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2. Tissue area decreases, whereas islet area and cellular density increases in T1D
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still unanswered questions regarding the expression and localization of proinsulin and insulin, how it
changes with disease progression, and if it might correlate with immune infiltration. For this purpose, we
employed our recently published whole-slide image analysis workflow, to extract quantitative data about 3. Islet beta cell density decreases, whereas alpha cell density and immune
the endocrine and exocrine cellular composition and immune infiltration of the pancreas during type 1 infiltration increase with disease progression
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C. QuPath analysis
Procedure Abbreviations & Definitions
Tissues and islets were detected with threshold- ND=non-diabetic, sAAb+/dAAb+=single/double
Ing/pixel classification autoantibody positive, T1D/T2D=type1/2
Endocrine and immune cells diabetes
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We generated quantitative data for islet density, cellularity and cellular density (hnumber of cells per islet, or 6. Cellularity increases in all islet types in T1D
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and plCls are more frequent in dAAb+ and T1D individuals. As expected, ICl density dramatically decreases
In T1D. The number of cells per islet (islet cellularity) tends to decrease in ICls compared to IDls in all 7. Immune infiltration impacts primarily ICls
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better understanding of the events leading to T1D.
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