SREZIERSHE 202543 0 423454 38 Clinical Education of General Practice Mar.2025, Vol.23, No.3 - 201
L] ‘/\ [ ]
e =

% 2= (E A B ER I B I {0 PRI RIPEH
R rTgERLHI

WA HEHE XKL

FAE] B ®iTghF e R SEsh B E (VR84 P e s 77 AR A TR ALE . Fik SRR 30 RAEMSD X
KA RURAR ¥ H 5 h Z4 . Sham 21 (B F K ) /R 28 FIS 28 (4% Z +1/R ) .SB203580 28 (SB203580+1/R ) vA &
FIS+SB203580 #1 (# 3% % +SB203580+1/R) . #| A GEO k3 & ¥ #5 GSE202659 F» GSE131193 4k ¥ 48 %4 i I/R 5 4
T BTN, Ikl RN T AR, AN LR B Z RS KR INA R A KRS R E @A AP
ZAKFEFE M ATREEATEOREEZR, BR GEOAMZEF S BT, H ik p38 MAPK 4 & F #9142
SR, 5 VR4, FIS 40 i 4% 5e 0 AR | 2m B0 o A i 40 42 p—p38 | Caspase—3 # cleaved Caspase—3 #9 & ik /K -F
9 2 AR (1 5 71 =-10.40 . -6.74 .—6.79 . -8.78 . =7.27, P 3 <0.05) , # £ 4m JL 3+ 4 = Ji 4L 2R Bel-2 49 Rk KT B
& (5 #1=3.06.5.11, P35 <0.05) , 5 FIS 28 )b 45, FIS+SB203580 48 iz A% 5E 0 A2 | Jidi 28 27 p—p38 . Caspase—3 Fo
cleaved Caspase—3 % & A K-8 B F & (1 5 #]1=-3.85.-4.87.-4.57.-6.03,P 3% <0.05) . & # & Fidid TiA
p—p38 #9 K KA R R T KR VR 45 5] A 6940 2 0545 , 5 SB203580 BE A% A 7T vA3E hniX — 7 2, iX A 06 J7 Fa
IR AR 3245 T #76 B2

(R AkE; FRERG; pBLARTLEFOHBE;, HELFMLG; KA

Neuroprotective effect and possible mechanism of Fisetin in cerebral ischemia—-reperfusion injury in rats LIN
Junhan, LIN Chuanqi, LIU Changyuan. Department of Anesthesiology and Perioperative Medicine, the Second Affiliated
Hospital and Yuying Children’s Hospital of Wenzhou Medical University, Key Laboratory of Pediatric Anesthesiology of
Ministry of Education, Key Laboratory of Anesthesiology of Zhejiang Province , Wenzhou 325027, China.

[Abstract] Objective To investigate the therapeutic effect and possible mechanism of Fisetin in cerebral ischemia—re-
perfusion (I/R) injury in rats. Methods A cerebral I/R model was established in 30 male SD rats, which were divided
into five groups: Sham group (sham operation),I/R group, FIS group (Fisetin+I/R),SB203580 group (SB203580+I/R),
and FIS +SB203580 group (Fisetin + SB203580+I/R).The key signaling pathways in cerebral I/R were analyzed using the
GSE202659 and GSE131193 datasets in the GEO database to screen out the key signaling pathways.The scores of nerve
function, water content of brain tissue, cerebral infarct area, neuronal survival rate, cell apoptosis and relative protain ex-
pression were detected and compared among all groups. Results GEO bioinformatics analysis showed that p38 MAPK
was selected as a common signaling pathway.Compared with the I/R group, the cerebral infarction area,apoptosis rate, and
the expression levels of p—p38, Caspase—3,and cleaved Caspase—3 in brain tissue in the FIS group were significantly de-
creased (1=—10.40,-6.74,-6.79,-8.78,-7.27,P<0.05) , while the neuronal cell count and the expression level of Bcl-2
in brain tissue were significantly increased (1=3.06,5.11,P<0.05).Compared with the FIS group, the cerebral infarction
area and the expression levels of p—p38, Caspase—3,and cleaved Caspase—3 in brain tissue in the FIS + SB203580 group
were significantly decreased (1=-3.85,-4.87,-4.57,-6.03, P<<0.05). Conclusion Fisetin can significantly reduce the
neuronal damage caused by I/R injury in rats by down-regulating the expression of p—p38, and the combination with
SB203580 can enhance this effect, which provides a

DOI:10.13558/j.cnki.issn1672-3686.2025.003.004 new idea for the treatment of brain 1/ R injury.
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