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[ Abstract] Objective To explore the possible pathogenesis of congenital pseudarthrosis of tibia ( CPT)
through compare the differential protein expression in serum-derived exosomes (SDEs) between CPT and nor-
mal children. Methods SDEs were extracted from venous plasma of 6 CPT children and 4 normal controls.
Then differentially expressed proteins were examined by tandem mass tag ( TMT)-based proteomics. And pro-
teomic information was acquired through Kyoto Encyclopedia of Genes and Genomes ( KEGG) pathway, gene
ontology (GO) classification, DisGeNET enrichment analysis and protein-protein interaction (PPI) enrichment
analysis. Results Based upon proteomics analysis, 121 up-regulated and 289 down-regulated proteins were i-
dentified. Complement & coagulation cascade was the most obvious enrichment in KEGG pathway. Monosaccha-
ride metabolic process was one of enriched process during the biological process of gene ontology ( GO) classifi-
cation. DisGeNET enrichment analysis indicated that three of top five diseases were associated with osteoporo-
sis. And glycolysis/gluconeogenesis was a part of enriched temms during PPI enrichment analysis. It hinted that
complement and glycolysis/gluconeogenesis were abnormal in CPT. Conclusion Abnormality of complement
and glycolysis/gluconeogenesis might be a potential pathogenic mechanism of CPT. Also this study may provide
new rationales for exploring the etiology and pathogenesis of CPT.

[ Key words] Congenital Pseudarthrosis of Tibia; Tibia/AB; Pseudarthrosis/CN; Proteomics/CLj; Pro-
teomics/MT; Exosomes
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Table 1 The Serial numbers of 22 differentially expressed proteins,genes and its annotations associated with osteoporosis
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Table 2 Eleven densely connected network clusters identified through MCODE algorithm
e GO R LoglO(P)
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MCODE_11 R-HSA-8856825 POA% 2 1A S A BT U -7.3
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