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and hippocampus. Methods Total of 72 eligible male SD rats were weighed and randomly divided into control
group, AD model group, donepezil hydrochloride group (0.5 mg/kg), FOPS high, medium and low dose groups (25,
50, 100 mg/kg), with 12 rats in each group. The AD rat model was established by injecting (5 pL/side) Af; 4, in the
hippocampal CA1 area of both sides of the rat. After 30 days of treatment, hematoxylin-eosin staining (HE) staining
was used to observe the morphological changes of hippocampal neurons. 2,7-dichlorodi-hydrofluorescein diacetate
fluorescent probe was used to analyze reactive oxygen species and ELISA method was used to detect the content of
8-OHdG, 3-NTand 4-HNEin the hippocampus and cerebral cortex of rats in each group. Results After 30 days,
compared with the model group, the number of pyramidal cells in donepezil hydrochloride group and Fomes
officinalis polysaccharides group was significantly increased, the morphology was more complete, the majority of
hippocampal neurons were more normal, the arrangement was more regular and compact, the color was uniform and
the nucleolus was clear. The levels of ROS hippocampus and cerebral cortex of rats were significantly reduced
(P<0.01), and the levels of 8-OHdG, 3-NT, and 4-HNE were significantly reduced (P<0.01). Conclusion FOPS

improves the oxidative stress state in the brain by affecting the content of ROS, 8-OHdG, 3-NT, 4-HNE of AD rats

induce by Af| 4, and plays a role in improving cognitive impairment and protecting nerves.
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WAL 254 B BRI C. 3R 24 UR 4 D. FOPS &5 41; E. FOPS Hi#| & 41; F. FOPS {1 &4,

FEl 1 ¥ CAl X HE Y {a4) 4L (HEx400)
Fig.1 HE staining results in hippocampal CA1 region (HEx400)

%1 FOPS W AREDXHMERES ROS KEHEN(x£s, n=6)

Table 1 Effect of FOPS on the level of ROS in the hippocampus and cerebral cortex of rats (;is , 1=6)

215 4 /(mg/kg) FEERE A KM Bz Jo )2

X RE 2 68.58+2.37 123.97+12.32
T2 129.44+14.29% 302.92+34.77%
EENIEZ NSy 74.9242.51%* 172.23+7.81%*

FOPS &7 4H
FOPS H &4

FOPS i 241

81.60+2.05%*

90.63+3.02**

101.65+2.69*

175.11£3.61**

189.27+4.22%*

217.16+14.58*

SR A, 7P<0.01, "P<0.05; SEEIZ HLAR, **P<0.01, *P<0.05,

%2 FOPS M ARELXH 3-NT. 4-HNE 1 8-OHAG ZEHEM(x s, n=6)

Table 2 Effect of FOPS on the content of 3-NT, 4-HNE and 8-OHdG in the hippocampus of rats (;is , n=6)

2157 il /(mg/kg) 3-NT/(nmol/L) 4-HNE/(umol/L) 8-OHdG/(ng/mL)
A - 57.38+11.87 4.67 +2.00 19.93+4.26
BRI L - 210.46+13.81% 41.75+3.33" 74.30+5.61%

ENIEZ N[ Sie ) 0.5 76.2246.95%* 6.45+3.93%* 30.08+4.34%*
FOPS w5l 4l 100 94.46£13.01%* 12.39+2.59%% 40.29+5.80%*
FOPS Hifl| &4l 50 119.91+£17.55%* 24.28+5.05%* 56.29+4.46%*
FOPS fi5 &4 25 194.08+19.13 30.79+2.23 60.62+5.12

W SR #, #P<0.01, *P<0.05; ST LA, *#P<0.01, *P<0.05,
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Table 3 Effect of FOPS on the content of 3-NT, 4-HNE and 8-OHdG in the cerebral cortex of rats (}is , n=6)
20531 F 4 /(mg/kg) 3-NT/(nmol/L) 4-HNE/(umol/L) 8-OHdAG/(ng/mL)
Z A - 18.76 £9.22 4.22 £3.07 5.44+2.53
RERIZH - 147.53+42.41* 36.25+3.15% 44.75+6.85%
R Z AR UR ST 0.5 20.65 £13.20%* 11.62+3.49%* 9.87+8.10%*
FOPS &7l f 41 100 55.60£19.52%* 13.8241.76%* 18.02:5.80%*
FOPS 17| f 41 50 89.11 £19.67** 27.37+5.06%* 25.55+7.59%%*
FOPS IG5 & 41 25 103.11 +43.86* 34.17+4.99 41.41+4.86
T HXTERAL S, 7P<0.01, *P<0.05; SHEEIL] 4R, **P<0.01, *P<0.05,
PRI ZH VRN K i K S50 )2 AR B 15T BB S kA ) 3-NT .
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