Trophoblast-mediated tolerance in Type 1 Diabetes Autoimmunity
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Representative islets at 20x magnification stained for insulin (green),
CD45 (red), and DAPI (blue).

Figure 2. Macro Quantification and

Conclusions & Future Work

Bred non-diabetic NOD females showed the lowest CD45
infiltration of any cohort, consistent with a pregnancy-mediated
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