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Abstract

studies of cellulases by structural biology and protein

The recent advance in structure function

engineering is reviewed. The seperation of structural
domains and the structure function studies of catalytic
domains and cellulosebinding domains are included.
The research prospects of cellulases are forecasted.
According to the sequence similarity of amino acid,
cellulase and hemicellulase can be divided in to nine
families, and in five families there are some enzymes
that three dimension structure have been resolved.
Here, three dimension structure of some cellulase and
xylanase were compared, and the relationship
betw een its molecular folding and catalytic mechanism
were also analyzed.
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Abstract

salicylic acid is an important endogenous signal

Accumulated evidence suggests that
molecule in the activation of several plant defense
responses. T he function of salicylic acid involved in
plant disease resistance is introduced, and the
molecular mechanisms of salicylic acid inducing plant
disease resistance have been established at the
interaction of salicylic acid with hydrogen peroxide
Finally,
important aspects for further studying are suggested.
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