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[ Abstract] Objective To investigate the effect of pulmonary alveolar epithelial cells ( AECs) on pulmonary artery smooth cells
(PASMCs) under hypoxic conditions. Methods  First, under hypoxic conditions, rat AECs were cultured for 48 h, and the expression of
CX3CL1 protein in the cells was detected by WB, while the concentration of CX3CL1 in the cell supernatant was detected by ELISA. Second,
Transwell compartment co-cultured rat AECs and PASMCs for 48 h. MTT assay was used to detect the proliferation of PASMCs. Finally,siRNA
was used to silence CX3CR1 PASMCs,and MTT method was used to detect the proliferation of PASMCs. Results Compared with the control
group, the expression of CX3CL1 protein and the concentration of CX3CL1 in cell supernatant increased significantly after hypoxic treatment
for 48 h in rat AECs( P<0. 05). Compared with the control group,the proliferation of PASMCs increased significantly after 48 h co-culture of
AECs and PASMCs( P<0.05). After 48 h of co-culture of PASMCs and rat AECs after siRNA silencing, there was no significant increase in
the proliferation of PASMCs( P>0. 05). Conclusion Hypoxia-induced AECs CX3CLl triggers lung smooth proliferative expansion.
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