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718 3T R A KR fo P78 WL i (vascular smooth muscle cells, VSMCs)3Z 7. MTT4#7. Western
blot. %JRALAF F 77 kAR FER LA H EF AT VSMCsIG 7844 %o A AR A ALH], 34 R
RR, AR & AREARBUE I ) do ) H0R A K B F(platelet-derived growth factor, PDGF)
%3 49 VSMCs38 74, 44K 38 74 4m I A% 4L JR (proliferating cell nuclear antigen, PCNA)#&9 & i&, FA 17
PDGF% fh #4340 7% #sMEK/ERK13 $i@ 354 % AL, HAFRIES:, AL F & & AB L HIKPCNAK
1A e [ BT MEK/ERK 1/245 5 18 364 4 K R g P78 ALgm e b9 3G 74 .
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Hydroxysafflor Yellow A Inhibited Rat Vascular Smooth Muscle Cells
Proliferation Induced by PDGF

Zhao Jingshan'**, Fang Mingxing’, Guo Qianshu*, Li Yunfeng', Xu Bingyuan', Lai Shaohong’,
Feng Menghan'“, Liu Yu', Li Aiying'
('The Department of Biochemistry and Biology, Basic Medical College, Hebei University of Chinese Medicine, Shijiazhuang 050200,

China; *Hebei Key Laboratory of Chinese Medicine Research on Cardiocerebrovascular Disease, Shijiazhuang 050200, China; *The
Third Hospital of Hebei Medical University, Shijiazhuang 050052, China; *Hebei Medical University, Shijiazhuang 050017, China)

Abstract Hydroxysafflor yellow A (HSYA) comes from safflowers that are well known as traditional Chi-
nese medicine for the treatment of cardiovascular disease, and it belongs to flavonoids. Safflowers have the function
of activating blood circulation to dissipate blood stasis. HY SA has been used to treat cardiovascular disease in clin-
ic, but the treatment mechanism is unclear. The effect of hydroxysafflor yellow A on the proliferation of vascular
smooth muscle cells (VSMCs) and the related mechanism were studied. The inhibitory effect of hydroxysaftlor yel-
low A on VSMC:s proliferation was detected using cell culture, MTT assay, Western blot and immunohistochemical
staining. The results showed that HYSA inhibited cell proliferation induced by PDGF in a dose-dependent manner,
reduced proliferating cell nuclear antigen (PCNA) expression and blocked PDGFR-MEK-ERK1/2 signaling path-
way activated by PDGF in VSMCs. In conclusion, HYSA inhibited VSMCs proliferation via reducing the expres-
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sion of PCNA and blocked signal transduction of MEK/ERK1/2 in VSMCs.

Keywords

proliferation
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Fig.1 Inhibition of hydroxysafflor yellow A on VSMCs
proliferation induced by PDGF
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Fig.2 Hydroxysafflor yellow A inhibited marker gene PCNA
expression of VSMC proliferation induced by PDGF
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Fig.3 Inhibition of hydroxysafflor yellow A on PDGF-induced transmembrane signal transduction
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