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[ Abstract |
14.2 ,induces apoptosis by hydrolization of Ap3A and change of mitochondrial potential. The changes of

Fragile histidine triad ( FHIT) gene, a tumor suppressor gene which locates at 3p

FHIT, which include homozygous deletion, microsatellite instability (MSI) , loss of heterozygosity ( LOH)

and methylation of FHIT gene promoter, play an important role in the pathogenesis of laryngeal squamous

cell carcinoma( LSCC). FHIT gene may be the new target of gene therapy for LSCC.
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