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Inhibitory effects of wogonin on lung cancer A549 cell line in vitro
LI Xian—dong
(Department of Respiratory ,Huaihe Hospital of Henan University)
[ Abstract]Objective:To study the inhibitory effect of wogonin on proliferation,invasion ability and pro-apoptotic activity in lung
cancer A549 cell line. Methods :MTT chromatometry was employed to determine the influence of wogonin on proliferation of A549 cell.
The apoptosis~promoting effect of wogonin on A549 cell was observed by morphological method. The changes of cell invasive ability in

vitro were detected by Transwell assay. Results: Wogonin showed significant inhibitory effect on the proliferation and invasive activi—

ty of A549 cell line and the apoptosis—promoting effect on lung cancer cells. Conclusion;Wogonin can significantly inhibit prolifera—

tion and migration of lung cancer A549 cells and promote the apoptosis of A549 cell line.
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The effects of sodium tanshinone || A sulfonate pretreatment on high
glucose—induced fractalkine expression in

human umbilical vein endothelial cells
ZHOU Ping,ZENG De—kang, LI Fa—qi,ZHANG Bing,YIN Ling
(Department of Gerontology ,the First Affiliated Hospital, Chongging Medical University)
[ Abstract}Objective: To explore the effects of sodium tanshinone II A sulfonate(STS) pretreatment on high glucose—induced expres—
sion of fractalkine (FKN) in human umbilical vein endothelial cells(HUVECs) and its possible mechanisms. Methods:HUVECs in
good condition were divided into 5 groups:normal group(N), high glucose group(HG),STS group(STS) ,high glucose with STS group
(HG+STS) and high glucose with STS and lithium chloride group(HG+STS+LiCl). After planted HUVECs in DMEM/LG (5.5 mmol/L)
for 10 h,5 mg/L STS and/or 10mmol/L LiCl was added for 2 h as above and then 33.3 mmol/L high glucose was added for 48h.Har~
vested and the protein levels of intracellular B—catenin and p—GSK-3B (Ser’) were measured by immunohistochemistry staining

(SABC)and membrane fractalkine were detected by immunoflu—

orescence (FITC),and the mRNA expression of GSK-3B and
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FKN were measured by RT-PCR. Results; Compare with N, the
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