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Abstract: Objective To evaluate the clinical changes and diagnostic significance of serum and urine matrix metalloproteinase-9
(MMP-9) in type 1 diabates mellitus(T1DM) patients with diabetic nephropathy (DN). Methods The levels of MMP-9 in serum
and urine from a cohort of 58 patients with T1DM were divided into three groups:normoalbuminuria(group A),microalbuminuria
(group B) and clinical nephropathy (group C) according to UACR and another 30 non-diabetic subjects were enrolled as control
group. Other related parameters(HbAlc,CysC,CRP,blood lipid,et al. ) were also detected. Results All TIDM groups showed in-
creased urine MMP-9 level compared with control group(P<C0. 05) ;elevated urine MMP-9 level was already found in normoalbu-
minuria. MMP-9 levels increased in parallel with the severity of renal disease(P<C0. 01) ,higher level was detected in patients with
manifest DN, However, no significant differences were observed in serum MMP-9 concentrations between T1DM groups and control
group(P>>0. 05). Conclusion MMP-9,having been found elevating in patients with normoalbuminuria and significantly correlating
with kidney damage,is a sensitive indicator in early diagnosis of DN and is expected to be used in clinical monitoring.
diabetes mellitus, type 1;  early diagnosis
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