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(LPS) on human intrahepatic biliary epithelial cells ( HIBECs) in vitro. Methods The HiBECs were cultured in
vitro. The cells were stimulated by LPS at different concentrations (0 0.1 1 2 4 8 pg/ml) and different time
(24 48 72 h). The expression of IL-6 was measured by ELISA to determine the best concentration and time of
LPS. Then we chose the best concentration and time of LPS to intervene the cells in the further experiments. The
levels of mRNA expression of c-Myc and Mcl-1 were detected by fluorescence quantitative reverse transcrption PCR
(RT-qRCR). The proportion of p-STAT3/STAT3 protein and the expression of ¢c-Myc and Mcl- protein in Hi-
BECs were analyzed by Western blot. Results 1LPS upregulated the expression of I1.-6 and reached its peak at 4
wg/ml and 24 h(F=16.492 17.763 P<0.001 P<0.01). LPS increased the mRNA expression of ¢-Myc and
Mcl- (P<0. 01). Meanwhile The ratio of p-STAT3/STAT3 (P<0.05) protein and the expression of c-Myc (P<
0.001) and Mcl-1 (P<0.05) protein were upregulated after stimulating with LPS. Conclusion The 11.-6/STAT3
signal pathway can be activated by LPS in HiBECs and LPS may promote the expression of ¢-Myc and Mcl-1
through this signal pathway.
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Role and relationship of Src kinase and p38 kinase in heparanase

promoting the migration and invasion of human gastric cancer cells
Hu Lingdan Na Risu Ma Xiumei et al
(Dept of Pathology Affiliated Hospital of Inner Mongolia Medical University Hohhot 010059)

Abstract  Objective To study the role and relationship of Src kinase and p38 kinase in heparanase promoting
migration and invasion of human gastric cancer cells. Methods Rats were divided into 3 groups. The first group
was normal control group (no other treatment to the cells) ; the second group was treated with human recombinant
heparanase protein (5 pg/ml and 10 pg/ml) and the third group was added into Src kinase specific inhibitor pp2
(5 mol/L) or p38 kinase specific inhibitor SB 203580 (1 mol/L) 3 hours in advance and then was treated by hu—
man recombinant heparanase protein (10 wg/ml) for 24 hours. Scratch wound assay and Transwell chamber stromal
invasion assay were used to detect the effects of each treatment group on the migration and invasion ability of human
gastric cancer MGC-803 cell. Western blot was used to detect the effects of each treatment group on the expression
of Src kinase p38 kinase phosphorylation of Src kinase (p-Src) and phosphorylation of p38 kinase (p-p38) in
human gastric cancer cell line MGC-803 cells SGC-7901 cells and the SGC7901-Heparanasel (=) in which the
expression of heparanase was down regulated. Results Compared with the normal control group both 5 and 10
pg/ml recombinant heparanase protein could significantly enhance the migration and invasion ability of human gas—
tric cancer MGC-803 cell (P<0.05); compared with human recombinant heparanase protein group without inhibi—
tors  both Sre kinase specific inhibitor pp2 and p38 kinase specific inhibitor SB 203580 could weaken the migration
and invasion ability of the MGC-803 cell which was enhanced by recombinant human heparanase protein (P <
0. 05). Human recombinant heparanase protein (10 wg/ml) could promote the phosphorylation of Src kinase and
p38 kinase in human gastric cancer MGC-803 cells and the expression level of phosphorylation of Src kinase and
p38 kinase in SGC-7901-Heparanasel (=) cells was lower than that in SGC-7901 cells (P<0. 01). Src kinase spe—
cific inhibitor pp2 and p38 kinase specific inhibitor SB 203580 had no obvious effect on the expression of hepara—
nase protein in human gastric cancer SGC-7901 cells. In human gastric cancer SGC-7901 cells and MGC-803 cells
Sre kinase inhibitor pp2 inhibited the expression of pp38 protein while p38 kinase inhibitor SB 203580 had no
significant effect on the expression of p-Src protein. Conclusion Heparanase probably through promoting the
phosphorylation of Src kinase or p38 kinase or probably through first promoting the phosphorylation of Src kinase
and then the phosphorylation p38 kinase promotes the migration and invasion ability of human gastric cancer cell.
Heparanase-Src kinase phosphorylationp38 kinase phosphorylation may be the signal transduction pathway related
to cell migration and invasion in human gastric cancer cells.
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