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Abstract: Objective To study the relationship between von Willebfrand factor cleaving protease ADAMTS13(ADAMTS13)
and thrombospondin-1(TSP-1) with diabetic retinopathy(DR). Methods

vided into the simple diabetes mellitus group(DM group,n=238) and DR group(DR group,n="76) , while 30 healthy physcial were

One hundred and fourteen patients with diabetes were di-

selected as control group. The activity level of ADAMTSI13 was measured by the residual collagen binding assay, meanwhile the
plasma TSP-1 and von Willebrand factor(vWF) antigen levels were detected by enzyme linked immunosorbent assay (ELISA). Re-
sults The plasma ADAMTSI3 activity level in the DM group was lower than that in the control group,the difference was statisti-
cally significant(P<Z0. 01). The levels of vWF antigen and TSP-1 were higher than those in the control group, the difference was
statistically significant(P<C0. 01) ; the ADAMTSI3 activity level in the DR group was significantly lower than that in the DM
group, the difference was statistically significant(P<C0. 05) , while the vWF antigen and TSP-1 levels were higher than those in the
DM group, the difference was statistically significant(P<Z0. 05). Conclusion The decrease of ADAMTSI13 activity and the increase
of TSP-1 level may be involved in the occurrence and development of DR.
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