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ABSTRACT Objective: To investigate the effects of topiramate combined with lamotrigine on cognitive function and quality of life
in patients with epilepsy. Methods: Sixty patients with epilepsy who were treated in our hospital from January 2016 to February 2018
were retrospectively analyzed. According to different treatment methods, they are divided into two groups, 30 cases each. The control
group were treated with topiramate, the observation group were given with lamotrigine on the basis of the control group. The two groups
were treated for 3 courses, the changes in cognitive function, quality of life and the incidence of adverse reactions were recorded and
compared. Results: After treatment, the total effective rate of the observation group was significantly higher than that of the control group
(96.6% vs. 73.3%, P<0.05). There were no significant differences in adverse reactions of gastrointestinal reactions, nervous system reac-
tions, psychotic symptoms and systemic reactions comapred betweeen the two gorups during the treatment(P>0.05). The MoCA scores of
the two groups were significantly higher than those before treatment (P<0.05), and the observation group were significantly higher than
the control group (P<0.05). In addition, the quality of life scores of life observation, life interruption, positive influence, physical health,
and psychological coping were significantly higher in the observation group than in the control group (P<0.05). Conclusion: Topiramate
combined with lamotrigine for the treatment patients with epilepsy can significantly improve cognitive function, improve patients' quality
of life and treatment, and have higher safety.
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Table 1 Comparison of general data between the two groups

) Etiology
Course of disease Body mass index Gender )
Groups N Age (hereditary/metabol-
(year) (kg/m?) (male/female) ) ]
ic/unexplained)

Observation group 30 6.20%+ 1.20 22.88+ 2.47 45/35 21.10+ 2.18 35/31/4
Control group 30 6.13+ 1.82 22.10+ 3.18 34/30 20.02+ 1.99 31/28/4
t/x? - 0.244 0.561 0.140 0.188 0.027
P - 0.687 0.378 0.708 0.713 0.987
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Table 2 Comparison of the total effective rate between the two groups[n(%)]

Groups N Control Significant effect Effective Invalid The total efficiency
Observation group 30 11(36.67) 12(40.00) 6(20.00) 1(3.33) 29(96.6%)
Control group 30 5(16.67) 10(33.33) 7(23.33) 8(26.67) 22(73.3%)
x 6.405
P 0.026
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Table 3 Comparison of the incidence of adverse reactions during treatment between the two groups [n(%)]

Gastrointestinal

Nervous system

Group N . Mental symptoms Systemic response
reaction response
Observation group 30 0(0.00) 1(3.33) 0(0.00) 1(3.33)
Control group 30 2(6.67) 3(10.00) 3(10.00) 4(13.33)
x 2.069 1.071 3.158 1.964
P 0.492 0.612 0.237 0.353
& 4 WABITHIE MoCA S T IEAITEE Ot 5,43)
Table 4 Comparison of the changes in MoCA scores before and after treatment in both groups (xt s, score)
Groups N Before treatment After treatment t P
Observation group 30 20.47+ 2.18 28.33+ 1.72 -15.504 <<0.001
Control group 30 20.87+ 1.73 25.63+ 2.11 -9.555 <<0.001
t -0.787 5433
P 0.434 <<0.001
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Table 5 Comparison of the quality of life scores after treatment after treatment betwee two groups(xt s, score)

Psychological
Groups N Healthy body Life satisfaction Positive influence Disturbing life
response

Observation group 30 20.63+ 4.31 43.36% 5.10 9.34+ 1.34 15.33+ 3.94 43.34% 8.15
Control group 30 16.94% 5.34 40.21+ 6.43 8.43+ 1.42 12.81+ 4.13 38.13+ 7.21

t 2.945 2.102 2.553 2.418 2.622

P 0.005 0.040 0.013 0.019 0.011
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