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Mechanism of disidin domain receptor 1 regulating the proliferation and apoptosis of glioma cells
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Abstract: Objective To explore the regulatory effect and mechanism of disidin domain receptor 1 (DDR1) on the proliferation and
apoptosis of glioma cells. Methods The expression levels of DDR1 in human glioma cells and normal glial cells were detected by qRT-PCR
and Western blot. Glioma cells U251 with stable overexpression and knockdown of DDR1 were constructed by lentivirus infection, the
proliferation ability of the stable cell line was detected by CCK-8 assay, and the apoptosis ability was detected by flow cytometry. Western
blot was used to detect the activation of related pathways in stable cell lines and explore the regulatory mechanism of DDR1. Results The
results of qRT-PCR and Western blot showed that the expression level of DDR1 in human glioma cell U251 was higher than those in human
glioma cell U87 and normal glial cell HEB. Therefore, the U251 cell line was selected for subsequent experiments. CCK-8 assay showed
that overexpression of DDR1 promote the proliferation of glioma cells, while knockdown of DDR1 inhibit the proliferation of glioma cells.
The results of flow cytometry showed that overexpression of DDR1 inhibit the apoptosis of glioma cells, while knockdown of DDR1 induce the
apoptosis of glioma cells. Western blot results showed that overexpression of DDR1 activate the PI3K/AKT pathway, while knockdown of
DDRI inhibit the activation of the PI3K/AKT pathway. Conclusion DDRT1 can enhance the proliferation ability of glioma cells and inhibit
their apoptosis by activating the PI3K/AKT pathway, promoting the development of glioma cells. Therefore, DDR1 may become a potential
target for the treatment of glioma.
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