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Establishment of Stable COS -7 Cell Strain with MYH10 - knock — down. Zhou Chenchen, Lu Cheng, Zhang Pengfei et al. Medical En-
gineering Department, The 307th Hospital of the PLA, Beijing 100071, China

Abstract Objective To establish COS -7 cell strain stable knockdown of MYH10 gene. Methods The lentiviral plasmids were
transfected into 293TX cells to package into lentiviral particles. Then COS -7 cells was transduced with the lentiviral particles. Western
blot and fluorescence microscope were carried out to analyze the suppression of MYH10 in COS -7 Cells. Results In the construction of
two recombinant plasmid, MYHI10 — lentiviral shRNA -2 showed significant interference after transfection, and can obviously reduced ex-
pression of MYH10 in COS -7 cells. Conclusion Infected COS -7 cells can inhibit the expression of the MYH10 COS -7 cells, indica-

ting that a stable COS -7 cell strain has been successively established.

Key words MYHI10 gene; COS -7 cell strain; Lentivirus transfection
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