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Abstract Objective: To study the effect of MLN4924 on the proliferation and apoptosis of lung epithelial carcinoma A549 cells.
Methods: A549 cells were treated with MLLN4924 at different concentrations and incubation times. The inhibition rate of cell growth was
detected using the cell counting kit-8 (CCK-8) assay. Apoptosis was observed using Hoechst 33342 and flow cytometry. The protein ex-
pression of the associated proteins in cell apoptosis, including caspase-3, NF-kB p65, and CDT1, was determined through Western blot
analysis. Results: The proliferation of A549 cells decreased when the concentration of MLN4924 increased or the incubation time was
prolonged. MLLN4924 induced S phase cell cycle arrest. The protein expression of the associated proteins caspase-3 and CDT1 was higher
than that of the control group. NF-kB p65 was lower than that in the control group. Conclusion: MLN4924 effectively inhibited the pro-
liferation and induced cell apoptosis in A549 cells. MLLN4924 treatment induced the S phase cell cycle arrest, increased the caspase-3 protein
expression, and inhibited the NF-kB pathway activation.
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Figure 1  Inhibition rate of MLN4924 in A549 cells at different time peri-
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Figure 2 Fluorescence photomicrographs of A549 cells with Hoechst
33342 staining(x200)
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Figure 3 Western blot analysis of caspase-3, NF-kb p65, and CDT1
expression by treating A549 cells with MLN4924 at different concentra-

tions

2.4 A AEASCRS I £ O TR K JE )

FHHERE ]3304 0.0.25(0.5%1Cs0) .0.5(ICs0) .1 uM
(2x1Cso) ) MLN4924 4L FRZ 48 1 f 3t X 41 SRS
TR A S AN T B MLIN4924 % B2 1) 34 Jin
SUHIR T RN, SRR T & He it B R i, O
HEASIEE (R 1,E4.5),

F1 ORI AR T R A AR R #A

Table 1  Flow cytometry of the cell cycle and rate of apoptosis after 48 h
at different concentrations of MLN4924.#*Compared with the control group
(P<0.01)

MLN4O24WREE (M) AT R (%)  SHIZM(%) P

0 7.69 £ 0.85 30.14 £ 0.35

0.25 12.97 +0.43 43.63 + 1.40*  <0.01

0.5 15.37 +0.47 48.36 + 1.38*%  <0.01

1 19.82 +0.58 56.27 + 1.45*%  <0.01

* 5T IRZA AR LE P<0.01

A:0;B:0.25;C:0.5;D:1

14 ATl B MLN4924 (M)A FH A549 20 48h J 3t =41 i AUk
2t

Figure 4 Flow cytometry of the rate of apoptosis of A549 cells after 48 h

of MLLN4924 treatment at different concentrations
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Figure 5 Flow cytometry of the cell cycle in A549 cells after 48 h of

MLN4924 treatment at different concentrations
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