Bifidobacterium adolescentis ATCC15703

The genome structure of Bifidobacterium adolescentis ATCC15703
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Intra-specific diversities and compositions of Bifidobacterium species in human feces

and their long-term succession
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Bacteroides sp. Escherichia coli Ta-

Comparison of  Bacteroides sp. and Escherichia coli in
oxidation/reduction reaction of 7a-hydroxyl bile acids
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Biotransformation of plant lignans by lactic acid bacteria
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in vivo
Butyrate Production in Rat Intestine by Lactate-utilizing, Butyrate-producing Bacteria

Isolated from Human Feces
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Escherichia coli O157:H7
Analysis of the mechanism that control Escherichia coli O157:H7 population
by infant indigenous flora

STEC O157:H7
E. coli O157:H7

E. coli O157:H7

baby-flora-associated BFA E. coli O157:H7 BFA-3
BFA-4 BFA-3 BFA-4
GB-3 GB-4 E. coli O157:H7

GB-3 GB-4 E. coli O157:H7

E. coli O157:H7 50% E. cali
O157:H7 E. cali
O157:H7 HPLC GB-3 GB-4

E. coli O157:H7

BFA  enterobacteriaceae E. coli O157:H7

GB-3 GB-4 E. coli O157:H7 GB-3

E. coli O157:H7 GB-3
GB-3 GB-4 E. coli O157:H7
GB-4 GB-3
GB-3 E. coli O157:H7
BFA-3 enterobacteriaceae E. coli
O157:H7 E. coli 1
GB-3 E. coli O157:H7 E. cali E. coli O157:H7
E. coli O157:H7

BFA-3



Lactobacillus gasseri SP ECM

Adhesiion of Lactobacillus gasseri SP to ECM and binding inhibition against S.aureus.
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Salmonella enterica serovar Typhimurium DT104

Comparison of anti-infectious activity among Lactobacillus strains against multi-drug

resistant Sa/monella enterica serovar Typhimurium DT104 in mice
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Recombinant lactic acid bacteria expressing Sal/monel/a flagellin elicit

protective levels of immune responses in a murine model
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B - 2
Effect of Bifidobacterium on 3 -Defensin 2 Production in Human Intestinal Epithelial
Cell
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Bifidobacterium longum BB536

Effect of ingestion of Bifidobacterium longum BB536 on the phylaxis to influenza virus
infectionsin the elderly.
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Probiotic Lactobacillus casei activates innate immunity
via NF-kB and p38 MAP kinase signhaling pathways
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The effects of murine commensal bacteria on antigen-specific cytokine production by the

intestinal immune cells from germ-free mice.
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Lactobacillus casei IL6

Roles of cell wall components in Lactobacillus casei Shirota on the down-regulation

of IL6 production in colitic lamina propria mononuclear cells
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Bifidobacterium longum BB536

Change of some blood markers during and out of pollen season and effect of Bifidobacterium
longum BB536 intake on the subjective symptoms and blood markers in subjects of Japanese cedar

pollen alergy
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Bifidobacterium longum BB536
Effect of Bifidobacteriumlongum BB536 on change of fecal microbiotain individuals with Japanese

cedar pollinosis during pollen season
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The correlation between Gl -tract microbiota and allergy in Japanese infants
by molecular analysis
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Background & Aim: Colonization of the gastrointestinal tract of the newborn starts
immediately after birth and has great influence on the initial development of immune
system. However, it has been suggested that increased sanitation and hygiene lifestyles
reduced microbial exposure in early life and facilitated the rise in children’s allergy in
the developed country. In order to realize the correlation between microbiota and allergy
crisis in infant, we monitored bacterial composition in feces of a number of infant
subjects under epidemiological investigation.

Methods:  Fecal samples were collected daily until day 5 and monthly until 2 months
after birth from 86 infant subjects. Microbial composition was analyzed by PCR-
denaturing gradient gel electrophoresis (PCR-DGGE) combining with cloning and
sequencing methods and a real-time PCR, both targeting 16S rRNA gene in bacterial
community.

Results and Conclusions.  The composition of the predominant bacterial community
was quite host specific. However, the dominant bacteria belonging to enterobacteria,
streptococci, enterococci, staphylococci and strictly anaerobic bifidobacteria, clostridia
commonly presented in fecal bacterial community of tested infants. In some cases of
infants without antibiotic treatment in afirst few days of life, even though they harbored
high levels and various species of bifidobacteria in early life, they developed allergy.
But they harbored lower levels of Enterobacteriaceae group particularly in afirst week
of life, which is an important dominant groups found generally in early life. On the
other hand, five infants with antibiotic treatment during a first few days of life showed
decreased level of bifidobacteria and some other gram-positive bacteria, but higher level
of Enterococcus faecium, and Enterobacteriaceae especially Escherichia coli, and two
of them subsequently developed food allergy. Furthermore, Clostridium difficile was
detected in one allergic infants, and bacteria closely related to Sreptococcus equinus
were detected in three allergic infants, but these bacteria were not found in non-allergic
tested infants. In addition, in one case of food alergy infant Bacteroides
thetaiotaomicron was detected highly in earlier. These beginning observations
suggested that the gut microbiota composition was different between alergic and
non-allergic infants, and even among allergic infants. The antibiotic use in early life
not only alters microbiota composition but also may correlate with the development
of alergy in some infants. Moreover, the lack of stimulation of LPS from
Enterobacteriaceae group in early life might be one of the important factors in directing
the maturation of immune system in some alergic infants.

Since it is suspected that each bacteria member colonizing the neonatal intestine
modulates immune system in different ways, the balance and timing of ther
colonization would be important for the development of normal immune system. To
realize this point, the larger scale of epidemiological study with this kind of microbiota
molecular monitoring would be necessary.




