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Abstract

AIM: To investigate the clinical significance of
expression of gene associated with retinoid-
interferon-induced mortality-19 (GRIM-19) in
hepatocellular carcinoma (HCC).

METHODS: The expression of GRIM-19 mRNA
and protein in 40 cases of HCC tissues and
matched non-cancerous tissues was detected by
reverse transcription-polymerase chain reaction
(RT-PCR), immunohistochemistry and Western
blot. The correlation between GRIM-19 expres-
sion and clinicopathologic features of HCC was
analyzed statistically.

RESULTS: The expression of GRIM-19 mRNA
was significantly lower in HCC than in matched
non-cancerous tissue (0.40 £ 0.31 vs 0.56 + 0.67,
P < 0.05). The positive rate of GRIM-19 protein
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expression in HCC was significantly lower than
that in matched non-cancerous tissue (47.5% vs
80%, P < 0.05). The expression level of GRIM-19
protein was also significantly lower in HCC than
in matched non-cancerous tissue (0.30 = 0.29 vs
0.57 £ 0.10, P < 0.05). GRIM-19 expression dif-
fered significantly between patients with stages I
+ 1I disease and those with stages III+IV disease
(0.57 £ 0.38 vs 0.30 + 0.20, P < 0.05) as well as
between patients with and without portal vein
thrombosis (0.04 £ 0.02 vs 0.44 + 0.32, P < 0.05).
The expression of GRIM-19 was negatively cor-
related with serum AFP (r = -0.352, P < 0.05).

CONCLUSION: Decreased GRIM-19 expression
is probably a significant event in the carcinogen-
esis of HCC and may be associated with tumor
development, progression and invasion.

Key Words: Gene associated with retinoid-interfer-
on-induced mortality-19; Hepatocellular carcinoma;
Reverse transcription-polymerase chain reaction;
Immunohistochemistry
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