©
2020 2022

Wnt

Functional analysis and development of novel adenoid cystic carcinoma therapy
targeting Wnt signaling

Higuchi, Yoshinori

3,400,000
Semaphorin 3A  Sema3A
Sema3A Wnt/p -catenin
Sema3A  AKT
Sema3A AKT
Sema3A-AKT
Sema3A Wnt/p -catenin
Sema3A
Sema3A
Sema3A-AKT Sema3A-AKT

This study investigated the involvement of Semaphorin 3A (Sema3A) in
submandibular gland development and adenoid cystic carcinoma (ACC) pathogenesis. Sema3A expression
is negatively regulated by Wnt/f -catenin signaling and Sema3A positively regulates cell
proliferation via phosphorylation of AKT in salivary gland development. Immunohistochemical analysis

of ACC specimens revealed that Sema3A is strongly expressed in the tumor lesion and frequently
co-expressed in phosphorylated AKT-positive areas. These results suggest that the Sema3A-AKT axis

p:omgtes cell growth to contribute to morphogenesis and pathogenesis, at least in ACC, of salivary
glands.
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