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Abstract: Intermediate filaments (IFs) are composed of more than 70 different IF proteins, and constitute

an extensive cytoskeletal network that extends from the nuclear envelope throughout the cytoplasm of eu-

karyotic cells. IFs were originally regarded as cytoskeletal structures, the main function of which was me-

chanical support. The recent view of IFs has changed rapidly for IFs proteins are involved in a wide range of

cell signaling pathways, such as stress response, apoptosis and 14-3-3 pathway etc.
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Fig.1 Schematic diagram of intermediate filament

The regions indicated by shading are the highly conserved boundaries of rod domain.
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Table 1 The classification of intermediate filament

Subtype Protein Tissue distribution
Type [ Acidic keratins K8-K28 epithelia; K31-K40 hair and nail
Type Il Basic keratins K1-K8,K71-K74 epithelia; K81-K86 hair
Typelll Vimentin Mesenchymal cells
Desmin Muscle cells
Peripherin Diverse neuronal cells
GFAP Stellate liver cells
TypelV NF-L,-M,-H Neurons
Nestin Neuroepithelial stem cells; muscle cells
Synemin Muscle cells
Syncoilin Muscle cells
a—internexin Neurons
Type V Lamin A/C All cell types
Lamin B1/2 All cell types
Type VI Filensin lens
Phakinin lens
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