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Abstact

one families are widely distributed from prokary-

The members of the molecular chaper
otes to eukaryotic cells. The molecular chaper
ones function in vive to recognize and stabilize
unfolded or partially folded polypeptides, and
protect polypeptides from inappropriate intra or

interchain interaction. In some circumstances,
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the chaperones interact with native proteins and
promote rearrangement of oligomeric complexes.
Stemming from their ability to recognize and

modulate the state of folding of polypeptides

within  cells,  the molecular chaperones
serve many  functions including  mediating
mitochondrial protein translocation, regulating

signal pathway and being involved in microtubule

nucleation.
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FERW, p21 MRIEWAG A ps53 147 L,
I AL 4 5 7 D (myogenic D, MyoD)
PR, [A) IR 3 1 a0 0 i PPk B v 4
Mo bid #E b, p21 FIERINA W p53 KiAHY
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Abstract
have been screened from different species and

such as ATM, RAD53, CHKI1

etc. There are a lot of reports about their func

Many checkpoint genes and proteins

cells until now,

tion in checkpoint control pathways as well as
the correspondances with cancers.
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pathway, cell carcinogenesis
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