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We have established the disease entity associated with tall stature and long
hallux due to the gain-of-function type mutations of NPR2.The disease is named as epiphyseal
chondrodgsplasia, Miura Type and filed 5#615923)in OMIM (Online Mendelian Inheritance in Man). Transgenic
mice with the collagen type Xl promoter/enhancer-driven NPR2 mutation showed the overgrowth and deformity
of long bones. The growth plate of the transgenic mice were elongated, especially hypertrophic zone, and
gene expression is being analyzed in chondrocytes of the growth plate. We found that NT-pro CNP is a good
marker of the height velocity in patients with short stature before and after the growth hormone therap%.
Ten small compounds are identified by in silico as candidates of NPR2 activator and being analyzed by the

generation of cGMP in cultured cells expressing NPR2.
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