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Abstract

e Avellino corneal dystrophy ( ACD) is an autosomal
dominant eye disorder caused by mutation of R124H in
the transforming growth factor - beta induced gene
(TGFBI) on chromosome 5, which was responsible for
accumulating of abnormal TGFBI. Although the
underlying mechanism by which mutations cause
abnormal TGFBI deposition is not yet clear, but we have
a better understanding of the etiology and possible
pathogenesis of corneal dystrophy with the rapid
development of human genetics and molecular biology,
and summarizes the current achievement of this disease
and understand the roles of TGFBI and its interaction
with Periostin, which may contribute to further research
in ACD.
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PR A7 (I Avellino BUMAIEE AR ) . AWFFRE
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AU Z PR DL S R B B 3 B O Al 2F 1T AT BE 5
A A R AR, OF it 5] R G PEAE ER, BT DL SR
TGFBI LR 545 | 5 2H 2 40 B (%) 1F 5 A B Ih RE ] E 2>
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