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ABSTRACT Objective: To explore the effects of immunoglobulin combined with B vitamins on epilepsy symptoms and quality of
life. Methods: From February 2017 to January 2020, 78 cases of patients with epilepsy diagnosed and treated in our hospital were selected,
and were divided into observation group and control group of 39 cases in each groups accorded to random number table method. Two
groups were given conventional treatment, the control group was given vitamin B12 treatment, the observation group was given im-
munoglobulin combined with vitamin B12 treatment, and the symptoms and quality of life of the two groups after treatment were recorded.
Results: The total effective rates of the observation group after treatment were 97.4 %, which was significantly higher than that of the
control group (84.6 %, P<0.05). There were no statistically significant difference in adverse reactions compared between the two groups
during treatment, such as abdominal distension, drowsiness, stomach pain, and fever (P>0.05). After treatment, the serum homocysteine
(Hcy) content of the two groups were lower than before treatment, and the observation group were also lower than the control group, and
compared the difference were statistically significant (P<0.05). The quality of life scores of the observation group after treatment were
significantly higher than those of the control group in terms of quality of life such as mental health, emotional function, social function,
vitality, general health, physical pain, physiological function, and physiological function (P<0.05). Conclusion: The application of im-
munoglobulin combined with B vitamins in patients with epilepsy can promote the improvement of clinical symptoms, improve the thera-
peutic effect, inhibit the release of Hey, and do not increase the incidence of adverse reactions in patients, thereby improving the quality
of life.
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Table 1 Comparison of two sets of general information

Course of disease

Gender

Type of seizure

Groups n Age (years) ) ) BMI(kg/m?)
(years) (male/femal) (systemic/particular attack)

Observation group 39 5.15% 0.52 20/19 34.56% 2.52 32/7 22.87% 2.16

Control group 39 5.18+ 0.33 21/18 3498+ 1.38 31/9 22.18+ 1.65
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Table 2 Comparison of total effective rate between two groups (n,%)

Groups n Control Excellence Effective Invalid Total effective rate
Observation group 39 29 4 1 38(97.4)*
Control group 39 9 4 6 33(84.6)

Note: Compared with the control group, *P<0.05.
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Table 3 Comparison of adverse reactions between the two groups during treatment (n,%)

Groups n Bloating Drowsiness Stomachache Fever Incidence
Observation group 39 2(5.1) 2(5.1) 0(0.0) 2(5.1) 6(15.4)
Control group 39 1(2.6) 2(5.1) 1(2.6) 4(10.3) 8(20.5)
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Table 4 Comparison of serum Hey content between two groups before and after treatment (wmol / L, xt )

Groups n Pretherapy Post-treatment
Observation group 39 19.20+ 1.82 13.39+ 1.72%*
Control group 39 19.24% 1.55 16.58+ 1.33*

Note: Compared with the pretherapy , *P<0.05, compared with the control group, *P<0.05.
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Table 5 Comparison of quality of life scores after treatment between the two groups (scores, x* s)

Social Emotional Emotional ~ Physiologi-  Physiologic ) Overall
Groups n Vigour Physical pain
function functions health cal functions function health
69.09+ 54.22% 42.09+ 64.22+ 36.22+ 64.78+ 37.46% 52.98+
Observation group 39
3.22% 5.24* 4.09* 5.33%* 3.40* 2.77* 3.21%* 4.29*
Control group 39 60.02+ 5.82 4798+ 477 36.29+ 421 56.00+ 4.00 30.49+ 2.88 56.39+ 4.92 30.78+ 2.51 45.00% 6.42

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