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Abstract: [ Objective ] To investigate the inhibitory effect of cucurbitacin B on the growth of hu-
man ovarian cancer cells. [Methods] Human ovarian cancer SKOV3 cells were treated with cu-
curbitacin B of different concentrations in vitro. MTT assay was used to assay the growth of ovari-
an cancer cells. Flow cytometry was performed to analyze cell cycle and apoptosis rate. Fluores-
cent quantitative PCR was used to detect the expression of STAT3mRNA. [Results] Cucurbitacin
B inhibited SKOV3 cell proliferation in a dose and time dependent manner (P<0.05). With the
increasing of cucurbitacin B concentration,SKOV3 cells were arrested at the Gy/M phase, the cell
apoptosis increased(P<0.05),and the expression of STAT3 mRNA decreased (P<0.05). [Conclu-
sion] Cucurbitacin B can inhibit STAT3 mRNA expression,arrest cell cycle and induce apoptosis
of human ovarian cancer SKOV3 cells.

Subject words: cucurbitacin B;ovarian cancer;STAT3 cell

#  Z (cucurbitacins) & M  BL K AR E £
FhAED PR Sy, 25T R 40 2R HA 2
P YE, DABE R B N &), EERNIF L
IR W, #5 E B & JAK/STAT3 {55 53 19 4% 5
5], RERE AR Z PP 40 i ) STAT3 36 LK, IF
F#AK STAT3 1 DNA 454 68 J3 Al STAT3 /5119 3k
U2 | L 7 v e D O e 1
SRS B . Saini SRS BY S THAF7ESTAT3
HE S 200, RS 22 R 2 — AR 5T i
ES&WMB . B A4+ E %A E (ZHY10-Z80)

BiEE . BB Bl EEER ML, b REERAFWEE —ER
Ji A, B AT A R E T X A 23 5 (150001)

E-mail ; tlj777@sina.com
Wr#E B 3 :2016-12-16; & @ B #1:2017-01-12

598

PROMSE B BRI R B OGS B 585 240 i i 4 R AR T
O e A L FH B A S AR

1 #MRE57EE

1.1 #E5iKF

DU FE A U mE W (MTT, Fluka 28 ® , 3% [#), RP-
MI-1640 3% 5% 5 (Gibeo 2~ W], 2 ), i 4+ 1l (TBD
28 ), FACScalibur 7 2 40 i1 {X  (Becton Dickinson
o), EED) P B AUEE (Olympus 22 Fl, HA)
1.2 ZHAEEE 3

NGRS SKOV3 4 g i o Bk B 1 1 200 M 2 4

Beje 72 % 2017 455 23 %% 7 H



B, BT EA 10%16 4 M 200pg/ml 7 % % Al
100pg/ml £ %5 R 19 RPMI-1640 £ 358 b, T 37°C.
5%CO, A 3%, 3d AL T I, Ok A Kb 4n
LA T S S BRI B 3R,
1.3 MTT @A A S B xt P L5 20 B i 18 5 30 461
ER

4 2x10%/4L SKOV3 i g 1R A M 4% Fh T 96 fL 3%
FEAA, AL 100, 3z 782 200 Jfa 0 B 5 i AAS ] e
MR B R IR, 2R B i o 0.1,1.0,
10.0,100.0pmol/L, F2H 3 D5 AL, 5%

2 & X

2.1 #HAEE B X SKOV3 40 A 5 158 58 30 5l 4 BB

MTT 5255 45 5 s # % 22 B % SKOV3 48 il 11y
St ELAT A 1 S22 3 [ A0 550 A 1 | R
& 27 FE 1 K VR B R A A B R B Y
T R BE 2 N (Figure 1), ANOVA J5 223 /R
AR 20 2Z 0] | AN [ B ) 20 22 ) B O 5 % B2 22
[F] 22 53590 Ge it 24 & L (P<0.05)

1 R 2L ) P IR 2 A8 1 5 24 O mour

48 72h Ji , BEFLINA Sg/L 9 MTT ¥ < 801 - .

10pl, 4kZE559% 4h, A SDS100wl / zr I

L, B AT, AR AX (A i g Sof

K 570nm) WA, BUE A ik 20T T

SKOV3 A m il , s astogmi | 0 O _

H=[ (R A HIE-25 IR B2 A S0

B 250 (52 W 4 A (BB %5 10 B or

S A IR0 /O BELEL A (3 B2 1 or

X HRZH A {EYH) x100% ., 0 0.1 1 10 100

1.4 s om A R R ) 2R A A AR T Drug concentration(jumol/L)
1 SKOV3 MMER T 6 55 R R R

B (1.0x10%/4L ) 55 7% 24h, 45 4L 4 31

TR R (8 25 28 B, IR 15025 (6 B 4R 2T 5%
24h, FH 0.25% A IE LWL A, SR 5 F 08 1
PBS ¥ ¥ (pH7.4) ¥ 2 X ,2000rpm &5 L> Smin, Jill A
500l 1Y Binding Buffer & 7% 40 M, 4 A 1x10%ml )
P4 MR, BUH 100pl, S A Sul Annexin V-
FITC 4L F1 5l PI 9Lk, A 48 &), & I bk Ot Iy
B 15min, EHLEED , H CELL Quest %443 #r 5 4%
gk
1.5 WHEE PCRZFME STAT3 mRNA FikkF

IO B K9 SKOV3 41, DL 2x10%/ml 1
WS RN TR g BB, 28 3m A 0.,0.1,1.0
10.0,100.0pmol/L # 7 £ B K7 7% 24h 1 48h J& $#2 5
S LE RNA, 28 5 PCR K STAT3 55 [
Tk,
1.6 ZitFE4E

SEHGHE FH wvxs Fom  fHH SPSS 19.0 B4l Ge it
AT AT ANOVA J5 2270 #r (LSD-t K 56 il g 4546
P<0.05 W Z=SAGI R X,

M FRE 2017 5% 23 %% 7 H

2.2 #HAE B X SKOV3 AR EHAS R FA TR

X B2 A4S W BE A GGy B .G/M BRI S Hi 41
L L WL Table 1, Bf#ETM R B W BRI, G/M
1 B 41 M EL B3 T R, Go/Gy 391 41 L 91 38 1 1K
(P<0.05), Annexin V-FITC/PI 4% {4 /R #i /" % B nJ
PISEAMEMET, XHIEZ4 0.1uM  1.0uM  10.0pM i
FE BAEHT SKOV3 41l 24h Ji5 4 i 8 7 3 53 5]
9 4.92% 10.75% .22.30% .29.23% (P<0.05) ,

Table 1 Influence of different concentrations of
cucurbitacin B on cell cycle of ovarian cancer cell (x+s)

Concentration Go/G, stage GJ/M stage S stage

Control Group 75.29+8.31  7.25+£2.62 15.53+3.70
Cucurbitacin 0.1pmol/L.  60.42+5.17* 16.19+1.27 17.32+4.27
Cucurbitacin 1wmol/L 40.71+4.31"> 33.40+3.89° 28.73+8.17
Cucurbitacin 10pmol/L.  23.68+4.82° 54.62+4.72" 16.43+2.50

compared with control group, P,=0.0228, P,=0.0003, P.=0.0000, P,=0.0009,
P,=0.0000, P=0.0000.
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Figure 2 STAT3 mRNA expression in ovarian cancer cell cultured in different concentrations of cucurbitacin B
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