HE2THE LM ERFREMESRESE Vol.27 No.1
2007 %2 H International Journal of Pathology and Clinical Medicine Feb. 2007

g &

EXEFIABHARATERRN BT

WAL, g#E’
(P ABEEFRELEERFE, N 510006; 2. M s A ¥ E#B HEHHE, K 410083)

[#ZE] B ML HFE L (apigenin, APL) A H &M A 4R A ELNAH, F 3 AR 5 BGCB23
Mok, AR B R B 49 APL %5 48 h, Pl k& A XMEK(FCM) SR LA -4, F A9 & E FCM o4 E m it
2 #5k ¥ B8 &2, 4% (Aym) ;Caspase-9 456 & 348 1) X H &8 & caspase-9 &1 ; Western FRif B KB KA 5
i 58 %40 £ % G & &k, 6135 bax,bel-2 , caspase-9 #v caspase-3, # R : AP1(20,40 #7 80 pg/mL)4E M 48 h 4t 2%
BRI RE S BCC823 mAie A+, B, APl &5k 1& BGC823 M At ey Aym, 3 e caspase9 R REmRELc
(Cyt c) #3 , L4 bax,caspase-9 #v caspase-3 B & 69k, Flay Tiflbel2 BA AL, REMFTHRMME, 4 APIE
HEREBERESHTERFFARTRBRA LT,

[#@iA] HrE; FE%; B, LBABEEIE; caspase

[hESFES] R735.2 XEEARISA: A X BHS .1001-1773(2007 ) 01-0006-05

Study on pro-apoptotic effect of apigenin on human gastric

cancer cells and its underlying mechanisms
HU Tai-ping', CAO Jian-guo’
(1. Department of Pathophysiology, Guangdong Pharmaceutical College, Guangzhou 510006 ;
2. Department of Pharmacology, Medical College, Hunan Normal University, Changsha 4100078, China)

[ Abstract] Objective To determine the effect of apigenin ( API) on induction of apoptotic
death in human gastric cancer cells and its underlying mechanisms. Methods Human gastric cancer
BGC823 cells line was cultured and treated with different concentrations of API for 48 h. Cell apoptosis
and mitochondrial membrane potential was determined by flow cytometery (FCM) labeled with propidium
iodide (PI) and Rhodaminel23, respectively. Caspase-9 activity was determined by caspase-9 colorimet-
ric assay kit. Western blot was used to analyze the expressions of apoptosis mitochondrial signal transduc-
tion pathway related proteins including bax, bcl-2, caspase-9 and caspase-3. Results Treatment with
API (20, 40 and 80 pwg/mL) for 48 h could concentration-dependently induce the apoptotic death of
BGC823 cells. Moreover, API could also decrease the cellular Aym, increase the activity of caspase-9
and enhance the releasing of cytochrome c. The protein expressions of bax, caspase-9 and caspase-3 were
upregulated by treatment with API, associated with a downregulation of the protein expression of bcl-2.
Conclusion API can induce the apoptosis of human gastric cancer cells via activating mitochondrial sig-
nal transdution pathway.
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Fig. 3 Effect of API on activity of caspase-9 in BGC823 cells.
BGC823 cells were treated with different concentrations
(20, 40, 80 pg/mL) of API for 48 h, and then activity
of caspase-9 was determined(x +s, n =3) Compared

with control, * * P <0.0l1
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Fig. 4 Effect of API on the expression of mitochondrial signal pathway related proteins in apoptosis in BGC823. BGC823 cells were
treated with different concentrations (20, 40, 80 pg/mL) of API for 48 h, and then protein expressions of bax, bcl-2, cyto-

chrome ¢, caspase-3 and caspase-9 were determined by Western blot
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Fig. 1 Effect of API on apoptotic death of BGC823 cells BGC823 cells were treated with different concentrations (20, 40, 80 pg/
mL) of API for 48 h, and then FCM with PI staining were used to determine cell apoptosis A : Control; B: 20 pg/mL API; C.
40 pg/mL API; D: 80 pg/mL API
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Fig.2 Effect of API on mitochondrial membrane potential in BGC823 cells
(20, 40, 80 pg/mL) of API for 48 h, and then mitochondrial membrane potential were determined using Rhodamine123

A: Control; B: 20 pg/mL API; C: 40 pg/mL API; D: 80 pug/mL API; E: 40 pwg/mL API supplemented with Ac-LEHD-
CHO, a specific inhibitor of caspase-9

BG(823 cells were treated with different concentrations



