StNATE=RRFESMEDRABTH
BI{ER

oW BRRAE? ERH 2 BRR R
CLHTIT A BE 25K 55— I PR PS5 B, WU U 3100535 2.7 11449 i B B, #7100 310022)

O OE.(AM] FITEEEE IR ASA9 MR T R AR E R L [ ] B R A v
(5~40WM) 1ty 22 8 25 1E H T 1l g 40 M Bk AS49 40 A , LA MTT 75 46 22 8 28 A 7] ¥k BE (5~40pM)
TE TR A [6] 55 (3.6,12 .24 48 h) Xt AS549 41 i (%) 411 il 15 5 =, 3t =X 200 Jt A ARG D 400 At 9 7%
DCFH-DA #5412 €2 37 346 I 41 i P4 5 14 %6 (reactive oxygen species, ROS)ZE 1k , i 18 B2 bb 2
P2 1 Kz I P — 8% (malondialdehyde , MDA ) , Western blot #5illl Bel-2 Bax 1 HSP70 ) 2Rk, [ 45
] 20uM 28 Z RN 120 A1 24h B 40 58 5 306 30000k 32.17% Fi1 52.16%, £ %
X AS549 4 A A 4 A0 AR FH 52 550 RS TR I . ASA9 20 [ R T S RIIR E S bl 5 25 5 R )
W MG A, 2R R AL TS 40 P T Tk R S PR AIG, T R S M R R HSPT0 I b
TR, Bax/Bel-2 FCAE 3G (4516 135 35 25 ] 85 Il e 20 i o9 80 T0 708 JEOPR 285, DT 412 32 Fof 93 40 it
T,

KRR LR I T U R VR s T 70

FE %S R734.2 SCERARIRAD ;A X E 8-S :1004-0242(2015)03-0229-05
doi:10.11735/1.issn.1004-0242.2015.03.A013

Role of Oxidative Stress on Curcumin Induced Lung

Cancer Cell Apoptosis
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2. Zhejiang Cancer Hospital , Hangzhou 310022, China)

Abstract: [Purpose ] To investigate the effect of curcumin on the proliferation and apoptosis in
A549 lung cancer cells. [Methods] Different concentrations (5~40uM) of curcumin treated with
A549 cells in different times (3.6,12,24 48h). The cell viability was determined by MTT assay.
The apoptosis was detected by flow cytometry. The level of reactive oxygen species (ROS) was de-
termined with DCFH-DA by flow cytometry,and malondialdehyde(MDA) was detected by malondi-
aldehyde barbituric acid method. Bel-2,Bax,HSP70 activity was assayed by Western blot. [Re-
sults ] 20uM curcumin treated with cell for 12h and 24h,the cell proliferation inhibition rate was
32.17% and 52.16% ,respectively. The inhibitory effect of curcumin on A549 cells was in a dose-
and time-dependent manner. Apoptosis and necrosis rate of A549 cells increased with concentra-
tion of curcumin. After curcumin treated,intracellular ROS significantly reduced, MDA activity
declined ,then HSP70 activity declined,Bax/Becl-2 ratio increased. [ Conclusion] Curcumin could
regulate intracellular REDOX state and promote the tumor cell apoptosis in lung cancer.
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Table 1 The apoptosis and necrosis rate of curcumin
on A549 cell
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ol @ %) (%)
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Figure 1 The inhibitory rate of curcumin on A549 cell
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Figure 2 The apoptosis of curcumin on A549 cell
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Figure 3 The ROS and MDA level of curcumin on A549 cell
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Figure 4 The Bax .Bcl-2,HSP70 protein level of curcumin on A549 cell
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