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Abstract

AIM: To investigate the expression of SOCS1
and STATS3 in hepatocellular carcinoma (HCC),
as well as their significance in the occurrence
and development of HCC.

METHODS: The expression of SOCSland STAT3
proteins were examined by immunohistochem-
istry in 48 tissue specimens from HCC and their
para-carcinoma tissues, 11 from liver cirrhosis
tissues, and 11 from normal liver tissues.

RESULTS: The positive rate of SOCS1 ex-
pression was significantly higher in the para-
carcinoma tissues than in the HCC tissues (P <
0.001), but its expression in liver cirrhosis and
normal liver tissues was negative. While the
positive rate of STAT3 expression was markedly
higher in HCC than in para-carcinoma tissues
(P <0.001), its expression in the latter was higher

than that in liver cirrhosis and normal liver tis-
sues (P < 0.001). Expression of SOCS1 was sig-
nificantly correlated with tumor size (P < 0.01).
Expression of STAT3 was correlated with the ex-
pression of alpha fetoprotein (AFP) in HCC tis-
sues (P < 0.05). There was a positive correlation
between the expressions of SOCS1 and STAT3 in
HCC (rs = 0.431, P < 0.01).

CONCLUSION: Expression of SOCS1 and
STATS3 is closely correlated with the develop-
ment of HCC. A markedly positive correlation
exists between SOCS1 and STAT3 expressions.

Key Words: Hepatocellular carcinoma; Suppressors
of cytokine signaling; Signal transducers and acti-
vators of transcription 3; Immunohistochemistry
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