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Study on effect of Huai'er polysaccharide on proliferation , apoptosis, migration and
invasion of cervical cancer CaSki cells and its mechanism
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[ Abstract] Objective To investigate effect of Huai'er polysaccharide (HP) on biological behavior of cervical cancer CaSki cells and
its mechanism. Methods Human normal cervical epithelial cells HcerEpic and cervical cancer Caski cells were cultured in vitro. The

cervical cancer CaSki cells were divided into Con group, HP-L group, HP-M group, HP-H group, pcDNA group, pcDNA-PTPN9
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group, HP-H + si-NC group and HP-H + si-PTPN9 group according to different treatment methods. Real-time quantitative
polymerase chain reaction (qRT-PCR) was used to detect expression levels of protein tyrosine phosphatase non-receptor type 9
(PTPN9) in HcerEpic cells and various groups of CaSki cells. Methyl thiazolyl tetrazolium (MTT) assay was used to detect
proliferation activity of the cells in each group.Cell clone formation experiment was used to detect number of cell clones formed.
Flow cytometry was used to determine apoptosis rate of the cells. The scratch test was used to detect cell migration. The Transwell
experiment was used to detect number of cell invasion.Western blot assay was used to detect expression levels of PTPN9, cleaved-
caaspase 3,matrixmetalloproteinase 2 (MMP-2) ,cleaved-caaspase 9 and matrixmetalloproteinase 9 (MMP-9) in the cells. Results
Compared with normal cervical epithelial cells HcerEpic, the expression levels of PTPN9 mRNA and PTPN9 protein in the cervical
cancer CaSki cells were significantly lower (z=18.665 and 9.758 respectively, both P<C0.05).Compared with the Con group, the
apoptosis rate and the expression levels of PTPN9 mRNA,PTPNY protein,cleaved-caspase 3 protein and cleaved-caspase 9 protein
in the HP-L group,the HP-M group and the HP-H group were significantly higher,and the data in the HP-H group = those in the
HP-M group > those in the HP-L. group (F =114.333,104.110,45.244,101.093 and 88.405 respectively,all P <(0.05).Optical
density (OD) values (at 24h,48h,72h) ,number of cell clones formed, scratch healing rate, number of invasive cells, expression
levels of MMP-2 protein and MMP-9 protein in the HP-L group,the HP-M group and the HP-H group were significantly lower,
and the data in the HP-H group<CT those in the HP-M group<CT those in the HP-L. group (F =34.286,17.209,18.749,40.868,
44.577,27.125,110.816 and 60.721 respectively,all P<C0.05).Compared with the Con group and the pcDNA group,apoptosis rate
and expression levels of PTPN9 mRNA, PTPNY protein, cleaved-caspase 3 protein and cleaved-caspase 9 protein in the pcDNA-
PTPNY9 group were higher (F =226.034,217.858,95.392,196.636 and 168.796 respectively,all P<(0.05), while OD values (at
24h,48h,72h) ,number of invasive cells,scratch healing rate, expression levels of MMP-2 protein and MMP-9 protein and number
of cell clones formed were lower (F=21.828,19.793,15.525,31.634,49.353,109.400,65.314 and 42.140 respectively,all P<(0.05).
Compared with the HP-H group and the HP-H + si-NC group., apoptosis rate and expression levels of PTPN9 mRNA, PTPN9
protein, cleaved-caspase 3 protein and cleaved-caspase 9 protein in the HP-H+si-PTPN9 group were lower (F=100.025,74.414,
46.500,69.500 and 63.495 respectively,all P<C0.05),while OD values (at24h,48h,72h) .number of invasive cells.scratch healing
rate, expression levels of MMP-9 protein and MMP-2 protein,and number of cell clones formed were higher (F =28.773,35.559,
22.211,74,114,75.064,111.636,102.091 and 56.908 respectively, all P <C0.05). Conclusion HP may regulate proliferation,
apoptosis, migration and invasion of the cervical cancer CaSki cells by regulating expression of PTPN9.

[Key words ]| Huai' er polysaccharide; non-receptor protein tyrosine phosphatase 9; cervical cancer cell; proliferation; migration;

invasion;apoptosis
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Fig.3 Comparison of proliferation of the Caski cells among the eight groups of CaSki cells
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