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A Study on the Clinical Effect of Probucol combined with Aspirin on Patients
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ABSTRACT Objective: To investigate the clinical effect of probucol combined with aspirin in the treatment of patients with carotid
plaque cerebral infarction. Methods: 60 cases of carotid plaque cerebral infarction patients from our hospital were selected and randomly
divided into the control group and the experiment group with 30 in each group. The control group was treated by conventional therapy
and aspirin, while the experiment group was treated on the base of the control group with probucol. Both groups of patients were treated
for 3 months. The changes in internal carotid artery plaque area, number of patches, intima-media thickness and serum malondialdehyde
(MDA), C-reactive protein (CRP) levels and blood lipid were compared before and after treatment. Results: Compared with before treat-
ment, the internal carotid artery plaque area, plaque number, intima-media thickness and serum MDA, CRP, TC, TG, LDL-C levels of
both groups were lower (P<<0.05), the HDL-C level was higher (P<<0.05). Compared with the control group, the internal carotid artery
plaque area, plaque number, intima-media thickness and serum MDA, CRP, TC, TG, LDL-C levels were lower (P <<0.05), the HDL-C
level was higher in the experiment group (P<<0.05). Conclusion: The combination of aspirin and aspirin could more effectively dissolve
the plaque of carotid artery in patients with cerebral infarction, reduce the blood lipid level.
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Table 1 Comparison of the internal carotid artery plaque area, plaque number and intima-media thickness between two groups before and after treatment

(x£ s)
Groups Plaque area (cm?) Number of plates (n) Tintima-media thickness (mm)
Before treatment 1.05+ 0.12 2.95+ 0.39 1.75+ 0.21
Experiment group(n=30)
After treatment 0.37+ 0.04** 1.53%+ 0.17** 0.73% 0.08**
Before treatment 1.07+ 0.12 2.99+ 0.41 1.77+ 0.22
Control group(n=30)

After treatment 0.55% 0.62* 2.25%+ 0.27* 1.15%+ 0.15%

E: SRR, *P<<0.05, SXRRAH LB, P<0.05,

Note: Compared with before treatment,*P<<0.05 .Compared with the control group, P<<0.05.

22 FASERFHGME MDA & CRP K FLb i (P<0.05); 54 oA , 2 201 46 L3 MDA K% CRP K4

SRR L, IR M5 MDA K CRP JK-F-HIFEAIC

%, 227 B gt 8 X(P<0.05), WLk 2.

* 2 MABE RIS ME MDA & CRP KELEH(xt s)
Table 2 Comparison of the serum MDA and CRP levels between two groups before and after treatment(x+ s)

Groups MDA (pumol/L) CRP(mg/L)
Before treatment 7.25%+ 1.01 22.52+ 2.81
Experiment group(n=30)
After treatment 3.63+ 0.41%* 13.21% 1.55*
Before treatment 7.21%+ 0.96 22.55+ 2.83
Control group(n=30)
After treatment 5.22+ 0.61* 17.52+ 1.88*

iE SRR S, *P<0.05, S RAH LB, P<0.05,

Note: Compared with before treatment, *P<C0.05. Compared with the control group, “P<<0.05.
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SIS HIAH L, IR L3 TC . TG \LDL-C /K-F-EJ [ ik
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Table 3 Comparison of the lipid profile between two groups before and after treatment(xt s)

Groups TC(pmol/L) TG(mmol/L) LDL-C(mmol/L) HDL-C(mmol/L)
Experiment group Before treatment 6.25%+ 0.85 2.52+ 0.31 5.13% 0.68 1.15+ 0.12
(n=30) After treatment 3.85+ 0.42% 1.21% 0.14** 2.15+ 0.24% 4.25% 0.58*"
Before treatment 6.27+ 0.86 2.55+ 0.33 5.18% 0.71 1.18+ 0.13
Control group(n=30)
After treatment 4.62+ 0.53* 1.54+ 0.21* 2.84% 0.35% 2.56x 0.31%*

i iR S, *P<0.05, ST RAH LB, P<0.05,

Note: Compared with before treatment, *P<<0.05. Compared with the control group, #P<<0.05.
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