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Effects of different doses of donepezil on cognitive function and serum IGF-1
level in patients with Alzheimer’s disease
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Abstract: Objective To investigate the effects of different doses of donepezil on the cognitive function and
serum insulin-like growth factor-1 (IGF-1) in the patients with Alzheimer's disease (AD). Methods Ninety-
six patients with AD admitted to Sichuan Provincial Science City Hospital from September 2016 to August
2017 were selected as the study subjects and divided into the low dose group,middle dose group and high dose
group according to the random number table method, 32 cases in each group. The low dose group took oral
2.5 mg donepezil each time, the middle dose group took oral 5. 0 mg donepezil each time and the high dose
group received oral 10. 0 mg donepezil each time. The Mini Mental State Scale (MMSE scale) , the Alzheimer’
s disease Assessment Scale-cognitive Subscale scale (ADAS-cog scale) and serum IGF-1 level before treat-
ment,in 3.,6,9 months after treatment were compared among the three groups. Results The MMSE scale
score, ADAS-cog scale score and IGF-1 level in the low dose group had no statistical differences between be-
fore treatment and in 3,6,9 months after treatment (P~>0. 05). The MMSE scale score, ADAS-cog scale score
and IGF-1 level in the middle dose group and the high dose group had statistical differences between before
treatment and in 6,9 months after treatment (P<(0. 05) ,moreover the scores of MMSE scale and IGF-1 levels
in 6,9 months after treatment in the high dose group were higher than those in the middle dose group and the
low dose group, the ADAS-cog scale score was lower than that in the middle dose group and the low dose
group,and the differences were statistically significant (P<Z0. 05). Conclusion Donepezil can significantly im-

prove the cognitive function,increase the daily living ability and serum IGF-1 level in the patients with AD,
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moreover the dose related effect exists,and the curative effect of high dose donepezil is better.
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