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Genomic variation landscape of the human gut microbiome
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Figure 1. Genomic variation statistics for 101 gut microbial species prevalent in 252 samples

from 207 individuals
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23/ =0l (Vuong et al. (2017) Annu Rev Neurosci)

scientific reports

W) Chack for updates

Emotional well-being and gut
microbiome profiles by enterotype

Sung-Ha Lee?, Seck-Hwan Yoon?, Yeonjae Jung?, Namil Kim?, Uigi Min?, Jongsik Chun®*" &

Incheol Choit*

With increasing attention being paid to improving emotional well-being, recent evidence points to gut

micrebiota as a key player in regulating mental and physical health via bidirectional communication

between the brain and gut. Here, we examine the association between emotional well-being and

gut microbiome profiles (i.e., gut microbiome compaosition, diversity, and the mederating role of

the enterotypes) among healthy Korean adults (n=83, mean age =48.9, 5D =13.2). The research was
performed using high-throughput 165 rRNA gene sequencing to obtain gut microbiome profiles, as
well as a self-report survey that included the Positive Affect Negative Affect Schedule (PAMAS). The
cluster-based analysis identified two enterotypes dominated by the genera Bacteroides (n=49) and
Prevoteila (n=34). Generalized linear regression analysis reveals significant associations between
positive emotion and gut microbiome diversity (Shannon Index) among participants in the Prevotella
dominant group, whereas no such relationship emerged among participants in the Bacteroides group.
Moreover, a novel genus from the family Lachnospiraceae is associated with emotional well-being
scores, both positive and negative. Together, the current findings highlight the enterotype-specific
links between the gut microbiota community and emotion in healthy adults and suggest the possible

roles of the gut microbiome in promoting mental health.

Lee et al. (2020) Sci Rep.
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NO : without dementia
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AD : Alzheimer’s disease
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Age at immigration to England of Asian and
Caribbean immigrants and the risk of developing

multiple sclerosis

Geoffrey Dean, Marta Elian

Abstract

Objectives—Previous studies have shown
that multiple sclerosis is very uncommon
among Indian and Pakistani immigrants
to England but that their children born in
the United Kingdom, in the age groups
available for study, have a similar risk of
developing the disease as occurs in the
general British population. The present
study was to ascertain if these immigrants
who enter England as children below the
age of 15, have a higher risk of developing
multiple sclerosis than those that enter
after this age.

Methods—A search was made in Greater
London, the West Midlands, Leicester,
Bradford, Halifax, and Huddersfield to
find ethnic Indian, Pakistani, and Bangla-
deshi immigrants to England with multi-
ple sclerosis. During the course of the
study some immigrants from the Carib-
bean with multiple sclerosis were also
found. The population at risk by ethnic
group and age at entry was not available
from the 1991 Census but was available in
the annual Labour Force Surveys.
Results—Indian and Pakistani immi-
grants who entered England younger than
15 had a higher risk of developing multiple
sclerosis than those that entered after this
age. Caribbean immigrants, who have a
higher multiple sclerosis prevalence than
Asian immigrants, did not show this
difference.

Conclusion—This study confirms previ-
ous studies which show that the environ-
ment during childhood is a major factor in
determining the risk of developing multi-
ple sclerosis.

who had migrated to England, as has been
reported among those who did not migrate.™
Muldple sclerosis was relatively uncommon
among West Indian immigrants but not as
uncommon as it was among ethnic Asian
immigrants. Children of Asian and West Indian
immigrants born in England and Wales, in the
age group available for study, had a similar
prevalence of multiple sclerosis to that in the
general population of England and Wales.™ "
Although the number of Asian immigrants
with multiple sclerosis from the Indian subcon-
tinent and from East Africa is still small, it is
now large enough to ascertain whether these
immigrants have a higher risk of developing
multiple sclerosis if they migrate to England as
children.

Method

The search for Indian, Pakistani, and Bangla-
deshi patients with multiple sclerosis has been
continued since 1972. It has included hospitals
in Greater London and the West Midlands and
also Leicester, Bradford, Halifax, and Hud-
dersfield; 70% of the ethnic Indian and Bang-
ladeshi, 57% of the Pakistani, and 65% of the
West Indians in England live in the areas
studied.”

The diagnostic indices in the hospitals in the
areas under study continued to be searched for
patients with multiple sclerosis who had
Indian, Muslim, African, or Chinese names or
belonged to other than Judeo-Christian reli-
gions. Their hospital records were then stud-
ied. Other sources were used to identify Asian
and Caribbean born patients with multple
sclerosis—that is, repeated enquiries from neu-
rologists, their secretaries, registrars, and gen-
eral practitioners. As a result, a further group of
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Extensive impact of non-antibiotic drugs
on human gut bacteria
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Maier et al. (2018) Nature
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Fig. 1| Metformin acts through changes in gut B. fragilis and bile acid signaling. Sun et al.” find

that metformin lowers levels of B. fragilis in the gut, resulting in a decrease in the enzyme BSH. The
subsequent increase in the bile acid GUDCA, which is an antagonist of FXR, increases levels of liver bile
acids and through this signaling increases insulin sensitivity.

Sun et al. (2018) Nature Medicine
Grace L. Guo and Wen Xie (2018) Nature Medicine
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