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Jffect of Wengyang—Huoxue—Jiedu formula (WHJF) on the functions of HUVECs

HONG Yong dunl, LI Zhiwenl, CHEN Shuangl, ZHAO Chunxiao2, YE Ziqingl, HUANG Ruilil (1.The First
Affiliated hospital of Guangzhou University of Traditional Chinese Medicine, Guangzhou 510405, China; 2.Graduate
school of medicine of Chiba University, Chiba 2608076, Japan

Abstract objective to investigate the effect-of pharmacological serum of Wengyang—Huoxue—Jiedu formula (WHJF) on
the functions of HUVECs. Methods The SD rats were randomly divided into four groups: the control group (C group) ,
low—dose WHJF group (L group) , middle—dose WHJF group (M group) , high—dose WHJF group (H group) ,

WisHE: 2016-05-10
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which were respectively treated with normal saline, WHJF (10.35g-kg—1, 31.05g-kg-1, 93.15g-kg—1) twice a day.

Pharmacological serum, used for all experiments, was taken from rats treated with the WHJF on the fourth day at 2

hour after first oral administration. The functions of cell proliferation, migration and tube formation were evaluated by

CCK-8 assay, transwell-assay and bFGF-tube formation respectively. Results Pharmacological serum of WHJF exerted

an inhibitory effect on proliferation, it was found that the inhibit rate of the L., M, H groups was significant difference

compared to the C group)

1
(P <0.05) . The number of migrated cells in WHJF groups was tver than the C group._llg|

However, only the H group exerted an obvious arrest on the cell migration compared the C group (P <0.05)

Moreover, pharmacological serum of WHJF can stabilize the neovascularization, which induced by bFGF, in certain

degree. Conclusion the pharmacological serum of WHJF exhibited inhibition of proliferation, migration in HUVECs,

and stabilize the neovascularization, which induced by bFGF, in certain degree.

Keywords: Wengyang—Huoxue—Jiedu formula; Human Umbilical Vein Endothelial Cells; Proliferation; Migration;

Atherosclerosis; Angiogenesis; Cytokines
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Figure 1 Identification of HUVECs.
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Figure 2 Effects of WHJF on the proliferation of HUVECs
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Figure 3  Effects of WHJF on the migration of HUVECs
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Figure 4 Effects of WHJF on the migration and bFGF-tube formation of HUVECs
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Figure 5 Effects of WHJF on the tube formation of HUVECs
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Protective Effect of Xinmailong injection on Focal Cerebral Ischemia in Rats

LI Huixian, XIE Wenbo, ZHANG Yanting, WANG Xiubo, ZHOU Fengru, LIU Xiaobo, SHEN Lei (College of
Pharmacy and Chemistry, Dali University, Dali, 671000)

Abstract: Objective To study the protective effect of XML on focal cerebral ischemia in rats. Methods Permanent
middle cerebral artery occlusion models were established by inserting nylon thread. The effects of XML on neurotic
behavior, cerebral infarct volume, cerebral water volume, the activities of SOD and GSH-PX, the content of MDA,
and the pathologic change of brain were observed. Results Compared with the ischemic model group, XML improved
ischemic rats’ neurotic behavior, decreased the cerebral infarct volume and water volume, increased SOD and
GSH-PX activities, decreased MDA content, and reduced cerebral injury after ischemia. Conclusion XML has the
protective effect on cerebral ischemia and enhances the anti—oxidation ability in rats.

Key words: XML; Focal cerebral ischemia; Anti—oxidation ability

o ik % 7B B R ( Xinmailong injection, XML)J& M AR RGEHA ) 2 2B YE, JUHXFHhi
TR NI A PIE Y BT, HEE - SO IURAA R YER, JE RS T O s, xfh
TG WML, USR], OIKRETS XA RGWA W, e dbr 2 T4 fig . o

WKimBHEE: 2016-04-26

EEENY: 20, 2, AR, WIS 252% . Email: 2738811855@qq.com. JMIFEE: W&, B, WL, YHE, B m. Maesims,

Email: scort20009@163.com,

EETB: ~MAHUF TR E AT H (20132156); KIARZAE -3 4T H (KYBS201411); KPR REARMFRE ST H (KYSX2015099).





