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The critical function of miR-146b against hematopoietic malignancy
THE NON-CODING RNA molecule
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Summary : Tokyo Medical and Dental
University (TMDU) researchers used
knockout mouse models created by
gene editing to reveal that the miRNA
miR-146b, like miR-146a, is involved
in the development of cancers, with
each having similar but not identical effects. The knockout mice showed high

Fig.1: miR-146b knockout (KO) mice developed hematopoietic malignancy.
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Fig.2: B-cell lymphomas developed in the lymph
nodes of miR-146a and miR-146b KO mice.
A: Lymphoma observed in the lymph nodes of
miR-146a KO mice.
B: Lymphoma observed in the lymph nodes of
miR-146b KO mice.
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How does estrogen protect bones?
Unraveling a pathway to menopausal bone loss
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menopause are at a greater risk of
developing osteoporosis, which can
lead to bone fractures and long-term
impairment of mobility. Studies have
suggested a link between reduced bone
density and low estrogen levels due to

Fig.1: Autoregulation of osteocyte
Sema3A in bone homeostasis
Estrogen induces osteocyte
expression of Sema3A, which acts on
its receptor on osteocytes to promote
survival, resulting in reduced
osteoclastic bone resorption and
enhanced osteoblastic bone formation.
Sema3A-activated sGC— cGMP
signaling through Nrp1 protected
osteocytes from apoptosis.
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menopause, but the basis for this link is
unclear. Researchers at Tokyo Medical
and Dental University found that the
protein Sema3A plays a key role in
maintaining healthy bones, suggesting
a new therapeutic avenue to treat
osteoporosis.
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“Instant Liver, Just Add Water”?
Not Quite, but a Better Way to Grow Multiple Organs
TOKYO, JAPAN- PLURIPOTENT
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Summary: Pluripotent stem cells can
be used to make experimental models

Fig.1: 3D CG of multi-organoid model
grown from human stem cells
Liver: red, Bile duct: green,
Pancreas: yellow, Gut: other colors.

of organ systems, but current techniques often produce models that bear
limited resemblance to true organs. Researchers at Cincinnati Children’s Hospital Medical Center (CCHMC) and
Tokyo Medical and Dental University
(TMDU) developed an improved method to make a sophisticated three-dimensional organoid model of the liver, pancreas, and bile ducts. The model may
help researchers understand how these
organs form and how genetic mutations
can lead to diseases in these organs.
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