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Recent Progress of Plant Apoptosis. YANG Zheng,
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Abstract  Apoptosis is an active programmed cell
death process during the organism development, cell
differentiation and pathological situation. Many

studies have revealed that apoptosis is an important
and normal part in plant embryo development, trac
heary element formation and development of root,

leaf, flower.

plants use apoptosis in response to

shoot, In hypersensitive response,
infection by
pathogens to protect the whole plant survival.
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Abstract

divided into five types, are membrane protein. The

Tranforming growth factor B receptor,

functin of type III receptor is regulating the affinity
between receptor and ligand as well as the expression
of type II receptor. Type I and type II receptor are
functional receptors. They cooperate closely while the
signal transduction, and on the other hand. They
function differently: type | receptor acts as the
signal pathway by which transforming growth factor
B stimulate the increasing synthesis of extracellular
matrix; type Il receptor has closely relationship to
the proliferate and differentiate cells.
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