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Protective Effect and Mechanism of Fisetin on
AB,,-induced Rat Model of Alzheimer’s Disease
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Abstract; Rats were administered bilaterally in hippocampal CA1 area by injecting AB,, to produce an animal model of
AD,where animal behaviors were detected by the passive-avoidance test. The contents of GSH, MDA, and PC in brain
tissues were extensively evaluated to investigate the effect of fisetin on antioxidant activity and memory function. In addi-
tion, the spleen index,thymus index,liver index and the expression of GFAP were used to preliminarily assess the anti-
inflammatory and anti-aging effect of fisetin on AD model rats. The results showed that the memory function was signifi-
cantly reduced in model group of rats,and fisetin can improve memory impairment of AD model rats. Moreover , compared
with the model group,the spleen index,thymus index, liver index and the content of GSH in brain tissues were signifi-
cantly enhanced whereas the expression of GFAP , MDA and PC contents were decreased , especially in the group that re-
ceived 100 mg/kg fisetin. Thus fisetin might be a potential agent for treatment of Alzheimer’ s disease via inhibiting oxi-
dative damage and activation and proliferation of astrocyte reducing and further reducing nerve inflammation.
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Fig. 1  Structure of fisetin
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Table 1  The effect of fisetin on learning and memory in AB,,-induced rat model of AD (n =12, X £ )

bl ke
Group Dose (mg/kg)

X B2 Control -

FERIZH Model | -

FAPEZH Huperzine-A 0.2
JE SRR = ) B4 Fisetin-H 100
AEREA 5 41 Fisetin -M 50
A BEMRAGGH] 4 Fisetin -L 25

AR FEIRIREL
Escape latency (s) Number of errors

300. 00 +0. 00 0.00 0. 00
164.60 +121. 46" 0.58 £0.51*
300. 00 +0. 00 " 0.00 +0.00"
300. 00 +0. 00 * 0.00 £0.00 "
300. 00 0. 00 * 0.00 £0.00*
292.75 +18.18 0.17 £0.39

T 50 IR He e, * P <0.05,% P <0.01; SRR L4, * P <0.05, " * P<0.01,
Note : Compared with control,* P <0.05,* P <0.01 ; Compared with model group, * P <0.05,* * P <0.0l.
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Fig. 2 The effect of fisetin on content level of GSH,MDA and PC in the brain of AB,,-induced AD rat model

I 5 R, P <0.05,% P <0. 01 ; 55820 L%k, * P <0.05, *

*P<0.01

Note ;: Compared with control,* P <0.05," P <0.01 ; Compared with model group, * P <0.05,* * P <0.01

ANIRIAEERZ K R 41 4L GSH MDA J PC
AR 1, Ko A BUE N4 GSH & &1
ZH ) bEs, B RS2 K 4140 MDA & =AY 4 a] He %, C
PR MINALZY PC & RERILLIA LR, 4530 s AD i
RIR UG, 5 %0 REZH AR e, B4 GSH & &
e EPEREAR (P <0.01) , MDA I PC & 54 b 3%
PEHEIN(P <0.01) . SHIARILIAH L, Huperzine-A 41

GSH & i 2 M3 i (P < 0. 05) , MDA 1 PC & &
W LR (P <0.01) , 14k, Fis-H | Fis-M F
Fis-L i 41 5 R RV 24 Lh, GSH & 12 3t 2 1 1
i, Forp Fis-H 213 i .35 (P <0.01) ; 5540, =41
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2.3 dEEERXT AD R X R RAE RS £ MO BRHE £
X BT RE4E £ 52 i

F2 B AD BRARNEERERBAHM(n =12, 0 +5)

Table 2 Effect of fisetin on immune organ indexes in AB, _,,-induced AD rat model (n =12, Xt )

bk
Dose (mg/kg)

251
Group

JIL i T H 4 £
Spleen index (mg/kg) Thymus index (mg/kg)

JFREFE %L
Liver index (mg/kg)

X BB ZH Control _

HiIZH Model -

22.55+1.32 13.10 £2.37 390.94 +£3.82

18.77 +1.86% 10.28 +1.60* 378.27 £6.96%

FAPEZH Huperzine-A 0.2 21.74 +2.55* 12.47 +2.37* 384.58 £7.25*
Sl SR =557 F 4 Fisetin-H 100 21.92£2.36" 13.09+2.39** 389.35+5.22% "
AR5 4 Fisetin -M 50 21.62+2.81" 12,69 +1.43 " 383.67 +6.33
A BERRAE 772 Fisetin -L 25 19.63 £3.66 10.43 £1.20 382.20 +5.69
T 5 R HAR P <0.05,% P <0.01; SR H#, * P <0.05,* * P <0.01,

Note : Compared with control,* P <0.05,* P <0.01 ; Compared with model group, * P <0.05,* * P <0.01.
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Fig. 3  Effect of fisetin on the level of GFAP after AB,, treat-

ment in the CA1 region of the hippocampus

TE: SRR AL, TP <0.05,% P <0.01; SR LEL, * P <

0.05," *P<0.01

Note : Compared with control,* P <0.05,™ P <0. 01 ; Compared with

model group, * P <0.05," * P <0.01
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