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Abstract

e Posterior capsule opacification is a more common
complication after cataract surgery. In recent years, with
the development of molecular biology and cell biology
technology, growth factor-type substances such as
platelet-derived growth factor (PDGF) are found closely
related with proliferation, migration, and differentiation of
lens epithelial cell. The appropriate regulation of PDGF
may be very important for the prevention of after
cataract. This paper focuses on effect of PDGF on lens
epithelial cells, effect of PDGF and its receptors on after-
cataract formation in a brief review.
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/B YR A A= K R F ( platelet-derived growth factor,
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b Bz 4 A 1 g G R bR B AE AL, PDGF i R Y
ERK1/2 {5 5 @A REALAH 46 A DU R (9 B, 2 9F ROS 7=
A NADPH AL, PHICHEN PDGE #il35 SetR AR L B 40 ity
347 2 PDGFR-ERK1/2 H1 ROS-ERK1/2 1F R AL HI/E
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