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between endothelial and tumor cells and inhibition of Stat3 sup—

Immunomodulating Peptide enhance

the effect of DDP on ovarian cancer cells
Zhou Juan Liu Chen Gu Fang et al
( Dept of Biochemistry and Molecular Biology Anhui Medical University Hefei 230032)

Abstract Objective To observe the concomitant therapy effect of immunomodulating peptide( PGPIPN) and anti—
cancer drug cisplatin( DDP) on the proliferation and migration of ovarian cancer cells in vitro. Methods  The inhib—
itory action of DDP with PGPIPN on the proliferation of primary ovarian cancer cells were detected by MTS. Apop—
totic ratios and cell cycle of primary ovarian cancer cells were measured by flow cytometry. Cell scratch assays were
carried out to test cells’migration. Results The result of MTS showed that the inhibition rate of the concomitant
group against ovarian cancer cells was significantly higher than the group treated only with DDP. The difference was
significant( P <0. 05) and in a dose and time dependent manner. Flow cytometry results showed that PGPIPN could
promote the apoptosis of human primary ovarian cancer cells by DDP and the cycle of cells was arrested in GO/G1
phase. Cell scratch assays showed that concomitant therapy significantly inhibited cell movement of which the
difference from the group treated only with DDP of statistical significance( P <0.05) . Conclusion ~PGPIPN can
improve the effect of DDP on primary ovarian cancer cells.

Key words human primary ovarian cancer cells; drug combination; PGPIPN; DDP
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c¢DNA clone plasmids( pL.X304glipr1) were used as template to amplify the gliprl ( M) fragment by PCR. The
fragment was cloned into the pET-5b vector and expressed in E. coli BL21-CodonPlus( DE3) . The GLIPR1( M)
protein was purified by Ni affinity chromatography and was used as antigen to prepare polyclonal antibody. Western
blot analysis was used to check the specificity of the antibody and detect the expression of GLIPR1 in A549 PC14

LNCaP PC3 and U87 cells. Results Expression vector pET-d5b—gliprl ( M) was successfully constructed and the
purified GLIPR1( M) protein was obtained the polyclonal anti-GLIPRI antibody was successfully prepared and
could be used to check the expression of GLIPR1 in cancer cell lines. GLIPR1 was highly expressed in U87 cells.
Conclusion The GLIPRI( M) protein and the polyclonal anti-GLIPR1 antibody are successfully prepared which
lays the foundation for the research of GLIPR1 function mechanism.

Key words GLIPR1; protein expression; polyclonal antibody



