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Effects of THP-1-derived M1 macrophages on apoptosis, proliferation

and migration of esophageal squamous cell carcinoma cells
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Abstract: THP-1 cells are induced into classic activated M1 macrophages by LPS and IFN-y activation. M1
macrophages play an important role in the early stage of tumorigenesis. M1 macrophages can recognize and
remove tumor cells, but the specific regulatory effect on esophageal squamous cell carcinoma cell line Ecal09
is not clear. In this study, the model of co-culture of M1 macrophages derived from THP-1 cells with
esophageal squamous cell carcinoma cell line Ecal09 was used, the expression of TNF-a and IL-15 was
detected by real-time fluorescence quantitative polymerase chain reaction (QRT-PCR), and the effect of M1
macrophage co-cultured with esophageal squamous cell carcinoma cell line Ecal09 on apoptosis, proliferation

and migration of Ecal09 cells were detected by flow cytometry and transwell assay. The results showed that
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the induced THP-1 cells adhered to the wall completely and had pseudopodia, and the mRNA expression of
TNF-o and IL-1$ of M1 macrophages was significantly higher than that of MO cells (P<0.01). Co-culture with

M1 macrophages could promote apoptosis and inhibit the proliferation and migration of esophageal squamous

cell carcinoma cells (P<0.01). The results suggest that co-culture of THP-1-derived M1 macrophages with

esophageal squamous cell carcinoma cell line Ecal09 can promote the apoptosis (P<0.01) of esophageal

squamous cell carcinoma cell line Ecal09 and inhibit its proliferation (P<0.01) and migration (P<0.001).

Key Words: THP-1; M1 macrophage; esophageal cancer cell Ecal09; co-culture
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