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Research advance on MFG-ES involving in apoptosis mechanism and
its role in chronic obstructive pulmonary disease”
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(Department of Respiratory Medicine ,the Second Af filiated Hospital of Chongqing
Medical University ,Chongqing 400010, China)

[ Abstract] In healthy individuals,apoptotic cells are rapidly and efficiently removed by specialized phag-
ocytic cells including macrophages and dendritic cells, this process is called as apoptotic cell clearance. Under
normal conditions,the process of cellular apoptosis is strictly regulated in the body,but when the regulation of
apoptosis is imbalanced,it can cause the cell excessive proliferation or excessive apoptosis. There are more and
more sufficient evidences to support the mechanism of apoptosis in chronic obstructive pulmonary disease
(COPD) ,and milk fat globule-EGF factor W (MFG-E8) can serve as a bridge factor involving in the process
of cellular apoptosis. MFG-ES8 helps to clear apoptotic cells and inhibit inflammation reaction, thereby partici-
pates in and maintains the balance of multiple physiological systems. The research advances on the mechanism
of MFG-ES8 involving in cellular apoptosis and its role in COPD during recent years are reviewed.
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