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Clinical study on probucol combined with atorvastatin in treatment of acute
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Abstract: Objective To investigate the clinical effect of probucol combined with atorvastatin in treatment of acute cerebral
infarction. Methods The patients with acute cerebral infarction (80 cases) of Beijing Friendship Hospital Affiliated to Capital
Medical University from May 2011 to May 2013 were randomly divided into treatment and control groups, and each group had 40
cases. The patients in the control group were po administered with Atorvastatin Tablets on the basis of conventional treatment, one
tablet/time, once daily. The patients in the treatment group were po administered with Probucol Tablets at the basis of the control
group, 4 tablets/time, twice daily. The patients in two groups were treated for 6 months. The related biochemical indexes, blood lipid
levels, area of carotid atherosclerotic plaque, and film thickness of the carotid artery intima in two groups before and after treatment
were compared. Results After treatment, hypersensitive C reactive protein, ox-LDL, MMP-2, MMP-9, and NIHSS score in two
groups were significantly reduced, while serum level of adiponectin increased, and the difference was statistically significant in the
same group before and after treatment (P < 0.05). After treatment, these indicators in the treatment group improved better than those
of control group, and there were differences between the two groups (P < 0.05). After treatment, TC, TG, and LDL-C in two groups
were significantly reduced, while HDL-C increased, and the difference was statistically significant in the same group before and after

treatment (P < 0.05). After treatment, TC, TG, and LDL-C in treatment group were lower than those in the control group, and there
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were differences between the two groups (P < 0.05). After treatment, the area of carotid atherosclerotic plaque and film thickness of

the carotid artery intima in two groups were significantly reduced, and the difference was statistically significant in the same group

before and after treatment (P < 0.05). After treatment, the two indicators in the treatment group were lower than those in the control

group, and there were differences between the two groups (P < 0.05). Conclusion Probucol combined with atorvastatin has the good

clinical effect in treatment of acute cerebral infarction, and can decrease blood lipid level, while can inhibit the development of

atherosclerotic plaque, which is worth clinical promotion.
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Table 1 Comparison on related biochemical indicators and NIHSS score between two groups ( X £5, =40 )

1375 BRI /(ngrmL ™) FEA C [N AR 4/ (mg L") Ox-LDL/(ng'mL ")

A HIT R HIT G T WIT G TR WG
i 3.62+124  5.92+1.63" 14344347 11.27+3.02° 781.43433.57  759.87+200.32"
VR 3578132 724+1.73™ 14.37+3.32 74248271 7753242997  601.324181.6474
i3 MMP-2/(ng'mL™") MMP-9/(ng-mL ") NIHSS 1145/ 5

TRIT T RIT RIT I WIT )G TIT T WIT )G
X HE 18537+262.76 131.87+36.89°  309.871113.38 208.981+109.24 9.4743.39 5.01+3.24"
BT 1874345739 113.37+27.64™* 317.324+64.67 178.31+£70.23" 9.57+3.62 31642374

HRMITHTE: "P<0.05 Sx4GIT R 4P<0.05

"P <0.05 vs same group before treatment 4P < 0.05 vs control group after treatment

%*2 PAMAEKTELE ( x£s, n=40)

Table 2 Comparison on blood lipid levels between two groups ( X5, n=40 )

TC/(mmol-L™")

TG/(mmol-L™")

HDL-C/(mmol-L™") LDL-C/(mmol-L™")
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BT 6.124078 324+071% 2134057 1.024031°*% 1774051 2334073 1924052 1474047 *

SR4IGIT AT "P<0.05  SxHR4LATT A E: 4P<<0.05

"P <0.05 vs same group before treatment 4P < 0.05 vs control group after treatment

%3 FATMAMKBELERLE ( x5, n=40)

Table 3 Comparison on ultrasound results of carotid artery between two groups ( X %5, =40 )
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BIT 0.8740.09 0.4340.06 4 1.57+0.15 1.19+0.09™*

HRMITHTE: "P<0.05 SxB4AIT G 4P<0.05

"P <0.05 vs same group before treatment 4P < 0.05 vs control group after treatment
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