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[ Abstract )

on amyloid B —peptide and inflammatory cytokines.Methods A total of 68 patients with Alzheimer's disease were selected in

Objective To observe the clinical effect of donepezil on Alzheimer's disease, to investigate its impact

the Second People's Hospital of Guangyuan from February 2015 to January 2017, and they were divided into control group and
observation group, each of 34 cases.Patients in control group received conventional treatment, while patients in observation
group received donepezil based on conventional treatment; both groups continuously treated for 24 weeks.Clinical effect 12 weeks
and 24 weeks after treatment, cognitive impairment severity, serum levels of amyloid B —peptide and inflammatory cytokines
before treatment, 12 weeks and 24 weeks after treatment were compared between the two groups, and incidence of adverse
reactions was observed during the treatment.Results Clinical effect in observation group was statistically significantly better
than that in control group 12 weeks and 24 weeks after treatment ( P<0.05 ) .No statistically significant differences of cognitive
impairment severity was found between the two groups before treatment ( P>0.05) , while cognitive impairment severity
in observation group was statistically significantly milder than that in control group 12 weeks and 24 weeks after treatment,

respectively ( P<0.05) .No statistically significant differences of serum level of A B 1-28, AR 1-40 or A B 1-42 was found
between the two groups before treatment ( P>0.05) ; 12 weeks and 24 weeks after treatment, serum levels of A B 1-28 and
A B 1-40 in observation group were statistically significantly lower than those in control group, while serum A 3 1-42 level
in observation group was statistically significantly higher than that in control group, respectively ( P<0.05) .No statistically
significant differences of serum level of IL-1 B , IL-6 or TNF—a was found between the two groups before treatment ( P>0.05 ) ,
while serum levels of IL-18 , 1L-6 and TNF-« in observation group were statistically significantly lower than those in control
group 12 weeks and 24 weeks after treatment ( P<0.05 ) .No one in the two groups occurred obvious adverse reactions during the
treatment.Conclusion  Donepezil has certain clinical effect in treating Alzheimer's disease, can effectively relieve the cognitive

impairment severity, adjust the expression of amyloid B —peptide, relieve the inflammatory reaction, with relatively high safety.
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Alzheimer disease; Donepezil; Treatment outcome; Amyloid B —protein; Inflammatory cytokines
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Table 1 Comparison of clinical effect between the two groups 12 weeks

and 24 weeks after treatment

PR PRI B Z W EAE N, FEURENAIIIGE
RAEAF BRS04 B SR Bt & T
T, B IEMIFEE A B AN AT FAR AR AR,

FIUURRT 2 A T H R AR VAR SR, B BOR A 2T
PEVE T, TEBT /R B3 B00 #Y K Ak Ji s A v BoA %
TR0 BRE R, B VAR 1 b 2 SR

N - Y 7l
o , BT 121 BITR 47
WO S ek BR TR
Rl 34 10(294) 10(294) 14(412) 14(412) 12(353) 8§(235)
Wl 34 16(471) 12(353) 6(176) 22(647) 10(294) 2(59)

R 2 WAL T AR AR LA (n (%) )

Table 2 Comparison of cognitive impairment severity between the two groups before and after treatment

IRYTHD TR 12 4 TR 24 JH
an B T REA FEN WEA | BER REK  WEL | BEA | FEA | EERL
PR BT B BT B BT HIBET PR PR
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u 0.026 2.107 2.225
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F3 MARERITHUG NG B WEMHERAKE L (X£5)
Table 3 Comparison of serum amyloid 3 — peptide level between the two groups before and after treatment
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Table 4 Comparison of serum inflammatory cytokines between the two groups before and after treatment
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i 0.173 5.993 7.456 0.301 7.890 9.246 0.084 6.456 8.541
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