Autoimmunity in Type 1 Diabetes:

A Pathophysiology Shapshot
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* The autoimmune pathogenesis of TID starts months to years before the onset of

- The exact etiology of TID is unknown. In people who develop autoimmune TID,
genetic predisposition may combine with environmental stressors to trigger the

In TID, autoreactive T cells (CD4+ and CD8+) are activated, infiltrating pancreatic

islets and attacking beta cells.®’
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Autoantibodies

The increased presence
of islet autoantibodies is
a key biomarker for
Identifying early-stage
T1D and predicting
clinical onset®"*
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Beta-cell
autoantigens are
presented by HLA
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to naive CD4+ T cells
In peripheral lymph
nodes, thereby
activating them.®?

Concurrently,
defective regulatory
T cells fail to
effectively suppress
autoimmunity®?

TID can now be diagnosed early in the pathogenesis of the disease:
the presence of islet autoantibodies serves as a marker of

autoimmune attack on beta cells.!2

APC, antigen-presenting cell; CD, cluster of differentiation; HLA, human leukocyte antigen; IL, interleukin;
INF, interferon; MHC, major histocompatibility complex; TID, type 1 diabetes.
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