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REST inactivation and coexpression of ASCL1 and POU3F4 are necessary for the
complete transformation of RBI1/TP53inactivated lung adenocarcinoma into
neuroendocrine carcinoma. Masawa M, Sato-Yazawa H, Kashiwagi K, Ishii J, Miyata-
Hiramatsu C, Iwamoto M, Kohno K, Miyazawa T, Onozaki M, Noda S, Shimizu Y, Niho
S, Yazawa T. Am J Pathol 192: 847-861,2022.
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LXRB activation inhibits proliferation of small cell lung cancer cells through depletion of
cellular cholesterol. Kashiwagi K, Sato-Yazawa H, Ishii J, Kohno K, Tatsuka I,
Miyazawa T, Takagi M, Chiba H, Yazawa T. Anticancer Res 42: 2923-2930, 2022.
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Congenital goitrous hypothyroidism is caused by dysfunction of the iodide
transporter SLC26A7. Ishii J, Suzuki A, Kimura T, Tateyama M, Tanaka T, Yazawa
T, Arimasu Y, Chen IS, Aoyama K, Kubo Y, Saitoh S, Mizuno H, Kamma H. Commun
Biol 24: 270, 2019.
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