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Synergistic effect of components of Xiongshao capsule on reducing cholesterol content

and inflammation in foam cells derived from RAW264.7 cells

MEI Jun', ZHOU Qingbing”, XU Hao’, XU Fengqin®

(1. Graduate School, China Academy of Chinese Medical Sciences, Beijing 100700 ; 2. Institute of Geriatrics, China Academy
of Chinese Medical Sciences, Beijing 100091 ; 3. Institute of Cardiovascular Disease, China Academy of Chinese Medical Sci-
ences, Beijing 100091 )

[KEY WORDS ] ligustrazine; paeoniflorin; foam cells; inflammatory factors

[ ABSTRACT] Aim  To observe the effects of components of Xiongshao capsule on cholesterol and inflammatory fac-
tors on foam cells in vitro. Methods Oxidized low-density lipoprotein (ox-LDL) was used to induce the foaming of
RAW264.7 cells.  The proliferation activity of foam cells was detected by CCK-8 reagent.  The total cholesterol (TC)
and free cholesterol (FC) in foam cells were detected by cholesterol test kit, and the lipid distribution in cells was observed
by oil red staining.  The concentration of inflammatory factors, tumor necrosis factor alpha ( TNF-a) and interleukin 1beta
(IL-1B) was detected by ELISA kit. Results The results of CCK-8 showed that ligustrazine and paeoniflorin had no
obvious effect on the proliferation of foam cells under 80 mg/L concentration. 40 mg/L ligustrazine plus 80 mg/L paeoni-
florin could significantly reduce TC and FC contents in foam cells, reduce lipid deposition in foam cells, and inhibit the se-
cretion of TNF-a and IL-1B by foam cells. Conclusion It is proved that the effective components of Xiongshao cap-
sule, ligustrazine and paeoniflorin, can reduce the cholesterol content in foam cells derived from RAW264.7 cells and re-
duce the inflammatory factors, TNF-a and IL-1f produced by foam cells which have an potential ability to inhibit inflamma-

tory reaction.
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Figure 1. Effects of different concentrations of ligustrazine

and paeoniflorin on proliferation of foam cells(n=3)
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Table 1. Effect of effective components of Xiongshao capsule

on cholesterol content in foam cells (n=6)
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Figure 2. Oil red O staining of cells in every group (200x)
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Figure 3. Effect of effective components of Xiongshao capsule

on inflammatory factors in culture medium (n=4)
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