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Abstract:The comb gene family is a group of regulatory genes consisting of a variety of transcription
inhibitors, mainly related to cell cycle and proliferation. Bmi-1 is one of the genes that play an impor-
tant role in regulating stem cell division and proliferation. Bmi-1 gene is highly expressed in many ab-
dominal tumors. This means that the proliferation of abdominal tumor cells can be inhibited if the ex-
pression of Bmi-1 gene is interfered with. Therefore,Bmi-1 may be a new target for biotherapy of ab-
dominal tumor. Studies on Bmi-1 gene in abdominal tumors were summarized in this article.
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