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Abstract

Multigenes and multigene interaction are involved
in the development, recurrence and metastasis
of hepatocellular carcinoma, while aberrant gene
expression is the significant cause of recurrence
and metastasis. Researches on gene changes
and gene interaction in hepatitis, liver cirrhosis
and hepatocellular carcinoma are important for
identifying the development, elucidating the
pathogenesis, and guiding the prognosis and
therapy of hepatocellular carcinoma.
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HlHE A 2P PTEN. ppM1A. Smad2f) i1
WEZRPTEN. ppMI1AZE AR Rl F i 41 i #%
FER B4 MR b, Smad2 AN TS #2 B 40 o A%
1, HLin et al™RiE HppMI1AFRESET GF-BHLT 1)
Smad2/3 LR, 1t ppM 1AM AN KA 17 41
WK T B S mad2 40 AL AR SR, W /R LR 43 AT
75 I R AR
microRNA-21(miR-21)HFTPTEN k.
microRNAs(miRNAs) 2 EgiGRNAs, i1
R %3k, Meng et a/'"'WF 57 S 7nmiR-2 176 AT
i R G A0 i R o v 0, A TR A AR
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AN I . R ER #inmiR-211 %K
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2.1 ANGPT ANGPTHI YA 2 55 Ji) il il o
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EME, SRR k. BRBAL. Ang-
1(angiopioetin-1)f1Ang-2(angiopioetin-2) ;& ANG-
PTG . Ang-15Tie-2(Tyrosine-protein ki-
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