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[ Abstract] Objective To explore the apoptosis mechanism of lung cancer A549 cells induced by
matrine through PI3K/Akt signaling pathway. Methods Human lung cancer A549 cells were cultured,
which were divided into control group, low concentration group, middle concentration group and high con-
centration group. The cells in control group were given normal saline, and the low concentration group,
middle concentration group and high concentration group were respectively given matrine with concentrations
of 30 mg/L, 60 mg/L, 120 mg/L, and the apoptosis situations of lung cancer A549 cells were detected by
flow cytometry and MTT detection, and the growth inhibition rates were calculated, then the PI3K, p-AKT
protein and PI3K, AKT mRNA levels were detected by Western Blotting and real time PCR, the differences
between the four groups were compared. Results The growth inhibition rates and apoptosis rates of high
concentration group, middle concentration group and low concentration group were significantly higher than
those in the control group (P < 0. 05), which were significant increased with the increasing of
concentrations (P <0. 05). The levels of PI3K, AKT mRNA and PI3K, p-AKT protein in the high
concentration group, middle concentration group and low concentration group were significantly lower than
those in the control group (P <0.05), which were significantly decreased with the increasing of
concentrations ( P<0.05). Conclusion The matrine can induce the apoptosis of lung cancer A549 cells,
and the action mechanism may relate to the PI3K/ Akt signaling pathway.
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