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Effects of casticin on apoptosis, migration and invasion in human cervical
cancer cells
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Abstract: Objective To examine whether casticin influences the apoptosis, migration, and invasion of human cervical cancer HelLa
and SiHa cells. Methods HeLa and SiHa cells were treated with various concentration of casticin, cell viability was examined by
MTT assay and the apoptosis induced by casticin was determined by flow cytometry. The scratch test, matrigel assay, and Transwell
test were performed respectively to estimate the capabilities of migration, adhesion, and invasion of HeLa and SiHa cells. The protein
expression of nm23-H1 and MTAI in SiHa cells was analyzed by Western blotting. Results Casticin treatment significantly
inhibited cell viability, increased apoptosis rate, decreased migration percentages and adhesion of HeLa and SiHa cells, and reduced
invasion cells number. The protein expression of nm23-H1 was evidently enhanced, but that of MTA1 was significantly decreased.
Conclusion Casticin markedly induces the apoptosis and suppresses the migration and invasion of HeLa and SiHa cells, suggesting
its potential therapeutic effects on cervical cancer.

Key words: casticin; cervical cancer; apoptosis; invasion; migration

BRI LS 2 KR BRI, i AR Ccasticin, CAT), AW S A

AT R REAEAT B SURHT A0 13.15 T3, SR
BRI S 1/4 LLLE, BEEAT R 5 07 B
T (RS L U S BUR A ST 5 A,
Hy o B R H R S A AR, DU
MBI 19.7%%, HETHFLEARIRYT )7
o NS T LI 7 rh oy A B A SR

Iis BEA: 2016-03-03
EEUH: Rh BiZRWIE %E B (201440542)

WS R AE X T 206 HeLa AT SiHa 41 i 5 S 12
AN HMZ 2R E R, LARI2D vR LI PR R
UINIER
1w
1.1 4

N B i HeLa 40 B A0\ 1 7 Fiifif e SiHa 41

TEZRIN: BT, BFOEsEs) 6t, W95 1 TP 2525 HF 98 . E-mail: duanxy99@foxmail.com
«BEEE & =, BIEEEm, FF505 AP EZ P8R MR TS, E-mail: heyixue@foxmail.com



%#isaaz  Drug Evaluation Research 39k FH3IW 20166 H *373

M, 390 R UL AR R R A IRAF
1.2 YR EZERF

ST, WE LEERTTARAARAR, &
SRS NG 7 e e TSy N U U e S e
e PR N N Y MR R R ) S &R Vitex
trifolia L. var. simplicifolia Cham.FfJ 52 . 2 [ SCHk
J7ERY, SRR AT (0 A B 9 7 b SR 23 B Ak
51 CAT % 1, i 5 £k 98.1% . 5256 1 Fl DMSO
W, MARFEMBERTRWRE (ZRE<
0.5%)

Mgz (PBS). a4-Iis (FBS), H
Hyclone 4 #]; DMEM 4 iR — F 3L
(DMSO). DYHIFEBEMEEE (MTT). 0.25% R F135E
Jife, 5H Sigma AF]; WEER. HEZNUIUN
HAREYWTT: ZPH 123, AR
FABR A
1.3 FEUE

CKX41 3% BEi (HA Olympus AH]);
MCO-15AC CO, fHif# 57741 (H A Sanyo £ P
HL 38 A H); Anke TGL-16G & B LML (_Lilg 2=
BEEAERT ; SW-CJ-2FD XA HLliEE TAE & (9F
IR ); Gallios a4l Huf (S U1
TN ]

2 HE
2.1 HHREEESE

HeLa HI SiHa 40} /7% 10% FBS. 1%fi % % 1l
T8 Z PR DMEM 4 k5 7230 h 175 9%, 37 C.
5%[1) COp AN FE S A N ALAR, BF 2 d HelE 7Rl
IR, AR, AR RSB K2 80%
HEATFEAR
22 {ARETEANE

ZHESCER T VRS, O # K 3Y] HeLa H1 SiHa
MM, 0.25%AF EDTA BEETHAL, IIABTEER: I
WOHT,  HEE AN IRy 2 X 10%mL, R4l 100 uL
LRI 96 FLAH, 1595 12 h, S 40 R URE 80%
I 75 LB TR, NN AR EE CAT [R5 CFt
CAT DAARFFRILH AR, FLHIER 2.5+ 5.0 7.5. 10.0,
20.0 pmol/L), XAALMATG CAT M7, R4l
6 NMEAL.

AT 120 24 h BEAT MTT 3 bER . &E4L 00
AN 0.5%) MTT ¥ 20 pL, 4k 225557 4 h )5 5 LIS,
BN 150 ufL DMSO, #&% 10 min. 7£ 570 nm 3 K
N, H BRI S g% o AT CE OGS (4D fH

2.3 RRKREBAL (MMP) BOIE

¥ SiHa 400 LL 5X10°/mL #EBF T 6 FLIR
o, BfL 2 mL. CAT 4lMA 5.0. 7.5, 10.0 fl
20.0 pmol/L CAT [HJ4$57%M, *IRZ4I AT CAT
MBS FRI, WE 12 he WIS IR, R AL,
W FE IR, InRE IR LS, H 1 mL AR SKER R IRAT,
A SARTEIR R Al MBS R RO
2000 r/min 2.0 5 min, IR . 24 PBS 2Rk
LI 1 pg/mL FIZFHH 123 0.5 mL, 37 CH;7
FIPIFE 20 mine Y =UAH AR MMP.
24 TSI

SISCHR TP, R RIIREG M 8¢ CAT %t
Y MLIT R e 10540 . %% HeLa £ SiHa Z AL 1 X
10%/mL R0 6 LA, AL 2 mL. Fr40M0E iR
L2 95%I00F, 10 pL ToRE AR S AR AL SRR +5-48
X 2k, PBS ¥E 3 - CAT 41+ 1.25 1 2.5 pmol/L
CAT IR B IMIE RE IR (75 0.5% FBS), X[ 4]
BN 0.5% FBS 35359 . 1595 12 h 35 2235559, PBS
TEVE, 4%Z BRI E 15 min, 315 S0 g
TR AT, BEFLIE 5 AN sk 4 %
DXL 0 B, THEIER 1 o) b
2.5 ‘MAEFAMISEIE

LT 30 uL I 96 FLESFRM T, T4 1 h
Jis 37 “CHY PBS /MO 2 4k, BRI 1%
FBS ) PBS 100 pL, 3574619 E 1 h, FLL PBS
200 puL #hEH IR - HeLa FI SiHa 4 i 2.5 pmol/L
CAT 23598 MR CAT BIS5FR0D il
AFE 12 h J5, FEILE DMEM £ 7880 % 5%
10°/mL 40 J 380, I 96 FLEE -4, 4541 100 pL,
B 0.5 1. 1.5he HFRgiwn, S8R
HEFFRI, PBS NIRRT 40 2 2, A
¥ 2% FBS [f] DMEM K795 200 uL, MTT A&
AME. UL CAT 4 A4 {H/5H R A (L FHHE .
2.6 HHREIRZEI

A AR IMR 28525 K H Transwell /NE AT
HeLa 1 SiHa #il g fi] 2.5 pmol/L CAT FiALFE 12 h,
TR A o E A 5 X 10°/mL 9S40 kv, TN
R28NE L2, #FL 100 uL, FJ/N=EHCE 500 uL
5 20% FBS () DMEM #5575, 37 CH#¥H 8h )i,
HCHH /NS, P A 8 5 G P o e A 4
FE[A € 10 min, %8 HE 4005 T 200 f5)62% B
TS N BB AR 22 4l B, ThHrh T ATy
SANLEF, RS



*374 H¥issadz  Drug Evaluation Research 55393 3] 201646 A
2.7 Western blotting ;%4&ill nm23-H1 1 MTA1 3.2 3¢ SiHa £l MMP B0

EH=E S

¥ 5X10°/mL WKJE ) SiHa 41 MIREFT 6 FLIR
1, #fL2 mL. ¥ H 12 h J5, CAT 4N 1.25
F12.5 pumol/L ] CAT R5F#3, XHEALIAT CAT
MBS FRI, RS E 24 he WUERSNAR, SRR T
AT nm23-H1 F1 MTA1 25 (11093355 #T .
28 FitFEHE

HHRBILU X +5 K78, KH] SPSS 15.0 4eilh 24Kk
PEEAT B b, 2 AR LCICR T 5 2250 B, AL
B LR ¢ A
38R
3.1 XFEAARE SRS

ARSEIGHELE T S ARG ZKRIE (2.5, 5. 7.5,
10 20 pmol/L) H1 2 MAN[HINFA] 5 (124 24 h) CAT
X} HeLa 1 SiHa 40 Jo3& J) IR0 o 45 29 K 145
T 5 pmol/L I, 4 MLyE g4 i & il HBEZS 25
() () SR A R b, 50 B LA 2 S
# (P<0.01). Z5HRIE 1,

TG SRS £ R o, 29EH 120 )5,
SiHa #H JOAF G 986 50 5 W 2 BRAIG, S50 B4l L %=
FRFE (P<0.01). KW CAT BT MMP, 5%
TAMRHET. SR 2.

08 ) « HeLa 4l fitY
= SiHa 4 fits
0.6
s
< 0.4
0.2
0

X 2.5 5.0 7.5 10.0
CAT/(umol-L™")

G4l TP<0.01, T
P <0.01 vs control group, same as below
1 CAT X EFUEMAMENHFME (X £5,n=6)
Fig. 1 Effects of CAT on cell viability of HeLa and SiHa
cells (X s, n=6)

20.0

POt CAT 5.0 pmol-L™" CAT 7.5 pumol-L™" CAT 10.0 pmol-L™"
1300 450 1300
4004 1 8004
10004 1000+
E § § =1 000
g
S 5004 & 200 S 5004 &
50071
0- I 4 o
10 10*10° 10 10°10°10’ 10 10*10°1010° 10°107 10 10*10°10*10° 10°107 10 10*10°10*10° 10°107
FL2-A FL2-A FL2-A FL2-A
120
100-
80- T3
x
& 60-
=
= 40 *k
£ ko
]
0+— T T T —
ol 5.0 7.5 10.0

CAT/(umol-L™")

B2 CAT F&{% SiHa ZAf MMP (X £5,n=3)
Fig. 2 CAT decreases MMP in SiHa cells ( X %5, n=3)

3.3 %t HeLa ¥ SiHa ZABEZAMGE H BOS/ M

YR IR LA, AP A B B
#E oK, HeLa Fl SiHa 41848 CAT (2.5 umol/L)
TRALEE 24 h J5, ZEFHAE D) W& FRIK (P<0.01). 45
RO 3.

3.4 ¥} HeLa #0 SiHa {126 h B9

0 WA — I T PR % e T e ) 00 T e e L
1RZBRE ). AR IR, 2.5 pmol/L CAT TiALH 12 h
Ji » HeLa Fi1 SiHa 4 g 7 ik 56 5z (1) 40 H 135 PRI,
Lix gl tbig =R B (P<0.01), 455 4.



%#isaaz  Drug Evaluation Research 39k FH3IW 20166 H

* 375

& HeLa 410 %1
mHeLa 4i/fd CAT 2.5 pmol-L™'
o SiHa 4/ X1
8SiHa 4/l CAT 2.5 umol-L™"

1001
80
60

40}

EERT

201

0

lh 1.5h

B3 CAT f HeLa %0 SiHa fARAFMIGE NEOSZME (X =+,
n=06)
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