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Effects of cinepazide maleate on serum IL-1f,IL-6 and neural function scoring of patients with acute cerebral infarction

Huang Yanling . Zhang Min ,Yu Hong
(Department of Neurology . Emergency Medical Center of Chongqing »Chongqging 400014 ,China)

Abstract:Objective To study the effects of cinepazide maleate on serum IL-183,1L-6 and neural function scoring of patients
with acute cerebral infarction. Methods 82 patients with acute cerebral infarction were randomly divided into treatment group(n=
42) and control group(n=40). Patients in the treatment group were administered with cinepazide maleate while these in the control
group were given buflomedil hydrochloride. The neural function scoring were evaluated and the levels of serum IL-18,1L-6 were de-
tected before treatment and 2,7,14 days after treatment. Results The serum IL-18,11.-6 levels in treatment group were significant-
ly reduced on 2,7,14 d after treatment when compared with these of control group(P<C0. 01) and those before treatment(P<C0.
01). The NIHSS scores on 7,14 d in both groups were obviously improved than these before treatment(P<C0. 05) , while no differ-
ence was found between the tow groups at each time point,and the therapeutic effect on 14 d in both groups was not significant( P

>0.05). Conclusion The cinepazide maleate is effective as a treatment to acute cerebral infarction and can alleviate the inflamma-

tory effects of serum IL-183,1L-6 to brain cells.
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