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Komai K, Ito M, Nomura S, Shichino S, Katoh M, Yamada S, Ko T, lizuka-Koga M, Nakatsukasa H, Yoshimura
A. Single-Cell Analysis Revealed the Role of CD8+ Effector T Cells in Preventing Cardioprotective Macrophage
Differentiation in the Early Phase of Heart Failure. Front Immunol. 2021; 12: 763647.

Hasegawa S, Inoue T, Nakamura Y, Fukaya D, Uni R, Wu CH, Fujii R, Peerapanyasut W, Taguchi A, Kohro T,
Yamada S, Katagiri M, Ko T, Nomura S, Nakanishi Ozeki A, Susaki EA, Ueda HR, Akimitsu N, Wada Y, Komuro
I, Nangaku M, Inagi R. Activation of Sympathetic Signaling in Macrophages Blocks Systemic Inflammation

Ishizuka M, Harada M, Nomura S, Ko T, Ikeda Y, Guo J, Bujo S, Yanagisawa-Murakami H, Satoh M, Yamada
S, Kumagai H, Motozawa Y, Hara H, Fujiwara T, Sato T, Takeda N, Takeda N, Otsu K, Morita H, Toko H,
Komuro I. CXCR7 ameliorates myocardial infarction as a B-arrestin-biased receptor. Sci Rep. 11(1):3426.

Toko H, Morita H, Katakura M, Hashimoto M, Ko T, Bujo S, Adachi Y, Ueda K, Murakami H, Ishizuka M, Guo
J, Zhao C, Fujiwara T, Hara H, Takeda N, Takimoto E, Shido O, Harada M, Komuro I. Omega-3 fatty acid
prevents the development of heart failure by changing fatty acid composition in the heart. Sci Rep. 10(1):

Yamaguchi T, Sumida TS, Nomura S, Satoh M, Higo T, Ito M, Ko T, Fujita K, Sweet ME, Sanbe A, Yoshimi K,
Manabe I, Sasaoka T, Taylor MRG, Toko H, Takimoto E, Naito AT, Komuro I. Cardiac dopamine D1 receptor
triggers ventricular arrhythmia in chronic heart failure. Nat Commun. 11(1): 4364. 2020(&& ")

Ko T, Higashitani M, Uemura Y, Utsunomiya M, Yamaguchi T, Matsui A, Ozaki S, Tobita K, Kodama T, Morita
H, Komuro I. Clinical Outcome and Diverse Risk Factors for Different Therapeutic Target Locations of
Peripheral Artery Disease. J Atheroscler Thromb. 27(8): 769-779. 2020(&H &)
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T. Ko, M. Ito, B. Zhang, S. Nomura, I. Komuro. [Single-cell multiomic analysis of
1 (20214128 |~ 2 I . o 29 . yes
knock-in mouse and iPSC cardiomyocytes identifies mechanism of maturation
abnormality in heart by LMNA Q353R mutation]
AHA2021 Melvin L. Marcus Early Career Investigator Award. T. Ko, S. Nomura,
S. Yamada, K. Fujita, M. Hatano, H. Morita, I. Komuro. [Cardiac fibroblasts are
2 | 2021 11 8 amad ! . e .
critically involved in the development of heart failure by inducing cardiomyocyte
senescence. |
% 25 @ AXRLAELFE S Young Investigator Award #3558, S. Yamada, T. Ko, M.
3 |2021F 10 8 Ito, S. Nomura, I. Komuro. Integrative single-cell multi-omics analysis reveals a
potential molecular mechanism of LMNA associated dilated cardiomyopathy.
4 | 202148 % 70 BAROHHEMRESR. LA EXEB, & BE, FB E8, 718 B, FFN AEXED,
INE—p. [—HRSLUZEME RNA-seq BITCEDLAREOD FRIBEZN S ORFEA |
55 85 M AAXREESRF S Young Investigator Award (Basic Research, BFE). & B
&, A MEKER, UEH EXER, BH BXR, FH 17, NE —B. [Mechanical
5 | 20214 3 A = . . . - .
Stress on Cardiac Fibroblasts Triggers Phenotypic Conversion in Cardiomyocytes
Leading to Heart Failurel
% 85 MEABRIEFR JURIUA. & BE. [Single-Cell Analysis to Explore the
6 | 2021 £ 3 A .
Molecular Pathology of Heart Failure]
% 85 MBAAXMBREFS —MEBGLEAE). B BFE, BN EXES, LH EXES, &
BE, ##% E&, NE —5. [Single Cell RNA Sequencing Reveals Potential
7 2021438 . e auencing )
Molecular Mechanisms of Lamin A/C Gene Mutation Leading to Dilated
Cardiomyopathy|
% 24 B HALMERDBRABSZESZMES EFAREME. LH EXEB, & BE,
R B, BN MEXEB, /NE —R. [Integrative Analysis of Spatial Transcriptomics
8 |2021%F3H . : . .
and Single Cell RNA-seq Reveals the Spatiotemporal Mechanism of Cardiomyocyte
Adaptation after Myocardial Infarction|
FA3EMBAADFENFES. ¥ &, 8 BE, LH EXBB, #HH Bx, Nk 28, ¥
9 |2020%F 12 A A+ fEXBB, /NE —p%. [Spatiotemporal transcriptomic analysis of myocardial
infarction |
% 23 EHALOERNDRRHESZMES EFHRENE. & BE, TN EXED,
10 | 2019 12 A BH BX, BO As5h, B8 &=, MNE —. 227t RNA-seq/#ifaRBE /A
BRTICEB AR LA FEZHIH I 2IE.0 A A OB RE AR BA |
£ 23 @AEALARLES Young Investigator Award(REFE). & BE, 4 MEAED,
11 | 20194 10 B KL I, /N2 —h8. [Quantification of DNA Damage in Heart Tissue as A Novel
Prediction Tool for Therapeutic Prognosis|
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S. Yamada*, T. Ko*(equally co-first), M. Ito, T. Sassa, S. Nomura, H. Okuma, M.
Sato, T. Imasaki, S. Kikkawa, B. Zhang, T. Yamada, K. Fujita, M. Katoh, M. Kubota,
S. Hatsuse, M. Katagiri, N. Takeda, H. Morita, S. Takada, M. Toyoda, M. Uchiyama,
M. Ikeuchi, K. Toyooka, A. Umezawa, R. Nitta, H. Aburatani, I. Komuro. Aberrant
interaction between TEAD1 and Lamin A/C impairs cardiomyocyte maturation in
LMNA-related cardiomyopathy. #%¥5%#{EH

2021 £ 6 AR

S. Yamada*, T. Ko*(equally co-first), S. Hatsuse, S. Nomura, B. Zhang, T.
Yamada, S. Inoue, M. Kubota, K. Sawami, T. Yamada, T. Sassa, M. Katagiri, K.
Fujita, M. Katoh, M. Ito, M. Harada, H. Toko, M. Takeda, H. Morita, H. Aburatani,
I. Komuro. Spatiotemporal single-cell analysis reveals critical roles of mechano-
sensing genes at the border zone in left ventricular remodelling after myocardial
infarction. Nature Cardiovasc Res [CT Revise #1

2021 % 5 AR

T. Ko, S. Nomura, K. Fujita, S. Yamada, T. Fujita, M. Satoh, C. Oka, M. Katoh,
M. Ito, M. Katagiri, T. Sassa, B. Zhang, S. Hatsuse, T. Yamada, M. Harada, H.
Toko, E. Amiya, M. Hatano, O. Kinoshita, K. Nawata, M. Ono, M. Ikeuchi, H.
Morita, H. Aburatani, I. Komuro. Cardiac fibroblasts are critically involved in the
development of heart failure by inducing cardiomyocyte senescence. Nature
Communications [CT Revise #1

2021 % 5 AR

T. Yamada, S. Nomura, M. Katoh, S. Hatsuse, K. Fujita, M. Ito, T. Fujita, M. Tsuji,
E. Amiya, T. Ko, S. Yamada, M. Katagiri, T. Sassa, O. Kinoshita, K. Nawata, T.
Tobita, M. Satoh, K. Tatsuno, S. Fukuda, T. Kashimura, T. Minamino, M. Ono, M.
Hatano, H. Aburatani, I. Komuro. LMNA Mutations and Right Heart Failure

in Cardiomyopathy Patients with Left Ventricular Assist Device. European Journal
of Heart Failure (CT Revise #2






