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Abstract

Background and Purpose : Previous studies used
sodium dodecyl sulfate - polyacrylamide gel electro-
phoresis (SDS-PAGE) to characterize the modifica-
tions to lens proteins during opacification in the se-
lenite model for cataract. To analyze the protein
modifications in more detail, two dimensional elec-
trophoresis (2 DE), which is more sensitive than 1 D
electrophoresis, was used.

Results : The results of 2 DE demonstrated rapid
changes in cytoskeletal proteins including spectrin

and vimentin at the earliest stages of opacification.

Conclusion : The results suggested that the mech-
anism of opacification might involve changes in cy-
toskeletal proteins during the earliest stages of cata-
ract formation. (J Jpn Ophthalmol Soc 104 : 299305,
2000)

Key words : Cataract, Two-dimensional electrophor-
esis, Cytoskeletal proteins, Spectrin,
Vimentin
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4. Western blotting
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R TOREPRIY , EHEAN 720 EABPELD
EVDLNTVE HIOHEDOELIE aBEUB-2 R

)y OEAIZDGTHE"" BB, 2 ) AF) D
fragment 23 A N34 A2 W shi-2) A 5] »
® fragment (IZEL L TWBP. ANINL 2D Ay & v
Ty — RNADEL = ALY 5y FARBKNT
WM+ 22 L™, Lo ARNBEO LB L3
{2 (REEFEEO AN, Lp82) MR H A &
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