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Multicellular morphogenesis is the main

of myxobacterial social behavior. The
morphogenesis contains aggregation of cells under
nutrient deprivation, autolysis, development of
fruiting bodies and formation of myxospores. There is
a complicated system of signals and regulation during
morphogenesis, which is much more similar to
eukaryotes. Myxobacterium is an important model for
studying cellular differentiation and development in
prokaryotes and biological evolution.
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Alzheimer s disease ( AD) is a neurode

University,
Medicine,
Abstract
generative disorder. It is the most common cause of
dementia in aged population and also a main cause of
death in aged people. The oxidative stress hypothesis
of AD has focused on and described from four
aspects: Molecular basis and oxidative stress basis of
AD pathogenesis, and B amyloid aggregation and
cytotoxicity related to reactive oxygen species.
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