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[Abstract] Cleidocrainal dysplasia is a rare autosomal dominant disorder in which patients tend to have oral manifesta-
tions such as retained deciduous teeth, impacted permanent teeth and supernumerary teeth. Currently, RUNX2 is the gene
known to be involved in the pathogenesis of CCD, and with the widespread use of high-throughput sequencing technolo-
gy, more and more types of mutations carried by CCD patients are being discovered. In this paper, we will focus on dental
developmental abnormalities in CCD patients, illustrate the association between RUNX2 gene mutations and oral manifes-
tations in CCD patients, and provide new ideas for exploring the pathogenesis of dental developmental abnormalities in
CCD patients caused by RUNX2 gene mutations.
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WEFEAARBRENEEASL, FENGE XS
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4 RUNXXERARTEFEABEREHEXHS T
ML

4.1 RUNXQ2 JE R84 14 & B A I K B0 3k

RUNX2 5 [R5 S PR 080 B 0 4 16 % 7 AR o 3
R &% s R ik, udha 85 % (osteocalcin, O-

N) . G PEBEELES (alkaline phosphatase, ALP) .
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tein, BSP) MR ffi 2K (ameloblastin, AM-
BN) %9, e ALP I OCN 43 Bl 4 A & 2 A
I B A A S B AR A5 . RUNX2 8748 25 3L
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& (nuclear factor kappa B receptor activator ligand,
RANKL) FI'gf£#"% (osteoprotegerin, OPG) K
P A 7 R 8B 240 L AR 400 i 22 ) ) S 8
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A M35 e ) 2 BRI Shh {55 BB
Runx2 7] LUl /N B 23K Shh 55 0 B 4 28 4 78
AT

42 RUNX2HEBEAARTLEE
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RUNX2 R A5 [ Ik T CCD B & 4 86 T 41 g
(dental pulp stem cells, DPSCs) 4k w1k #E
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