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Effect of Racl and Cdc42 on proliferation invasion

migration and apoptosis of rhabdomyosarcoma cell lines
Shang Hao' Wang Ping' > Liu Chunxia' et al
(' Dept of Pathology School of Medicine Shihezi University Shihezi 832002 ;
*Dept of Pathology Shanxi Provincial People’s Hospital Xi‘an 710000)

Abstract Objective To investigate the expression of Racl and Cdc42 in rhabdomyosarcoma (RMS) cells and
their effect on proliferation invasion migration and apoptosis of RMS cells. Methods The expressions of Racl
and Cdc42 were detected by qRT-PCR and Western blot in RMS cells and human skeletal muscle cells. The Racl
and Cdc42 overexpression plasmids were constructed and transfection efficiency was detected by qRT-PCR and
Western blot. The effects of Racl and Cdc42 on the proliferation invasion migration and apoptosis of RMS cells
were detected by CCK-8 assay transwell system wound-healing assay and flow cytometry assay. Results The ex—
pression levels of Racl and Cde42 in RMS cells were higher than those in normal skeletal muscles cells. RMS cells
transfected with Racl or Cde42 overexpression plasmid had higher intracellular Racl and Cdc42 levels than those
transfected with the empty vector(EV). Compared with the control group overexpressing Racl and Cdc42 in RMS
cells remarkably promoted proliferation invasion migration and anti-apoptosis. Conclusion Racl and Cdc42 are
highly expressed in RMS cells and promote the malignant biological behavior of RMS cells by affecting the prolifera—
tion invasion migration and anti-apoptotic ability of RMS cells.
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