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Fig. 7 Comparison between human PRDX2 and parasitic protozoa Entamoeba histolytica (Eh)-PRDX. A. The signal pathway pattern diagram compiled from previous research [30]. After adhesion and contact with host cells, Eh produced and released a large amount of PRDX, which activated the assembly and activation of NLRP3 inflammasome via TLR4/NF-κB signaling pathway, with the carboxyl end of Eh-PRDX playing a crucial role. B. The COBALT online alignment tool (https://www.ncbi.nlm.nih.gov/tools/cobalt/cobalt.cgi) on the NCBI website was used for conservation compare of human PRDX2 and Eh-PRDX amino acid sequence . The red section represents consistent conservative areas. C. The spatial structures of Eh-PRDX and human PRDX2 were simulated by the SWISS-MODEL online tool (https://swissmodel.expasy.org). Both proteins are homologous decamers, and the carboxyl end of each monomer is located on the cell surface. Red box: carboxyl end.
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Fig. 8 Negative stain of recombinant human PRDX2 under 120 kv electron microscopy. The recombinant protein exhibited granular aggregation in the solution, mostly circular in shape, which is consistent with the predicted spatial structure of the protein in Figure S1. Bars, 100 nm. 
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