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Abstract: Objective To investigate the inhibitory effect of morin on the cell cycle progression and prolif-
eration ability of lung adenocarcinoma cells by regulating the transforming growth factor g1 (TGF-1)/Smads
signaling pathway. Methods Human lung adenocarcinoma cell line A549 was used for in vitro experiments.
Different concentrations of morin (0,30,90,150 pg/ml) were used to treat human lung adenocarcinoma cell
line A549. Cell survival rate was detected by CCK-8 method, cell cycle distribution was detected by Hoechst
33342 staining method.cell proliferation ability was detected by clone formation assay,cell invasion ability was
detected by Transwell invasion assay,cell apoptosis was detected by TUNEL staining method,and the expres-
sion levels of TGF-B81/Smads signaling pathway related proteins were analyzed by Western blot.
Results CCK-8 experimental results showed that the survival rate of A549 cells in the morin-treated group
significantly decreased with the increase in morin concentration (P <0, 05). The results of Hoechst 33342
staining showed that the proportion of G, phase cells in the morin-treated group significantly increased, and
the proportion of S phase and G,/M phase cells significantly decreased (P<C0. 05). The results of the colony
formation assay showed that the number of colonies formed in the morin-treated group was significantly less
than that in the control group.and the colony formation rates in the 90 pg/mL and 150 pg/mL groups were
reduced by approximately 50% and 70% respectively (P <C0. 05). Transwell invasion assay results showed
that the number of invasive cells in the morin-treated group was significantly reduced (P <C0. 05). TUNEL
staining results showed that the proportion of apoptotic cells in the morin-treated group significantly increased
(P<C0.05). Western blot results showed that the expression levels of TGF-81 and p-Smad2/3 in the morin-

TEE R EIRIE T R 3 AT T, 30 10558 B I 10 Sk B W R RS . © SB4E 1B , E-mail: lugiang01030@163. com.,



e 2514 - E [ E ¥ 407 2025 45 10 A% 46 %% 20 #  Int ] Lab Med,October 2025, Vol. 46, No. 20

treated group were significantly reduced (P <C0. 05),and the expression level of Smad7 was significantly in-
creased (P<C0. 05). Conclusion Morin blocks A549 cells in the G, phase by regulating the TGF-1/Smads

signaling pathway,thereby inhibiting cell proliferation,reducing cell invasion ability,and inducing cell apopto-

sis. This indicates that morin has potential application value in the treatment of lung adenocarcinoma.
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