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ABSTRACT As a common soft tissue disease ,the mechanism of tendinopathy has not been clarified and is lack of effective
treatment method. Change of tissue fibrosis is the one of the main pathological features. Transforming growth factor beta 1
(TGF-B1),which is one of the important factor, participated in fibrosis. Inconsonant expressions of TGF-B1 could be found in
tendinopathy. The studies are still controversial,, but the vast majority of studies had showed that TGF-1 was abnormal ,and it
is given priority to increase , which means that TGF—B1 plays an important role in the process of tendinopathy. In the process of
tendon injuries and repairs, the time of TGF—1 increasing is inconsistent. The time for TGF-B1 plays a significant role has not
been determined. TGF—B1 has abnormal expressions in both tendinopathy and tendon repairs, which are two opposite process-
es. Thus, it may not be a one-way adjustment factor,but has a pleiotropic. Recent studies showed that TGF-B1 was considered
as binding to receptor and transferring signal into the cell. Now there are three different receptors are found. The classical path-
way of TGF—B1 in intracellular signal transduction is mainly through activation of Smad pathway. In the same time , there are
also some non —classical pathways. TGF -1 could break balance of extracellular matrix,which may be a reason to cause
tendinopathy. But the regulations of TGF—B1 on the extracellular matrix are complex and diverse, further studies are required.
Existing researches showed that the performance of treatments on tendinopathy is unsatisfied by blocking TGF-B1 downstream
pathway. Therefore, it is a good way to study” the upstream mechanism of produce TGF—B1. It may be an effective method to
find new targets to inhibit the development of tendinopathy better by finding the original source of TGF—1.
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