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[Abstract]
mechanisms. Methods:NCI-H446 cells were treated with deguelin at 0,5,10,20 and 50 pwmol/L for 24 hours. The effect of deguelin
on cell activity of NCI-H446 cells was evaluated by CCK8. EdU assay and DAPI staining were performed to assess cellular

Objective:To investigate the antitumor activity of deguelin in small cell lung cancer and the possible underlying

proliferation and apoptosis, respectively. According to flow cytometry analysis,20 pmol/L deguelin were given NCI-H446 cells for
0,0.5,2.0 and 4.0 hours,respectively. Western blot was applied to detect the levels of proteins involved in apoptosis. Results:
Deguelin significantly inhibited proliferation and induced apoptosis of NCI-H446 in a dose-dependent manner. After treating with
deguelin for different time lengths, pro-apoptotic protein Bax level was increased and anti-apoptotic protein Bel-2 level was decreased.
Conclusion: Deguelin suppresses small cell lung cancer in vitro via promoting its apoptosis probably by up-regulating pro-apoptotic
protein Bax and down-regulating anti-apoptotic protein Bel-2.
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Table 1 Deguelin inhibited the proliferation of NCI-H446

cells (%)
BRI (wmol/L) AHXT AR A AR M
0 100.00
5 96.83 + 0.21
10 9243 +0.51*
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Figure 1

Effect of deguelin on the proliferation of NCI-H446 cells by EdU staining
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Figure 2 Effect of deguelin on the apoptosis of NCI-H446 cells by DAPI staining
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Figure 3 Effect of deguelin on the apoptosis of NCI-H446 cells by FCAS
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Table 3 The effect of deguelin on the expression of Bcl-2 and Bax in NCI-H446 cells
X AR IR P L
Hsf [

UMDY Bel-2 Bax Bax/Bel-2
Oh 14 042.62 + 7 886.97 7 689.95 + 2 720.99 0.67 = 0.47
05h 7 962.73 £ 1 449.01 8 339.57 £ 2 801.67 1.08 + 0.47*
20h 6 788.66 £ 1 607.52 10 563.00 + 3 389.61 1.68 + 0.94*
4.0 h 448199 + 1 876.18 13 224.53 + 4 487.07 311 £ 1.17¢
50hl#,"P<0.05 (n=3),
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Figure 4 The Effect of deguelin on the expression of Bel-2 and
Bax in NCI-H446 cells
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