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Relationship between matrix metalloproteinase-9 activity and microemboli formation in

patients with cerebral infarction and its clinical significance
7ZHOU Ji-ying, PENG Guo-guang, XIE Wen-wei, DONG Wei-wei (Department of Neumlogy, Fimst Affiliated Hospital Chongqing Uni-
vemsity of Medical Sciences, Chongging 400016 China)

Abstract: Objective To investigate the mlation between plasma matrix metalloproteinase-9 (MMP-9) levels
and transcranial Doppler (TCD )-detected microemboli in patients with cerebral infarction and evaluate the clinical
significance. Methods The plasma MMP-9 levels were quantified by ELISA and the microemboli were detected with
TCD in 50 stroke patients and 20 controls. Results The level of plasma MMP-9 was significantly higher in micro-
embolic signal-positive patients than that in negative ones [ median (392. 87 +210.90) ng/ml for those with emboli
versus (202.27 +153.40) ng fml for those without, P<C0. 05] . Conclusion The concentration of MMP-9 is sig-
nificantly higher in stroke patients, especially in microemboli-positive patients. TCD-detected microemboli and plas-
ma MMP-9 level can be served as the clinical markers of atherosclerotic inflammation, and allow us to sift patients at
high risk of stioke, to monitor disease activity, and to evaluate the therapeutic efficacy.
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Tab1 Clinical data of 50 stroke patients
Micoemboli positive ~ Microanboli negative P
Case 23 27
Average age (Year) 6819 6619 =>0.05
Male 15(65. 22%) 18(72. 63%) >0.05
Hypertension 17(73. 91%) 13(47. 31%) > 0.05
Diabetes 7(30. 43%) 8(29. 47%) >0.05
Hyperlipemia 15(65. 22%) 9(35. 79%) <0.05
Hypervisosity 5(21. 74%) 4(13. 68%) <2 0.05
Rearent schemia 13(56. 52%%) 9(32. 63%) <0.05
Arterial stenosis 9(39. 13%) 2(8.42%) <0.01
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Tab 2 Concentration of MMP-9 in 3 group (x T ng/ml)
n Concentration of MMP-9 F P
Control 20 37.70+16.83 *
Microamboli positive 23 392.87+210.90 * 28.56 0.0001
n negative 27 202.27+153.40 "
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Tab3 Plasma level of MMP-9 in different determination
of 5 patien ts(ng/mD
Case 1 2 3 4 5
Tine of detemination first 769.0  296.9 170. 6 527.7  448.3
Time of detemination second 285.3  285.3 285.3 133.2  376.9
Time of detemination third 109.0 109. 6 126. 9 126.9  295.8
45 TCD ( f
Tab4 Change of TCD-detected microemboli in five patients (embol i
numbers/hour)
Case 1 2 3 4 5
Time of detemination first 25 3 8 40 12
Time of detemination second 10 - - -
Time of detamination third 0 0 0 -
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