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Clinical significance of combined detection of matrix metalloproteinase-9 and D-dimer in transient ischemic attacks
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College ,Mudanjiang Heilongjiang 157000,China)

Abstract : Objective
and D-dimer(DD) in transient ischemic attack(TIA). Methods

To explore the clinical application value of combined measurement of matrix metalloproteinase-9(MMP-9)

Enzyme linked immunosorbent assay and the immunoturbidimetry

were performed for the detection of serum MMP-9 and plasma DD level in 61 patients with TIA(TIA group) and 42 patients with

diabetes mellitus(DM).

And the detected results were compared with healthy control group. Results

Serum level of MMP-9 and

plasma level of DD were significantly higher in ITA group and DM group than those in control group(P<Z0. 05) ,but there was no

statistical difference between TIA group and DM group(P>>0. 05). Conclusion

Increasing of serum MMP-9 level and plasma DD

level might be associated with TIA and could contribute to diagnosis,treatment and prognosis of TIA.
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