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WE - MEEBMHEEE Kiss-1 " EFETAREHAR, KRB E B R Kisspeptins 5AKMILG BEER
BB R & T AATT LA 40 B 5% A SR AL Ak K 0 T 35 3h B A B I T EL BT LA A MMIP-9 B 3Rk LA
BREREQZE NTIXAMEHMEARRERNEBHER. Kis 1l ERENERENEEIBPOER
HRiMkZELHRE TAHRTE—SHRIEL.
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Abstract; Kiss-1 gene is a metastasis suppressor gene in various normal human tissues. Its
kisspeptins binding with the human orphan G protein coupled receptor, not only make cells local
adhesion, and in turn prevent tumour cells movement, but maintain the integrity of basement
membrane by restraining the expression of MMP-9. Thereby kisspeptins can restrain tumuor
cells from invasion and metastasis. As tumuor invasion and metastasis is a complicated process,

in which the function of Kiss-1 gene is not clear now, a further study needs to be conducted on
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