©374 ¢ [E PR M BE2E 4555 International Journal of Stomatology

R & & EiEE T RRF AR AR

kAR XHIE: PR
LENEFR EE 264000

2HEHARFWBEFSTORER LEDEMN F5 266001

BEE] RGN e — A BEL b B RS 503 A TR U4 M e s S DR 1, HC e 2 9 5 TN e B B R 4R
B FEEER . ZEBED A BRGNS S T FRA AR, i EE o TS R 22 K bt
TR . WG TRGF . B TR A IE R A R SE R T B ERABIRARER, Iﬁlﬁﬁ%%}@é
Tl Je F R B TE A S8 T A 14 2RI 98T o) o AN S ol 0 30 A SR SR I BT, %o ) 6 PR A A 5
J'é . 5 5 A A AR G [ 1 i DR 1 R A 2N 43T DL DA % [T 5 PR 7 e R Bl A I R 1297 v
B4 RO I S A T 2R IR

[EIE] RS JBRET; BB IEMeRET; Fhks; HRERA; FTHLHH
TR BOXTAREN 95 LAY IRIJR SR I S LA 1

TERcRkE (R IEIRS)
[FESZ%S] R7819 [XEIFEM] A [doi] 10.7518/gjkq.2024046 RIS (OSID)

Recent advances in regulation of congenitally absent teeth by homeobox genes

Zhang Weijie', Liu Xianghui’, Yang Yu’ &

1. Binzhou Medical University, Yantai 264000, China; 2. Dept. of Pediatric Dentistry, Qingdao Stomatological Hospital
Affiliated to Qingdao University, Qingdao 266001, China

Supported by: Qingdao Key Health Discipline Development Fund (2022-2024); Qingdao Clinical Research Center for
Oral Diseases Fund (2021-2024)

Correspondence: Yang Yu’ e, Email: kqyangyuel 994@126.com

[Abstract] The homeobox gene is an evolutionarily conserved transcription factor containing homologous domain, and
its encoded transcription regulatory factor plays an important role in organogenesis. Several subfamilies of the homeobox
gene family are involved in the development of the maxillofacial region in vertebrates, and their abnormal expression is
closely related to the occurrence of congenitally missing teeth. With the development of molecular genetics, genetic engi-
neering, and human genome project, the study of newly discovered homeobox genes, mutation types, and expression pat-
terns is becoming the main research direction of congenitally missing teeth diseases. This study reviews the literature on
the latest research progress of homeobox genes in recent years, the expression patterns and molecular mechanisms of ho-
meobox genes related to congenitally missing teeth, and the application prospect of homologous box gene in the clinical
diagnosis and treatment of congenital missing teeth.
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