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Triptolide inhibits activity of human cervical microvascular endothelial cells
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[Abstract] Objective: To investigate the inhibitory effect of Triptolide on vasculogenesis of human cervical microvascular endothelial
cells, and to explore the mechanism. Methods: Human cervical microvascular endothelial cells (HCerMECs) were used as research sub-
ject, and treated with different concentrations of Triptolide (0, 5, 10, 20 and 40 ng/ml) in vitro. The effect of Triptolide on cell prolifera-
tion was determined by CCK-8, the cell migration ability was detected by Transwell assay while the expression of vascular endothelial
growth factor (VEGF) was examined by western blotting. Results: Triptolide inhibited the proliferation and migration of HCerMECs in
a dose-dependent manner (P<0.05). In addition, Triptolide could inhibit the expression of VEGF in HCerMECs in a concentration-de-
pendent manner. Conclusions: Triptolide could inhibit the proliferation and migration activity of HCerMECs which is related with the
suppression of VEGF expression.
[Key words] triptolide; vasculogenesis; endothelial cells; VEGF

[Chin J Cancer Biother, 2019, 26(2): 196-199. DOI: 10.3872/j.issn.1007-385X.2019.02.009]

B AR S A R R RN ELEE S U A G S AR SRR WA

F AR ALFE R R J it (%) AR BT AT 7 S A0 AR ) AR AT
RAG e m T, (H 20X He b T 7 R IR 24 P ) AR
SRART™ 6 . (R Ik, 0T 5 30008 A Ak T 24 400 ook 75 33 )
TG TE IR R A R TR T R R o R o A A A
DLRH A A HLRE I X AL AR 8] T S8 /EA , JF B
A I I R R R P B AL AR B DA OO, LA
S 4 A P 186 5 3 % e R o Rl A N R AR K
K7 (VEGF) S HAH S 2% (1) 1 FH BT 56 B

B B F 2R (triptolide) , & M 7 BH A T8 B
AN B SE, ULE R LR AR RALE A S
TP AR SETTT R B — B 5 3 AN PR E ZmiR N
B &, T A BN EEEG RS2 —. T
HZ AR HE PR R, R R PR Rl bk
B EBUMIRAER R R BTz, A
B AT DLEL 4 5] kD e A4 i ) 9 T T DA

F B R N T A B F A A ) i AR R A
HOHIE . ARSCERTUER AR R0 T AT 5 3
I PR 7 200 4 D 3 3o 4 B S 6, G S [0 94
FABFPRMEH T, AT 8 FR & W4l i
(HCerMEC) 3458 T #2451 , I a0l 48 e N VEGF
RIBAZ .

1 MR57EE

1.1 mie & & £ 23X50 A o
N T8 SO P B 4 i (human cervical mi-
crovascular endothelial cells, HCerMEC) & CerEpiCM

MEE™A] SRR 19812, &, B, 8 FAT LT, £ 33
AR PG RS AL 9T, E-mail: 738484 14@qq.com

[BfE1E&] KA AF(ZHANG Chunze, corresponding author), £ 2 )\
F IR I A S5 FERERT 7T, E-mail: 75481309@qq.com

b



b

SRR, S . T O TR R OGN B S PAY B A s A 41 )

- 197 -

S84 RE IR IE I H SclenCell 24 ] 5 5 A 1 B & H
et ik (E A3 R A PR A 7 (4 E298%) , 1% FH 7
— HIIE TN (DMSO) ¥ i » il CerEpiCM 35 97 5L 7 B
FTARWRSE : CCK-8 & B H AR A 225 5t
It , Transwell /N % ) H Corning 2 7] ;s VEGF &1 H
CST ],
1.2 HCerMEC #9 3 %

HCerMEC 41 Jif > FH % F] CerEpiCM 5¢ 4= £% 77 5
K5 7%, 5 500 ml CerEpiCM I\ 5 ml & #5410 i AE K
Tn#(CerEpiCGS, Cat. #7062)F144K& & >4 100 U/ml )
HHEE RS ERFRE, 37 °C, AR . 5%C02
B R R
1.3 CCK-8 & # Ml & ik F % 37 HCerMEC 3§ 74 49

¥ HCerMEC 41 Hu F 7E 96 FLAR 1, BEFL 1x10* 4>
YR, LN IRE N —H, 3 S U dw 5 o 1~5, B4
WS/, B IR 12 h g NG RE . UG BE 5 DA
()5 R 2. F CerEpiCM 1% LU BT AEH £ 54
ASTA I (0.5.10.20.40 ng/mD) . 7E452524 h )5
F CCK-8 3 751 o I 240 Jfa 38 B 4% O, DA 1 7 R
FUM R 10 41 B 3 N5 10%CCK-8 ] CerEpiCM 5¢
SR EEL . ARIGAE 37°CIRAH B E 60 min, 16 I 78
450 nm Ab 6 E FE (DE . 5 N E LI 20 6 B 3L
BP9 HUE s A T b . SEERE T 33,
1.4 Transwell &40 & Nk F % 3 HCerMEC i #%
& 71 69 %5

f£ HCerMEC A K &2 0 HUH IS, 4 ot B 4
TAEKE 7T MG TR AL 557 24 he AR5 K40
AT G, & A A AR EE TR A 32 (0.5.10.20,
40 ng/mD {55 7% 1L V8 i 40 i B, B T transwell b
200 Wl 2x 10*AN4HH) , TR FE N —2H, 3L S 4, 9
SR~ 5. FREMAZEREIFREE. 37 °C.5% CO, K
B I12hEHH . 4% 2 5 I [E E transwell i I
[ 20 i, AR 5 F DAPI(Sigma) % 4 i iE AT e (. F
MR L I ARIE R I AN . X AN [R] 9 B 5
G 20 AT BRAR TS CBEAL S M ALEF ) . SR ER T3
3 o
1.5 Western blotting #] & HCerMEC ¥ VEGF &9 & &
FE-3°

FH Western bolt 5 75 5& A [R] 45 25 JEE LT
HCerMEC [ L5 P4 7 41 il 4= K R 7 (VEGF) 1 3R 1A
. HCerMEC 35 77 2 0 80 A4 KA DL 1) 77 K s
2y, BANRE N —HL S 5 N 1~ 5. 4h2h24
hJi B E B IR SR I PBS Ve 3k . FH 40 e 145
BE () 1B 4= 310 R 5 850 25 135 J5 0N RIPA 24/
(B R), HIRG#HIRA G, fEvK 2% 30 min, H

BCA & H &l e | IR . % IREAL 35 pg &
H k17 SDS-PAGE, & [ 2% 7y % # % PVDF Ji (Bio-
Rad, America) I, Ff] 5% FJ i fig 4+ @5 (SIGMA , Ameri-
ca) ZihE A 1 he I Anti-VEGF i {4 1 B-actin [
— 1 (abcam) , & & 5 1 N\ — Pt HRP - linked $i 1&
(Cell Signaling Technology) , #¢ J& I\ ECL K¢k »
2Rk N F . FH Image] BEEXT 45 k47 70 #r o
SCEREE T 3k,
1.6 %itsas

T Bt o R 3 B br ik 22 3%, K H SPSS
20.0 BRAFHAT Buvt 22 0 W » 21 18] 22 5 R E XS A0 560
P<0.05 8% P<0.01 KR Z R A G175 .

2 # B

2.1 FEAFEYT R L F A e 6y 3Ea Ak

It 5 T 2\ JiR H 2R B (1 38 =7 , HCerMEC 41 i D
(B R RARAR , 10 ng/ml ZHAH X 2% 0 AL A 2R K4
H1Z N (6.38+1.500% , 20 ng/ml ZH AN T 45 5 HE 2
A KA 2R (19.50+3.01)%. 7] LUK ILBESE T 2
JHE FFZCUK B 1 48 5, HCerMEC 41 it 1Y) 18 4 RE /7 52 R
Bt (- D,

*

100

N\
\

N\

80}

60

40

Cell prolifiration (D,))

20t

(=]
w

1 20 40
Triptolide (ng/ml)

o

"P<0.05, vs 0 ng/ml group
1 TRREEABRRENAFEOMMDENL
4R A RO HD ]
Fig.1 The inhibitory effect of different concentrations of trip-
tolide on proliferation of HCerMECs
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A: Blank control group; B: 5 ng/ml triptolide; C: 10 ng/ml triptolide; D: 20 ng/ml triptolide; E: 40 ng/ml triptolide
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Fig.2 Effect of different concentrations of triptolide on migration capacity of HCerMECs
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Fig.3 Inhibition of triptolide on migration capacity of
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Fig.4 The inhibitory effect of triptolide on
VEGF expression in HCerMECs
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