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Elucidation of the adjustment mechanism with chemokines to fibrosis in tumor develop
ment and progression.
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We investigated the cellular and molecular mechanism underlying chronic inflammati
on-associated carcinogenesis, by using mouse colon carcinogenesis caused by azoxymethane injection combine
d with repeated ingestion of dextran sodium sulphate solution.

In this colon carcinogenesis process, colon tissues produced an inflammatory chemokine, CCL3, which induce

d fibroblasts to accumulate in and around tumor tissues and to produce a ﬁotent growth factor, heparin-bin

ding epidermal growth factor-like growth factor (HB-EGF) in addition to the induction of inflammatory cell
infiltration.

These observations would indicate that CCL3 can contribute to chronic colitis-associated carcinogenesis by
regulating not only inflammatory cell infiltration but also the accumulation and functions of fibroblasts
, the cells that have crucial roles in tumor microenvironment. Thus, CCL3 can be a novel molecular target

for inflammation-associated carcinogenesis.
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