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Abstract: Objective To explore the relationship between expression level of CD36 on peripheral monocytes and dyslipi-
demia,and evaluate the clinical significance in prediction risk of cardiovascular disease in patients with systemic lupus erythe-
matosus(SLE). Methods Monocytes CD36 and serum lipoprotein levels were determined in 30 patients with SLE and 31 ca-
ses healthy volunteers, Compared CD36 of monocytes expression intensity and lipoprotein concentration in SLE patients and
health controls. Meanwhile, the correlation between CD36 and lipoprotein was analyzed in SLE patients. Results The CD36
expression on monocytes in patients with SLE was significantly lower than that in the control group (| Z|=4.198, P=
0.000). TG, VLDLC and apoB100 levels of SLE patients were significantly higher than the control group (| Z| =4. 603, P=
0. 000. | Z| =3. 620, P=0. 001. | Z| =2. 208, P=0. 027). HDLC and apoAl levels of SLE patients were significantly lower
than the control group (| Z| =3. 751, P=0.000. | Z| =3. 918, P=0. 000). There were no statistically significant difference
in TC and LDLC between SLE patients and healthy volunteers (| Z| =0.159,0. 476, P=0. 874,0. 634). There was no signif-
icant correlation between CD36 expression intensity and serum lipoprotein levels in SLE patients ( P>>0. 05). Conclusion
The expression of CD36 on peripheral blood monocytes of patients with SLE was lower than that of healthy people,and the
decrease of CD36 expression on monocytes may be an independent risk factor for cardiovascular disease in SLE.
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