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January 8, 2026

TRANS GENIC GROUP INC.
(Code No.2342 TSE Growth Market)

Research Results regarding Gene Madification using CRISPR-Cas3 System
has been Published in "Nature Biotechnology "

TRANSGENIC GROUP INC. (“TG GROUP") hereby announces that, an article regarding TTR
gene modification using CRISPR-Cas3™! system has been published in the international
scientific journal “Nature Biotechnology”.

This is the outcome of the research conducted by Professor Tomoji Mashimo, Division of
Animal Genetic, Institute of Medical Science, The University of Tokyo. This paper describes
the results of gene editing research targeting familial amyloidotic polyneuropathy (FAP)™, a
genetic disease caused by mutation in TTR gene, using CRISPR-Cas3 system with highly
efficient gene disruption ability.

TG GROUP entered into "collaborative research agreement on gene modification experiment
using mouse model containing humanized TTR exon" with Professor Mashimo and C4U
CORPORATION in January 2022, and announced the results of a pilot experiment of this
research project in February 2022.

Title: CRISPR/Cas3-based editing for targeted deletions in a mouse model of transthyretin
amyloidosis

Journal: Nature Biotechnology (published: January 5, 2026)

For more details, please refer to the official release from the University of Tokyo below.
(https://www.ims.u-tokyo.ac.jp/imsut/jp/about/press/page_00367.html)

For the original paper published in Nature Biotechnology, please see below.
(https://www.nature.com/articles/s41587-025-02949-6)

& Reference

*1 CRISPR-Cas3
CRISPR-Cas3 is a novel genome editing technology developed based on the research
outcome of Dr. Tomoji Mashimo (Professor of Division of Animal Genetics, Institute of
Medical Science, The University of Tokyo) and Dr. Junji Takeda (Guest Professor of
Research Institute for Microbial Diseases, Osaka University).
CRISPR-Cas3 cleaves double strand DNA, as with CRISPR-Cas9. However, CRISPR-
Cas3 has higher specificity because target recognition sequence in crRNA (guide



sequence) is longer (27 nucleotide). In addition, it became apparent that effect on off-
target mutation (nonspecific and unintended genetic modification) is extremely low, so
it is more secure for genome editing. Furthermore, since large deletion is possible, it is
suited for destroying the function as well as modifying the gene.

*2 Familial amyloidotic polyneuropathy (“FAP")

FAP is an inherited disease caused by gene mutation in transthyretin (TTR), which is
generated mainly in the liver. Mutated TTR deposits in the body as amyloid, which causes
damage to various tissues including peripheral nerves. As a result, neurological
symptoms such as numbness, pain and sensory impairment in hands and feet appear
in early stage, and as the disease progresses, it can affect autonomic nervous system,
heart, kidney, and digestive tract. In recent years, it is also called as "hereditary ATTR
Amyloidosis (ATTRv Amyloidosis)."

& Related news releases

“Transgenic to enter into collaborative research agreement on gene maodification
experiment using mouse model containing humanized TTR exon” released on January 27,
2022

“Evaluation result of gene therapy experiment using mouse model with humanized TTR
exon” released on February 2, 2022
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