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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-
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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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Abstract

and endothelial cells is mediated by cell adhesion

The interaction between leukocytes
molecules. There are three families of adhesion
molecules which play important roles in cell
adhesion. They  are  integrin  family,
immunoglobulin superfamily and selectin family.
The initial stage of adhesion is mediated by
selectins and the firm adhesion is formed there
after by the binding of CDI11/CDI8 complex
with ICAM- 1.

tory factors can induce cell adhesion mentioned

Certain cytokines and inflamma-
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above. The interactions among different adhe
sion molecules are very complicated. Antibodies
directed at adhesion molecules, soluable adhesion

molecules, oligopeptides with high affinity for

Prog. Biochem. Biophys. 1998; 25 (5)

the binding sides of the adhesion molecules, and
some drugs can block the adhesion.
Key words

cell, adhesion molecule

adhesion, leukocyte, endothelial
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