN HGFKI H AR F B

B 2 pGEM-Teasy-HGFKI &% PCR 3&iE

pGEM-T Vector(3 018bp)

800 el HGFK 1(827bp)

500

1:DL100 Marker;2:pGEM-Teasy Vector;
3. W3 V1 ) 19 pGEM-Teasy-HGFK1

3 pGEM-Teasy-HGFK1 3 & 7] 5 i

24 PRIRBFRIEHME pDC316-HCFKIEE

W B 4 419 pDC316-HGFK1 IR 95 % 2 35 4044
AL IR B K FT # DH5a, PEiEBA V51T PCR 5
TE , 28T NE W e I P Wk PT DL 24 827bp A AT — R 454,
W 4, EIBCHMER G, MAETA, & Sma 1 F
Hind TUBUEEYT , 15105 B0 7 ) 2 Bt g W 06 Mg v, Uk T
L2 827bp AbA — s 5kt , UEBH I ERAR AT K/
}1 827bp HIAME DNA F Boidi A, WLIE 5,
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800 HGFKI(327bp)

500

1:DL100 Marker;2 .4 .6 FHYE R #:3.5.7 : FATE B %

4 pDC316-HGFK1 H % PCR IR iE

2

- pDC316 Vector(3.9kb)

800 PSS HGFK1(827bp)

500

1:DL100 Marker;2 . i V15 /) pDC316-HGFK1 ki DNA F Bt

B 5 pDC316-HGFK1 2 48 Ji 4 XN &g 1] 36 iE

3o #

BIT MR IR Z B T F ARG 200, 2
AT ATBIT BT IR AST S EIRYT
B IR YT BEPINRYT SRR, ITAEK B O TR
YreE R B & R TR IR IR T O T B DRA T 8 T L
5T H A H R, A AR 2 Fh 2 R g I o R OC ik A
PEARST, LA S | A R B T A A A
RAPEAM I F U RNA BE A8

Bt NATTO hed R A R S R AL A I 5 A
WIR A, 2 37 Hi DA 1 b 8 i A= it A5 ) A o e g
W AR B W AR S B A A A
7 BN A R — A A B R 3 RIA 9T O ik 0T
HGF/c-Met i 724 2F 1 ik 9 A 1L A5 B, HGF /Y
b FRIRAE IR A A R R AR T
A, VBN HGF [ RARIEPLH , HGFK T 1F R 24
T bR 2 R 7 I 5 TP i 10 A B g R B
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HGFK1 7EHR 4 7] LS Bt HGF 75 5 1 40 B 3% 7 1T
%, 1 HISGEH i VEGF 5% BFGF Frifs S a9 i i
TN B A 1 3 BB A A Shen 48 2B BF5E R |
20 HGFK1 & 1 AT LA P9 &0 30 6 ok 98 i 45 A6 B,
HGFK1 #9250 505 1 0.7pg/ml , 7 I RCR 58 T
angiostatin Fll endostatin #2185 11, I DL i 2004 &
A HGFK1, 410 i A8 AE B8O T 410 i i g A= < M
B, 3 R A T AL T — RO B . HOFK 2R
P TR0 D M IS 235 1 e Al /) 4 it s 5 e 93
SLEGHIESE R T A A A R S 54,
AURBAH OC T HGFK 78 Ji5 % Ve 20 A J ¢ 3k 1 iF
Fh R HGFKI S RIAEHE S FAEFRIE & T
HGFK1 k% 3A & & (P<0.05) ",

ARSIy 1) Fe 24 H RS2 R 15 HGFKT i PR 48 i v
Jed o B T A ARG AR BB YT IR 4 i, i pDC316-
HGFK1 Rk EAR A R A 0 — AT L3R 78
ARSI H T, RATA HEMAE pDC316-HGFKI
AR, R S i A e R R R pGEM-Teasy-
HGFK1, 8% Yo sz A5 i M ) | 8 ok PCR BV 55 J7
BAUE HGFKI 3R ¢DNA E AL If A 84K pGEM-
Teasy , 3 4 B[] ) 7 41k 52 77 4 1F 4 ) 38 o 5 K 8% 5%
O AL 2 S M, $2HUSURLAT Sma | A1 Hind
I WAV, 3-8 8 ) HGFKI J:K ¢DNA | F5%
R BAR pDC316 FATHERE, XA S50 1%
TR A B AR, NI N I 28 T AR T Bl 24k
pGEM-Teasy J& —Fl =20 ) e & PCR 74 1) & FH %k
A, BRRHE At #4 DNA RBA w1 PCR SR i #5
HTE PCR =¥ ED cDNA Y 33 s il — 4~ “A” i 4%
PE, 1K pGEM-Teasy i A AL 751 w5 ] 3" 3 1%
T DAL O sk AT R B T X I AR Y
B 2 AR ) S Bt v AR S e FRAT T B ) P U0
Sma | .Hind Il 435151 A% E T Y, 8@ o
e PCR =¥ i%#: 8] pGEM-Teasy Vector I, %} H
1) 5 DR R AT LD I A5 S 5 SRS T BRI 4 1
it WURE IR H By R Be 5 R AU D) ) pDC316 £ ik
A2 DA 3 300 b e o 0 R AR AR AR Y H Y

AR R F ) pDC316 AR & T IRk % AdMax
R, 5 H AR 0B #E AdEasy RS
o, R B T B R e R R A N 5 0
PRI 2H % 45 A SP IR L PR 25 1 K525 R IR 1 R 4
LA AR AT R A A — SE R A 40 AdMax
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RO TR B 2~4 JE AR 56 B TR A ) F 4
B AR T 98% ; 70 EAZ AN M N 41 3, DR A5
TR TR E AR, A B T AL R
1 52 AV TR 0] LA R R R B R R R A
pDC316-HGFK1 MM &SR, R T — AR ML i
o3 UKL K XoF JFF g A0 10 A ) 2 5 R AT 9 BE A 3
il
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