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Abstract

tathione $ transferase

The proteins expressed by the glu-
(GST) supergene family
which catalyze the conjugation of endogenous or
exogenous electrophiles with glutathione ( GSH)
are a family of detoxicating proteins, the gene
expression of which is regulated by many sorts of

A

brief review for the gene structure and regulation

compounds through different mechanisms.

mechanisms associated with the expression of
GSTs,
regulation of GST gene expression was made.
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Abstract

the major factor for mutation in DNA and it will

Hong ( Department
University, Durham,
Yumin ( Institute Medicine,

Tianjin

Deamination of bases is regarded as

induce transition mutation if the products of

Prog. Biochem. Biophys. * 409 -

deamination have not heen repaired. Now a new

sensitive genetic assay to determine quantr
tatively deamination of bases in DNA special site
has been introduced to understand the relation-
ship between DNA structure and its chemical
activities. The assay is based on reversion of a
mutant of CCC proline coding sequence which is
located in Lac Z a gene of bacteriophage
M 13mp2 from a colorless to blue plaque pheno-
type. This approach is highly sensitive; deami-
nation of a single cytosine residue in 10°
M13mp2 DNA molecules can be detected.
Besides, the kinetic rate constant of the reaction
and the activation energy of deamination can be
calculated.
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