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Research progress on the effect of SMAD4 mutation on
lung adenocarcinoma™

TIAN Fang"?, DUAN Tong"’, LIANG Yaqi"?, XU Qingin®
('Graduate School of Qinghai University, Xining, 810000, Qinghai, China;
’Qinghai Provincial People's Hospital, Xining, 810000, Qinghai, China)

Abstract: SMAD4 is a key downstream effector of TGF-[ signaling pathway. It plays an important role in cell differen-
tiation, migration, invasion and apoptosis. lts functional inactivation or low expression may affect the signal transduction of
TGF-PB, and further affect the occurrence and development of tumor. SMAD4 plays a key role in the development and treat-
ment of tumors, which has been widely confirmed in many tumors, including lung cancer. In this article, we reviewed the
role of SMAD4 mutation in affecting SMAD4 expression and the metastasis and prognosis of lung adenocarcinoma, in order
to provide a new theoretical reference for the treatment of lung adenocarcinoma.

Keywords: SMAD4; Lung adenocarcinoma; TGF—[3; Metastatic mechanism; Epithelial-mesenchymal transformation
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