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CpG Methylation and Gene Regulation. Kang
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Shanghai 200433, China).
Abstract The methylation and demethylation

Fudan University,

of cytosine in CpG dinucleotide plays an im-
portant role in regulation of mammalian gene
expression. There are two kinds of promoters
in mammalian genome: CpG-island promoters
and CpG-deficient promoters. Two protein
factors influence gene expression by interac-
ting with methylated CpGs. CpG islands also
have useful applications in genome analysis.
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K FEEFM /NG PREI, EHEZHA
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WoR FRE/ER. S. K. Karathanasis B %3
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—2052~—192 bp HE, ffiliAKE—256~
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Abstract

portant plasma protein which plays an essen-

The apolipoprotein A-1 is an im-

tial role in transportation and metabolism of
lipid, and its gene expression shows evident
tissue-specificity, species-specificity and de-
velopmental stage-specificity. By the coopera-
tion of the cis-acting elements, eg. the liver-
specific-enhancer at the 5’ upstream region
and the positive or negative transcriptional
factors such as ARP-1, HNF-4, RXRa, the
apo A-1 gene is regulated to express specifi-
cally.

Key words apolipoprotein A-1 gene, gene

expression, regulation
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