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Ibuprofen suppresses proliferation and metastasis of human non-small cell lung cancer cell line NCI-H460 and

breast cancer cell line SKBR3
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[Abstract] Objective To investigate the inhibitory effect of ibuprofen on proliferation and migration of non-small cell
lung cancer (NSCLC) cell line NCI-H460 and breast cancer cell line SKBR3, and to discuss the possible mechanism.
Methods MTT method was used to detect the proliferation inhibition of the two cancer cell lines after ibuprofen treatment for
24, 48, and 72 h; and Transwell assay was used to study the cell migration in vitro. Real-time PCR and Western blotting
analysis were used to detect the mRNA and protein expression of survivin and E-cadherin after ibuprofen treatment.
Results MTT assay showed that ibuprofen treatment decreased cell growth in the two cell lines in a dose-dependent manner. Ibuprofen
treatment (2 mmol/L., 12 h) significantly inhibited the cell metastasis in the two cell lines. Moreover, real-time PCR and Western
blotting analysis showed that ibuprofen treatment caused a reduction in survivin expression and elevation in E-cadherin expression at both
mRNA and protein levels. Conclusion Ibuprofen can significantly inhibit human NSCLC proliferation and metastasis in vitro, which
might be related to degreased expression of survivin and increased expression of E-cadherin.
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Fig 1 Anti-proliferation effect of ibuprofen on human non-small cell lung cancer cell line

NCI-H460 (A) and breast cancer cell line SKBR3(B)

After treatment with ibuprofen for 48 and 72 h, the viability of two cancer cell lines was significantly inhibited at 1 mmol/L

compared with at 2 mmol/L.

Ibuprofen 0 mmol/L 2 mmol/L

B2 2 mmol/L #i&FIEM 12 h AE/I\40 B Bifi 7% 48 R A% NCI-H460 F 2| B3 72 20 i #k SKBR3 i

* P<C0.05 vs 24 h of the same concentration; n=23, T+s

[0 0 mmol/L ibuprofen
H 2 mmol/L ibuprofen

The number of cell migration
S
S
T

NCI-H460

(=]

SKBR3

E R E R

Fig 2 Anti-migration effect of 2 mmol/L ibuprofen on human NSCLC cell line NCI-H460 and

breast cancer cell line SKBR3 after treatment for 12 h

After treatment with 2 mmol/L ibuprofen for 12 h, the migration rates of two cancer cell lines were significantly inhibited.

* P<C0. 05 vs 0 mmol/L ibuprofen group; n=3, r*s
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Fig 3 Expression of survivin and E-cadherin mRNA after treatment with ibuprofen of different regimens

A, B: Expression of survivin and E-cadherin mRNA after treatment with various concentrations of ibuprofen for 48 h. * P<C

0. 05 vs 0 mmol/L ibuprofen; C, D: Expression of survivin and E-cadherin mRNA after 2 mmol/L ibuprofen treatment for 24,

48, and 72 h. * P<C0.05 vs 0 h after 2 mmol/L ibuprofen treatment. n=3, s
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e e R 0

o T
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0 0.5 1 2
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survivin 1 E-cadherin & A 7K E T4k

Fig 4 Expression of survivin and E-cadherin protein after treatment with ibuprofen of different regimens

A, B: Expression of survivin and E-cadherin after treatment with ibuprofen at various concentrations for 48 h. C, D: Expres-

sion of survivin and E-cadherin after 2 mmol/L ibuprofen treatments for 24, 48, and 72 h.
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