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	英文摘要
	Apoptosis, also known as programmed cell death, is regulated by a number of inhibitory or stimulatory factors. In addition to the pro- and anti-apoptotic Bcl-2 family proteins, there is also a family of inhibitors of apoptosis protein (IAP). Epigenetics is defined as stable modifications in the genome heritable through cell division that do not involve alteration in DNA sequence. The involvement of the IAP members in experimentally-induced oral carcinogenesis is still not completely understood. Furthermore, the relationship of epigenetic mechanism with oral experimental carcinogenesis is not yet completely studied as well.

  Survivin, a member of the IAP family, has been found to be overexpressed (protein and mRNA) for DMBA-induced hamster buccal-pouch carcinomas and is regulated by an epigenetic mechanism. However, whether the expression may also be an early event remains to be established in the DMBA-induced hamster buccal-pouch model. Subsequent study using this animal model would help to clarify this proposition. For XIAP (also a member of IAP family), to our knowledge, its association with DMBA-induced hamster buccal-pouch squamous-cell carcinogenesis has not yet been studied.

Genetic alterations of p53 family (p53, p63, and p73) in DMBA-induced hamster buccal-pouch squamous-cell carcinogenesis have previously been studied in our laboratory. Hence, further study to investigate the coexpression of survivin and XIAP with p53, p63, and p73 in hamster buccal-pouch model is highlighted in order to evaluate whether the epigenetic and genetic changes caused by DMBA may interact in that epigenetic alterations may determine the effect of subsequent genetic insults in chemically-induced hamster buccal-pouch carcinogenesis, and the epigenetic and genetic changes may play a complementary role in experimentally-induced oral carcinogenesis.

Finally, the purpose of this study is to investigate the protein and mRNA expression of both survivin and XIAP during DMBA-induced hamster buccal-pouch squamous-cell carcinogenesis. Additionally, whether the expression of these two IAP members is modulated by an epigenetic mechanism is evaluated. The association of survivin and XIAP with p53 family in hamster buccal-pouch model will also be determined.

	重大成果
	The data obtained from this proposal has indicated the association of both survivin and XIAP with DMBA-induced hamster buccal-pouch squamous-cell carcinogenesis. Additionally, the expression of these two IAP members has been modulated by an epigenetic mechanism is evaluated. The association of both survivin and XIAP with p53 family in hamster buccal-pouch model has also be determined.








