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Heparanase promotes invasion and adhesion of ovarian carcinoma cells
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filiated Hospital of Guangxi Medical University, Nanning 530022, Guangxizhuang Autonomous Region, China; 2. Depart-
ment of Gynecology Oncology, Affiliated Tumor Hospital of Guangxi Medical University, Nanning 530021, Guangxi
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[ Abstract ] Objective:To explore the roles of heparanase ( HPSE ) in the invasion and metastasis of human ovarian car-
cinoma A2780 cells. Methods: pcDNA3. 1-HPSE eukaryotic expression vector was constructed. pcDNA3. 1-HPSE and
empty pcDNA3. 1 plasmids were transfected into A2780 cells by Lipofectamine method, and A2780 cells stably expressing
pcDNA3. 1-HPSE or pcDNA3. 1 were selected by G418 ( named pcDNA3. 1-HPSE-A2780 or pcDNA3. 1-A2780 cells ).

The proliferation of A2780 cells after pcDNA3. 1-HPSE transfection was detected by MTT and clone-forming experiment,
and the invasion, migration and adhesion capacities of A2780 cells were tested by Matrigel, Transwell and Adhersion as-
says, respectively. Results: The pcDNA3. 1-HPSE vector was successfully constructed and transfected into A2780 cells.

pcDNA3. 1-HPSE transfection had no effect on proliferation and migration of A2780 cells ( all P >0.05 ). pcDNA3. -
HPSE transfection increased invasion ( 0. 477 +0. 024 vs 0.250 £0. 081, P =0.003 ) and inhibited the adhesion of
A2780 cells (0.728 =£0.089 vs 0.518 +0.080, P =0.002 ). Conclusion: Heparanase plays important roles in ovarian
carcinoma by promoting invasion and inhibiting adhesion of tumor cells.
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Bio-tek 23 ] , ZEih {4 pcDNA3. 1 ARE Invitrogen N
], pEGFP-N1 1§ F Clonetech 23 . K7 # DH-
Sa ARSI FE IR
1.2 pcDNA3. 1-HPSE A% & ik Fi o 6 My 2
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MR VE R T 8 SRR AR SRR A IR
T HRATTEZRMN LB VA, 37 CHFRE R
VEFR O REAN P, 37 C 4k LEdR% K IR %, 37 44 FH %
YR, BRL B ORI & P2 EUSTR. peDNA3. 1-HPSE,
Bgl 11 H# Y1 % %F peDNA3. 1-HPSE , i 7] B4 5k 2%
T 8
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min,94 °C 30 5,67 °C 30 5,72 °C 2 min 1 MEH;
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30 5,61 C 30 5,72 °C 2 min 1 MEFHF;94 C 30 s,

58 °C 30 5,72 C 2 min 1 MFFF;94 °C 30 5,57 C
30 5,72 °C 2 min 30 MEH;72 C 10 min, 3§ 3™
) 19% BENEREER UK, W7E 1 600 bp 4b H 447 B Ky
HPSE mRNA .
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. BHEL S K.
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Fig.1 Gel electrophoresis of PCR products

of HPSE in ovarian carcinoma tissues

2.2 pcDNA3.1-HPSE i #5830l 5 %€ 25 R
pcDNA3. 1 Jlhi K2R 5 500 bp, HPSE KBy
1 632 bp, pcDNA3. 1-HPSE [ ki £ A 7 136 bp.
pcDNA3. 1-HPSE Ui 7E Xho [ Fl EcoR 1 XUV J5
HLUK, S5 50 UL 1 632 bp 15 500 bp Z2 47 4% 555
(&12). pcDNA3. 1-HPSE BTt DNA kL% b 5 i
FEEH AR P OARAEWF, 455 Gene
Bank /MG A HPSE J#51—3L,
2.3 9P R P HPSE A B 6 £k
RT-PCR 455 & 3 ) /R, B HL98 A2780 4 fiE

1 SKOV3-SB 4l fifi 3] JC HPSE %R %3k, HO-8910 .
HO-8910pm , 5z SKOV3-KB .SKOV3 21 it X546 I 5] 45
HPSE JERFRIk, AR LS TC HPSE JEH =
KA A2780 4H AR A AFF 55 XF 42, AT DL B A 5
HPSE LR Di6E

2 pcDNA3. 1-HPSE RHIEEYIFN PCR £
Fig.2 Identification of pcDNA3. 1-HPSE plasmid
by restriction enzyme digestion and PCR
M: Maker; 1: pcDNA3.1-HPSE; 2: pcDNA3.1; 3: HPSE;
4: pcDNA3. 1-HPSE digested by Xho I and EcoR |

B3 AEIFEEMAMT HPSE EERRIZER
Fig.3 HPSE gene expression in different
ovarian carcinoma cell lines
M: Marker; 1: A2780 cells; 2: HO-8910 cells;
3,4: HO-8910pm cells; 5: SKOV3-KB cells;
6: SKOV3-SB cells; 7: SKOV3 cells
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(26.1+16.4)% , 2R LHEITFEX(P=0.422),
pcDNA3. 1-HPSE-A2780 F1 pcDNA3. 1-A2780 i i
AR LA A, 2 R g i (P =0.312,
K5). R, pcDNA3. 1-HPSE %% 4L AN 5211 A2780
YA .
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Fig.4 HPSE protein expression in A2780 cells
beforel B ) and after{ A ) pcDNA3. 1-HPSE transfection
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# Fe Fb M 69 % v

MFE 1 AT UL, peDNA3. 1-HPSE-A2780 4 itg iy {4
IMRZERE 1 W W58 T peDNA3. 1-A2780 4l il P =
0.003 ), 11 Zh B fE 71 B3 B AIKF pcDNA3. 1-HPSE-

A2780 4iffi( P =0.002 ), HEITHES W ERT
Git#EX(P=0.618 ),

2 HTEETTI

Cell prosil

El 5 pcDNA3.1-HPSE #£34 A2780 2B 4 K HI 25 MT
Fig.5 Effect of pcDNA3. 1-HPSE transfection
on growth of A2780 cells

%1 pcDNA3.1-HPSE #£:34t%F A2780 {RAEEZE TR INFEM BRI D, )
Tab.1 Effect of pcDNA3. 1-HPSE transfection on invasion, migration and adhension of A2780 cells( Dy, )

Group Invasion Migration Adhension
pcDNA3. 1-HPSE-A2780 0.477 +0.024 1.101 0. 156 0.518 +0.080
pcDNA3. 1-A2780 0.250 +0. 081 1.051 +0. 124 0.728 +0.089
P 0.003 0.618 0.002
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