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[ Abstract] Objective: To provide a reference for the early diagnosis of cancer disease risk indicators by studying the
intrinsic relationship between the hypodontia and tumor gene. Methods: The clinical data of pedigree with hypodon-
tia and tumor— prone was collected. The pedigree genetic map was drawn to analyze the genetic characteristics. The
pedigree members of whole blood genomic DNA for whole exome sequencing was extracted. The obtained sequence
was compared with the Human Genome Sequence 37th Reference Gene Group (GRCh37). The sample variation in-
formation was screened, counted, and annotated to filter out the disease — associated mutations or gene. Results:
There was an intrinsic link between abnormal tooth development and tumorigenesis. Hypodontia was expected to
become an extremely important risk indicator in future tumor research. Conclusion: There may be an internal rela-
tionship between hypodontia and tumor— prone. Congenital absence of teeth is expected to be an important risk indi-
cator in future cancer research.
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Fig. 1 Family map.
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Fig. 2 The panoramic radiograph of proband.
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Fig. 3 The panoramic radiograph of proband’s mother.
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Table 1 Filtering statistics of mutation sites

Total  1000G Function Synonymous Deleterious

237457 23814 3306 2150 988
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S5 X8 Y 28 48 5 Synonymous: 6] X %K 7% ; Deleterious: 4 SIFT,
Polyphen, MutationTaster, CADD U A4~ 47 3 4 15 il 4% 44 43 #r
FHE A A LR A E

F2 HEMIEMELR
Table 2 Screening results of harmful classification
B BURTE TTREECR AWM S WRERME R

31067 24 5 3312 21 27705
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Table 3 Notes of the same missense mutation in the DSPP gene be-

tween the proband and his mother
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Table 4 Notes of the same mutation in the exonic of AXIN—2 gene between the proband and his mother

se gk dbSNP & 1D AR T RAZE GEARAAY BRI
L rs1133683 G [7] X SNP exon6:c. C1386T:p. P462P
L rs9915936 T [ X SNP exon6:c. A1365G:p. P455P
RS CAEH IR EAE ZNF—609 3R AN B F X 3 A H W 28 48
Table 5 Notes of the same mutation in the exonic of ZNF—609 gene between the proband and his mother
e dbSNP % # ID AR RAJF RALKA B TR U
L rs525878 C [i] X SNP exon2:c. C828T.p. P276P
H rs375037097 T 5% 3L SNP exond:c. T3239G:p. 110808
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