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ABSTRACT Objective To evaluate the protective effect of Shexiang Baoxin Pill( SBP)on atheroscle-
rotic development and the role of circulating monocyte subsets (CD11b* Ly6G~ CD115" Ly6C" and CD11b"*
Ly6G~ CD115* Ly6C") in atherosclerotic ApoE™ mice after myocardial infarction (Ml). Methods Thirty-

five male ApoE™

mice at 6 weeks of age were fed with a high-fat diet for 10 weeks, 10 mice recruited in a
sham surgery group, administered with equal volume of normal saline by gastrogavage, and the other

twenty-five mice received myocardial infarction surgery by ligating left anterior descending branch. Twenty
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successfully modeled mice with MI were randomly devided into MI group (equal volume of normal saline)
and MI+SBP group (SBP,100 mg - kg™ - d™") by random digit table, 10 in each group. All mice were inter-
vened for 4 weeks. TC, TG and LDL-C levels in plasma were measured enzymatically using an automatic
analyzer. Aortic lesion areas were evaluated with oil red O staining. The macrophage in plaque of aortic si-
nus were analyzed by F4/80 immunofluorescence staining. Flow cytometry was used to explore the propor-
tions of circulating monocyte subsets. Results Compared with the sham surgery group, aortic lesions
were significantly aggravated ( P<0.01), macrophage content in plaqgue was increased ( P<0.01), the
number of circulating monocytes and the inflammatory Ly6C"™ monocyte subset increased ( P<0.01) in the
MI group. Compared with the MI group, SBP treatment reduced aortic lesions ( P<0.01), F4/80-positive
macrophages in plaque decreased ( P<0.01), monocyte levels and Ly6C" monocyte subset levels de-
creased ( P<0.05, P<0.01) in MI+SBP group. There was no statistical difference in Ly6C" monocyte sub-
set or TC, TG and LDL-C levels among the three groups ( P>0.05). Conclusions MI accelerated athero-
sclerosis progress. SBP had significantly anti-inflammatory effect in atherosclerosis by reducing the pro-
portion of pro-inflammatory monocytes in circulation and the content of macrophages in plaques accom-
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panied by no changes on plasma lipid profiles.

KEYWORDS atherosclerosis; Shexiang Baoxin Pill; monocyte subsets; inflammation
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