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Heart failure-specific cardiac fibroblasts contribute to cardiac dysfunction via the MYC-CXCL1-CXCR?2 axis.
Komuro J, Hashimoto H, Katsuki T, Kusumoto D, Katoh M, Ko T, Ito M, Katagiri M, Kubota M, Yamada S,
1 Nakamura T, Akiba Y, Kouka T, Komuro K, Kimura M, Ito S, Nomura S, Komuro I, Fukuda K, Yuasa S, Ieda
M. Nat Cardiovasc Res. 2025 Sep;4(9):1135-1151. &HEHD
LMNA Q353R Mutation Causes Dilated Cardiomyopathy Through Impaired Vitamin D Signaling. Ito M,
Katoh M, Sassa T, Ko T, Fujita K, Yamada S, Miura K, Toyoda M, Takada S, Tobita T, Katagiri M, Kubota M,
2 Yamada T, Hatsuse S, Morita H, Ikeuchi M, Matsuura K, Umezawa A, Nomura S, Aburatani H, Komuro I.
Circulation. 2024 Sep 17;150(12):971-974.
Myocardial DNA Damage Is Responsible for the Relationship Between Genotype and Reverse Remodeling
in Patients With Dilated Cardiomyopathy. Dai Z, Ko T, Inoue S, Nomura S, Fujita K, Onoue K, Kuramoto
3 Y, Asano Y, Katoh M, Yamada S, Katagiri M, Zhang B, Yamada T, Heryed T, Sawami K, Jimba T, Hori N,
Kubota M, Ito M, Amiya E, Hatano M, Takeda N, Morita H, Saito Y, Takeda N, Komuro I. Circ Heart Fail.
2024 Nov;17(11):e011879.
Vaccine Therapy for Heart Failure Targeting the Inflammatory Cytokine Igfbp7. Katoh M, Nomura S,
Yamada S, Ito M, Hayashi H, Katagiri M, Heryed T, Fujiwara T, Takeda N, Nishida M, Sugaya M, Kato M,
4 Osawa T, Abe H, Sakurai Y, Ko T, Fujita K, Zhang B, Hatsuse S, Yamada T, Inoue S, Dai Z, Kubota M,
Sawami K, Ono M, Morita H, Kubota Y, Mizuno S, Takahashi S, Nakanishi M, Ushiku T, Nakagami H,
Aburatani H, Komuro I. Circulation. 2024 Jul 30;150(5):374-389.
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2026 £ 1 H Keystone Symposia: iPSC: Progress, Opportunities, and Challenge
(Kyoto, Japan)
1 Masayuki Kuobota, Masamichi Ito, Issei Komuro
CRISPR screening identifies critical factors regulating DNA damage
response in human cardiomyocytes under oxidative stress
2024 &£ 11 8B AHA Scientific Session 2024 (Chicago, US)
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CRISPR screening identifies critical factors requlating DNA damage
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1 CRISPR screening identifies critical factors regulating DNA damage
response in human cardiomyocytes under oxidative stress.
2
3
4
5






