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[ =] A 0] 5T E( Artemisinin )XF AE /N0 AT 2 ( non-small cell lung cancer cell, NSCLC VA E( ASTC-a-1 F1 A549
AN PR TSN, HAE T AR AL . 2 ¢k : CCK-8 BAGI 0 ~ 150 pg/ml YT 5 R ALHE 24 h A1 100 pg/ml 75 % Ab B
0.6.12.24 48 h %I ASTC-a-1 Fl A549 ZHHIEM: A2 5 BOGIE IR A BAMEBEWER 1 pumol/L STS 100 pe/ml 7 & IS5 5
mmol/L 1 M4 #%( reactive oxygen species, ROS V& FRA NAC( N-Z k2 e &2 )AL #RANAL 24 h X ANAZIE AR 52, 3 A i =X
0 ARG TN 7 5 28 B BRI NAC X 4B T A5 0 5 B3 RNA T B AR UTER Bax F1 Bak JER )5 , WEET w5 2500 40 M 35 1
BOSOMR . 45 R < 7 R AENS LUK B RIS AR5 7 XM ] ASTC-a-1 FII A549 4RAEAYHEME, 1C, 129 100 we/ml; 22 NAC ikt
G, 758 2 SRR T AR I BAR TR A BB AN, 2 3G G243 X (35 P <0.01 ), STS.75 % & Ml ei5k
4 NAC HRET L ASTC-a-1 F1 AS49 AMAEAL FEI 45 K AMMIAT: . 4 NAC FALHUS , 55 ZiB 30 ASTC-a-1 Fl AS49 4N =R
(20,4 £2.1)% F(17.9 3.8 )% , B BALT STS ZH[ (48.2 £2.6 )% ,(39.8 4.9 )% IR A Z WAL FRLA] (59.6 +
3.4)% ,(50.7 3.8 )% 1EEETRTTR(H P <0.01 ), HiE R HEETIHE Bak VUELAN MG M L THC P <0. 01 ), Wit
Bax VUERANMIGEBEA W R P >0.05 ), £ 4 : 55 HAE5 SR RP IR /N0 I 7 40 I ASTC-a-1 1 A549 4118 )ROS 5
R R T AR TR F Bak AN Bax 25 TR T 2.
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The apoptosis of non-small cell lung cancer cells induced by Artemisinin and its
possible mechanism
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gy, the First Affiliated Hospital of Xinxiang Medical University, Weihui 453100, Henan, China; 2. Department of Neu-
rosurgery, the First Affiliated Hospital of Xinxiang Medical University, Weihui 453100, Henan, China )

[ Abstract ] Objective: To investigate the effect of Artemisinin on apoptosis of non-small cell lung cancer ( NSCLC )
ASTC-a-1 and A549 cells and its mechanism. Methods: CCK-8 assay was performed to assess the effect of treatment with
Artemisinin at 0 — 150 pg/ml for 24 h and at 100 pwg/ml for 0, 6, 12, 24, 48 h on the activity of ASTC-a-1 and A549
cells. Laser scanning confocal microscope was used to observed influence of treatment with STS at 1 pg/ml, Artemisinin at
100 pg/ml alone or combined with NAC for 24 h on nuclear morphologies, and flow cytometry was used to examine impact
of treatment with Artemisinin alone or combined with NAC on apoptosis of the cells; After silencing of Bax and Bak genes
by RNA interference technology, effect of Artemisinin on viability of the cells was examined. Results: Artemisinin induced
growth inhibition of ASTC-a-1 and A549 cells in a concentration and time dependent manner ( IC,,~100 pg/ml ), and
the falling level of viability of the cells induced by Artemisinin was significantly less than untreaded cells after pretreated
with NAC ( all P <0.01 ). Treatments of ASTC-a-1 and A549 cells with STS, Artemisinin alone or combined with NAC in-
duced their karyopyknosis and apoptosis. After pretreatment with NAC, the apoptosis rates of ASTC-a-1 and A549 cells
induced by Artemisinin were ( 20.4 +2.1)% and ( 17.9 3.8 )% respectively, which were obviously less than STS
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group ( [48.2+2.6 1% and [ 39.8 +4.9 %, respectively ) and without pretreated group ( [59.6 +3.4 1% and
[ 50.7 +3.8 ]% respectively ) (all P <0.01 ). Artemisinin only increased viability of silencing Bak cells ( P <0.01 ),

but not obviously impact that of silencing Bax cells ( P >0.05 ). Conclusion: Artemisinin induces apoptosis of non-small

cell lung cancer ASTC-a-1 and A549 cells, which requires the participation of reactive oxygen species ( ROS ) and promo-

ting apoptosis factor Bak, but not Bax.

[ Key words | Artemisinin; non-small cell lung cancer{! NSCLC ); cell apoptosis; ROS; RNA interference technology
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Fig. 1 Effect of Artemisinin at various concentration
on viability of ASTC-a-1 and A549 cells
“P<0.05, ""P<0.01 vs 0 pg/ml group
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Fig. 2 Effect of Artemisinin at 10 pg/ml treating for
various time on viability of ASTC-a-1 and A549 cells
*P<0.05, **P<0.01 vs0 h group (0 pg/ml group )
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Fig. 3 ROS promoted viability decrease of
ASTC-a-1 and A549 cells induced by Artemisinin
*P<0.05, " P<0.01 vs control group

2.3 ROS 1Lk # & % F 69 ASTC-a-1 F= A549 m
AL =

Hochest 33258 4fiffit% 4L 25 5 & 4 ) B, 4
MO T BHPE 254 STS F17 5 3R S 68 5| 4 A A% 9%
45, 1 NAC FIALERA WA 2 A= 0% 4 4

T 4 ASOR I 25 SR C /S ) B, STS 4/
ASTC-a-1 Fl1 A549 ZHMLIE T-H 435351 k(48,2 +
2.6)%F(39.8 £4.9 )% ; 5 & = 411 ASTC-a-1
AS49 4HHEI TR 250 A( 59. 6 £3.4 )% FI( 50.7 =
3.8)% ;NAC + T Z 4L ASTC-a-1 F1 A549 4 g
AT (20,4 2.1 )% F1( 17.9 +3.8 )% ,3
AR IR T T IR AL, 2R A G E R X
(P<0.058 P<0.01), - HESEHMT-FE T



© 732 -

rf [ s A AT 4 2015 4E 12 H,22(6)

NAC + T R4, ERAGI2#E X(P<0.01 ),
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B & T
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Fig. 4 Effect of Artemisinin and NAC on nucleus morphology of ASTC-a-1 and A549 cells ( x200 )
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Fig. 5 Effect of Artemisinin and NAC on the apoptosis of ASTC-a-1 and A549 cells
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