Fazst A AL R B2 2 B A 4 Vol. 43 No. 4
20214 8 A Journal of Youjiang Medical University for Nationalities Aug. 2021

o BB TS ELLE 5 095, AT WA A LA PR R L T ! [t 5 6 k30 )
' e AR F LT, A7 70 R BE 2 Bt 241 . 2021, 43(4)  465-469. !

111 11 41 1 ¥

EERREMMEEINMERAREIIZIZHNEIER

EWME ,FLOE",FLAI5
(1. WEAF, BERKER,.® BT 530200;
2. JHERAFEMEFRAESHAZ,® BT 53002

W OE.HP WELELA%EZDex) & B AmER (VCI) KR ¥ TR R EME A, 5T 2 0 EHLH
FiEk K30 REMESDRKRMAN 2V BF AL MASR ALk TH, A 10 A, A& KLU FE 30 5k H 1
VCIHE A , E# % 28d . A EHk T HE L 14 d B EH Dex(20 pg/kg.1 K/ KR). Morris Ak B 4l K R 8y % 3
B2 % A1 s ELISA M % fig 41 44 % 11-6.1L-18. TNF-« .MDA 4 4 & f SOD.GSH-Px # 7 £ . HE % & W % i 41 4 69 )5 38
%4, TUNEL &l mA s Z2TAEE T, EF Morris KX T B T, 58 F A4 s, # A 4 653k 8 5% 3
K (P <<0.001) . F HEF &8 KEMD (P <<0.001); 5H A 4 8, & £ 400k 2 A3k 8 BRI 48 (P <<0.00D) H
FHETFENMAHHEL(P<0.00D), 5BFARALKHEA L KR WAL F IL-6.1L-13. TNF-a /1 MDA # 4 & 3 #
(P <0.01),.7 SOD.GSH-Px MM TH(P<0.0D);4#H 14d5,. 5HEA MR FEARTARLWE AL F
IL-6 . IL-13. TNF-a 1 MDA &4 B T ( P <<0.01) T SOD 1 GSH-PX ¥y 3 ¥ L # ( P <<0.05),{2 GSH-Px & &
METBRFAA, AEIEKEAARER HELZNHE T AT HEREA A D (P <0.00D),# & TT 0 7 3 4517 BUE& .
it AEARER VCIARNFIRZAXREER, ANFA T SRR AL H A RE D BH AKX,

KB A Ek T A VA S R R R R

FES2S:R614;R749 X HkFRIRAD: A XEHS: 1001-5817(2021)04-0465-05

doi;10. 3969 /j. issn. 1001-5817. 2021. 04, 005

Effect of dexmedetomidine on learning and memory improvement

in rats with vascular cognitive impairment
Wei Songxi', Wang Honglei*, Wei Hongqiao®
(1. Department of Anesthesiology , Foresea Life Insurance Guangxi Hospital , Nanning 530200,
Guangxi, China; 2. Department of Physiology, School of Basic Medical Sciences

Guangxi Medical University, Nanning 530021, Guangxi, China)

Abstract: Objective To observe the effect of dexmedetomidine (Dex) on learning and memory improve-

ment in rats with vascular cognitive impairment (VCI), and to explore its possible related mechanism. Meth-

ods Thirty male SD rats were randomly divided into the sham operation group, the model group and the
dexmedetomidine group, with 10 rats in each group. The VCI rat model was established by permanent ligation
of bilateral common carotid arteries. After 28 days of normal feeding, the dexmedetomidine group was intrap-
eritoneally injected with Dex (20 pg/kg, once a day) for 14 consecutive days. The Morris water maze was used
to test the learning and memory ability of rats. And we used ELISA to detect the contents of 1L.-6, IL-18,
TNF-a, MDA as well as the activities of SOD and GSH-Px in rats’ brain tissues. HE staining was carried out to

observe the pathological changes of brain tissues, and TUNEL staining to detect neuronal cell apoptosis.
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Results The Morris water maze showed that in comparison with the sham operation group, the model group

had prolonged escape latency ( P <{0.001) and reduced times of crossing the original platform ( P <{0.001).
Compared with the model group, the dexmedetomidine group had shorter escape latency ( P <{0. 001) and in-
creased times of crossing the original platform ( P <C0. 001). Compared with sham operation group, the con-
tents of 11.-6, I1L.-13, TNF-a and MDA in brain tissues of model group increased ( P <{0.01), while the activi-
ties of SOD and GSH-Px decreased ( P <{0. 01). After 14 days of drug administration, compared with the
model group, the contents of 1L.-6, IL.-18, TNF-a and MDA in brain tissue of the dexmedetomidine group de-
creased ( P <C0.01), while the activities of SOD and GSH-Px increased ( P <{0.05). But the activity of GSH-
Px was still lower than that in the sham operation group. Compared with the model group, the number of neu-
ronal apoptosis in cortex and hippocampus of the dexmedetomidine group decreased ( P <{0. 001), and the
Dexmedetomidine can improve the learning and

pathological injury of neurons was alleviated. =~ Conclusion

memory of VCI rats. The mechanism may be related to anti-inflammatory, anti-oxidative stress and reduction

of cell apoptosis.
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