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o OE:[HM] PR AS AT Re3 MR NCI-H1650 40 fta 3% 58 &4 30 10 75 H K6t 98 7 1
M, [ 7] MTT 3k A2 54T Re3 X NCI-H1650 41 Jitd 3% 5 ) 30 i /£ H , Annexin-V-
FITC/PT 32 46 0 21 L 5 T~ , Western blot % 4 Wl caspase-3 .Bel-2 \Bax ,survivin & 13 ik (1%
Bl (A5 ] AR NS B Re3 ReA Rl NCI-H1650 4H 35 48 , FL 5 B 7 70 4R i 4
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HHM L, 2254 it 245 L (P<0.01), 20pmmol/L A2 2 H A Fl NCI-H1650 41 il 48h,Bcl-2 .
survivin 8 1 R 5 FE L  caspase-3 \Bax & 1R B8N, 5xF BATA L, 22 5 HA Gib 223 X
(P<0.01), [Z5i] ASRAT Rg3 Xof fifi 9 NCI-H1650 4 it 38 % FL A7 W] 58 0y 400 1 £ T, 52 ek
i) 70 A G 2%, HLAIL R 7T B 45 B AR 40 A Bel-2 survivin £ 113835, 39N caspase-3 | Bax #11
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Ginsenoside Rg3 Inhibiting Proliferation of Lung Cancer

NCI-H1650 Cells
RAO Yuan-quan, LIU Xing-e, WANG Ting-xiang, et al.
(Zhejiang Hospital ,Hangzhou 310013, China)

Abstract: [ Purpose | To investigate ginsenoside Rg3 inhibiting proliferation of lung cancer NCI-
H1650 cells and its influence on cell apoptosis. | Methods ] Inhibitive effect of ginsenoside Rg3
on proliferation of lung cancer NCI-H1650 cells was detected by MTT assay,and cell apoptosis
was detected by Annexin-V-FITC/PI assay,expressions of caspase-3,Bcl-2,Bax,survivin pro-
teins were detected by Western blot.[Results] Ginsenoside Rg3 with various concentrations ef-
fectively inhibited the proliferation of NCI-H1650 cells with a time-dose dependent manner (P<
0.01). Compared with the control group, ginsenoside Rg3 in a concentration of 20pumol/L signifi-
cantly increased the apoptosis rate of NCI-H1650 cells in 24h and 48h (P<0.01). Compared
with the control group,expressions of Bel-2 and survivin decreased after NCI-H1650 cells
treated with ginsenoside Rg3 in a concentration of 20wmol/L for 48h,with significant difference
between the two groups (P<0.01).[ Conclusion] Ginsenoside Rg3 could significantly inhibite the
proliferation of NCI-H1650 cells with time-dose dependent manner,and the mechanism may be
related to reduce Bel-2,survivin proteins’ expressions,increase caspase-3,Bax proteins’ ex-
pressions, promote cell apoptosis.

Subject words: ginsenoside ;lung neoplasms;cell apoptosis
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T, E 5B 40 2 o —Fh 3R =528 i A
Z A Re3 A RE PR AR EEEE 11 #Mezits
NS Re3 VE MR NCI-H1650 i1, K1 O B 9 4 B NCI-H1650 W9 [ A s [ i
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T U B DMSO 15 45 20 15 35 Wb il 4k 5 24
Iml/L,MTT B 1 35 [ Sigma 24wl . RPMI 1640
Ri e 30 B 35 B GIBCO 2 |, Jif 4R 1 i e 3 B g
ZH AN Al . Annexin V-FITC & PI Apoptosis Detec-
tion Kits X7 W H 3¢ [E Becton Dickinson A &) . #1T
caspase-3 . ¥T Bax ¥l Bel-2 L survivin LRI H 5
[ Cell signaling 2~ F]
1.2 /5 %
12.1 w3k
& 10% it 4 17 (1) RPMI 1640 3% 3% W, F
37°C \5%CO, B EFE T BEF= L, 5 2~3d 540 11K,
B0 K 0 00 40 M R AT S 56
122 MTT 4 A A 23 Re3 &t 4m e ad 47 ) &
NCI-H1650 4 g 5 #115 B 0 AL 3270 T 96 fLAR,
E£L 4 000 1S40 HI/100wl, 15 55 24h 0 BE 8] 55 1 3%
W, A IS R [F R EE i NS BT Re3 K 2
100, ¥ & 5 1.5.10,20.40 .80 . 160wmol/L, 73 %
Xt REFL (FUmEE IR 100pl) , R4 5 8 A5 FL . 4l
K% 24 48 F1 72h 5, HBfLINA

BUR I 12% %7 5 15) 80~100V HLk 5, & H 100V
6 HL 5% 78 2 PVDF 5, % 5%B 16 W3k i TBST ¥
{H PVDF & 1h P AERe SR 456, A —3t 4°Cid
K, IMAZHE RS 1h, PVDF BN A &ZOGCIEY
X-ray B R H A8 1 4407 . GAPDH H HA/ER N
Z L) R M R B A
1.3 HitZ4E

N SPSS13.0 Geit #4159 B 8 e b
WE 2 (xks) 27 , HEATHCT BERL 7 22 0 HT RN ¢ K56

2 & R

2.1 AZE#H Rg3 X NCI-H1650 FARaIEEAINEIER

AN TR e BE 9 N2 B Re3 LA SO [R) H 25 15t (1)
X NCI-H1650 4t ftd A & A [F) #2 B2 (0 A S 40 i 45 1
2 B B — SR RO AT PR R O 25000, 25 1
BB L (Floenraion=665.76 , P<O.OLF,pent e =
103.71,P<0.01) (Table 1,Figure 1),

Table 1 Inhibition rate of NCI-H1650 cells by ginsenoside Rg3(x+s, % )

Smg/ml MTT ¥ 15pl, 4% 2 85 37

S, Ginsenoside Rg3
4h, W2k LW, BEALAIA DMSO

Cell inhibition rate (%)

(wmol/L) 24h 48h 72h

150l , 52 52412 35 Je FH It A A SR 0 0 0 0

550nm Ak £ FLIKYE(H ODsyo, 5 1 5.530.87 6.97+1.01 10.90+1.49

b, MR R poan meas oz

ODsso /%5 HEZH ODsso)x100% 20 36.87+1.91 48.57+1.75 55.7321.85

1.2.3  Annexin-V-FITC/PI 3% 3 40 4747215 61.60+1.91 69.73+2.41

o] 2 R £ % 80 60.50+2.21 73.63+1.83 81.17+2.76
NCI-H1650 40 [ ¥ 45 5 10x 160 75.932.48 81.37+2.99 85.97+3.73

10* BEAp , BEXT B 2 K 20mmol/L A

Z WA Re3 41 ,/FEH 24 48h, 4 1007

3AKEA, WCEM, A Sl g e

FITC Annexin V 1 5l PI, & 44k E o5

%, E I F(5°C) B E 15min, 2 k7

fim A 400ul 1xBinding Buffer, i :E

A0 AR 3

1.2.4 Western blot # M| caspase-

3 Bax.Bcl-2 .survivin & & £ ik

20pmol/L. A Z 2 4F Re3 Ak 3

0 JfL 48h, PBS 28 i I 1k U 4 L 0 20
1xSDS b+ 22 b itk 24/ 44 it , 95°C
~100°CHI#% 10min 5 000r/min &>
10min, M I 3% ,SDS-PAGE (8%

Figure 1 Inhibition of ginsenoside Rg3 on NCI-H1650 cells
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22 ABEH Rg3 ¥ NCI-HI1650 ARATHESH
ER

NCI-H1650 40 Jfid 22 A 2 2 1 Rg3 4k BE 24h K
48h J&  Ab PR L X REZH PR T N, 25 A et
B (Feamen=20729,P001; F,,=21.45,P<0.01) (Table 2,
Figure 2)
23 ASEFH Rg3 X NCI-H1650 40 Bl caspase-3.
Bax . Bcl-2 .survivin & B &% B 201

NCI-H1650 4 ffi 28 20pumol /1. N\ 2 B4 Rg3 4k
B 48h J5 ,Bel-2 survivin 25 F % 35 R, caspase-3 .
Bax 8 12BN (Figure 3) A7 ¢ 55, 4b HH2H 5 %)
HREHAR L, 22 52 A ge it o7 B L (P<0.01) .
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Z B AT Re3 0 7T LL3E o 30 Pim-3 (9 3R36, feiF
pBad (Ser112) ik 1755 A8 40 il SMMC-7721 4
LR T AR G A S Gl R T HT-29 25 7 98 40 i
Hh R R R 2R 1T A S (AMPK) A9 15 5 38 i 5
MLYRT,20(S)-Re3 AEGE T IHTIHT-8 H Bel-2 11
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Table 2 Apoptotic rate of NCI-H1650 cells after
treatment (x+s, % )
Groups 24h 48h
Control 2.36+0.47 4.77+0.22
Treatment 18.15+2.58 26.81+3.43
24h 48h
10°] 10°
5 5o
210 210
= jun
< 10° e 4 10° —
= =
10? 10°{%
2.36% e 4.77%
10> 10° 10* 10° 10> 10° 10* 10°
FL2-Height FL2-Height
Control group
10° 10°
5 5o
g 10 5 g 10
= 3 3 «.; = 5 o
= i = > -
10°] A 10°]
] 18.15% 26.81%
10> 10° 10* 10° 10> 10*° 10 10°
FL2-Height FL2-Height
Treatment group
Figure 2 Apoptosis of NCI-H1650 cells
Caspase-3 L ——
Bax | —
Bel-2 ——
Survivin L
GAPDH | i —
Control Treatment
Figure 3 Western blot assay results
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