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Effect of different SHP2 mutants on migration and invasion of breast cancer cell
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Abstract Objective: To explore the effects of SHP2 and its mutants on migration and invasion of breast cancer cells by transfecting SHP2
and SHP2 mutants into breast cancer cell line MDA-MB-231. Methods: First inglentiviral vector SHP2-WT and three mutants of SHP2-
T468M, SHP2-N308D and SHP2-2YF were constructed, and then the lentiviral packaging was completed to infect breast cancer cell line
MDA -MB -231 for stable expression. The expression, location, cell migration and invasion were detected by western blotting,
immunofluorescence, wound—healing and transwell assay respectively. Results: Migration and invasion abilities of breast cancer cell were
enhanced by SHP2-WT. SHP2-T468M, SHP2-N308D had no significant effect compared with the control group. The SHP2-2YF lessened

the migration and invasion in breast cancer cells. Conclusion: SHP2—W'T can significantly increase the invasion and migration of breast

cancer cells, which may not be related to the phosphatase activity, but associate with 542 and 580 tyrosine phosphorylation .
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Tab 1 Primer sequence information of plasmid construction
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Fig2 The expression of target protein
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Fig3 Localization of SHP2 after transfection
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Fig4 Effect of different SHP2 mutants on cell migration ability
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