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Microparticles (MPs) can be formed from any cell type
and are abundant in the circulation
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MPs: in many compartments, - easy to study?
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Microparticles are formed through a blebbing
process
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Microparticles express various surface markers
1) Cell specific markers from “parent cell”
2) Activation markers
3) Phosphatidylserine (PS)
s 4) Other markers
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Bioactive surface molecules on MPs
have biological function and may cause diseases
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Rheumatic, autoimmune diseases

How are MPs detected?

Proteomics Electron
Microscopy
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PS+ and PS- Microparticles in SLE

m1 . PS* Microparticles

Both
Phosphatidylserine positive MPs
and

i ine negative MPs
Are more prevalent in SLE than
controls

The difference is even more
pronounced for PS negative MPs

Mobarrez et al Scientific Reports 6:36025, 2016

Proportion of phosphatidylserine (PS)
expression in SLE
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Investigated APS patients and controls at
Karolinska University Hospital

APS patients °
@@ Fhaiiain
n=52 / o,
Platelet.Ps
_— D41+ D154
Endothelial-WPs
Sizeand complxity D144 + CD142(CD106
<1oum
. © ¢ Monocyte-MPs
Healthy controls Lactadherin 3©'Q CD14 + antiHMGE1
n=52 Flow cytometry Leukocyte-MPs

'@ CD45 + CD142

Cdd* MPs (no lactadherin)

Subdivision according to cell i MPs (no lacta

origin and activation/
inflammation markers

Vikerfors et al Lupus 21 802-08, 2009

108 MMPIL (CD14)

Increased number of monocyte MPs in APS,
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Increased numbers of endothelial MPs and
Tissue factor positive endothelial MPs in APS
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Increased IgG on Cell-Derived Plasma Microparticles in
Systemic Lupus Erythematosus Is Associated With
Autoantibodies and Complement Activation
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B,GPI* MPs in aPL pos, aPLneg SLE patients and
in controls

B,GPI positive microparticles
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Mobarrez et al J Thromb & Hemostasis, 15 1799-1806, 2017

Phosphatidylserine (PS) expression might be
blocked on MPs in SLE and APS
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Mobarrez et al Eur J Clin Invest. 2018

Proposed mechanism leading to accumulation of pro-
thrombotic/inflammatory MPs in the circulation
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aPL positive patients

Mobarrez et al J Thromb & Hemostasis, 15 1799-1806, 2017
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