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The Relationship Between Adhesion, Migration
of Cancer Cells and Metastasis. JIANG Xir
nong, ZHOU Rouli ( Department of Cell Biol-
ogy, Beijing Medical University, Beijing
100083, China).

Abstract

and migrate is closely related to metastasis. Cell

The ability of tumor cell to adhere

adhesion molecules, such as selectins, integrins,
lg superfamily and cadherins mediate cellto-cell
and celk to-matrix interactions. Cell adhesiveness
changed by the different expression or distribu-
tion of cell adhesion molecules on tumor cell sur-
faces affects the metastatic potential directly or
indirectly, so it is very important for tumor cells
to separate from primary lesion and lodgement.
Tumor cell migration is thought to be a major
the

ability of tumor cells to migrate in vivo or in

limiting step in metastasis. In general,
vitro is positively correlated with their metastatic
potential. Once stimulated by motile factor,
tumor cells can promote their migration by
themselves through chemotaxis and haptotaxis,
the molecular mechanism of which is unclear at
present yet.

Key words

adhesion, migration, cell adhesion molecules

tumor cells, cancer metastasis,
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Phenanthroline Cu  Complex Induced DNA
Damage and Its Study as a Chemical Nuclease.
MA Wermrjian, CAO Ewhua ( Institute o
Biop hysies, The Chinese Academy of Sciences,
Beijing 100101, China).

Abstract Phenanthroline Cu is a complex that
have nuclease activity, it can induce several
kinds of DNA damage, including base modifica

tions, abasic sites, strand breaks and DNA pro-

Prog. Biochem. Biophys. 413 -

tein crosslinks. There is a considerable interest
on this complex in recent years in the area of free
radical biology and medicine as well as nucleic
acids chemistry, for the role of phenanthroline
Cu as a model of generating reactive oxygen
species and as a chemical nuclease.
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