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Despite major advances in curative and palliative approaches, hepatocellular

carcinoma (HCC) is still the third leading cause of cancer-related death worldwide. M1 monocytes
play a key role in host antitumor defenses in HCC. The majority of monocytes from early HCC stage
patients switched to the M1 phenotype (IL-12+IL-10 iNOS+cells), whereas the majority of monocytes
from advanced HCC stage patients did not switch to the M1 phenotype and continued to express M2b
phenotypic properties (IL-12 1L-10+CCL1+iNOS cells). Monocytes from advanced HCC stage patients
showed M1 polarization after treatment with CCL1 antisense oligodeoxynucleotide (ODN). Therefore,
our study indicates that anti-HCC defenses of advanced HCC stage patients may be improved after CCL1

antisense ODN treatment.
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