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There is comparatively sparse investigation regarding the precise immune mechanisms implicated in atherosclerosis, especially regarding T cells. T cell mediators associated with the CD40-CD154
inflammatory dyad are found in autoimmune diseases such as T1D and RA and may be a cause of the added atherosclerotic risk which these disease states maintain. This study seeks to provide a model to
explore the impact of T cells on plague formation and composition.
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Figure 3. Flow cytometry confirmation of ApoE-/- (A) and ApoE-/- TCRa-/- (B) mouse models,
respectively. The percentage of CD3* CD4* T cells within the ApoE-/- splenic homogenate was 35.6%
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aforementioned reduction in overall SMCs, the reduction in overall
collagen content seen in our model is expected. Despite this, the ratio
of collagen to SMCs is greater in the ApoE-/- TCRa-/- mouse model, a
finding which has been seen in previous studies in which CD40
signaling has been interrupted. Provided these similarities in plaque
compositional changes brings to question whether or not o3 T cells
bearing these markers are the primary basis of this transformation.
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