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Study on the Initiation Timing of Donepezil Hydrochloride in the Treatment of Post-stroke
Cognitive Impairment YE Xue', ZHAO Xin-chun', YU Run-kun', JIA Hong-fang', ZHANG Yu-mer,
ZANG Da-wer. 1. Department of Neurology, Tianjin Rehabilitation Center of Joint Logistic Support Force,
Tianjin China, 300380; 2. Department of Rehabilitation, Beijing Taintan Hospital, Capital Medical University,
Beijing China, 100070

Abstract Objective: The aim of this study was to observe the initiation timing of donepezil hydrochloride in
the treatment of post-stroke cognitive impairment (PSCI). Methods: One-hundred and twenty patients with
PSCI were recruited and divided into early treatment group (course < 3 months) and late treatment group
(course 3~6 months), 60 cases per group. All the cases were treated with donepezil hydrochloride for 6 months.
The mini-mental state examination (MMSE), montreal cognitive assessment (MoCA) and clinical dementia rat-
ing (CDR) were used to scoring patients at beginning of treatment and 1, 3 and 6 months after treatment. Re-
sults: To compare the baselines of two groups, the MMSE and MoCA scores in the early treatment group were
significantly higher than those in the late treatment group (P<0.05), and the CDR scores in two groups have no
statistical difference (P>0.05). At 1, 3 and 6 months after treatment, the MMSE score, MoCA score and CDR
score of the two groups were better than those before treatment. The total effective rate of MoCA score, the pro-
portion of people with increased MMSE score in the early treatment group were significantly higher than those
in the late treatment group (P<0.05). The proportion of people with decreased CDR score in two groups have no
statistical difference (P>0.05). Conclusion: Treat PSCI with donepezil hydrochloride early is better than late.

Key words post-stroke cognitive impairment; early medicine intervention; donepezil
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