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Clinical observation of cattle encephalon glycoside and ignotin combined with
donepezil in treatment of Alzheimer’s disease

DING Shu-yue, DUAN Li, WANG Fang-ying
Department of Neurological Rehabilitation, Inner Mongolia Bayannaoer City Hospital, Bayannaoer 015000, China

Abstract: Objective To explore the clinical effect of cattle encephalon glycoside and ignotin combined with donepezil in treatment
of Alzheimer’s disease. Methods Patients (114 cases) with Aalzheimer’s disease in Department of Neurological Rehabilitation of
Inner Mongolia Bayannaoer City Hospital from March 2011 to March 2015 were randomly divided into the control (65 cases) and
treatment (49 cases) groups. Patients in the control group were po administered with Donepezil Hydrochloride Tablets every night,
and the initial dosage was 5 mg/d, and which was gradually increased to 10 mg/d after 1 month. Patients in the treatment group were
iv administered with Cattle Encephalon Glycoside and Ignotin Injection on the basis of the control group for 2 weeks before
treatment, 10 mL added into normal saline 250 mL, once daily. Patients in two groups were treated for 6 months. After treatment, the
clinical efficacy was compared, and MMSE, MoCA, ADL, HAMA, and HAMD scores before and after treatment in two groups were
assessed. Results  After treatment, the clinical efficacy in the control and treatment group was 87.7% and 93.9%, respectively, and
there were no differences between two groups. After treatment, MMSE and MoCA scores in two groups were significantly
increased, HAMA and HAMD scores were significantly decreased, and ADL scores in the treatment group were significantly
increased, and the difference was statistically significant in the same group (P < 0.05). And compared with the control group, the
scores of MMSE, MoCA, ADL, and HAMD in the treatment group were significantly better than those in the control group, with
significant difference between two groups (P < 0.05). Conclusion Cattle encephalon glycoside and ignotin combined with
donepezil can improve the cognitive function, daily living ability, anxiety and depression in treatment of Alzheimer’s disease.
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Table 1 Comparison on clinical efficacies between two groups
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Table 2 Comparison on observed indicators between two groups ( X£s )
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SR4ETRTHE: "P<0.05; SXIBAATEHE: *P<0.05

*P < 0.05vs same group before treatment; “P < 0.05 vs control group after treatment
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