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[ Abstract)
11p15. 1-p15. 2. Various biological functions of TSG101 have been postulated. These functions include

TSG101gene is a novel candidate tumor suppressor gene which is mapped to chromosome

ubiquitination, transcriptional regulation, endosomal trafficking and cell proliferation. TSG101 contains at its N
terminus a region with high homology to ubiquitin conjugases. TSG101 has been found to have association with
various human tumors. Its aberrant transcripts occurred in acute myeloid leukaemia and breast cancer and some

other cancers. TSG101 was proposed to be a dominant negative regulator of ubiquitination. TSG101 is both

necessary and sufficient to account for the activity exhibited by the HIV-1 L-domain.
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