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A Summary of the Study on Developmental

Molecular Biology of C. elegans as a Model
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China) .

Abstract  Caenorhabditis elegans is a very suitable

model system for study of animal development. Based
on the fixed cell lineage of Caenorhabditis elegans,
many procedures involved in development, such as
cell interaction, signal transduction mechanism, cell
programmed death and multigene regulation of
development, can be studied and clarified in the
future.
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