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Abstract

It was reported that the cyclooxygenase-2
(COX-2) and its products were over-expressed
in many malignant tumors. Non-steroidal anti-
inflammatory drugs (NSAIDs) can inhibit COX
activity, and also can reduce proliferation,
enhance apoptosis, decrease angiogenesis
and invasiveness of tumor cells. Hepatoma
is one of common malignancies worldwide,
and its prognosis is still extremely poor and
the cellular mechanisms contributing to
hepatic carcinogenesis are relatively unknown.
Therefore, the prevention and treatment
of liver cancer are limited. At present, it is
important to find new drugs and investigate
their action mechanisms. This article provides
a brief review on the research progress of COX
inhibitor in the prevention and treatment of
hepatoma.
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