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GENOMIC IMPRINTED GENE AND ITS BIOLOGICAL SIGNIFICANCE

Zi Xiaoyuan Xiong Jun Hu Yiping

( Department of Cell Biology, Second Military Medical University , Shanghai 200433)

Abstract Genomic imprinting is an epigenetic modification of a specific parental allele of a gene, or the chromosome on
which is resides, in the gamete or zygote, leading to differential expression of the two alleles of the gene in somatic cells
of the offspring. There are now more than 25 identified imprinted genes in human and mice. They have some common
features such as clustering of imprinted genes, asynchrony of DNA replication of imprinted genes, temporal and spatial
regulation of genomic imprinting, conservation of imprinting and imprinted genes code for RNAs. The molecular mecha-
nisms of genomic imprinting is relative to DNA methylation of the imprinted genes especially CpG dinucleotides methyla-
tion closely. Differentially methylated regions ( DMRs) are important for the expression of imprinted genes. Imprinted
genes are involved in fetal and placental growth and cell proliferation, and the alteration of normal imprinting patterns
gives rise 1o numerous human genetic disease including cancer.
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