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(Abstract] Lung cancer is one of the malignant tumors with the fastest increases in morbidity and mortality and the greatest
threats to human health and lives. Non—small cell lung cancer (NSCLC) accounts for 80% to 90% of all lung cancers. The efficacy
of radiotherapy, chemotherapy, or surgical treatment alone is poor in relieving patients” pain and treating patients with advanced
NSCLC. In recent years, a lot of great advances have been made in the studies of traditional Chinese medicine compound alone or
as an adjuvant to Western medicine in the treatment of NSCLC. Previous studies have demonstrated that compound Rhizoma
Smilacis Chinensis improves symptoms, the quality of life, and survival time of NSCLC patients, probably by promoting cellular
immunity and inducing apoptosis of cancer cells. This article reviews the clinical, serum pharmacological, and network
pharmacological studies of compound Rhizoma Smilacis Chinensis in the treatment of NSCLC, with the aim of elucidating its
therapeutic effects and mechanisms and providing evidence for the modernization and re-development of compound Rhizoma
Smilacis Chinensis.
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