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(1) Targeted Disruption of JCAD (Junctional Protein Associated With Coronary Artery Disease) /KIAA1462, a Coronary

Artery Disease—Associated Gene Product, Inhibits Angiogenic Processes In Vitro and In Vivo.
Hara T, Monguchi T, Iwamoto N, Akashi M, Mori K, Oshita T, Okano M, Toh R, Irino Y, Shinohara M, Yamashita Y,
Shioi G, Furuse M, Ishida T, Hirata KI. Arterioscler Thromb Vasc Biol. 2017 Sep; 37 (9) :1667-1673.
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