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Araloside inhibited proliferation and promotes apoptosis of HeLa cells via suppression of Akt/NF-kxB pathway"
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[ Abstract | To explore the effect of araloside on the proliferation and apoptosis of Hel.a cells. Methods

cervical cancer cell line HelLa was cultured in vitro, the experiment was divided into 4 groups as follows:blank group.araloside trea-

Objective Human
ted groups(50,100,200 pg/mL). Normal saline and araloside (50,100,200 pg/mL) were gave, respectively. 24,48 and 72 hours lat-
er,the cells were collected. Cell proliferation was detected by MTT,cell apoptosis was determined by flow cytometry, the expression
of pAktl,plkBa.NF-kB (p65),Bcl-2 and Caspase-3 were evaluated by western blot. Results  Araloside obviously inhibited the pro-
liferation and increased the apoptosis level of Hel.a cells in a time-dose dependent manner. Moreover, Araloside significantly de-
creased the phosphorylation of Aktl and IkBa, reduced the expression of NF-xkB(p65) and Bcl-2, whereas obviously increased
Caspase-3 content. Conclusion Araloside could inhibit the proliferation and promote the apoptosis of Hel.a cells via suppressing

Akt/NF-kB signaling pathway.
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3 (Invitrogen 2 ) ;s DMSO (R H L Hr R4k T B2 Al ;
MTT(Amressco 23 ) ; Annexin V-FITC %26 F & (&4 FE 4R
Y AR A IR 7D s pAktl  pIkBa Al NF-kB p65 i /& (Abcam 23
7]) 3 Bcl-2,Caspase-3 #l GAPDH $i {4 (Cell Applications, Inc. ,
Wiltshire, UK) .
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1.2.1 Hela 4185 3% ¥ HeLa 400 i 40 i K5 572 & T
37 TSV MM AN BE A5 P T R 3R, % Hela 40 g W BE 4 &
S5 ORI A A 0 0 20 B T 52

1.2.2 Hela 708 oy A M A 00 Hoad 7 00 B0 KRy
HeLa 401, 587 1% BRZH A i 40 i 2 n 46 4 14 55 37 80 9
XS AL (Blank , 5 A8 A 5211 000 45 & B9 35 97 80 A AR 2
S 20 230 A A R P MR R 100 L, 2k
FE4r 5k 50,100,200 pg/mL, ST 24.48.72 h g BUH B
FEMR S HBCAI Y 5 mg/mL MTT AR A 20 pL,37 CHEl
E 4 h &R F. E£F 96 FLARP M B . &L A
DMSO 150 pL, 38 FH K LAKH# JEHE 10 min, F 490 nm
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W 6 BE CODIMIE AR 28 =1 55 40 B 40 ) 2% = (1 — S5 56 41 OD
{8 /% B8 41 OD &) X 100%,

1.2.3  HeLa 4 J 58 TR0 B2k B8 25 0 AROR 324 20 (50,
100 F1 200 pg/mL)HeLa 2 g 435 F§ RPMI-1640 K5 37 i #H i
W2 WA 3, TG SRA N AR B RE 57 24,48 1 72 h )5 . 4331
WA & A A0, LA 2 000 r/min B0 5 min, PR 3 WA 500
pL 19 Binding Buffer J 7 40 i, 8 75 40 i1 25 2 S 12X 10° 4~/
mL, H 100 pL #8043 3 m A PI# Annexin V-FITC, {8 5] )5
B 15 min, T30 2 8 ARG 0 448 IR T 1 O

1.2.4 HEAFRBEM G4 IR AR B 41 (50,100
200 pg/mL) HeLa 40 i 53 51 F AH L V& B2 (4 25 ) b 3.+ 85 52 4
PAkSE 3% 48 h 5 AR A, DL BCA Bl & 1k i, ¥
50 pg B S NAREGE WBR A s 20 R S HL K 0 L T R R R H
PVDF i |, & —HU M =40, Fl ECL ZJ6ik B 6, 836, B
WE# . UL GAPDHAE RN S IR, St M2 H U #.
T3z TR A 0 07 4% 2% KA, 7 58 4% 8 11 (pAkdd | plkBa,
NF-kB p65.Bcl-2 fl Caspase-3) i A X & & .

1.3 Ziit2abs SR SPSSI16. 0 G5 it % 11 ¥ 47 4 #r 4b 3,
AL FTARIE N T Fon A MM LLECR A ¢ K5, L
P<0.05 AEFHGITFH L.
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2.1 FERBATME HeLa AIMEHY G AR R ITAEARF
A FH S ] 5, (24.48.72 h) A [ B #¢ BB (50,100,200 pg/mL)
X Hela 40 M1 AE RS A S0HAERT . LL 24 h #0048 h 43 B 4E Xt
B ] — I B RO S 4 X HeLa 4 B 2E K 119 30 ) 28 [ % 1) 1]
BIIE K 3255 . LA 50,100 pug/mL 43 5 /E %) BR L ] — ) 18] B 44
AR Hela 40 A= 4 % 310 1 2% Bl & e BE A9 T /&5 10 42 /&
SEIG 48 B WA RAR L X HeLa 40 8 2E K B9 40500 15 J B A 9
1 B ] 59 AR M (R DD

2.2 MR HeLa ZHEAG AT AR HAEARTE Y
A FH B ] 25, (24,48 .72 h) FLAS [] () € B (50,100,200 pg/mL)
I Y RE % B A% Hela 0B JAT-. LA 24 h #0148 h 4354
ot B [ — e BB f) MR B 35 S HleLaa 40 6098 7= 0 412 30F 1 i B %5
N ] B FE R T3 3 . L 50,100 pg/mL 43 5146 % B8, [ — i ]
PR S % HeLa 48 i 8 T 04 42 3E VE I BE 25 3R 3 09 7 = il
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Pem . LIRS R RN B X Hela 40 i 98 T2 1) 5% i th 2
W i TR -0 2 4RO (3R 2)
*x1 AR BEEHI Hela 4 B8 EHD H R A
B (xts,n=6,%)

WIE

205 24 h 48 h 72 h
(pg/ml)
WElep okl 0 0 0 0
AR BT UL 50 20.3542.21  28.56+1.69%  35.29+43.21%
100 36.484+2.65 41174215 50.15+2.61V
200 53.6143.18  59.24+3.12* 65,6943, 39%

* . P<C0.05,24 . P<C0.01, 5[ ¥E 24 h Hb4E;7 . P<<0.05,7 .
P<C0.01, 5[F#JE 48 h [L3L.

2.3 KRB IH Hela 41 M rh () Akt/NF-«B {5 5 f
R b R A H A X HleLaa 40 3 580 R A T2 %) 52 WAl A 1F 50 %
£ 48 hE IR A MBE AR B EEMNH WS E N E M. &4
] v B B MR R 5 Hela 4108 48 h )5 . fE & £ 8 Aktl Al
TxBo 11 85 2 b 7K SF- B & K8 584 I 32 194 T v AT 328 97 41K 1)
i NF-«B(IE 3% p65) fil Bel-2 1 25 FH 32 3K Bl & AEAR 1B 4 1k 8
[ FF- 18 T 328 W B4R, 4 2. Caspase-3 119 & 5= D) [l 35 #8 K 2 ik
JE B T i T 2 T e ST 6 A R W AR b i IR Ake/
NF-«cB {5 5 it B i 40 1 HeLa 40 38 58 JE 3 m HJE T (% 3) .
F2 HBABEEX HeLa @WAATHEM(TLs,n=6,%)

215 I 24 h 48 h 72 h
(pg/mlL)
25 X IR 0 2.5140. 68 2.6740.59 2.83+0.73
AR B 50 14.2541.75  19.824+1.45%  23.722.11%
100 23.18+1.06  27.041.85~  33.02-1.98Y
200 32.2941.17  36.321.117 40,5241, 19%

*:P<C0.05,%: P<C0.01, 5[k B 24 h #;# . P<<0.05,V:P
<<0.01, 5 [RHFE 48 h ILEK .

%3 WK EESIT (48 h,z+s5,n=6,%,GAPDH)

A 84 g/ mL)

K E A B34 % 1 241
100 200

GAPDH(37 X 10%) 100.1141. 08 102.1641. 32 101.3841. 09 103.03=%1. 57
pAkt1(56X10%) 50. 68+1. 87 40.41+1. 854 29.91+1.29V 11.42+1.66%
plkBa (40X 10%) 44.15+1.63 33.18+£1.964 21.72+2.05Y 10.22+1.37¢
NF-«kB p65(65X10%) 46.28£1.06 31.46x1.574 22.624+1.09Y 13.55+1.49¢
Bel-2(30X10%) 36.7941.39 23.7140.934 18.7240. 66V 9.8240.37¢
Caspase-3(34X10%) 5.0240. 24 9.08£0. 754 15.2640.75Y 24.79740. 84

A P<<0. 01, PR I b4 ¥ - P<T0. 01,15 50 pg/mL MR BIFHLLE:© : P<0. 01,15 100 pg/mL RAR BT H L.
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AR B A Bk g . FARRUS IR T R F R B IR
7 T B AR P UG R AR R R X — YR R AR
SR R AR R MR 2 B VT (.

RO H 42 AR JR TP A . A Bkt 40 KA 1
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La 2R . 4 R — P RUBAZH A &R
PET U H RAEE SR MIRIT Pl RE A REFIIT KA. 4
MR AT B 1L AT A LR T m B R VR RI? A RS
J& it — W5 .

VT AT e I Aket/ NF-«B {5 53 #% 76 98 5 19 & 2E ke
W EERI/EADY . NF-«B &4 2 & B — 2 1 56 7
R F 0 LA p50/p65 4L I — RIKAFAE ) V25 50BN
MG R S T S B . BT UE 5L, NF-«B 5 iR
W) & A &R IR EE RS PR T ST 2 M G AR A R G
05T BB £ AN TRl NF-«B 5 518 5 59 3% 42 th A A
T, ARl ORI, NF-«B 530814 1eB 45 4 L 3 3 i
5B A 7E T 40 5 254 40 i 52 30 00805 - 1eB & A B 2 1L JF
R . NF-«B 8 B4 N gE 40 i B 7 b B 7 B B - 55 00
B k016) - TRAF-1, TRAF-2,C-1Apl #1 C-TAp2 %1 2 NF-
kB AHESE DT, TRAF-2 £ 56 2 {56, 35 TNF Jil#% (5 5
J5 PG AL R i NF-«B i 3 800 . 08 kKo/B FEf# 1B A
PRI G Ak NF-«B @ " A i T B2 SREE R R
SR s BhoR AN A PR T . fE R AL AROK B T RE
W FEAL Akt/NF-«B {55 5@ 8% 30 ) 7 HeLa 40 i 7 3% 54, O
BmT Hela SHMA I T A WF 58 0 48 78 MK B2 L BUE
M PE R B G T HE SR A 25 T R 0 R R IR A AR R
A A0 R R R L T 45 T TR R TR B AR R AR B T R
23 WG SRR RE MTR YT RBOR A R T AR A .

g bR MR B B AR U R P E BUE AR H AR
SR 5 70 A 1 /N B A B ] A S U O S T R &
AR R BT 10 25 4 B BV B kA .
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