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Effects of Spirulina Kinase on Vascular Endothelial Function of Model Rats with Atherosclerosis

HE Qiujing"*, WANG Huijie’, PANG Hui’, YANG Ying*, HUANG Yuanheng’, HUANG Zeyu’,JIANG Mengfeng®,
HUA Yuanyuan’, NONG Xiuhong’, ZHANG Kangling® (1.Basic Medical College, Guangdong Medical Universi-
ty, Guangdong Dongguan 523808, China; 2.Basic Medical College, Guangxi Medical University, Nanning
530021, China)

ABSTRACT OBJECTIVE: To study the effects of spirulina kinase (SPK) on the vascular endothelial function of model rats with
atherosclerosis. METHODS: 60 rats were randomly divided into normal control group (distilled water), model group (distilled wa-
ter) , positive control group (simvastatin, 0.005 g/kg) and SPK low-dose, medium-dose, high-dose groups (80, 160, 320 U/kg).
Except for normal control group, rats in other groups were induced for model of atherosclerosis. All groups were intragastrically ad-
ministrated relevant medicines at the same time, once a day for consecutive 12 weeks. Total cholesterol (TC), triglyceride (TG),
low density lipoprotein cholesterol (LDL-C), high density lipoprotein cholesterol (HDL-C), interleukin-6 (IL-6), tumor necrosis
factor-o. (TNF-0.) contents in serum of rats were measured. And the changes of thoracic aortic endothelium morphology were ob-
served by HE staining. RESULTS: Compared with normal control group, TC, TG, LDL-C, IL-6, TNF-a contents in serum of rats
in model group were increased (P<<0.01), HDL-C content in serum was decreased (P<<0.01); vascular endothelial cells fell off,
intimal proliferation projected into the lumen, smooth muscle cell proliferated and disordered, medium film elastic fiber disintegrat-
ed and fractured. Compared with model group, TC, TG, LDL-C, IL-6, TNF-a contents in serum of rats in administration groups
were decreased (P<<0.05 or P<<0.01), HDL-C content in positive control group and SPK medium-dose, high-dose groups was in-
creased (P<<0.05). Vascular endothelial cell morphology was improved significantly in administration groups, in which, vascular
endothelial cells were structurally intact in SPK medium-dose, high-dose groups, inner membrane was basically smooth; medium
smooth muscle cells arranged slightly disordered in SPK medium-dose group. Compared with normal control group, there were no
obvious changes. CONCLUSIONS: SPK shows obvious lipid-lowering and anti-inflammatory effects, it can protect vascular endo-
thelial function. The mechanism may be related to reducing TC, TG, LDL-C, HDL-C, IL-6, TNF-a contents and increasing HDL-C
content in serum.
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Tab 1 Results of TC, TG, LDL-C, HDL-C contents
in serum of rats in each group (x £ s,n=10,

mmol/mL)
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Note: vs. normal control group, **P<<0.01; vs. model group, "P<<
0.05,"P<<0.01
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Tab 2 Results of IL-6, TNF-a contents in serum of
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0.05,%P<<0.01
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Study on the in vitro Transdermal Absorption Properties of Galangin
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ABSTRACT OBIJECTIVE: To investigate the in vitro transdermal absorption properties of galangin and effects of different pene-
tration enhancers on its transdermal behaviors, and provide reference for developing skin preparations using galangin as APIs in the
treatment of vitiligo. METHODS: HPLC was used to determine the galangin content. Using cumulative permeation rate (Q) and
the transdermal rate (J) of galangin as indexes, the effect of absorption of receiving solution [20% , 40% polyethylene glycol 400
(PEG400) solution and 30% ethanol solution] and rotating rate (200, 300, 400 r/min) on galangin in complete skin of mice were
investigated, as well as the azone (1%, 3%, 5% ) and propylene glycol (10%, 20%, 40% ) alone or combination on its penetra-
tion promotion. And the transdermal properties of galangin in complete skin, exfoliating skin, dermis skin of rats and mice were de-
tected. RESULTS: The best permeability of complete skin of mice showed in 40% PEG400 solution at rotating speed of 300 r/min
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