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Clinical observation of intensive treatment of acute cerebral infarction with
atorvastatin and the effect on serum matrix MMP-2, 3, and 9

WU Min, RONG Tian-yi, ZHOU Hui, CHEN De-yan
Department of Neurology, Shanghai Yangpu Shidong Hospital, Shanghai 200438, China

Abstract: Objective To investigate the curative effect observation of atorvastatin intensive treatment in patients with acute cerebral
infarction and the effect on serum MMP-2, MMP-3, and MMP-9. Methods Patients (84 cases) with acute cerebral infarction in
Shanghai Yangpu Shidong Hospital from July 2018 to July 2019 were randomly divided into routine and intensive groups, and each
group had 42 cases. Patients in the routine group were po with Atorvastatin Calcium Tablets, 20 mg/time, once daily. Patients in the
intensive group were po administered with Atorvastatin Calcium Tablets, 40 mg/time, once daily. Patients in two groups were treated for
4 weeks. After treatment, the clinical efficacy was evaluated, and the serum levels of MMP-2, MMP-3 and MMP-9, the area of cerebral
infarction in two groups before and after treatment were compared. Results  After treatment, the clinical efficacy in the routine group
was 78.57%, which was significantly lower than 95.24% in the intensive group, and there were differences between two groups (P <
0.05). After treatment, the serum levels of MMP-2, MMP-3, and MMP-9 in two groups were significantly decreased (P < 0.05), and
which in the intensive group were significantly lower than those in the routine group (P < 0.05). After treatment, the area of cerebral
infarction in two groups was significantly decreased (P < 0.05), and which in the intensive group was significantly smaller than that in
the routine group (P < 0.05). Conclusions The clinical effect of atorvastatin intensive treatment in patients with acute cerebral
infarction is exact and safe, can reduce the inflammation of vascular wall and inhibit the degradation of extracellular matrix and
basement membrane.
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Table1 Comparison on clinical efficacy between two groups
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Table 2 Comparison on serum levels of MMP-2, MMP-3, and MMP-9 between two groups ( X =5 )
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