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Comparison on effects of piracetam and oxiracetam on elderly cognitive
dysfunction after cerebral hemorrhage

SONG Chang-peng, WANG Cheng-kai
Neurology Department, Tongchuan People's Hospital, Tongchuan 727000, China

Abstract: Objective To compare the effects of piracetam and oxiracetam on elderly cognitive dysfunction after cerebral hemorrhage.
Methods Elderly patients (82 cases) with cerebral hemorrhage treated in Tongchuan People’s Hospital from January 2012 to
December 2015 were selected and divided into two groups according to the different treatment drugs. Two groups were treated by
oxiracetam and piracetam respectively. The Montreal cognitive assessment scale (MoCA), simple mental state examination (MMSE),
and daily life ability scale (ADL) score of the two groups before and after treatment were compared. The neuron-specific enolase levels
and cognitive function after treatment of 1, 3, and 6 months were also compared. Results After treatment, MoCA, MMSE, and ADL
scores of two groups were significantly improved (P < 0.05), and oxiracetam group were significantly better than piracetam group (P <
0.05). After treatment 6 months, MoCA, MMSE, ADL effective and total effective rate of the two groups were significantly higher (P <
0.05), and oxiracetam group were significantly better than those of piracetam group (P < 0.05). After treatment for 1, 3, and 6 months,
the neuron-specific enolase levels were significantly lower than those before treatment (P < 0.05), and in the treatment of 3 and 6
months, oxiracetam group were significantly lower than piracetam group (P < 0.05). The incidence of adverse reactions had no
significant difference. Conclusion Oxiracetam can improve the elderly cognitive dysfunction after cerebral hemorrhage, the curative
effect was increased with the prolonging of the time, and can reduce the neuron-specific enolase levels, which has high clinical value.
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Table 1 Comparison on cognitive function score (X +5)

bl /1 I [ MoCA/%y MMSE/4y ADL/%y

nk iy 3R 41 TBITHT 16.31+2.42 22.13+3.52 33.45+3.58
BT e 18.56+2.13" 24.37+2.58" 30.26+3.18"

POy 248 2.45+0.56 2.31£0.39 —3.25+0.37
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R I 21.58+1.25" 27.5242.78" 27.48+3.25"
o> 210 6.13+£1.26" 5.4240.75" ~7.15+0.43"

R4 AT : "P<<0.05; St S TP<<0.05

P <0.05 vs same group before treatment; P < 0.05 vs piracetam group after treatment
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Table 2 Comparison on curative effect of different treatment time points
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LR 1A PP<0.05; LLHRPTEAGIT 6 Nk TP<0.05
#P <0.05 vs same group after one month’ treatment; P < 0.05 vs piracetam group after six month’ treatment
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Table 3 Comparison on neuron specific enolase levels (x +5)
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SRAGIT TS : "P<<0.05; St vGIHALGs T FMItE: TP<0.05

P <0.05 vs same group before treatment; P < 0.05 vs piracetam group after treatment
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Table 4 Comparison on adverse reactions
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