a3t W1 A VLR R B2 2 B 2 4k Vol. 43 No. 1
2021 4F 2 A Journal of Youjiang Medical University for Nationalities Feb. 2021

U I SIS ST S S SR SR S S S S e ST e e e = S S S S ST S A A e e e e .

, /I SR R B 2 20 IR A P 1 4 247Ny 4 y - 3
' A5 TR BN KR L B %XTHEF{.‘/J—’EHZW})L AR 4 24T R Y X [‘L/ET%—‘—L—J ']é‘?ﬁ’\;}ﬁﬁi]
‘ FEF B Ho Ay FOLHI ()], AV RE BE 2 B 2442, 2021,43(1) . 17-21. !

11 1 11

ESENMERERERNEERENFITANEREE S FHLH

B/ KRR, EER
. FTLREAEFHWBEEREALAR.H EE 5330005
2. FIREEFHAXAEFK, B EE 533000;
.S HEMERFEEREFHAEFTS,H EHE  533000)

# E:BHM FRESENHARBEARAR(TEEOXE XTHRREHINIERNRETE S 2 T4, Fik X
FAOANFFE HepG2 40 i 4 ¥ 223 A fF# kW % % e (HUVEC) % & % & Td-EC,CCK-8 3= # 3| 3& & 4 3] % 0. 375
mg/ml.0.75 mg/ml.1.5 mg/ml.3 mg/ml.6 mg/ml 8 & % &4 A Td-EC 24 h Y 20 Ji 3% 78 97 %) %, 3% 3 1G5 K E (3.5
mg/mD W& % £ 1EH Td-EC 24 h, 48 X B 2540 TAdEC 83T % & 4 RAE4 4 B & L £ TdEC &% % 4
#1.qRT-PCR #1l Ets-1 mRNA 8y &k F b, &8 CCK-8 £ # ¥ 7.0.375 mg/ml.0. 75 mg/ml.1. 5 mg/ml.3 mg/
ml.6 mg/ml F45F1EA TdEC24 h 5, & AWM A A X FMH . £3.5mg/ml ¥5FEAE. TIECHWIEH i H R
IR AN B, TAEC 8y Ets] mRNA RXBR, 5B BAML, ZRHARAITFEX(P <0.05), &t F
HZERAMH TAEC W7 TH R RERY,H o TG TH 5% Ets-1 mRNA 9 R#% A X,
KEW:ESEFERLERMG MG RN @l % & R E26 s RHERF7 1

FESES RI35.7 XHERARIRAD : A XEHS: 1001-5817(2021)01-0017-05

doi:10.3969/j. issn. 1001-5817. 2021. 01. 004

Effect of oxymatrine on biological behavior of tumor-derived endothelial
cells and its molecular mechanism

Qin Xiaoshan'?, Zhang Cailing’, Huang Zansong'"*

(1. Department of Gastroenterology , The Affiliated Hospital of Youjiang Medical University for
Nationalities, Baise 533000, Guangxi, China; 2. Graduate School , Youjiang Medical
University for Nationalities, Baise 533000, Guangxi, China; 3. Guangxi Clinical
Medical Research Center for Hepatobiliary Diseases »

Baise 533000, Guangxi, China)

Abstract: Objective To explore the effect of oxymatrine on the proliferation, migration and tube-form-
ing ability of tumor-derived endothelial cells (Td-EC) and possible molecular mechanism. Methods Human
umbilical vein endothelial cells (HUVEC) were induced to form Td-EC in the conditioned medium of human
liver cancer HepG2 cells. CCK-8 assay was used to detect proliferation inhibition rate of Td-EC treated for 24 h
with oxymatrine at concentrations of 0. 375 mg/ml, 0.75 mg/ml, 1.5 mg/ml, 3 mg/ml and 6 mg/ml, respec-
tively. The oxymatrine with 50% inhibitory concentration (3.5 mg/ml) was selected to treat Td-EC for 24 h.
The migration ability of Td-EC was detected by cell scratch test and the tube-forming ability by in vitro angio-
genesis test. The change of Ets-1 mRNA expression was detected by qRT-PCR.  Results The CCK-8 assay

showed that the proliferation of Td-EC was inhibited after treatment for 24 h with oxymatrine at concentrations
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of 0.375 mg/ml, 0.75 mg/ml, 1.5 mg/ml, 3 mg/ml, 6 mg/ml. After treated with 3.5 mg/ml oxymatrine,

the migration ability and tube-forming ability of Td-EC decreased, and the expression of Ets-1 mRNA in Td-EC

decreased, compared with the negative control group, the differences were statistically significant ( P <Z0. 05).

Conclusion

Oxymatrine can inhibit the proliferation, migration and tube-forming ability of Td-EC, and the

molecular mechanism may be related to the inhibition of Ets-1 mRNA expression.
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