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Effect of Butylphthalide combined with Rosuvastatin on neurologic

function in patients with acute ischemic stroke”
JIANG Fengfeng s BAO Xiang” sLIU Xiaobo , XU Wei ,YU Danfeng s TONG Minfeng s ZHOU Gezhi
(Department of Neurosurgery ,Jinhua Central Hospital , ] inhua s Zhejiang 321017 ,China)

[Abstract] Objective To study the therapeutic effect of Butylphthalide combined with Rosuvastatin on
patients with acute ischemic stroke and its effect on neurological function. Methods A total of 126 patients
with acute ischemic stroke who were treated in this hospital from March 2016 to March 2019 were divided into
three groups according to different treatment methods:the Butylphthalide group,the Rosuvastatin group and
the combined group,with 42 cases each. The Butylphthalide group was treated with Butylphthalide capsule on
the basis of basic treatment, the Rosuvastatin group was treated with Rosuvastatin tablet,and the combined
group was treated with Butylphthalide capsule and Rosuvastatin tablet. The neurological function of the pa-
tients was evaluated by national institutes of health stroke scale (NIHSS), and the levels of thrombin A2
(TXA2) ,prostacyclin (PGI2) ,triacylglycerol (TG) ,total cholesterol (TC),low density lipoprotein cholester-
ol (LDL-C) ,high density lipoprotein cholesterol (HDIL-C) ,hypersensitive c-reactive protein (hs-CRP) ,inter-
leukin 6 (IL.-6) ,tumor necrosis factora (TNF-a) were measured, and the incidence of adverse reactions was
counted. Results The NIHSS score of the combined group was lower than that of the Butylphthalide group
and the Rosuvastatin group after treatment (P <C0. 05). The levels of TC, TG and LDL-C in the combined
group were lower than those in the Butylphenin group and Rosuvastatin group after treatment,and the levels
of HDL-C in the combined group were higher than those in the Butylphenin group and Rosuvastatin group af-
ter treatment (P<C0. 05). After treatment, the levels of hs CRP,IL.-6 and TNF-« in the combined group were
lower than those in the Butylphthalide group and the Rosuvastatin group. After treatment, the level of PGI2 in
the combined group was higher than that in the Butylphthalide group and the Rosuvastatin group,and the level
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of TXA2 was lower than that in the Butylphthalide group and the Rosuvastatin group (P <C0. 05). The inci-

dence of adverse reactions in the combined group was higher than that in the Butylphenin group and the Rosu-

vastatin group but the difference was not statistically significant (P >>0. 05). Conclusion Butylphthalide com-

bined with Rosuvastatin can promote the recovery of neurological function,improve the level of blood lipid and

play an anti-inflammatory role in patients with acute ischemic stroke,which might by regulating the levels of

TXA2 and PGI2.
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