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[ Abstract ] Background and objective Thymosin beta 10 (TB10) is one of B-thymosin family members, has a
highly conserved polar 5 kDa peptides. This peptide is now regarded to be a small actin-binding protein and thereby induce
depolymerization of the intracellular F-actin networks. Alteration of T10 expression may alter the balance of cell growth, cell
death, cell attachment and cell migration. TB10 also affects cell metastasis as well as proliferation, apoptosis and vasculariza-
tion of cancer cells. But function of TP10 appear to be rather different between cancer cells, and the molecular mechanisms
of B-thymosins to regulate cell apoptosis and proliferation in NSCLC (non-small cell lung cancer) cell lines are unclear. In
this study, we used lung adenocarcinoma cell line A549, added TB10 or down-regulated the expression of TP10. We observed
the change of apoptosis, proliferation and cell cyclin ability in A549 and the mechanisms underline them were also identified.
Methods After AS49 was treated with 100 ng/mL recombinant human T{10 or siTB10, apoptosis rate of AS49 and cell cycle
distribution were detected by flow cytometry (FCM). CCK-8 assay was employed to determine the proliferation of A549. The
mRNA level of P53, Caspase-3, Cyclin A and Cyclin E were determined by real-time PCR. The protein level of P$3, Caspase-3,
Cyclin A and Cyclin E were detected by Western blot. Results Add TP10 can inhibit the apoptosis and prompt the prolifera-
tion of A549. It can also increase the cell rates of S-phrase and G,/M-phrase, decrease the expression of P53 and Caspase-3,
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but increase the expression of Cyclin A and Cyclin E. Interferance of T10 can prompt the apoptosis and inhibit the prolifera-

tion of AS549. It can also increase the cell rates of G,/G,-phrase, increase the expression of P53 and Caspase-3, but decrease

the expression of Cyclin A and Cyclin E. Conclusion In lung cancer cell line, TB10 can inhibit the apoptosis by increase P53,

drive cells into the S and G,/M-phase, prompt cell proliferation by increase the expression of Cyclin A and Cyclin E. Tf10 may

become a potential biomarker and therapy target for non-small cell lung cancer.
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Fig 1 Apoptosis rate of cell was detected after T310 or siT310 treatment by FCM assay. A: Add TB10 in A549 can inhibit the apoptosis rate,
whereas transfection of T310 siRNA can prompt apoptosis; B: Transfection efficiency of T810 siRNA was detected by Real-time PCR. **P<0.01.
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Fig 2 The proliferation and cell cycle of cell was detected after T310 or siT310 treatment by cell was detected after T310 and siT310 treatment by

CCK-8 assay and FCM assay. A: Add TB10 in A549 can prompt cell proliferation, whereas transfection of T310 siRNA can inhibit cell proliferation; B,

C:The cell cycle changed significently after T310 or siT310 treatment.
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Fig 3 The mRNA and protein level of Cyclin A, Cyclin E, Caspase-3 and P53 were detected by Real-time PCR and Western blot. A: The change of
Cyclin A, Cyclin E, P53 and Caspase-3 mRNA level after add TB310 or transfection of T310 siRNA in A549; B: The change of Cyclin A, Cyclin E, P53 and

Caspase-3 protein level after add T810 or transfection of T310 siRNA in A549. **P<0.01.
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