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Development of PPARgamma-activating Nano-Medicine for Cardiovascular Diseases
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i We carried out translational research projects based on the nanoparticle-mediated
drug delivery system and PPAR-gamma agonists to develop a novel Nano-medicine for cardiovascular
diseases.

In a mouse model of plaque rupture, PPAR-gamma nano-medicine stabilized atherosclerotic plaques, through
a reduction in the number of Ly6C inflammatory monocytes in the peripheral blood and M1 inflammatory
macrophage and an increase in M2 macrophage in the aortic tissue.

In a mouse model of myocardial ischemia-reperfusion (IR) injury, PPAR-gamma nano-medicine inhibited
monocyte recruitment to IR heart and reduced infarct size.
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Pioglitazone-NP Skewed Peripheral Monocyte
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Effects of Pioglitazone-NP on Plaque
Destabilization and Rupture

Histology of Brachiocephalic Artery after 4-wk Treatment
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Pioglitazone-NP Suppressed Proteinase Activities
in vivo and ex vivo
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Gelatin zymography of macrophage culture supernatant

Thioglycollate-elicited
peritoneal macrophages
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