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Overexpression of LRIG3 on cell biological behaviors of human neuroblastoma cell line SK-N-MC
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Children’s Hospital, Changsha 410000, China

[Abstract] Objective To explore the effect of overexpression of LRIG3 on the cell biological behaviors of human neuroblastoma
cell line SK-N-MC. Methods Human neuroblastoma cell line SK-N-MC was cultured in vitro and then were randomly divided into
three groups, i.e., control group (group A, did not transfect any vector virus), blank vector group (group B, transfected with blank vector
virus) and LRIG3 overexpression group (group C, transfected with LRIG3 overexpression vector lentivirus). The expression levels of
LRIG3, Caspase—3 and Caspase—9 were detected by RT-PCR and Western blot. Transwell kit was used to detect cell invasiveness, AV—
PI kit was used to detect cell apoptosis and CCK-8 kit was used to detect cell proliferation. Results The expression levels of Caspase—3
and Caspase—9 in group C was significantly higher than those in groups A and B (P<0.05). The cell proliferation rate of group C was
significantly lower than those of groups A and group B (P<0.05), and the cell invasion ability of group C was significantly lower than
those of groups A and group B (P<0.05). The apoptotic rate in group C was significantly higher than those in groups A and B (P<0.05).
Conclusion LRIG3 overexpression can inhibit the proliferation and invasion of human neuroblastoma cell line SK-N-MC, and promote
the apoptosis of human neuroblastoma cell line SK-N-MC.
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