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PLA activates JNK signal pathway to promote apoptosis of NCI-H292 cells
Wu Shasha Fan Xiaoyun Liang Yaxue et al
( Dept of Elderly Respiratory and Critical Care Medicine The First Affiliated Hospital of
Anhui Medical University Hefei 230022)

Abstract Objective To investigate the signaling pathway and molecular mechanism of PLA-induced NCI-H292
apoptosis. Methods  The concentration gradients with PLA were divided into five groups: 0 10 20 40 and 60
mg/L. After NCI-H292 cell treatment for 24 hours Western blot was employed to detect the phosphorylation level
of JNK in each group. The set groups included the control group PLA group (40 mg/L) SP ( JNK inhibitor)

group and PLA + SP group. After 24 hours’ treatment flow cytometer was used to detect NCI-H292 apoptotic rate
in each group while Western blot was adopted to detect their Bel2/Bax  Caspase3 P-JNK/JNK and B-actin pro—
tein expression levels in NCI-H292 cells. Results The NCI-H292 apoptotic rates in the black control group PLA
group SP group and PLA + SP group were (5.13 £1.07) % (22.62 £1.66) % (5.69 +0.14) % (8.99
+3.73) % respectively. According to the detection results by Western blot the BCL=2/Bax ratio in PLA-induced
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NCI-H292 cells was reduced ( P <0.01) the expression of Caspase3 was increased ( P <0.001) . In PLA-n-

duced NCI-H292 cells the phosphorylation level of JNK was enhanced ( P <0. 001)
JNK phosphorylation induced by PLA ( P <0.001) . Conclusion

optosis level by inducing JNK signaling pathway.
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