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[ Abstract ]

inflammatory response with macrophage infiltration and polarization are the major causes of atherosclerotic plaque instability.

Background In recent years, more and more research evidence shows that, local and systemic

Therefore, reducing the formation of macrophage derived foam cells and inhibiting inflammatory response of macrophages are
of great importance for improving the plaque stability, prevention and treatment of cardiovascular and cerebrovascular diseases.
Objective To investigate the impact of pigment epithelium—derived factor ( PEDF ) on oxidized low density lipoprotein ( Ox—
LDL ) —induced macrophage inflammatory response. Methods This experiment was carried out from January to August 2018.
Macrophages were divided into blank control group and groups A, B, C and D before grouping, and then cells in groups A,
B, C and D received PEDF with final concentration of 100, 200, 400, 800 ng/ml for 24 hours to complete the cytotoxicity
test, respectively. After cytotoxicity test, macrophages were randomly divided into experimental control group, inflammatory
response group, low concentration group, medium concentration group and high concentration group. Cells in inflammatory
response group received Ox—LDL for 24 hours to induce inflammatory response, cells in low concentration group, medium
concentration group and high concentration group received PEDF with final concentration of 100, 200 and 400 ng/ml for 24
hours, respectively, followed by Ox—LDL for 24 hours to induce inflammatory response. CCK—8 method was used to detect the
cell viability, Western blot method was used to detect the intracellular expression of IL-1 protein and MCP-1 protein, ELISA
was used to detect the extracellular expression of IL—1 protein and MCP-1 protein, and Annexin V-FITC/PI double staining
method was used to detect the apoptotic rate. Results (1) Cell viability in D group was statistically significantly lower than
that in blank control group ( P<0.05) , while there was no statistically significant difference in cell viability in groups A, B, C
and blank control ( P>0.05) , thus the appropriate intervention concentration of PEDF was 100, 200 and 400 ng/ml. (2) Cell
viability in inflammatory response group, low concentration group, medium concentration group and high concentration group
was statistically significantly lower than that in experimental control group, respectively, meanwhile cell viability in medium
concentration group and high concentration group was statistically significantly lower than that in inflammatory response group,
respectively ( P<0.05) . (3) Relative expression quantity of intracellular and extracellular IL-1 protein in inflammatory
response group, low concentration group, medium concentration group and high concentration group was statistically
significantly higher than that in experimental control group, respectively, meanwhile relative expression quantity of intracellular
and extracellular IL-1 protein in low concentration group, medium concentration group and high concentration group was
statistically significantly lower than that in inflammatory response group, respectively ( P<0.05) ; relative expression
quantity of intracellular and extracellular MCP-1 protein in inflammatory response group, low concentration group, medium
concentration group and high concentration group was statistically significantly higher than that in experimental control group,
respectively, meanwhile relative expression quantity of intracellular and extracellular MCP-1 protein in medium concentration
group and high concentration group was statistically significantly lower than that in inflammatory response group, respectively
(P<0.05) . (4) Apoptotic rate in inflammatory response group, low concentration group, medium concentration group and high
concentration group was statistically significantly higher than that in experimental control group, respectively, meanwhile apoptotic
rate in medium concentration group and high concentration group was statistically significantly higher than that in inflammatory
response group, respectively ( P<0.05) . Conclusion PEDF with final concentration of 200 and 400 ng/ml can effectively
reduce viability of macrophage, down-regulate the expression of IL-1 protein and MCP-1 protein, promote the apoptosis of
macrophage, and then inhibit the Ox-LDL-induced macrophage inflammatory response.
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Table 1  Comparison of relative expression quantity of intracellular and

extracellular IL—1 protein and MCP—-1 protein in the five groups
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Figure 1  Electrophoretogram for expression of intracellular IL-1 protein

and MCP-1 protein in the five groups
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