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ABSTRACT Objective: To investigate and analysis the effects of sevoflurane preconditioning on apoptosis and proliferation of lung
cancer cells. Methods: The lung cancer cell line A549 were treated with different concentrations of sevoflurane. The inhibition of cell
proliferation were detected by thiazolyl blue method. The apoptosis were detected by flow cytometry. The cell transfer and invasion were
detected by Transwell assay. The sevoflurane were identified by immunoblotting. Results: The treatment of sevoflurane resulted in
significant decreased in the proliferation rate of A549 cells (P<0.05), and were significant increased in apoptosis rate (P<0.05), and there
were dose-dependent (P<0.05). At the same time, the relative expression of cell transfer and invasion index, Stromal cell-derived factor 1
(SDF-1) and CXC chemokine receptor 7 (CXCR?7) protein were significantly decreased (P<0.05), and there were also dose-dependent
(P<0.05). Conclusion: Sevoflurane preconditioning can inhibit the SDF-1/CXCR7 signaling pathway in lung cancer cells, thereby
promoting apoptosis and inhibiting cell proliferation, metastasis and invasion.
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Table 1 Comparison of proliferation index at different time points after treatment of three groups of cells (v:s)

Group n 24h 36h
Control group 4 78.33+ 2.93 89.33% 4.10
Experiment group 1 4 56.02+ 4.44* 71.03% 5.19
Experimentgroup 2 4 45.00% 4.19** 54.09+ 5.87*

F 12.843 15.305

P 0.000 0.000

Note: compared with the control group,*P<0.05; compared with the experimental group 1, *P<0.05.
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Table 2 Comparison of apoptotic indices at different time points after treatment of three groups of cells (xs)

Group n 24h 36 h
Control group 4 4.44+ 0.83 543+ 0.22
Experiment group 1 4 14.81% 2.27* 1531+ 1.73*

Experimentgroup 2
F

P

18.92+ 2.21** 20.14+ 2.83*

25.024 21.942

0.000 0.000
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Table 3 Comparison of metastasis and invasion index at 36 h after treatment of three groups of cells (x+s)

Groups n Cell transfer index Cell invasion index
Control group 4 33.14+ 248 3498+ 3.11
Experiment group 1 4 1745 1.21%* 18.33+ 1.37*
Experimentgroup 2 4 8.83% 0.38*" 9.22+ (0.39*
F 13.092 10.944
P 0.000 0.001
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Table 4 Comparison of relative expression levels of SDF-1 and CXCR?7 proteins at 36 h after treatment with three groups of cells (xzs)

Groups n SDF-1 CXCR7
Control group 4 4.86+ 0.33 4.16x 0.10
Experiment group 1 4 2.83% 0.44* 2.14% 0.08%*
Experimentgroup 2 4 1.22+ 0.03** 1.27+ 0.12%

F 9.824 8.772

P 0.001 0.003
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