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[ Abstract] Integrin-linked kinase (ILK) has been found
for twenty years, and its biological characteristics have been ex-
tensively studied by multi-discipline. At present, studies of ILK
are mainly focused on its roles in angiogenesis, tumor formation,
and tissue fibrosis, etc. In recent years, the regulation effect of
ILK in angiogenesis attracts attention of researchers. The studies
showed that ILK can stimulate the secretion of angiogenic factor,
promote the proliferation and migration of endothelial cells and
inhibit their apoptosis, and therefore play an important role in
the regulation of angiogenesis. Further research on molecular
mechanism about the role of ILK playing in angiogenesis may
provide an effective method for the treatment of some diseases.
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