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Characterization of anovel Helicobacter pylori Bast Asian-type CagA ELISA for detecting patients|
infected with various cagA genotypes '
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1. What is the difference of the newly developed Elisa compared with the previous your home-made one?
2. How is Cag-A protein transferred into the blood? Can you explain the mechanism of this?
13. About EPTY A motif,
Is EPTY A motif specific in H. Pylori? Are there other bacteria which have this motif?
Is there any other diseases related with this EPIY A motif?
4. In recombinant protein, recombinant Cag-A m24 protein, you have confirmed the expression levels by SDS-PAGE and
western blotting. How about the functional examination of this recombinant protein is?
For example, have you checked some signals of downstream of this pathway?
5. [s this specific antibody targeted EPI'YA-D region?
5. What is ROC analysis? And what is the benefit to use this analysis in this study?
7. What is the reason you have chosen the parameters of bacterial density and histological score association
of anti-Cag-A antibody? Is there any possible parameter such as urease level or inflammation markers?
8. What is the reason for the difference of the cut off value in these 4 countries?
From an etiological or pathological point of view, what does this difference mean?
0. What is the reason you have chosen the parameters of bacterial density and histological score association of anti-Cag-A
antibody? Is there any possible parameter such as urease level or inflammation markers?
10. What is the pathophysiological mean of higher Ievel of anti-Cag-A antibody? Is this higher level related with gastric
cancer progression?
11. After some medication or treatment, how does the kinetics of anti-Cag-A antibody level change?
12. Is there any report of Cag-A overexpressing model or Cag-A knockout model? What is the phenotype
of these models??
13. Is there any clinical trial for inhibiting Cag-A activities? What do you think about the next direction from this study?
14. Although Bhutan is located north of Bangladesh and far from Indonesia, could you explain why the East Asian type of
CagA is predominant in Bhutan as well as in Indonesia,
15. Why do you culture E. coli at 30°C to express recombinant CagA?
16. Are cagA negative strains also pathogenic?
17. There are two types of CagA ELISA: the Western CagA ELISA and the East Asian CagA ELISA.
Which type of ELISA do you think is better in Bangladesh and Myanmar?
18. To evaluate the effect of East-Asian type CagA ELISA it is necessary to measure and compare the anti-CagA antibody|
levels by Western-type CagA ELISA. Was the patient measured using the Western-type ELISA?
19. In Table 1, there seems to be differences in the age of each country, but what about statistically?
Can you tell me whether the duration of H. pylori infection affect histological findings, such as monocyte
infiltration?
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