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[ Abstractl Background and objective Lung cancer is one of the leading causes of cancer related death in
mankind. T o exploit antitumor drug from plant has been a highlight at home and abroad. T he aim of this study
is to investigate the apoptosis of human lung adenocarcinoma cell line A549/ DDP induced by ginsenoside Rh,
(G Rhy) and to explore its possible molecular mechanism. Methods The growth inhibition effect of G Rh, on
A549/DDP cells was evaluated by MT T assay. Cell cycle analysis, apoptosis index and tumor related gene ex-
pression were detected by flow cytometry. T he changes of sApo 1/Fas level in the cell culture supernatant
were determined by ELISA method. Results (O G- Rh, significantly inhibited the growth of A549/DDP cells
in adose time de pendent manner. ) After 24 hours’ treatment with G Rhy, apoptosis index of trial group
was significantly higher than that of control group (P< 0.001). T he proportion of cells in GO/G1 phase in
trial group was much higher than that in control group (P< 0.01), while proportion in S phase in trial group
was markedly lower than that in control group (P< 0.01). There was no significant difference in proportion in
G2/ M phase betw een trial group and control group (P> 0.05). @ T he positive expression rate of p53 and Fas
in trial group was significant ly higher than that in control group (P< 0.01, P< 0.001), while the positive ex-
pression rate of Bek2 in trial group was significantly lower than that in control group (P< 0.001). @ The
level of sApo- 1/ Fas in A549/ DDP cell culture supernatant in trial group was remarkably lower than that in
control group (P< 0. 05). Conclusion G- Rh, can induce the apoptosis of A549/ DDP cells. Its molecular
mechanism may be up regulating expression of p53 and Fas and dowrr regulating expression of Bet 2.
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(MTT) Sigma
(P1)
Coulter Epics ALTRa H ppersort System (
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: 1% 10° , PBS :
5 minx 3 70% 4°C s
488 nm, 530nm 2
PBS Sminx3 | p53
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1 G Rh,  A549/DDP
(n= 3, %,x Ls)
Tab1 Thegrowth inhibition rate of A549/DDP cells induced
by G- Rh, of different concentration (n= 3, %, x Ls)

Concentration of T ime

G Rhy(Mmol/ L) 24 h 48 h 72h

O Control group) 0 0 0

0.1 12.38%3.68°  15.45%2.33* 18.78%4.34*
1 16.45%3.21* » 23.6716.32* 4 30.46%5.11*
10 26.3515.24" 4 30.44%4.87°* 35.56%1.78"
20 34.5714.36" 4 40.93%5.39" 4 45.45%2. 66"
50 39.6816.23" 4 50.3613.64" * 54.8%1.89"
100 49.441%5.48" » 57.48%4.35" 4 64.39%6.22"
1000 60.36£7.82* & 70.37%£5.30* 4 78. 413, 56"

# : P< 0.0l vs control group; A: 24h group vs 48h group, P< 0.05;
A: 48 h group vs 72 h group, P< 0.05

2.2 G-Rh2 A549/DDP
A549/DDP 38.51%
5.76% (P< 0.001) Go/Gi
77. 6% 67. 3% (P<
0.01),8 11.3% 24. 5%
(P< 0.01),G2/M 11. 1% 8.2%
(P> 0.05)
2.3 G Rh2 A549/DDP
A 549/ DDP p33
35.5% 27.8% (P < 0.01), Fas
70. 4% 20. 5% (P <
0.001), Bek2 36. 8%
55.4%(P< 0.001)
2.4 G Rh2z A549/DDP
sApo1/Fas A549/DDP
sApo-1/Fas
(P<0.05( 2
3
) ( Panax
ginseng C. A. Meyer) ,

5 G-Rhe

2 GRh, A549/DDP
sApo 1/Fas (ng/L)
Tab2 The effect of G Rh, on the level of sApo 1/Fas
in A549/ DDP cell culture supernatant (ng/ L)

T ime
Group 24h 48h 72h
Control group 15.6512.13  16.37%13.45 18.34%1.25
T rial group 8.64%1.52  10.66%3.24 12.74%2.88
P value <0.05 <0.05 < 0.05
,  GRh A 549/
DDP s
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’ ’ ’ [6]
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