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Effects of Curcumol on Apoptosis Induce Factor,Poly ADP-Ribose
Polymerase and Caspase-3 in Lung Cancer Cell Line A549

CHEN Xu® , WANG Juan, JIANG Xiao-shan, ZENG Jian-hong, HUNAG Feng-xiang
(Guilin Medical College, Guilin 541004, China)

[ Abstract] Objective:To study the effects of curcumol on the expression of apoptosis induce factor( AIF) ,
poly ADP-ribose polymerase ( PARP) and caspase-3 protein in lung cancer cell A549. Method: A549 cells were
treated with different concentrations(0,12.5, 25, 50,100 mg- L “"Yof curcumol for 48 hours, then the total protein
was extracted from each group respectively. The expression of AIF,PARP and caspase-3 was detected by Western
blotting. Result: The PARP and AIF protein expressions were significantly elevated in the treatment groups
(1.661 3 and 2. 212 4 respectively) compared with the model group(0. 545 3 and 0. 358 6 respectively) , in a dose
dependent manner (P < 0.01). The caspase-3 precursor (32 x 10°) protein expression showed no significance
difference among all the groups. Conclusion; Curcumol could induce apoptosis through caspase-independent
pathway in human lung cancer cell A549, whose mechanism might be linked to up-regulation of the PARP protein
and translocation of AIF.
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() F AL, 3 AR BE (curcumol ) Sy v 25 3R b 32 0y A1
ROPAR B BUW R B PUR R E R T S 2R 2
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SR PRSI RN S A5 RN, I 2 B ) B ) AR M
k255 e I 3R R T W A1 ) i e 40 i 2 B L AR
iR 0 A T T S AR O TR R MR R A L
I D e A i R R 4 T S 0 A TR A A —
& AR NECERE -, 2003 4F i 5t T AR 4 4
(WHO) 2> Aii B 38 T- R J2& 110 T3 /45, K&k R & 120
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TR E 2 o N A 5 -2 (COX-2) & Bel-2
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Ky F, R KM EAR G AERA 5 IE T/ 17
FHT H R AR Sobi AR 16 PE , PR RRAH M A A7 W 2R
F L, A TESN AP 145 5 T A Db 14 5% 75 5]
Y B A% S 2l A0 i 9 T & AR i PARP 7R X A oo A&
EE T AR ' A AE . A BT R W 3EOR A
caspase T P B 1 2% 14 475 0T LA 1R 40 B T,
Hig 722 i i AR A caspase /> S AT 19 B
e BARBLEIF AR E A .

1 #

L1 2550 FEAREE(100185-200506 ) It 7 b
24 & A W ) R A BT, S BE 99% , RPMI-1640 15 5%
3 (870532) g T Gibico 23 Al , G4 1L 3% (090901 ) Ity
BB P 2= 8 |l 8 R BGR R) & (210003-50)
W A b AR Y BR8] BCA 2R 7 5 5 i
F & (PO010S-1) 38 = KRAEWH AR /3 7). Caspase-3
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FOR AW @ & O60 ECL 1 [ b i 8 A%
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1.2 Zufakk  flides AS49 ZHfbk, W B LAY 4
B

1.3 Y% Thermo #B K IR VK 4f , Thermo CO, % 37
6, Olympus 8] # AH 2% 1 i 5% , Thermo I i 48 3 2 0
ML, B TAES ,BIO-RAD Mini-PROTEAN Hi 3K 1% .
2 FiE
B 20 mg FEAREE T 2 mL ok & fd
W R 10 g+ L7 T FH 400 B B 5% R B R 12.5,25,
- 158 -

JoK SRR FRFE M AS49 40 M JH & 10% Jig 4 1L
75 (56 °C, 30 min K1) fJ RPMI 1640 ¥ 524, T 37
C AR 5% CO, 6 FHi 3,2 ~3 d L1 K,
1~2 d#il 1. 02 ~3 W, IO 804 K 4
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B 10 mL, 15 20 B W BE /5, S s b3, A 3R i
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W B D, BRI 300 WL (¥ 2L T UK 1 2R 30
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Fik RS % S0 B kb AT, BCA i
W 5 7 &, Bl 8% K 10% 43 B e it 47 B W 4
ot Jiie B G LUK L4 C HLEL RS B IS I — i E 2 h,
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WRIE , 25 - FEOR B XS i i AS49 4R -5 & 1 5 2R ADP BB 2R 5 & Caspase-3 33K #9521

1 FHAEAIEA4S h 5 AS49 4 PARP B AIF E[
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100 1.661 3 £0.029 0" 2.212 4 +0.047 4"

W50 mg L 'd Y P<0.01,
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A % AR B 4E AT DNA R BEAL™ o I 1A 48 15 1
AIF (55 {3 7 323% ¥ PARP " DNA (9 45 45 8 3%
PARP, K306 /9 PARP W 2 filk & 48 ff 98 17-15 5,
PSRRI T2 5 5 I (AIF) |, fff DNA W %4
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