2021 2022

/NAD

Escape from energy/NAD-interdependence in malignant cancers
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Small cell lung cancer (SCLC) is si?nificantly vulnerable to inhibition of
NAD synthesis, while other cancer types, including non-small cell lung cancer (NSCLC), are less
sensitive. To understand the mechanism of such difference, we analyzed the metabolism of cells
treated with inhibitors of the NAD salvage pathway where NAPMT is a rate-limiting. We found that
SCLC depends on GAPDH in glycolysis to maintain its energy state, whereas NSCLC can maintain those
even under GAPDH inactivation. The GAPDH-independent energy homeostasis may contribute to resistance
to NAD biosynthesis inhibition in NSCLC.
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Targeting NAD metabolism in cancer.

80 JCA-AACR Joint Symposia “ Cancer Metabolism”

2021

Tanuma N

Metabolism-targeting therapy and precision nutrition in cancer

80

2021




Katsuya Fukui, Miyuki Nomura, Koh Miura, Keiichi Tamai, Jun Yasuda, Toshio Watanabe, Toru Furukawa,Takuji Tanaka, Kennichi
Satoh, Nobuhiro Tanuma, Hiroshi Shima

PP6 deficiency in mice with pancreatic K-ras mutation and Trp53 loss promotes early death by PDAC formation with cachexia-
like features

80

2021

80

2021

K-ras Trp53 Ppp6ec

10

2022

NAD NAD

2022




Nobuhiro Tanuma, Shuko Miya-hara, Miyuki Nomura, Tomoyoshi Soga, Shusuke Akamatsu, Mami Morita, Yoji Yamashita, Hiroshi
Shima, Hidekazu Yamada, Taku Sato,

NAD dependence of small-cell lung and prostate cancers

81

2022

Miyuki Nomura, Tomoyoshi Soga, Shusuke Akamatsu, Mami Morita, Yoji Yamashita, Hiroshi Shima, Hidekazu Yamada, Taku Sato,
Nobuhiro Tanuma

Restriction of the dietary niacin enhances NAD-targeting therapy in mice

81

2022

NAD biogenesis is a targetable vulnerability of small-cell lung and prostate cancers

95

2022

Systemic niacin metabolism that limits efficacy of NAD-targeted therapy in cancer

95

2022




NAD

45

2022

Nobuhiro Tanuma.

Targeting NAD biogenesis in lung and prostate neuroendocrine carcinomas.

12

2022

26

2023







