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Effect of Ulinastatin on invasion and metastasis of HO-8910PM cells in human ovarian cancer”

LI Yan',LI Gui fei*
(1. Department o f Obstetrics and Gynecology s Chengdu Women and Children’s
Central Hospital ,Chengdu.Sichuan 610031 ,China;2. School of Medicine , Hunan Normal University ,
Changsha s Hunan 410006 ,China)
To investigate the inhibitory effect of Ulinastatin (UTI) on the invasion and me-
HO-8910PM cells were cultured and di-

vided into 4 groups,the control group,the low-dose group, the medium-dose group and the high-dose group.

[ Abstract] Objective

tastasis in human ovarian carcinoma HO-8910PM cell line. Methods

The effect of UTI on HO-8910PM cells on invasion and metastasis were analyzed by Matrigel invasion assay.
RT-PCR assay and Western blot were used to determine the changes of mRNA and protein level of uPA. Re-
sults The various indexes differences in 4 groups of HO-8910PM cells were statistically significant ( P<C
0.05). The migration distance and the number of transmembrane cells showed a decreasing tendency ( P<C
0.05). The mRNA and protein expression levels of uPA was significantly down-regulated (P<C0. 05). Conclu-
sion UTTI could inhibit the invasion and metastasis of the ovarian cancer cells. The inhibitory effect is dose-
dependent. The mechanism may be related to the down-regulation of uPA by UTI.
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FEE BD A UTL g T AR K& AR AL B 24 By A7 KR
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PER® Mammalian Protein Extraction Reagent HI
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KI(ECL)IRF & A 3% E Pierce Chemical 24 H] ; H
b 350 24 Sy [ 7 20 A iR
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It 2 BLAST X LG BHEdL i KA Rl G L. uPA
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3RS R :5'- AGA GTC TTT TGG CCA CAC
TG-3", ;=¥ K £ 469 bp. GAPDH EWi5| ¥k 5'-
TAT AAA TTG AGC CCG CAG CC-3', FIs
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1.2.4 Transwell {22855  Matrigel 4 vk #i ¥
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25 pL A 24 FLARE Transwell /NE B BT 4 °C
URAA TR Al Matrigel G UK. U H PO BA: K
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EEER . BAR 3 NEFL. i E 37 CHEE.5%
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HEH 298 R 200 S YL, 200 fi5 62 B EE
RIS R A 5 A [F R RO A L
RN EL .
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RGR I RNA Ji i, 52580 606 1Tl @ RNA i
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S 545 L cDNALPCR WK RN 20 pL. A4 2 X
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pmol/1)0. 5yl U 25 85 5 /K B AR BLX 2] 20 pl.
S A 95 CTAEYE 10 min; 95 CARME: 30 5,58 CiR
K 30 5,72 “CHEAH 60 5,32 DNEFF; 72 C L IEfH 10
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JIR W M v e Dk B IR AR SR AT A0 AR Tmage ] 3R
S H R IER uPA/GAPDH YK B HUAR
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LA 100 uL B Jin A Halt™ Protease Inhibitor
Cocktail & [ 3 ] %) ) M-PER® Mammalian Pro-
tein Extraction Reagent, yK I B # 30 min, [a] [§ #% 5%
JUWK s FH 0 B Ak 38 35k %) 448 ) o 240 7 4 B %)
K FEBE 1S mL B0 . UK BB AN 60 s,
VK ERCE 15 mins1 300 r/min.4 °C B0 30 min, I 1
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W 25 5K A Pierce /A &l ) BCA Protein Assay Rea-
gent Kit #4758 i, B MR 40 ug T 12% +—
ot B R -3 TN M T Jig € JiE Uk (SDS-PAGE) |- %%
80 V Hiyk 1 h,ff 120 V HiJk 4 h, FLIKZ5 5 » I 4%
RN 2 B B A% B LD R G £ (PVDE) I F 5 CT
PVDF B AL S Y0 WAL AR . & 500
a2 W - = C B 8 v b K (TBSTO 2 R EHA 2 hs i
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12258 07 5 20 Ml o uPA mRNA £k KFFl uPA
AR IR K P B IE A 56 1 40 1 40 uPA mR-
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