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[ Abstract]  Pathological scar is an abnormal wound healing after trauma, resulting from the deposition
of a large quantity of extracellular matrix induced by excessive fibroblast proliferation. It is a challenge to thor-
oughly treat pathological scar due to high recurrent rate. Heat shock protein ( HSP) is a kind of molecular
chaperone which is abundant in cells. HSP90 plays a pivotal role in regulating cell growth, proliferation and
apoptosis, etc. Recently, more and more studies have demonstrated that HSP90 is intimately correlated with fi-
brotic diseases and pathological scarring. HSP90 can act as a therapeutic target for this type of disease. The
purpose of this paper is to elucidate the effect of HSP90 on the formation of pathological scar.
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