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Mechanism and clinical research progress of
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Liver cancer is one of the malignant tumors with high morbidity and mortality in the world and China with

Abstract
poor treatment effect, which brings a heavy economic burden to patients. As an ancient drug, aspirin has been
found to have many miraculous therapeutic effects against many diseases including tumors. In clinical review and
basic research, it has been found to have a definite preventive and therapeutic effect on liver cancer. For decades,
mechanism of anti-hepatocarcinoma by aspirin has been gradually revealed.
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