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myocardial infarction or stroke. Immune checkpoint Control PIMV2 mice (left), but did cause a minor but significant increase in serum
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reducing atherosclerosis. Control  PIM2 Control  PIM2 N Figure 3: PD-1 stimulation an increased leukocyte count.
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Figure 1: PD-1 stimulation (PIM2) decreases plaque size,
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weeks (n=15/group). but does not affect plaque stability. Oil Red O staining el e, S ) administration. These results do not
After 6 weeks the mice were sacrificed, leukocyte (top) of representative images of each group. Plaque size ° e e o N R explain the decrease in
subsets (blood, spleen, HLN, PC) were assessed with quantification (middle) based on Qil Red O staining, and ° ) ) ) atherosclerotic lesion size, therefore
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flow cytometry and atherosclerosis was quantified in the three-valve area of the aortic root Figure 4: PD-1 stimulation resulted in a significant increase CD4* T

the three-valve area of the aortic root. helper 1 cells in blood

further investigation is necessary.
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