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ABSTRCT: Lung cancer is one of the main causes of human deaths due to malignant tumor.Epidermal growth factor

receptor tyrosine kinase inhibitors (EGFR-TKIs) is an effective treatment for advanced non—small cell lung cancer

(NSCLC) with EGFR mutations. However, the majority of patients can produce the resistance to EGFR-TKIs after

months treatment, which seriously hindering the treatment continues.Traditional Chinese medicine (TCM) in altering?

EGFR-TKIs resistance has its feasibility and applicability.Here, we show the developments on TCM in altering?

EGFR-TKIs resistance.

Keywords: Traditional Chinese medicine, non—small cell lung cancer, EGFR-TKIs, Drug resistance
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The outlook of Garlic sulfur compounds develop as Hydrogen sulfide donor drugs

LI Fengjie, ZHANG Jinyan, HE Ping, LI Yikui (Institute of Basic Medical Sciences, Xiyuan Hospital, China
Academy of Chinese Medical Sciences, Beijing Key Laboratory of Pharmacology of Traditional Chinese Medicine,
Beijing 100091, China )

Abstract:  Garlic is a traditional Chinese medicine, Garlic sulfur compounds is the main active ingredient of garlic.
The disorder of CSE/H2S system closely associated with cardiovascular pathogenesis. Garlic sulfur compounds acting as
the donor of exogenous H2S generation or participating in generation of endogenous H2S to play cardiovascular effect.
Through consulting domestic and foreign references, the cardiovascular effect of garlic sulfur compounds and the
relationship of garlic sulfur compounds and CSE/H2S system are reviewed, to provide a certain reference for the
development of garlic sulfur compounds as hydrogen sulfide donor drugs.
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