©
2016 2018

Evaluation of the severity of sepsis by proteomic analysis
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Sepsis is defined by "infection-induced inappropriate host-immune response
that induces life-threatening organ dysfunction”. The evaluation of "the degree of the insult" and "
the degree of host response™ have not been properly performed, and new approach has been required.
In the present study, we newly performed an diagnostic approach that comprised of measuring the
changes of 1) coagulation-related proteins 2) iron-metabolism-related proteins 3)
complement-related proteins by using proteome analysis. Among three components, we further
elucidated that the changes of coagulation-related proteins are related to the expression of
extracellular vesicles.
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1 Transthyretin 18 Cad A
2 Transthyretin 19 36 | ComplementfactorB REEEUNTE
3 Transthyretin 20 37 Complement factor B
: YA
4 Creactive protein 21 38 Complement factorB Fragment *ﬁﬁi%@/ ag
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6 Creactive protein 23 Ceruloplasmin 40 Complement factor B
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8 Ceruloplasmin 25 Microtubule associated serine 42 Complement factorB

threonine protein kinase 4 Fragment
26 Creactive protein 43 Alpha 2 macroglobulin
27 44 Alpha 2 macroglobulin
28 45 Alpha 2 macroglobulin
29 Microtubule associated serine 46 Beta defensin 109
threonine protein kinase 4 Fragment

13 30 Complement component 4A Rodgers Olfactory receptor 1E3
blood group

14 31 Complement component €48 Childo Mucin 20
blood group

15 Carbonic anhydrase 1 32 C4A2 Fragment a7 Chondroadherin like protein

Fragment Fragment
Complement C4 B 48 Alpha 2 macroglobulin

cDNA FLI54023 highly similar to Heat 49 Complement CS
shock protein HSP 90 beta
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