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Finger (toe) Abnormality and the Latest Relative Genetic Research
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ABSTRACT : Finger (toe) abnormality is common in genetic defect, which includes large-area defect of four limbs, subtle change of
the number, length and structure of anatomic form of finger (toe), These are led by heteromorphosis in the process of inheritance and
unhealthy factors (such as environment in uterus). Most of the time, it's mode of inheritance is autosomal dominant inheritance,Sometim-
es, also autosomal recessive inheritance. Finger (toe) abnormality includes Synpolydactyly (SPD),split-hand/split-foot malformation
(SHFM) and Brachydactyly (BD). This essay summarize the category of finger (toe) abnormality, its feature of inheritance and the latest
genetic research on finger (toe) abnormality.
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Table 1 The list of disease-causing genes of Synpolydactyly in hypotype
Hypotype OMIM Disease-causing gene Position Remark
SPD1 #186000 HOXD13 2g31.1 1
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SPD3 #610234 14911.2-912 1
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Table 2 The list of disease-causing genes of SHFM in hypotype
Hypotype OMIM Disease-causing gene Position Remark
SHFM #183600 DSSI.DLX5 DLX6 7921.2-921.3
SHFM #313350 FGF13 TDU X026
SHFM #246560 HUGI TLXI LBXI BTRC,POLL FBXW4 10924-925 10024.3 DNA
SHFM #603273 TP63 3927
SHFM #606708 HOXD10-HOXD13 2024.3-931
|
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Table 3 The list of clinical features and disease-causing genes of Brachydactyly in hypotype

OMIM
Type A1(BDA1) #112500 Indian hedgeh08  5p13.3-p13.2, 2933-g35 FARABEE-TYPE
BRACHYMESOPHALANGY MOHR-WRIEDT
Type A2(BDA2) #112600 Gdf5, Bmprlb 20011.2, 4923-q24
TYPE
BRACHYMESOPHALANGY BRACHY-
Type A3(BDA3) %112700 N/A N/A
DACTY-CLINODACTYLY
BRACHYMESOPHALANGY AND TEMIAMY
Type A4(BDA4) %112800 N/A N/A
TYPE

Type A5(BDAD5) %112900 N/A N/A
Type A6(BDAG) 112900 N/A N/A OSEBOLD-REMONDINI SYNDROME

TyB A1(BDB) #113000 ROR2 9q22 BDBI

HAWS TYPE

TyC A1(BDC) #113100 Gdf5 20q11.2 . .

TyD A1(BDD) #113200 HOXD13 2q31-g32 STUB THMB,

TyE A1(BDE) #113300 HOXD13 2031-932

PITT-WILLIAMS  BALLARD TYPE
Type Band E %112400 N/A N/A
Type A1, B %607004 N/A 5p13.3-p13.2 Al
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