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ABSTRACT OBJECTIVE: To study the inhibitory effects of ampelopsin sodium (AMP-Na) combined with carboplatin on the
proliferation of Lewis cell of lung cancer. METHODS: 6.25, 12.5, 25, 50 and 100 pg/ml AMP-Na and 3.125, 6.25, 12.5, 25 and
50 pg/ml carboplatin were used to culture the cells for 4 h, and the cell viability was determined and the inhibition rate and half in-
hibition concentration (ICs) were calculated. 12.5, 25, 50 and 100 pg/ml AMP-Na and 12.5 pg/ml carboplatin were used to culture
the cells for 12 h, and the flow cytometry was used to determine the expression of Caspase-3. RESULTS: AMP-Na with serial con-
centrations combined with carboplatin with serial concentrations had obvious inhibitory effects on the cell proliferation. With the in-
crease of mass concentration, the ICs of carboplatin on the Lewis cells was gradually decreased; when the AMP-Na of 6.25-50
png/ml was combined with carboplatin of 3.125-25 pg/ml, it showed the strongest inhibitory effects on the Lewis cell proliferation.
When cells were cultured with AMP-Na and carboplatin for 24 h, the expression of Caspase-3 increased significantly. CONCLU-
SIONS: AMP-Na combined with carboplatin has synergistic inhibitory effect on the Lewis cell proliferation by a mechanism that
may be related to the apoptosis induced by Caspase-3 activated by AMP-Na.
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Tab 1 Determination results of apoptosis rate in the treat-
ment of AMP-Na and carboplatin(48 h,x +s,n=3)

25 JR B, pg/ml P, % 1Cso, o g/ml
IS %o 0
AMP-Na 6.25 283+1.73
125 8.20+1.68
25 15.18 + 4.46* 63.06+7.93
50 42.49+8.01**
100 7451+5.16**
200 91.01+2.19%*
Né| 3.125 8.80 % 1.42
6.25 16.11+1.53
125 30.72+1.32%* 21.56 +0.80
25 52.66+4.73**
50 98.21+1.69**
100 102.56 +0.84**

T S B L8R, ©P<<0.05, “*P<<0.01

Note: vs. negative control, “P<<0.05, " P<<0.01
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Tab 2 Determination results of apoptosis rate in the treatment of AMP-Na combined with carboplatin(48 h,x +s5,n=3)

AMP-Na A G R T 6% , %

oAl g/l 0 pg/ml 6.25 pwg/ml 12.5 pg/ml 25 pg/ml 50 pg/ml 100 pg/ml 1Co pg/ml
0 0 2.83+1.73 8.20+1.68 15.18+4.46" 42.49£8.01"" 74.51+5.16" 63.06+£7.93
3.125 8.80+1.42 26.93 +6.36 33.18 £ 6.66 51.09+9.98" %% 70.18 +4.29" " 81.44+4.46""" 4243+6.17
6.25 16.11 +1.53 4476 £ 6.07" 4% 45711627744 5638 £4.877 744 7311 £3.1474 82.48+4.59"%  38.69 £5.80
12.5 30.72+£1.32°° 4942455274 48.69+6.50°"**  60.94+ 586" 76.73£3.24" " 84.00+5.30°" 28.26+2.83

25 52,66 +4.73"° 6849+ 1.97" "% 67.57+3.3577%% 7718 £2.68" 44 84.14+1.297 744 84.29+4.517

50 9821+1.69"° 89.87+3.84"***  9583+1.89""** 97.81+143"*** 103.04 +4.38"*4* 99.09 +0.55"***

ICso, pg/ml 21.56 £0.80 15.83+£0.97 15.08+£1.23 10.57+£2.37

0 SR R #, * P<<0.05,** P<<0.01; 5FR41H#:,*P<<0.05,“P<<0.01; 5 AMP-Na 4% ,P<<0.05,*P<<0.01
Note: vs. negative control, “P<<0.05, " *P<<0.01;vs. carboplatin, P<<0.05,”P<<0.01;vs. AMP-Na,*P<<0.05,**P<<0.01

&3 AP Caspase-3 RIEMEL R (12h,xt5,n=3)
Tab 3 Determination results of Caspase-3 expression (12 h,

Xxts,n=3)
25 W IE, we/ml PHMERIER, % FIHDOGIRE
BHE X 0 16.6+1.62 1.45+0.03
R 12.5 32.23+5.84 1.59+0.03
AMP-Na 125 29.46+6.54 1.81+0.06
25.0 32.37+2.33" 1.86+0.03"
50.0 34.97+4.07* 2.06+0.11"
100.0 83.35+0.92°"  2.45+0.08""
FHI+AMP-Na 12.5+12.5 75.57+£2.56" " 2.29+0.07"

12.5+25.0 86.57+1.61° "% 2.43+0.07"*"
12.5+50.0 77.85+2.71°*"*  2.48+0.03"""
12.5+100.0 78.00+1.16"""  2.52+0.02"""

o G R L , * P<0.05, **P<0.01; 5 REALE, 'P<
0.05,"P<0.01;5 AMP-Na Ft4¢,4P<0.05,*P<0.01

Note: vs. negative control, * P<<0.05, * * P<<0.01; vs. carboplatin,
"P<<0.05,”P<<0.01;vs. AMP-Na,*P<0.05,*P<<0.01
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