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8 Gy H &M 500 M T 60 mm FEFRILP,
ANFE 3 AN AV BE IR L 25 F 0,25 pmol L
EAZE AL, 2h J550 4 T 0. 2. 4. 6. 8 Gy
y-SHER IR, AkSEE 24 h 5 BOAB RS IR,
BT 37 C. 5% CO, WG FRAE h 4k 21 57 14 d,
K% 3 R EE 46— YO i 7R 58 . ) PBS Peds 77 L9 il
FEE [ SE 10 min, 257445 30 min, HRAKMHE
T4 5 BT, AP A KT 50 AN 7
B, HEEENRE GBS %)= (hEH
I B0/ 06T R ZEL S B B0 % 100 % ) H- 22 1) 4 A7 07 2%
SKIGEE 3R, BUFIME.

1.5  HZmBEERAGH Kk SCIe

SEEG 4y 4 4H: JEH X B ZH (Control) . MZj4H
(Res): 4 Gy y-HH£EIESRT 2 h I 25 pmol- L™ 1
HPEE, RIS, FRSHAIR): 4 Gy y-SF£E IS
A 4 (Res+IR): 25 pmol- L™ FAZESEEEH 2 h )&,
4 Gy y-HT 285t BON K HGEM,  JREIH IG5
FHE 10%06 25 ML (1) 1 640 335 37 Kb B4 i £k
FAFAL S}10° NIRRT 6 FLAR, A0MGRE)S,
ot HE ZH R B 20 4 R B B 3Rk, N2 AR &2
Py & AR (25 pmol L) 3R %L, 4kelkEE 2 h
JEIRSHH AR A HLE T 4 Gy 185, 24 h J5UcsEgH
M, FHE 10 %4 MG 1 1640 37300 4 f ik &
N 5x10° mL ™" ¥ 400 pl 153 14 5 35 e B
(7.5%)E T3 £, 4 °C 20 min; HX 30 uL 405
W(5x10° mL ™5 70 ul A4 5 B AR B Bt (7.5%) 1R
SETHE— BRI L, 4°C 20 min; FHIBE 2L
i, T4 CHfE2.5h; A PBSEW)G, T4 C
LUKV BE 20 min; 20 V, 200 mA Hi¥K 20 min;
PBS &yt /E B TR 4 °'C, 20 min; AL LEE
(2 pgmL Ygett, WA KERE G T9¢ 6 S Mes T
%, FEEIEZ T 100 MEEKE, H CASP
PEEAT BB T

1.6 Western blot # & H K FE I

B B A K i, REETE A0S & 10%06 4
MBI 1 640 326K 10° mL™ (4S04
Fh T 60 mm £ 720, BT 37 C. 5% CO, H5F#46.
YR B RE f5, I 0T IR ZH R RS 2 B 4 O OB R R
3, INZGAREL A 4T o & LR EE(2S pmol- L)
Rk, B59% 2h J54A T 4 Gy B4+, 37 'C. 5% CO,
BIRAE ks RT 9% 24 h, UEEAIAR, REUSEA,

BCA VEM 8 S B AR R HL 50 ng & A3E4T SDS-
PAGE el Bk, JEId 2R H kAR s L
MR AR 2R MW M O IE(PVDF)IR L, 5%/
Rellky 8 1 h, —4i 4 “CiE, TBST el 3 k4
K 10 min, —PLERPFE 1 h, TBST JeE 3 Ik,
X 10 min, &G RA LR .
1.7  SGHESH

AL EE 3R, SHBHEH X £ £, K
F SPSS 17.0 &iit B T gt ohr, 2 A5 P

BORF SR 207 Z 500, P ZH AR UK F P T
FEAR t K5, p<0.05 NZEFEASITE L.

2 R
21 MTT &N BZE AT A RE A549 ZHiERY4HAR
=103

AN MR BE 1R (A 2E S BEAL TR 24 48 72 h g X il
S AS549 ZRMIAEIE R MR LR 1).0-25 pmol- L™
HAEPEEAE 72 h I AS49 4% 40 i 5 1 (p>
0.05), 1M 50—-100 pmol-L™" FAZESEEM 24 h JTE44:
HH I PRI AS49 20 B 40 B v 77 (p<0.05). AR A
AR 72 h JE L EEF B E 25 umol L™
VBN G BRI IR FE

1 AESENIE AS49 FRATE RN

Table 1 Effects of resveratrol on lung cancer A549 cell

viability (%, X +S)
HESEER BE /h
B /umol-'L™"  Time
Resveratrol 24 48 72
concentration
0 100.00 100.00 100.00
12.5 104.47£1.06  101.03+1.16  102.02+2.32
25 96.95+2.32 103.57+3.45  98.63+2.14
50 93.03+1.54%  78.52+1.16°  73.68+3.46°
100 88.07+5.63% 53.24+4.65°  30.77+1.38

7E: “524h, 0pmolL 'MEL, p<0.05; °548h, 0 pmolL™’
ML, p<0.05; °5 72h, 0pmol-L ' HiLL, p<0.05.

Note: * compare with 24 h, 0 pmol-L ™", p<0.05; ® compare with 24 h,
0 pmol-L ™", p<0.05; © compare with 24 h, 0 pmol-L™", p<0.05.

22 BESEEX AR AS49 HAR T BER ARSI

HEL S AR R A A 4R M A7 v i 26 WL 1. MR B
FPREIR A FR ST, 20 B T B A 0 A R A )
FrmmibEAG; F—RBERE T, P4 RS 44
i B A 2 B . RS S L 1.40(p<0.05). &
B, 3P R AS49 4 M A B R S A AEOT
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1 AEEPEEX S AS49 4R 5 T KR 0
Fig.1 Effect of resveratrol on cloning of lung cancer
AS549 cells

2.3  HBZEAEEXFE A549 2R DNA B 3LaY 20

BRI, REZEZM DNA #0 NERIE,

1M A2 1 DNA HyKEFEH B P DNA A IERGE
BIER “HRE” REUR, “H2” mEb, “H2”
(K50 5 R EE PR NV DNA Wi bR . AHE
i, AELGHESEE RN KK 2. & 2
fim. HRES 24 h 5, INZG2H. RS2 HE R 4%,
JRE AR B At B 2 3 W Y 38 01 (p<0.05) , R B (1 %2
AN S 2T R AS49 4R DNA $4% 5
T B A5 2 -5 T A 2L A L % T A B S 38 1 (p<<0.05)
Tt B [ 22 7 I 0] 2 4 0 A 6 e AS49 2

DNA {2 .
B2 SAFTEACI S AS49 i) £ 2 KK
(XA, ()4, (ofSFal, (dERG4
Fig.2 The comet images of lung cancer

A549 cells after different treatment methods:
(a) Control, (b) Res, (¢) IR, (d) Res+IR

X2 BEFSENESELR A HREEARSENIEH
Table 2 Effect of resveratrol on comet cells of A549 cells induced by radiation (X s, n=4)

TR 2 Bt lat s FEAK /pum et

Counting cells Number of tail cell Tail length Tail moment
*tHEZH Control group 200 23.46+4.25 30.26+3.52 3.37+0.82
JINZ54 Resveratrol group 200 67.63+14.35a 37.39+3.36 a 5.64+1.26 a
HESF2H Trradiation group 200 82.47+12.61 a 44.43+4.89 a 6.62+1.15a
£ 2H Resveratrol+irradiation group 200 140.28+16.29 b 73.86+£10.31 b 26.13+£6.60 b

T SXRAMI RS, p<0.05: P SR ELEL, p<0.05,

Note: * Compared with control group, p<0.05; ® compared with irradiation group, p<0.05.

24 BEABEREKME AS49 EHIEIETER
Survivin BIZRIE

F Western 777K HEZH . INZG4d . RS
H5ECAHAFEH 24 h JEHIH1JE T8 A Survivin [
s LR 3. AR EIR, AR SRR EE RN
H 5 Al b FEZHAH LA H T2 8 E Survivin RIEK
SRR K. WFIE I, KA siRNA J732:mi% %
figk ez A Y Survivin FER f5, ] LLE S4B T

s gn dm s U EN . R, (B R AT AR I
I FEAR Survivin 8 F A5 B BE T

Res+IR

Control Res

IR
Survivin ‘ ‘-

- .-
3 RSN AS49 A1 Survivin B 1435

Fig.3 Resveratrol inhibits the expression of Survivin protein
in A549 cells
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Study on radiosensitization effect and mechanism of resveratrol on lung A549 cells

XING Xiaomeng WANG Yan DU Liqing XU Chang LIN Kaili

FAN Saijun LIU Qiang

(Institute of Radiation Medicine, Chinese of Academy of Medical Sciences, Peking Union Medical College,
Tianjin 300192, China)

ABSTRACT We aim to investigate the effect and mechanism of resveratrol on radiosensitivity of lung cancer A549

cells. MTT was used to detect the cell toxicity of different concentrations of resveratrol on lung cancer A549 cells;

clonogenic assay was performed to determine the function of growth inhibition. The DNA damage was detected by the

comet assay. Western blot was taken to detect the expression level of Survivin. The results showed that the inhibitory

effect of resveratrol on A549 cells increased with resveratrol concentration and time; the combined effect of resvera-

trol and radiation significantly increased the DNA damage of A549 cells induced by radiation(p<0.05), and reduced

cloning efficiency as well as the expression level of Survivin. It can be concluded that resveratrol can enhance the ra-

diation sensitivity of A549 cells, and maybe the radiosensitizing effect is achieved by suppressing the expression of

Survivin protein.

KEYWORDS Resveratrol, Lung cancer A549 cells, Radiosensitization, Survivin protein
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