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Clinical observation of citicoline combined with oxiracetam in treatment of acute
cerebral infarction
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Abstract: Objective To discuss the effect of citicoline combined with oxiracetam in treatment of acute cerebral infarction. Methods Patients
(82 cases) with acute cerebral infarction in Anyang District Hospital of Puyang from January 2016 to December 2016 were randomly
divided into control and treatment groups, and each group had 41 cases. Patients in the control group were iv administered with
Oxiracetam Injection, 4 g added into normal saline 250 mL, once daily. Patients in the treatment group were po administered with
Citicoline Sodium Capsules on the basis of the control group, 0.2 g/time, three times daily. Patients in two groups were treated for 28 d.
After treatment, the clinical efficacy was evaluated, and the NHISS, MoCA and ADL scores, adverse reactions in two groups before
and after treatment were compared. Results After treatment, the clinical efficacy in the control group was 78.05%, which was
significantly lower than 90.24% in the treatment group, and there were differences between two groups (P < 0.05). After treatment,
NHISS score in two groups were significantly decreased, but MoCA and ADL scores were significantly increased, and the difference
was statistically significant in the same group (P < 0.05). After treatment, the NHISS score in the treatment group was significantly
lower than that in the control group, but MoCA and ADL scores were significantly higher than that in the control group, with
significant difference between two groups (P < 0.05). During the treatment, the incidence of adverse reactions in the control group was
4.88%, which was significantly lower than 17.07% in the treatment group, with significant difference between two groups (P < 0.05).
Conclusion The clinical efficacy of citicoline combined with oxiracetam in treatment of acute cerebral infarction is significantly
better than oxiracetam, which has a certain clinical application value.
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Table 1 Comparison on clinical efficacies between two groups

205 n/f FEA VG /151 B/ 1L /51 sk AL/ SR %
X e 41 15 9 8 7 2 78.05
YRIT 41 18 12 7 3 1 90.24"

xR AL "P<<0.05

"P < 0.05 vs control group
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2.2 W4EEE NHISS. MoCA 1 ADL 34 bLE

1BI7 5, WAL NHISS P4 23 FFIK, MoCA Al
ADL V4 B2 T, [RI4LiG)T il b = 5 R 48
HEER L (P<0.05). VA7 4185 NHISS vFor 23
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%2 4 NHISS. MoCA #1 ADL ¥4 EbE ( x£5 )
Table 2 Comparison on NHISS, MoCA and ADL scores between two groups ( X+5s)

NHISS $¥43 MoCA ¥4y ADL ¥4y
ZH 53 n/fi] — - — - — -

TBIT BT R 1RIT I BT 1RIT BT A
paylst 41 194423 153421 152+3.9 16.2+7.9" 31.5+8.5 43.1+7.2
BT 41 19.5+3.3 9.7+2.6™ 152+8.7 19.8+53" 30.6+8.7 572438

R4S : "P<0.05; SXBALIGIT R HE: 4P<0.05
*P < 0.05 vs same group before treatment; * P < 0.05 vs control group after treatment
#3 MATFREMNILE
Table 3 Comparison on adverse reactions between two groups
20 /] BLAWLL X /45 Sk /1) Sk K%
X I 41 1 0 0 1 4.88
gy 41 2 1 2 2 17.07"

LA "P<0.05

*P < 0.05 vs control group
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