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Abstract; [ Purpose | To investigate the effect of RIN1 overexpression on proliferation ,invasion , migration and
apoptosis of human gastric adenocarcinoma cell line MKN28. [Methods] RIN1 expression in pcDNA3.1(+)/
RIN1/ MKN28 cells were identified by Western blot and Immunofluorescence. The effect of RINT overex-
pression on proliferation ,invasion, migration and apoptosis of MKN28 cells were analyzed by Brd-U assay,
Transwell chamber and Scratch Wound Healing, AV/PI dye method and Hoechst staining, respectively. [ Re-
sults | RIN1 was highly expressed in pcDNA3.1,(+)/RIN1/MKN28 cells. The quantity of RIN1 expression
on pcDNA3.1(+)/RIN1/MKN28 cells was 3.22 times of pcDNA3.1(+)/MKN28 cells,and RIN1 mainly dis-
tributed in the cytoplasm. Compared with pcDNA3.1(+)/MKN28 cells, the proliferation ability of pcDNA3.1
(+)/RIN1/MKN28 cells (75.6%+5.4% vs 25.6%+1.1% ,P<0.01) was significantly enhanced,and the migrated
cell number (122.0+7.0 vs 65.00+2.52, P<0.01) and the migrated rate of pcDNA3.1 (+)/RIN1/MKN28 cells
(54.22%+3.45% vs 38.6%+2.45% ,P<0.01) were markedly increased and the apoptotic rate of pcDNA3.1 (+)/
RIN1/MKN28 cells (8.07%=1.60% vs 21.63%+2.60% ,P<0.01) was dramatically reduced. [ Conclusion ] RIN
overexpressed in MKN28 cells is capable of promoting proliferation , invasion , migration and inhibiting apop-
tosis ,and RINT may be one of oncogenes to take part in the occurrence of gastric cancer.
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Figure 1 Expression level of RIN1 by Western blot
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Figure 2 RINI1 expression by immunofluorescence
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Figure 3 Proliferation effect of RIN1 overexpression by Brd-U assay
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Figure 4 Effect of RIN1 overexpression on cell invasion ability
by Transwell chamber
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Figure 5 Effect of RIN1 overexpression on cell migration ability
by Scratch Wound Healing
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Figure 6 Effect of RIN1 overexpression on cell apoptosis by AV/PI dye method
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