H27 B2 W EFRmERF SRR E Vol.27  No.2
2006 4F- 4 J International Journal of Pathology and Clinical Medicine Apr. 2007
)
FHIT B E SHERN X R KR
EY SO BUR FR
(B ERE - ARERFEM, K il 528300)
[HE]  MHHEARBKR =JE4K (fragile histidine triad, FHIT) & B 45 F % &, /4 3pl4.2 X, B T4 2.8 = 5 4 (His-

tidine triad ,HIT) JX B 7%, 2 % | ANFAEMAL S Fo b BB A AL RGP RER, TR EIZBIFF@RATHEA
I AR o ISP A4 FHIT 2B & F AL 48 5% JFHIT Z & R A T, FHIT KB &9 2R 5 & 69 it 42
W AR R ERRF SR RRBEARARA X, FHIT JK B 69 8T AT 20 M P 2T IR A0 F 48, 5T AR A AT
5 & TG — AT 5T AT

[KRER] G REARBR=BAAR; HEAR
[hE#H%ES] R35.7 [ X#kRIRAE] A [XEHS] 1673-2588(2007)02-0112-04

Relationship between FHIT gene and liver cancer
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[ Abstract] Fragile histidine triad ( FHIT) gene lies in the chromosome 3pl4. 2 and belongs to

HIT gene family. It is the first anti-oncogene which associates the fragility site with tumor. It can sup-
press tumor probably by inducing cell apoptosis. There exist hypermethylation, abnormal transeription of
FHIT gene and down-regulation expression of FHIT protein in liver cancer. The alternations of FHIT gene
correlate with several clinic pathological indicators such as progression, invasion, relapse rate, and sur-
vival rate of liver cancer. The alternation of FHIT gene is an early and frequent event of liver cancer, and
FHIT gene as a new molecular indicator of liver cancer can monitor the prognosis of liver cancer patients.
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