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Expressions of long non-coding RNAs in patients with primary hepatocellular

carcinoma of recurrent or/and metastasis after surgical resection
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Abstract: Objective To analyze the expressions of long non-coding RNAs(IncRNA ) in patients with primary hepatocel-
lular carcinoma (HCC) of recurrent or/and metastasis after surgical resection. Methods Thirty-two patients with local re-
currence within 3 years after operation,22 with distant metastasis, 17 with intrahepatic local recurrence combined with dis-
tant metastasis and 56 with tumor-free survival who were received and treated in Sichuan Provincial People’s Hospital be-
tween July 2010 and September 2012 were included in this study. The hybridization in situ method was used to detect the
expressions of actin filament associated protein 1- antisense RNA1 ( AFAP1-AS1) ,IncRNA associated with microvascular
invasion in HCC(MVIH) and metastasis associated lung adenocarcinoma transcript 1 ( MALAT-1) in the primary tumor
tissues ,normal tissues adjacent to cancer and the tissues of recurrent/metastatic lesions, and their expression levels in these
tissues were compared. Results AFAP1-AS1 ,MVIH and MALAT-1 were mainly located in the cytoplasm. AFAP-AS] ex-
pression in primary tumor tissue was down-regulated and was significantly lower than that in normal tissues adjacent to
cancer (all P <0.01) ; AFAP-AS] expression in recurrent or/and metastatic tumor tissues was similar with that in primary
tumor tissues(all P >0.05). MVIH expression in primary tumor tissues was up-regulated and was significantly higher than
that in normal tissues adjacent to cancer (P <0.01,P <0.05) ; MVIH expression in primary tumor tissues of distant metas-

tasis patients was significantly higher than that in primary tumor tissues of tumor-free survival patients (P <0.05) ; MVIH
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expression level in distant metastasis foci of patients with distant metastasis was significantly higher than that in the primary

tumor tissues (P <0.05). MALAT-1 expression level in primary tumor tissues was up-regulated and was significantly high-

er than that in normal tissues adjacent to cancer (P <0.01,P <0.05) ; MALAT-1 expression levels in primary tumor tis-

sues of patients with local recurrence, distant metastasis and recurrence combined with metastasis were significantly higher

than that in primary tumor tissues of tumor-free survival patients (all P <0.05) ; MALAT-1 expression level in the foci of

recurrent or/and metastatic tumor was similar with that in primary tumor tissues( P >0.05). Conclusions AFAP1-ASI,

MVIH and MALAT-1 belonging to IncRNA are closely correlated with occurrence and development of HCC,in which MVIH

and MALAT-1 over up-regulations are associated with recurrence and metastasis of HCC.
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