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[Abstract] Tooth agenesis refers to tooth absence during tooth development, and it is a common disease in clin-

ic. The disease affects the chewing function, the pronunciation, appearance and mental health severely. It can be divided

into syndromic tooth agenesis and non-syndromic tooth agenesis according to whether it is accompanied by other symp-

toms of tissues or organs. The pathogenic factors include environmental factors and genetic factors. With the rapid devel-

opment of human genetics and molecular biology, the genetic factors are gaining more and more attention. The discovery

of related gene mutations has become a focus of gene research in recent years, and at the same time there are new related

genes have been found. The research progress of the tooth agenesis related genes are reviewed in this paper.
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