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Podoplanin-positive cell-derived small extracellular vesicles contribute to cardiac amyloidosis
after myocardial infarction

Pathologies

Type of cells

Myocardial infarction and heart failure'-6

Mesenchymal stromal cells

Cardiac Fibrosis™®

Mesenchymal stromal cells and early reactive
fibroblasts

Thrombi and thrombo-inflammation'®"

Mesenchymal stromal cells

Deep vein thrombosis'>"

Mesenchymal stromal cells

Atherosclerotic lesion®14-17

Mesenchymal stromal cells, Smooth muscle cells
and macrophages

Aneurysm and High arteria shear'®-?°

Mesenchymal stromal cells

Calcification aortic valves?'

Mesenchymal stromal cells and fibroblast

Stroke??

Microglia

Alzheimer Disease*

Mesenchymal and neural stromal cells

LPS-induced neuroinflammation?3

Astrocytes and glial cells

Traumatic brain injury®*2°

Astrocytes and glial cells

Gliosis and astrogliosis?®

Astrocytes

Gliomas?’-28

Astrocytes

Glioblastoma*

Mesenchymal and neural stromal cells

Gout arthritis, psoriatic arthritis, unclassified arthritis (UA),
parvovirus associated arthritis, reactive arthritis?°-30

Mesenchymal stromal cells and fibroblast

Rheumatoid arthritis29-34

Synovial fibroblasts

Psoriasis®*%

Synovial fibroblasts

Multiple sclerosis®*

Mesenchymal stromal cells

Inflammatory bowel disease>®

Mesenchymal stromal cells

Solid tumors®’-3°

Cancer cells and CAF

Cancer associated thrombi344°

Cancer cells and Cancer associated fibroblasts

Intestinal segmented filamentous bacterial infection36:41

Epithelial cells

Hypercaloric diet***

Mesenchymal stromal cells

Cirrhosis** Fibroblast
Preeclampsia*® Villous stromal cells
Fallopian tubes inflammation*® Telocytes

Table S 1. Literature search about Podoplanin acquisition by mesenchymal stromal and other cell types
in different pathologies. The table groups all the pathologies that have been characterized by de-novo
Podoplanin acquisition in mesenchymal stromal or other cell types. Papers that describe each pathology are
listed in the references for Table 1. The type of cells that de-novo acquire Podoplanin are mostly mesenchymal
stromal cells, unless the equivalent type of cells in the central nervous system or cancer tissue.



Pathologies Type of cells

Myocardial infarction and heart failure*’-¢’ Mesenchymal stromal cells and immune cells

Thrombi®2-6% Mesenchymal stromal cells and immune cells

Atherosclerosis®72 Adipose cells and macrophages

Atherosclerosig®7:63-6567-75 Mesenchymal stromal cells and immune cells

Aneurysm and aortic aneurysm?®’:6376-78 Mesenchymal stromal cells and immune cells

Endocarditis™ Mesenchymal stromal cells and immune cells

Stroke and cerebral ischemia®®¢38° Neuroinflammation

Alzheimer Disease®’ Astrocytes

Neuroinflammation®5°63.81-83 Macrophages

Cerebral Toxoplasma Gondii infection84# Inflammatory cells

Peripheral nerve damage®’85-88 Nerve

Corneal inflammation® Nerve

Depression®- Microglia

Sleep deprivation®® Immune cells

Rheumatoid arthritig3299.63.94-102 Synovium-  Mesenchymal stromal cells and
inflammatory cells

Psoriasig®®9103 Macrophages

Multiple sclerosis®! Neurons

Solid tumors®9:63.104-107 Cancer cells, CAF, immune cells

Intestinal segmented  filamentous bacterial | Epithelial cells and macrophages

infection41,59,84,108,109

Obesity and Insulin resistance™%-4 Adipocytes, epithelial cells, and macrophages

Liver Injury and autoimmune hepatitis''>'"® Stromal cells and stellate cells

Hepatic fibrogenesis'® Stromal cells and stellate cells

Lung bacterial infection®117.118 Lung epithelia

Lung infection associated with atherosclerosis'"® Immune cells

Diabetic nephropathy'2°.121 Podocytes, immune and stromal cells

Tubulointerstitial fibrosis in kidney'%? Podocytes and inflammatory cells

Osteoporosis'?® Immune cells

Endometriosis'?* Mesenchymal stromal cells and immune cells

Table S 2. Literature search about Serum Amyloid A3 (SAA3) deposition as amyloidosis and acquisition
by mesenchymal stromal and other cell types in different pathologies. The table groups all the pathologies
that have been characterized by SAA3 deposition as amyloidosis and acquisition by mesenchymal stromal or
other cell types. Papers that describe each pathology are listed in the references for Table 2. The type of
pathologies in which SAA3 amyloidosis is present and SAA3 is the dominant cytokine are the same pathologies
characterized by Podoplanin acquisition. Table 1 and Table 2 correlate Podoplanin acquisition and SAA3
amyloidosis in different pathologies.
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