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[ Abstract ] Background and objective The results of published data on the effect of CD40 signal related to cancer cell
sensitivity to chemotherapy are inconclusive. The aim of this study is to investigate the effect of soluble CD40 ligand (sCD40L)
combined with vinorelbine on lung adenocarcinoma cell line AS49. Methods Lung adenocarcinoma A549 cells were chosen as
target cells and CD40 signal was stimulated by sCD40L. MTT assay and flow cytometry were used to determine the changes of
cell proliferation, cell cycle and apoptosis of A549 cells treated by vinorelbine after CD40 was stimulated. The activity of Caspase-3
was measured using Caspase-3 cellular activity assay kit plus. Results After CD40 stimulation, an increase of inhibition on CD40
positive cell line AS49 proliferation was confirmed when vinorelbine was added (P<0.05). However, no significant changes were
shown in apoptosis and cell cycle (P>0.05). On the other hand, the activity of Caspase-3 was substantially decreased (P<0.05).
Conclusion Stimulation of CD40 can increase lung adenocarcinoma cell line AS49 sensitivity to vinorelbine, which may be
through a non-apoptosis, Caspase independent mechanism, and not associated with the inhibition of cell cycle.
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C b Fig 1 Effect of sCD40L combined with vinorelbine on the proliferation of
A549 cells observed by microscope. A, B, C or D showed a representative
microscope field. The number of survival cells was obviously reduced when
vinorelbine was added accompanied shrinking of the cell volume, emerging
of a spherical shape and falling off of cells from the culture capsule wall, and
this phenomena was most obvious in the group of sCD40L combined with
vinorelbine. A: blank; B: sCD40L; C: vinorelbine; D: sCD40L+vinorelbine.
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Fig 2 Effect of sCD40L combined with vinorelbine on the cell cycle
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Fig 4 Effect of sCD40L combined with vinorelbine on the Caspase-3
activity of A549 cells (%, n=3, Mean*SD)
sCD40L+vinorelbine vs vinorelbine alone, *P<0.05.

and apoptosis of A549 cells (*Mean values of the results of three
sCD40L concentration groups, sCD40L+vinorelbine vs vinorelbine
alone, P>0.05).
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Fig 3 Cells were analyzed for different phases and apoptotic rates by Pl staining
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% 1 CDAOM L AR KB EXTASA9 A A IETE R I HI1ER (n=3, Mean£SD)
Tab 1 Effect of sCD40L combined with vinorelbine on the proliferation of A549 cells (=3, Mean*SD)

Control Experimental
Group
Absorbance (A) Absorbance (A) Inhibition rate (%)
Undisposed 3.282+0.353 2.726+0.349 16.94%+10.63
sCD40L 3.131+£0.341* 2.579+0.356* 22.18+9.45*

Pretreated with sCD40L vs undisposed, *P<0.05.
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