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Abstract

formed for enzyme immobilization. The carrier is

Porous cellulose acetate beads are

activated by being oxidized with NalOg4, after
which amvloglucosidase is attached to it. The
optimal reaction conditions and the kinetics of
the immobilized amyloglucosidase are determined
and compared with those of the free enzyme.
The activity of the immobilized amyloglucosidase
shows no decay after 10 batches of starch hydrol-
yses, the total reaction time of which is more
than 24 h at 55C.
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of 1GFs, but have influences on bhoth the
bioactivity and distribution of IGFs in the
Under the different
IGFBPs can
inhibit or augment IGFs actions. In addition,
IGFBPs appear

activity independent on IGFs.

extracellular environment.

experiment  conditions, either

to have intrinsic biological
Research on
molecular

structure, gene expression, post-

translational modifications, and bioactivity of
IGFBPs were summarized.
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