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Abstract

Amebiasis is enteric infectious disease, caused by Entamoeba histoltyica. Increasing number of
annual reported cases has been reported in recent two decades, mainly due to sexually
transmitted infection. Also, critical severe cases were reported every year. Thus, it is needed for us
to develop new strategies for controlling epidemiology and pathophysiology of E. histolytica
infection. For these purpose, we are investigating the new targets of . histolytica infection; 1.
Exacerbation pathway by secreted proteins (or exosome) from E. histolytica, and 2. Disease control
by gut microbiome via enhancing Neutrophil mediated host protection.

1. Investigation for “Exacerbation pathway by secreted factors from E. histolytica’.

For future investigation of secreted factors, including not only proteins but also exosomes, we
established the method for isolating . Aistolytica exosome from culture media of axenic
laboratory strain “HM-1:IMSS”. Also, we’ve done the screening of gene expression by
transcriptome analysis using E. Aistolytica isolates from clinical specimen. From this
transcriptome analysis, we identified 43 genes which are expressed more in virulent strains than
that in non-virulent strains. On the other hand, we are trying to develop new diagnostic method
which targeting E. histolytica specific secreted proteins to establish the diagnostic method of
antigen detection in clinical specimen. We already confirmed that detection of one secreted protein
is more sensitive and specific than that of E. histolytica component protein in tissue histology

samples. We will try to develop the diagnostic method of antigen detection in patients’ serum by
ELISA next year.

2. Investigation for “Disease control by gut microbiome via enhancing Neutrophil mediated host
protection.”
For future investigation of in quantitative Neutrophil protection against £. Aistolytica, we
developed in vitro assay for assessing Neutrophil activation to £. histolytica by Flowcytometry. In
this assay, Neutrophil activation and E. histolytica viability in the same tube and compare them
before and after mixture of Neutrophils and £ histolytica using different fluorescence conjugated
antibodies. On the other hand, in order to identify the disease protective gut microbiome during Z.
histolytica infection, we are analyzing the composition of gut microbes in stool collected from
patients who developing various clinical forms of £. Aistolytica infection. From the data of one
patient who showed various forms of F. histolytica infection in the clinical course, we identified 4
protective bacterial species of gut microbiome. Furthermore, we are now analyzing the stool
samples collected from 42 different patients for determining “protective gut microbiome” and
“exacerbating gut microbiome” during £. histolytica infection. Next year, we will try to identify the
mechanism of Neutrophil mediated host protection against F. histolytica infection by gut
microbiomes using “protective gut microbiome” by in vitro Neutrophil activation assay established
in this year.
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