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Figure 1. Architecture of the INK4a Gene

Transcription of o and B mANAs encoding p16™ and p19** respec-
tivaly, is initiated at two promotors (Stone et al., 1896; Mao et al., 1008).
Exon 1u and 1 preducts are spliced to the same exon 2 acceptor to
generate o and p mRNAs of similar lengths but using alternative read-
ing frames for translation. Mouse p19*F and p16**2 ara each longer
than their human cognates, and, like human p16™+, the mouse
p16™M“ distal C-terminal amino acids are encoded by a third exon
(Quelle et al., 1985). Protein coding sequences are depicted by closed
{p16™**) or hatched (p19*"f} bars, and noncoding sequences by open
bars,

Quelle et al. (1995) Alternative Reading Frames of the INK4« Tumor Suppressor Gene Encode Two
Unrelated Proteins Capable of Inducing Cell Cycle Arrest. Cell (1995) 83: 993-1000
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Polydactyly is the most common congenital digital anomaly of the hand and foot. It
may appear in isolation or in association with other birth defects. Isolated
polydactyly is often autosomal dominant or occasionally random, while syndromic
polydactyly is commonly autosomal recessive. According to Muragaki et al,
mutations in the HOXD13 gene are associated with synpolydactyly.

http://en.wikipedia.org/wiki/Polydactyly




http://emedicine.medscape.com/article/1113584-overview
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