VICM, a biomarker of macrophage-driven inflammation, as a risk marker of
kidney disease progression in people with type 2 diabetes
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» VICM was measured at baseline (NordicVICM™ELISA) in 196 participants with
T2D, moderately increased albuminuriqg, preserved kidney function, moderate
inflammatory risk, and no history of cardiac disease enrolled in an
observational study conducted at Steno Diabetes Center Copenhagen.

Introduction and Objective

« Hyperglycemia-induced metabolic stress promotes macrophage recruitment,
driving inflammation, fibrosis, and kidney damage.

- Early biomarkers that can serve as risk markers for progression of diabetic
kidney disease (DKD) are needed.

« DKD progression was defined as a 230% decline in eGFR. Data on DKD
« We investigated whether circulating VICM—a fragment of citrullinated, MMP- progression were available for 173 (88%) participants.
degraded vimentin—is a risk marker for progression of DKD in people with

type 2 diabetes (T2D) and moderately increased albuminuria.

« Adjusted Cox proportional hazards models were applied.
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Vimentin is secreted from activated macrophages and citrullinated by
PAD, a process that occurs during inflammation

The Nordic ProteinFingerPrint Technology™

Activated
Macrophage

W
N
w\@‘ 9
“ Vimentin

‘ MMPs

Vimentin

Protease

(s
N

VICM 4
N

° ¥
PAD

RLRSSVPGV-Cit

Monoclonal antibody

Ry

—_—>

L2

rotein

Neo-epitope Bloodstream

MMP: Matrix metalloproteinase, PAD: peptidylarginine deaminase enzyme.
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Baseline characteristics Cumulative event curves for DKD progression
according to tertiles of VICM
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Conclusion

Higher VICM is an independent risk marker of DKD progression in people with T2D.

Biomarkers reflecting macrophage-driven immune dysregulation, such as VICM, may enable early
identification of people at high risk of kidney complications.
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