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[ Abstract] Narciclasine( NCS), a hymenocallis littoralis alkaloid extracted from the bulbs of the genus
Narcissus in the Lycoriaceae family, has been proven to have significant anti—tumor activity against a variety of
tumor cells. The antitumor mechanisms of NCS are diverse and NCS exhibits antitumor effects through different
pathways, which adapts to the current trend of developing multi—target anti—tumor drugs. This review introduces the
research progress of the anti—tumor activity and mechanism of NCS in recent years based on the inhibitory effect of
NCS on gastric cancer cells, oral cancer cells, polymorphous glioblastoma cells, colon cancer cells, breast cancer
cells, melanoma cells and primary exudative lymphoma cells, aiming to provide ideas and references for the
research and development, and design of NCS type anti—tumor drugs in the future.
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M 40 f 4 2 -8 (interleukin—-8, I1L-8), #ik[H FHB
& -4 ( chemokine ligand-4 , CCL-4), #{LH-FHC

&£ -22( chemokine ligand-22 , CCL-22), Fms #H%
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SR FRIBAKE; IF B NCS i 1 5 g5 40
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7 P 1 (extracellular signal-regulated kinase, ERK)
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kinase, JNK)W| L. M5 ERK. p38 Fl JNK
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— Ay SE I P FH ERK B0 5 (U0126) . p38 41
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