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[ Abstract] Objective To investigate the effect of leptin on the expression of Interleukin 6 in vascular
endothelial cells. Methods Vascular endothelial cells were culture by primary cell culture, 100 umol/L leptin was
used to stimulate endothelial cells for 0, 1, 3, 6, 12h. Then ELISA method was used to detect the expression of
IL-6 protein, and the expression of IL-6 mRNA in vascular endothelial cells was detected with real-time
fluorescence quantitative polymerase chain reaction (real-time PCR) . Results Compared with the blank control
group, the expression levels of IL-6 were higher in the leptin stimulation group, and the expression levels of IL-6

protein and mRNA were increased when the action time extended. Conclusion Leptin can increase the expression

and secretion of IL—6 in vascular endothelial cells in time—dependent manner.
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Fig. 3 The ELISA result for IL-6 content in cell
supernatant [pg/mlL, (xzxs), n=3]
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Fig. 4 The effect of leptin on IL-6 mRNA [ (x +s) ,
n=3]
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Tab. 1 The ELISA result for IL-6 content in cell
supernatant [pg/mlL, (x+s5), n=3]
LI IL-6
MR 111.56  1.372
BEE1hdl 123.196 + 7.05"
JEE3IhH 138.411 +5.203"
HEE6hU 147.179 + 1.211"44
FEE 12h 4 159.067 + 4.02°44

XA, 'P<0.05; 58 E Ih gl i, “P<
0.05; 5982 3 h 41, 2P<0.05.
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Tab. 2 The effect of leptin on IL-6 mRNA [ (x +3s) ,

n=3]
LUy IL-6 mRNA FXF kit
X HEZH 1.00 = 0.00
FE L hd 1.259 + 0.009"
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FE 6h U 1.695 + 0.021744
E 12h 4 1.998 + 0.003°44

S5XTMAkE, 'P<0.05; FHE h 4,
2P<0.05; S % 3 h4lE, AP<0.05.
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