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Abstract

eukaryotic cell and plays a vital role. The study on

V-ATPase is present in every known

the structure, function, assembly and the regulation
of V-ATPase has achieved much progress recently.
All the core subunits of V-ATPase have now been

sequenced and most of their functions have been
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assigned to some extent. Membrane biochemistry and
molecular biology studies discovered that the gene
expression and the activity of V-ATPase are regulated
in various ways.
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Abstract The tumor necrosis factor ( TNF ) family
is a group of cytokines with multiple biological
activities, including cytotoxity, antrviral activity,
immunoregulatory activities and so on. The members
of the TNF family induce apoptosis by binding to
their specific receptors on target cells and initiate
mechanism of apoptosis in the cells. Some proteins
like TRADD, FADD, RIP, TAIDD are found to
participate in these signal transduction pathways.
More and more novel TNF ligands, TNF receptors
and caspase family members have been found.
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