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Neutrophils and pentraxin 3
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Summary Pentraxin 3 (PTX3) is the first identified long pentraxin, and is rapidly produced and
released by several cell types in response to proinflammatory signals. PTX3 protein was found to be
present together with lactoferrin®-specific granules localized in neutrophils.

Upon IL-8 stimulation, PTX3 is relased from neutrophils and localized in neutrophil extracellular
traps (NETs) formed by extruded DNA. Neutrophils in the colonic mucosal tissue of patients with
ulcerative colitis were the main cellular source of PTX3 protein, the expression of which is correlated
well with the histological grades of inflammation. The formation of NETs was confirmed within crypt
abscess lesions. Neutrophils depleted of PTX3 protein were also observed, suggesting the release of
PTX3 from neutrophils in crypt abscesses. PTX3 protein may contribute to the cell-mediated

immune defense in inflamed colon tissue of patients with ulcerative colitis.
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CD: cluster of differentiation, fMLP: formyl-methionyl-leucyl-phenylalanin, G-GSF: granulocyte colony-stimulating

factor, GM-CSF: granulocyte macrophage colony-stimulating factor, IFN: interferon, IL: interleukin, LI: immuno-

globulin-like, MyD: myeloid differentiation primary response gene, TGF: transforming growth factor, TL: Toll-like,

TNF: tumor necrosis factor, TRAIL: TNF-related apoptosis inducing ligand, TREM: triggering receptor expressed

on myeloid cells.
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BAFF: B cell activating factor, CEMF: corneal endothelium modulation factor, G-CSF: granulocyte colony-stimu-

lating factor, GDF: granulocyte-derived factor, GM-CSF: granulocyte macrophage colony-stimurating factor,

HGF: hepatocyte growth factor, IFN: interferon, LDGF: leukocyte-derived growth factor, LIF: leukocyte inhibitory

factor, LT: lymphotoxin, M-CSF: macrophage colony-stimulating factor, SCF: stem cell factor, TGF: transforming

growth factor, TNF: tumor necrosis factor, VEGF: vascular endothelial growth factor.
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I ERONETSIERL L PTX3DRIE (SCRkI9) & D)o Tl 4 DIREARDOTUR L KAENE S 7 F N & fliAe D%
BAR T2 TEMAL S N7 I BRI FR RN 12 )R 1E§ 5 PTX3 % NADPH oxidase | A7 L CTHHlbd
bo FEATIFHERICIIBEOBIE, 7 a<F > DL & DNAOHERIEE O HATE & . NETsHTERK
ENDY, ZOHIIPTX3, PHMERTF K, BRANOER., BNEAPNEEET %0

#£4 NETs|Z R1ES % &

Cellular localization Protein name Gene name Accession No.
Granules Leukocyte elastase ELA2 P08246
Lactotransferrin LTF P02788
Azurocidin AZUI P20160
Cathepsin G CTSG P08311
Myeloperoxidase MPO P05164
Leukocyte proteinase 3 PR3 P24158
Lysozyme C LYZ P61626
Neutrophil defensin 1 and 3 DEFA-I and -3 P59665, P59666
Nucleus Histone H2A H2A QINV63+
Histone H2B: a) Histone H2B H2B Q16778+
b) Histone H2B-like H2B Q3KP43, Q6GMR5
Histone H3 H3 Q71DI3+
Histone H4 H4 P62805+
Myeloid cell nuclear differentiation MNDA P41218
antigen
Cytoplasm S100 calcium-binding protein A8~ S100A8 P05109
S100 calcium binding protein A9 S100A9 P06702
S100 calcium-binding protein A12  S100A12 P80511
Cytoskeleton Actin (P and/or R) ACTB, ACTGI P60709, P63261
Myosin-9 MYH-9 P35579
Alpha-actinin (1 and/or -4) ACTNI, ACTN4 P12814, 043707
Plastin-2 LCPI P13796
Cytokeratin-10 KRT-10 P13645
Peroxisomal Catalase CAT P04040
Glycolytic enzymes Alpha-enolase ENOI P06733+
Transketolase TKT P29401

7 7 & AF5 1INET Database (http://web.mpiib-berlin.mpg.de/cgi-bin/pdbs/Ic/index.cgi) & Z I
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