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[ Abstract] ING4 gene, a novel tumor suppressor reported recently, may suppress tumor growth through
angiogenesis repression, cell growth regulation, enhancement of p53 activity, suppression of loss of contact
inhibition and so on. Expression of ING4 is reduced in tumor tissue as compared with normal tissues, ING4

mutation in several human cancer cell lines is examined. Nevertheless, the precise effect of ING4 in
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tumorigenesis is unclear yet.
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