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Effect of Atorvastatin Intensive Lipid-Lowering Therapy on Acute Cerebral
Infarction and its Effect on Levels of TNF-«, IL-10, IL-18, MMP-9*
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ABSTRACT Objective: To investigate the clinical efficacy of atorvastatin intensive lipid-lowering therapy on patients with acute
cerebral infarction, and to analyze the effects on levels of tumor necrosis factor-a (TNF-a), interleukin-10 (IL-10), interleukin-18 (IL-18)
and matrix metalloproteinase-9 (MMP). Methods: Selected 82 patients with ACI who were treated in our hospital from March 2015 to
December 2016,and they were randomly divided intensive group (n=41) and conventional group (n=41). On the basis of conventional
treatment, patients in the conventional group were treated with atorvastatin 20 mg/times, patients in intensive group were treated with
atorvastatin 40 mg/times, and the two groups were treated with continuous 8w. Compared the clinical efficacy of two groups after
treatment, and the levels of total cholesterol (TC), three glycerol (TG), high density lipoprotein cholesterol (HDL-C), low density
lipoprotein cholesterol (LDL-C), tissue type plasminogen activator (t-PA), plasminogen activator inhibitor-1 (PAI-1), plasma fibrinogen
(FIB), TNF-q, IL-10, IL-18, MMP-9 in two group before and after treatment. Results: The total effective rates of the intensive group and
the conventional group were 95.12% and 80.49% respectively, compared with the conventional group, the total effective rate of the
patients in the intensive group was significantly increased (P<0.05). The levels of TC, TG, LDL-C, PAI-1, FIB, TNF-a, IL-18, MMP-9 in
the two groups after treatment were significantly lower than those before treatment, the levels of HDL-C, t-PA and IL-10 were increased
significantly (P<0.05). After treatment, the levels of TC, TG, LDL-C, PAI-1, FIB, TNF-a, IL-18, MMP-9 in the intensive group were
lower than those in the conventional group, and the levels of HDL-C, t-PA and IL-10 were higher than those of the conventional group
(P<0.05). Conclusion: The curative effect of atorvastatin intensive lipid-lowering in treatment of ACI is better, and it can significantly
improve the level of blood lipids, fibrinolytic system and inflammatory factors, which has the effects of lowering blood fat, regulating
fibrinolytic activity and inhibiting inflammation.
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Table 1 Comparison of clinical efficacy between two groups [n (%)]

Groups n Recovery Excellent Effective Invalid Total effective rate
Intensive group 41 18(43.90) 13(31.71) 8(19.51) 2(4.88) 39(95.12)
Conventional group 41 13(31.71) 11(26.83) 9(21.95) 8(19.51) 33(80.49)
e 4.100
P 0.043
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Table 2 Comparison of blood lipid levels between the two groups before and after treatment (x=+s, mmol - L")

Groups n Time TG HDL-C LDL-C
Before treatment 1.48%+ 0.32 6.18% 0.65 1.20%+ 0.26 4.06x 0.69
Intensive group 41
After treatment 1.30+ 0.25*% 3.90+ 0.42% 1.71% 0.39*% 2.69+ 0.32%**
Before treatment 1.50+ 0.33 6.16x 0.75 1.21+ 0.25 4.09% 0.63
Conventional group 41
After treatment 1.41+ 0.27* 4.43% 0.39% 1.39+ 0.31* 3.20+ 0.43*

Note: Compared with before treatment, *P<(.05, compared with the conventional group after treatment, *P<0.05.
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Table 3 The changes of fibrinolytic system related indexes before and after treatment in two groups (x+s)

Groups n Time t-PA(IU/L) PAI-1(ng/mL) FIB(mg/mL)
Before treatment 1.45+ 0.33 15.72+ 3.21 5.35+ 1.04

Intensive group 41
After treatment 2.92+ 0.39* 8.28+ 2.33* 3.13+ 0.52%
Before treatment 1.43+ 0.37 15.79+ 3.32 5.32+ 1.09

Conventional group 41
After treatment 1.95+ 0.38* 12.39+ 2.57* 4.11% 0.62*

Note: Compared with before treatment, *P<0.05, compared with the conventional group after treatment, “P<0.05.
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Table 4 The changes of TNF-, IL-10, IL-18 and MMP-9 levels between the intensive group and the routine group before and after treatment (x=s)

Groups n Time TNF-a( pg-L") IL-10( ng-L") IL-18(pg/mL) MMP-9( ng/L)
Before treatment 110.09+ 28.56 17.19+ 421 117.68+ 30.06 296.74+ 63.33

Intensive group 41
After treatment 76.18% 16.37* 31.09% 6.86** 71.42+ 17.93* 168.52+ 42.18**
Before treatment 109.12+ 27.49 16. 79+ 4.42 119.33+ 29.12 299.09+ 61.94

Conventional group 41
After treatment 91.19+ 18.52* 22.06% 6.09%* 97.58+ 19.52* 234.18+ 55.32%

Note: Compared with before treatment, *P<(.05, compared with the conventional group after treatment, *P<0.05.
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