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Abstract

The transformation of chronic pulmonary inflammation to lung cancer, known as “inflammation-
cancer transformation”, is closely associated with microenvironmental remodeling, gene mutation
and immune escape. In this paper, we systematically analyzed the theoretical basis and molecular
mechanisms of traditional Chinese medicine (TCM) intervening in inflammation-cancer transfor-
mation based on the strategy of strengthening vital qi to eliminate pathogenic factors. TCM com-
pound prescriptions exert multi-target regulatory effects on signaling pathways including NF-kB,
STAT3 and NLRP3, reverse the polarization of tumor-associated macrophages (TAMs), block epi-
thelial-mesenchymal transition (EMT), and modulate the intestinal microbiota. Experimental data
indicated that Shuangshen Granules reduced the number of pulmonary metastatic foci, matrine el-
evated the G2 /M phase arrest rate, and astragaloside IV decreased the infiltration of M2-type mac-
rophages. Combined with the data from the National Cancer Center and the TCM concept of preven-
tive treatment of disease, which provides a novel approach for the primary and secondary preven-
tion of lung cancer.
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