E Rt E ¥ 2275 2015 42 8 A % 36 %% 15 8  Int ] Lab Med, August 2015, Vol. 36,No. 15

R ERXT AR AS49 MIEEFMATHE N

TEAEE, B R SF
(BFRFERPFLFHRE,ZHAIL 332000)

O E:BH R HE 5 (GNA) A M & 40 Ak AS49 093 B e Hra A LR TR, Bk AFRRKAE
89 GNA 4L 22 A549 #m it . o A 4T BB 2 4= GNA ZL(GNA R E 5 #) % 0.5.1.5.2. 0 mg/L) . R A MTT, &m #. %] J& . Hoechst % & 3% 3L
Rom ey 38 7h | it 4% Ao T K JL s Western blot 4 ] 8 =48 % & & caspase3.,caspased.p53 #= NF-«xB ¢ &2 T4, ZHHR  GNA 4
W 0 ) an R 6 Ak SR 3E S AR E A5 B2 A AR itk s Hoechst ¢ & 2 % GNA S35 $ a8 =, LM AR A7 58 TR FARA
7 2 ; Western blot 2 & GNA 4t _LA42 3t 8 T4 & & caspase3.caspase9d.p53 F= F i NF-xB #) & ik (P<C0.05), %t GNA #t
B A7) AR fn ek AS49 A ST E AT,

KB AR AT k&
DOI:10. 3969/j. issn. 1673-4130. 2015. 15. 023 HRFRIRED A NEHS:1673-4130(2015)15-2180-03

Effects of gambogenic acid on proliferation and apoptosis of A549 lung cancer cells

Fan Congjin s Duan Huifang
(Lushan Sanatorium of Nanjing Military Region PLA ., Jiujiang.Jiangxi 332000, China)

Abstract; Objective To investigate the effects of gambogenic acid(GNA) on the proliferation and apoptosis of A549 lung canc-
er cells and its possible mechanism of regulation. Methods A549 cells were treated with different concentrations of GNA, which di-
vided into control group and GNA group(0.5,1.5,20 mg/L). The cell proliferation and apoptosis of A549 was analyzed by MTT,
Hoechst staining; The expression of apoptosis-related protein caspase3,caspase9,p53 and NF-kB were studied by Western blot. Re-

sults GNA could inhibit growth of A549 cells; Moreover GNA could also induce apoptosis with the concentration increased more

obviously; Western blot showed that GNA down-regulate NF-kB,increased caspase3,caspase9 and p53 expression( P<0. 05). Con-

clusion GNA can efficiently promote the cell proliferation inhibition and the apoptosis of A549 cells.
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