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[ ABSTRACT] Aim To investigate the role of scavenger receptor CD36 in carboxy methyl lysine (CML) inhibition
of foam cell migration. Methods (1) The effect of CML on lipid accumulation and cell migration of RAW264.7 mac-
rophages was observed, followed by observing the interaction of CML with CD36. The experiment was divided into:
control group, oxidized low density lipoprotein ( ox-LDL) group (40 mg/L ox-LDL), CML group (40 mg/L ox-LDL
+10 pmol/L CML) ; (2)To observe the role of CD36 in CML inhibition of foam cell migration, the experiment was divided

into two parts. Firstly, the effects of CD36 inhibitor SSO on the migration of RAW264.7 foam cells was investigated ; con-
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trol group (40 mg/L ox-LDL+10 wmol/L CML) and SSO group (40 mg/L ox-LDL+10 pwmol/L CML+25 pmol/L SSO) ;
And then the effect of different receptor blockade on CML inhibition of foam cell migration was observed: control group
(40 mg/L ox-LDL+10 pmol/L CML) , anti-CD36 group (40 mg/L ox-LDL+10 pwmol/L CML+2 pmol/L anti-CD36) , an-
ti-RAGE group (40 mg/L ox-LDL+ 10 pmol/L. CML + 2 pmol/L anti-RAGE ), malBSA group (40 mg/L ox-LDL
+10 wmol/L CML+400 nmol/L malBSA). Some related detections were performed after 24 h of 1% BSA medium inter-
vention (oil red O staining, Transwell cell migration experiments, immunoprecipitation experiments, CD36 immunofluores-
cence staining, etc). Results Cholesterol oxidase method quantification and oil red O staining qualitative showed that
CML can effectively promote the accumulation of lipid droplets in RAW264.7 macrophages and form key components of ath-
erosclerotic plaques--foam cells.  Transwell cell migration experiments and quantitative analysis showed that: compared
with the control group, the number of migrating foam cells in the ox-LDL group decreased by 43.5% ( P<0.05) ; Compared
with ox-LDL group, CML reduced the number of foam cell migration by 49.2% (0.287+0.031 vs 0.565+0.061,P<0.05) ,
the result indicated that CML inhibited RAW264.7-derived foam cell migration. Immunoprecipitation experiments and im-
munofluorescence staining showed that there was a significant interaction between CML and CD36 in foam cells. Further
more, after using SSO or neutralizing antibody anti-CD36 to block CD36 and scavenger receptor inhibitor malBSA block all
scavenger receptors, the number of migrated cells was significantly higher than that of the control group( P<0.05). Statis-

tical analysis showed that, the cell migration index of anti-CD36 group was 81.3% in malBSA group(2.35+0.39 vs 2.89+
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0.41, P<0.05).

migration.
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Conclusion Scavenger receptor CD36 may be a key node for CML inhibition of RAW264.7 foam cell
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Table 1. Comparison of intracellular cholesterol content in each group(n=>5)

| FC(mg/g) CE(mg/g) TC(mg/g) CE/TC

X HR A 31.213+3.222 10.501+1.341 42.315+3.743 0.248+0.062
ox-LDL 41 58.912+6.132° 63.321+7.351° 121.910+11.512° 0.519+0.152*
CML 4 80.224+7.512" 111.931+£12.832 203.212+19.714" 0.551+0.138"

a N P<0.05, 5%F B4 L4 ;b o P<0.05, 5 ox-LDL 41 [L#%,
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Figure 1. Effect of CML on the migration of RAW264.7 foam cells(n=5)
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Figure 2. Relationship between CML and CD36 in RAW264.7 foam cells(n=5)
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Figure 3. Role of CD36 in CML inhibition of RAW264.7 foam cell migration(n=>5)
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