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Efficacy analysis of sodium valproate combined with Lamotrigine in treatment of
stoke secondary epilepsy

GUO Qiang, YAO Li
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Abstract: Objective To investigate the efficacy of sodium valproate combined with Lamotrigine in treatment of stoke secondary
epilepsy. Methods Patients (98 cases) with stoke secondary epilepsy were randomly divided into treatment (49 cases) and control (49
cases) groups, who were given conventional stoke treatment. The patients in control group were given sodium valproate on oral, and
the patients in treatment group were given lamotrigine based on the control group. The onset, seizure frequency, and each duration were
recorded, and the drug adverse reactions were monitored. During the following-up treatment once a month, the blood and urine, blood
electrolytes, lipids, liver and kidney function were reviewed. Results The total efficacy of treatment group was 95.8%, while the
control group was 76.6%, the total efficacy in the treatment was higher than that in the control group (P < 0.05). Compared with
pre-treatment, the frequency and duration of seizures of two groups were significant lower (P < 0.05), and the frequency and duration
of seizures of treatment group after treatment were obvious lower than that in control group (P < 0.05). After treatment for 1 year, the
EEG epileptiform discharges and involving lead numbers were decreased, which had statistical difference within and between groups
(P < 0.05). Compared with the control group, the overall incidence of rash, paresthesia, and gastrointestinal reactions in treatment
group had no significant difference (P > 0.05). Conclusion Sodium valproate combined with Lamotrigine in treatment of stoke
secondary epilepsy could improve the treatment efficacy and promote the epilepsy symptoms disappearing, and the adverse reaction
was reduced, which could be worth of promoting.
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