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BH WA R PME AS49 G T8N L HNUE . Ak R IENE AS49 41, 43 10, 20, 40,

80 umol/L /TR #/EH T A549 40 fi; MTT 72450 AS49 4H fu 158 % ; Western blotting 67l 58 — B R g 1 A% 58 &1 (PARP),
Bel-2 B R IE/KF: RT-PCR #5ll bel-2 mRNA K135 Annexin V/PI MUALEAI AS49 40HT R, R FEE %
WREERIHE R, AS49 A0 MRS SR I B, BRI FE X (P<0.05); Western blotting 7k PARP [ 8 L7 14 i

N, Bel-2 #ik By, RT-PCR 455 7R bel-2 mRNA #3580/ 0.

10, 20, 40. 80 umol/L Jr3gZ AT A549 4AfIyd T

AN (2.41£0.072) %. (10.56+£0.054) %. (15.32+£0.071) %. (28.98+0.012) %. (78.24+0.064) %, Z=HHG 4
N (P<0.05), 56 SRR E Bel-2 kA b S E AS49 40T,

KR P E, flw AS49 40, 40MUHTS; Bel-2; B
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HBFFURE R TS ER A WA AR U — Pl s 2K
J85Y, S TR B R U, e
RE 1% 15 T 22 o oo 4 i g 1O AR HIE 5T DA
AS49 A HIRE NI B, WE9E T s 0 L S
TN R HALH o
1 w8

NI AS549 40 Budk b R B RFK 5 B e s
B Birnscie w5 ft. s (5341 98.3%).
WAL IANBE (PI) M RNase I4T Sigma /A7, PARP.
Bel-2 —$i04T- CST /A7), AnnexinV-FITC/PI 1
Rk ) G B b SR E P HE ARG R AT
2 HiE

Yt HER: 2011-01-08

2.1 YHAEES

AS549 A1 Z SR T RPMI 1640 K578, W
T 10% M6, 1% (F% % 100 UmL, #E%
# 100 pg/mL), 37 C. 5% CO, H A IR 77
2.2 MTT EHNARRE AS49 20 Am Ay HEFE N H)

NG IR AS49 AN MY, IO EAE K 4 i LA
3X10° R T 96 FLAR. 4R I EE 5 23 53 I A A ]
WM (0. 104 204 40. 80 pmol/L), 734
Rig% 24 f1 48 ho FFAIW 4 NE L. FIELF A S
g/L [F) MTT 20 pL 4k4E5575% 4 h, 1000 r/min 250 5
min, 7 Eif. AR5 &L T A DMSO 100 uL,
37 CiE% 15 min, HAELXWOIUECRRME. Hl
PRI E BEFLAE 570 nm P FIOBOLIE (4) 18,
TS A0 NS A s

k= OO IRAL A H—MZHFL A (D /AIRAL A4 (8
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2.3 Western blotting #&i A549 ZAARAFTHEX
EQNHEMRIEE

PEBON B K3 A549 40, L 2 X 107 /4L %
PRt T 6 fLAcH . BEALAr A A 04 104 20, 40,
80 umol/L T3 AEM 24 h, 2L 24 an e, 42
BRE e, HEEwRENERAE (BSAE Mg
MR . A S5 R0 I A0 B R T i 2%
MRVARR G, AT 10%t e L0 IR 40 58 1R 445 Tk Jre ot
JKHLYK (SDS-PAGE), ## R HIRLT 4RI 5%
A4 F 37 ‘CEAI 30 min, RN WERRIR T AZHE
FAEW (PARP). Bel-2 [f—4iH 4 CIH . X
HH TBST $ed ), s i S Y ibrac i) —
Pr (1:500) =EBFE )G, ECL B,

2.4 RT-PCR #2 bel-2 mRNA Ri&

AL ELE “2.37 Wik, WAEAN M, KA
Trizol X FHAN L RNA, S5 JIE B ok e b P G il
RNA Ff i1 5e 80k . — kit T RT-PCR &3, LA
B-actin fE A NS . S _BilgA: T AW TREE AR
5% AW AE A M. Bel2 EdF5I A 5-
CTTCCAGCCTGAGAGCAACC-3’, N5 A
5’-CATCCCAGCCTCCGTTATCC-3’, B-actin _L-J 5|
Yk 5°-GATTTGGCACCACACTTTCTA-3", Filf5l
Wl 5°-GCAGGATGGCATGAGGGAGCG-3’. RT-

PCR W 4AF: 50 ‘C. 30 min, 95 ‘C. 15 min,
94 C. 60s, 65 C. 60s, 72 C. 60s, 30 PMEHL;
72 CH¥H 10 min.PCR ¥ 1414 Biometra #UFHIML o
PR SR 2 BE I 1.2 % S Akt ile b pkoAsri o
2.5 IRSCZBAR(SCRE 2B AE T

ML) “2.37 TJrik. AbEE 2 h fE WAl
W, FEEEEN MU E 1} 10° 4 /mL, F¥ PBS Biik
g 2 ¥ FF . IO 100 pL YRl & & g ph i
BJ5, A 10 pL AnnexinV-FITC 4(f, JRAJE =
IRIBEEHRE 15 min, M0 200 uL (0 YkHEE 5 22 il
15 uL PI 449 (50 mg/L), ##E 5 min, 7 BJHT
WA AT, I 3 K
2.6 FitEDH

SIS AR ] SPSS16.0 BEAT /04T, Hd %)
PERE RS LSS iy i
3 #R
3.1 MTT E4&N L0 patEFE HD ) 2

AN R BE TR R AT AS49 i 24 h 5, &40
(1) 3G G0 T 2 S 3 e s, TSR R AL B 48 h Al
(1) 240 P A 2 B S s T R BE A 24 h ()4
R, ERAGEIHEEN (P<0.05). 5, FHE
RERS U AN AS49 dnfurmibsy, HHEAAFE
MR FOIF RAROREE . 25 R WAR 1.

F 1 FRENTAmRE AS49 AR IEEMHIER

Table 1 Inhibition of apigenin on lung cancer A549 cell proliferation

. . 24h 48 h
A o C/(umol-L™")
A FHI 2R/ % A FHIZR /%
o 1 - 1.74+0.064 — 1.26+0.052 -
IR 10 1.51+0.075 13.22 0.9840.086" 22.42
20 1.3240.017" 24.14 0.8640.035"" 31.75
40 1.07£0.047" 38.15 0.4240.039" 66.67°
80 0.4340.053™ 75.29 0.20+0.049" 84.12°

S RALLLE: TP<0.05 TP<0.01; SIAKEE 24 h L “P<0.05
"P<0.05 "P<<0.0lvs control group; “P<0.05 vs 24 h of same concentration

3.2 Western blotting 3| PARP % Bel-2 HJ3Ri%
PARP [HBYV)RE AN P T 2 /b osR
REfg A PARP [BIUIEG N, M T E A Bel-2
() E R k> . 45 RO 1.
3.3 RT-PCR #&ill] bel-2 mRNA B9%5 R 7K
Froe AN AS49 4100 24 h )5, BHAERIE
PIHE ST, bel-2 sk IE M FAR, B8 o 26
U AEE ST ACT R TR L N bel-2 IRk,
5K 2,

3.4 Annexin V/PI UL R AR NNE T
T3 A SR, 04 10+ 20+ 40+ 80 pmol/L
TR FAMMPI TN (2.41£0.072) %
(10.56+0.054) %. (15.3240.071) %. (28.98+
0.012) %. (7824+0.064) %, LHXIIEAIMLLZER S
F (P<0.05), PR ENT AS49 gL T 15 S
O BAT TR A o
4 it

g H AL T At B AESE N I 28 1 4. ARd7
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Fig.1 Expression of PARP and Bcl-2 in A549 cells

after apigenin treatment

bel-2 =
B-aCtin m
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B2 FREERAE A549 488 bel-2 mRNA BIFER KT
Fig. 2 Transcription level of bel-2 in A549 cells

after apigenin treatment
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FRT L R 12 2 R A5 10128 %2 s T B AR
P, ARSNEN. EHE K, TR
il Bel-2 [I3IE, AR5l A549 4Bk 1.

Bel-2 LD & — A U AR, R LA 5in 40 i o
DNA #5343 A7 (3T, 40 2 2ty 25 s i
AL LA 1 WFSTRNT, Bel-2 2 2Rk g1
WK, 1 BERILTN Bel-2 RERS ISk
B IRIE AT WA B C PRI AT
HIE T BEA, EEBRERKN TR AKME T,
AL (ROS) B4 AL 5 304l MAE T2 it 2S5 N,
117 Bel-2 Ak s 480 B R AR et
AT, 98D B ROS BT SR T ks
HENS 7L S AL 55 K] Bel-2 (R3E, ol

REA SRR U5 M AS49 4i B T-HLHl.

VA N (e ek 7/ R G A Z L
Wi AS49 T, AR NN, H52
Setbyy A BT B R BNS, BRIE, rSeRA
REVE D Blpr B A B Ay 255, N R il 1) o
PHERES R TT .
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