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Influence of dabigatran on thrombin induced contraction and proliferation of human airway smooth muscle cells”
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[Abstract] Objective To investigate the effects of dabigatran on thrombin-induced contraction and proliferation of human
airway smooth muscle (HASM) cells. Methods The primary cultured human bronchial smooth muscle cells were used in this ex-
periment. The immunofluorescence method was used to observe the morphological changes of HASM cells contraction,and the a-ac-
tin protein relative expression was analyzed by Western blot. The proliferation ability of HASM cells was assessed by cck8 assay.
Results Dabigatran could significantly inhibit the thrombin induced HASM cytoskeleton reorganization and q-actin protein expres-
sion (P<C0. 05). In addition,in the comparison of the stimulated proliferation ability of HASM cells among Ang|l , TGF-8, , PDGF,
and Mch and thrombin, thrombin was stronger than Ang [l ,and was second to the 10% FBS (P<C0. 05). Moreover, thrombin-in-

duced HASM cell proliferation was inhibited by dabigatran in a concentration-dependent and time-dependent manners (P<C0. 05).

Conclusion Dabigatran can significantly inhibit the contraction and proliferation of HASM cells induced by thrombin.
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