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GENOMIC IMPRINTING AND HUMAN DISEASES
Zi Xiaoyuan Xiong Jun Hu Yiping

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

Abstract Genomic imprinting is related with some human diseases closely. BWS sometimes invovies parental origin-spe-

cific germline chromosomal rearrangment and uniparental disony. PWS and AS are also invovled some abnormal imprinted
genes. Turner’s syndrome is related with X chromosome imprinted. A wide varety of tumor types have been shown to
undergo loss of heterozygosity( LOH ), uniparental disomy( UPD ) and loss of imprintint( LOI ). And LOI is one of the
most common alternations in human cancer. Because LOI may be reversible and tumor with LOI ofien shows increased
methylation of the H19CpG island, the inhibitor of DNA methylation or drugs with simillar effects may be useful in the

treatment of tumor with LOI.
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