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Progress in the Studies of Structure and Func-
tion of Insulin like Growth Factor 1. LIU Bao
ying, WANG Hurxin ( Institute of Bejing

Basic Medical Sciences, Beijing 100850,
China) .
Abstract Insulirlike growth factor 1 is a mul-

tifunctional cell regulating factor. It has been
demonstrated that structural characteristics of
[GF1 provide clues for its growth promoting and
anabolic effect. It is concentrated on the three
dimensional structure of human IGF1, and the
combining regions between IGF1 and relative
receptors and binding proteins. It also shows the
important role of disulfide bonds in the protein
folding.
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Trinucleotide Repeats and Neurologic Disease.
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Abstract

repeat and neurologic disease is paid close atten-

Genetics Hunan

The relation between trinucleotide
tion by many reseachens. The development of
gene cloning of neurologic diseases which are
related to trinucleotide repeat is introduced. A
fuller description is given on the possible patho-
genesis of trinucleotide repeat expansion.
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