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Abstract

the major factor for mutation in DNA and it will
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Deamination of bases is regarded as

induce transition mutation if the products of
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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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Progress in Molecular Biology of BNLF-1 Gene
of EB Virus. MA Xianyong, CAO Ya, YAO

Kaitai ( Cancer Research Institute, Hunan
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China) .

Abstract The BNLF-1 gene located in UssTR

region of EpsteimrBarr virus genome encodes a
latent membrane protein (LMP-1). As the pro-
tein can transform B cells and plays a key role in
the carcinogenesis of EB virus, so it has become
the “ hot spot” of studying for the diseases rela
vance to EB virus, such as nasopharyngeal carci-
noma, Burkitt's lymphoma, Hodgkins disease
ete, and also the molecular biology of EB virus.
A series of achievements have been achieved, the
progress in following aspects are reviewed: 1.
the structure and expressing regulation of BNLF-
I gene; 2. the structure and biochemical func
tion of LMP-1 protein; 3. the biological function
of LMP-1; 4. looking forward to the future.

Key words Epsteir Barr virus, BNLF-1 gene,

expression and regulation, structure, function
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