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[ABSTRACT]

atherosclerotic lesions.

Aptamer;

Methods

dothelial cells and THP- macrophage derived foam cells were observed by fluorescence microscopy respectivly.
atherosclerosis was formed by highfat feeding rabbit methods.
Results

detected by fluorescence microscopy and PCR.

cells and endothelial cells but bind to THP- macrophage derived foam cells and atherosclerotic lesions.

Macrophage Derived Foam Cell;

Atherosclerotic Lesion

Aim To observe the binding specificity of aptamers and THP- macrophage derived foam cells and
The FITC-dabeled PM1, binding to THP- macrophages, vascular smooth cells, en—

Model of
The binding of aptamers and atherosclerotic lesions were
PM1 didn’ t bind to THP- macrophages, vascular smooth

Conclusions

we have obtained PM1 specifically binding to THP- macrophage derived foam cells and atherosclerotic lesions.
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Figure 1. The binding specificity of PM1 and macrophage-derived foam cells were detected by fluorescence microscope
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Figure 2. Aorta HE staining in New Zealand rabbits
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Figure 3. The binding of the FITCdabeled PM1 and athero—

sclerotic lesions were detected by PCR
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Figure 4. Fluorescence microscope graph of binding of PM1 and atherosclerotic lesions
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