kOO O BEO¥ B ¥

JOURNAL OF CHENGDE MEDICAL UNIVERSITY Vol.41 No.5 2024

HihEF

1 E B E T3] APPswe/PS 1 dE9/NGR B T B 2R Bt /EFR

I oMLah LW 2, 2aes”

(1 ARGEEE B P2 ST , LA 0670005 2.3 Jb 44 v S 24 B B AT S % /AL S e it 5 516 1 T 9k e )
A% B8 BFFORE K 3 LT R B A B R B /N R TR R R AR AR . i TRER3 % B A Y
CSTBL/GI/NR AR IRLH % BEZA 245K iz 3210 mg/kg/d, 20 mg/kg/dfilER4H s %373 A B LR R/ N ORISR 15 1
%20 mg/kg/d. 40 mg/kg/d, 80 mg/kg/dFIEL , BER 13/d, #EH 64 HIGALSE, W33 AR CSTBL/GI/NR A 1 6 %
PR, Sy 4L (THC) #8007 UK ZEL 22 2 T R I 4B O AL AR A I GFA PRI 5 G 9 e AR G s (IF ) 4G /B
R ZIGFAP/C3 . GFAP/S100A 10 g A () 4R 305 s B [ i BN (WB) A/ U ZH 2 GFAP, C3R B
1735 s ELISATE M g /N U PIL- 1o, TGE-B1 &, &R SRR X FALFLL, % FEHGFAPRHYE 3k i,
GFAP/C33%E fr FHPEAM AR A I, GFAP/S100A105k /), C3%35 il IL-lo B & TR .. SXTHZLMLL, XISy
2t B R A GFAPEIL T, GFAP/C3 4t s i B P 4H % /b , GFAP/S100A 1034, C333E T, IL-1a & &
%, TGF-BI&r 2Tt &, SATRAAMHLL , BRI GFAPR IR 58, C35 K5 I, GEAP/S100A 10RH 4 4H &k
b TGF-BIE 8 T, SR, 155 R A 4 GFAPE L T4, GFAP/C3 35 A PH I 4k /b , GFAP/
S100A 10340, C3M#i5 T, TGF-BI & BFHR(P<0.05), 444 ¥ Fz 2RIV A I B 0R e A SR 2/ DU
SEREPR/INEL I RE ST, HAILT T e S5 R TR AMARTE AL , P2 DT 9 AT A TG £k , 3R R ARG AL,
BRIEX PTG A
B : Bl SR BCUFERIA - B8 B 3 s BT A 5 SR
thBE s S R965.2 SCHRbRERD: A LSS 1004-6879(2024)05-0361-07

Effect of Hesperetin Early Intervention on Astroglial APPswe/PS1dE9 in Mice
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Abstract:  Objective To explore the effect of hesperetin early intervention to astrocyte in wild type and APPswe/PS1dE9
double transgenic mice. Methods The 3-month-old C57BL/6J wild type mice were set up as control group, hesperetin 10
mg/kg/d and 20 mg/kg/d group. The 3-month-old APPswe/PS1dE9 transgenic mice were set up as model group, hesperetin
20 mg/kg/d, 40 mg/kg/d, and 80 mg/kg/d groups, continuous intragastric administration for 6 months, once a day. The mice
were killed after 6 months of intragastric administration, and 3-month-old C57BL/6J mice were purchased as normal control
group. Immunohistochemical was used to test the expression of GFAP in mouse brain, double immunofiuorescence staining

was used to test the co-localized expressions of GFAP/C3 and GFAP/S100A10, Western Blot was used to observe the
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expression of GFAP and C3 in brain tissues of mice, IL-10 and TGF-B1 in brain tissue of mice were tested by using ELISA.

Results Compared with the normal control group, the expression of GFAP and C3 in the control group increased, the number
of GFAP/C3 colocalization positive cells increased, while the GFAP/S100A10 decreased. Compared with the control group,

hesperetin could decrease the expression of GFAP, the number of GFAP/C3 colocation-positive cells, C3 as well as IL-1a,

while the number of GFAP/S100A10 positive cells, TGF-B1 increased. Compared with the control group, the expression
of GFAP, C3 in the model group increased, while the number of GFAP/S100A10 positive cells decreased. Compared

with the model group, the expression of GFAP, C3 and the number of GFAP/C3 colocation-positive cells in hesperetin

group decreased, while the expression of TGF-B1 and the number of GFAP/S100A10 colocation-positive cells increased

(P<0.05). Conclusion Hesperetin early intervention can significantly alleviate the inflammation of naturally aged mice and

transgenic mice, and its mechanism may be related to inhibiting the activation of astrocytes, promoting the activation of anti-

inflammatory A2 cells, inhibiting the activation of pro-inflammatory A1 cells, and reducing the damage of neurons caused by

mflammation.
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