PHAEACZ 4L 20214F, 45364, 45 810

- Hoak R -

AL 1 LR i
PR R BN R S e

AL AR R ATHE BB R M

HE

BB R LA 2 R T TN I AR ST (vascular dementia, VD) K FIAJIAT A2 | Firi 20 2 11 H3KO Z. 1t
FAB T, LT 2 il m] S A DG 2R 1 2Rk 12

75 i% A HEREYE Sprague-Dawley KL 24 H, BEHLS ST AL MR b2, BRALA5 8 Ho BRI RIE T 4LR
2-VO(S5FL BN S B Jr il 28 M AP AL R T AR USSR ZEFL . AT R AR H 25
PHEESCT T4 J . >R Fl Morris K2k BT T AR ICAZ 68 )7, B ARy T 5Us PR NI CAZ RE ) 5 S Eal vk As
DU RTAR 2 il ] SRR A DG TR T o2 3k -3-F0 3 -5 - H Sk-4- 53 Wk A 72 2 1 1 (a-amino-3-hydroxy-5-methyl-4-isoxazole-
propionicacid receptor 1, AMPAR1) N-H %t-D- R4 27 & 1 (N-methyl-D-aspartic acid receptor 1,NMDARI1)
N-HJE-D- KA ZFRZ K 2B (N-methyl-D-aspartic acid receptor 2B,NMDAR2B) , LA K £ #E 1 H3K9 Z WAk &4 A
4 H CBP(CREB-binding protein, CREB45& 8 H ) \E1A 454 8 H P300(E1A binding protein P300,P300) .21 8
2= O FEEEL 2 R 1 (histone deacetylase 1,HDACI) f{ZiA/KF-,

ZE R T WHT, SEF ARG, BRI 420 Morris KRS CAEICAZ Ik IR A ZE A (P < 0.05) , J& W2 R] ik
BRI TG B E 22 5 (P> 0.05) . TS, SARILIA E, HL T2 Morris /K 2 8 TARE e 30k bk v OR: 301 45 6
(P<0.05), A H IR BUNTE BT = (P < 0.05) . THUS , SHRIZA LL , b S0 4028 fl ] PR AH S R
NMDARI FMINMDAR2B %5 | 7}H(P < 0.05) , AMPART A0 512257 (P > 0.05) s 25 11 H3K9 LBtk B ik
THR (P <0.05) , 212 11 Z BEAERL F2 1 CBP (P < 0.05) FI P300( P < 0.05) ik ETF, M4 1125 Z BEALA4 A2 il HDAC
Tk LR EEZER(P>0.05),

S50 HUEFE 23 OIS T IIAT DACRE U PR B R O BRI HIZI RE , T A5 R4 A 20 25 1 H3KO St Ak st 32
AT IR O

SRR WU SEA T A 5 AR ; AH AR 1 S BEAL

HESYE S R245,R749.16  XEARIRAD:A  XE4RS:1001-1242(2021)-08-0923-08

Effects of electroacupuncture on histone acetylation modification in prefrontal lobe to improve cognitive
function after vascular dementia in rats: An experimental study/CHEN Lewen, YANG Minguang, DAI
Yaling, et al.//Chinese Journal of Rehabilitation Medicine, 2021, 36(8): 923—930

Abstract

Objective: To observe the effects of electroacupuncture (EA) at the Baihui and Shenting acupoints on cognitive
function, acetylation modification of histone H3K9, and expression of synaptic plasticity related proteins in pre-
frontal cortex of rats with vascular dementia.

Method: A total of 24 male Sprague-Dawley rats were randomly divided into the sham operation group, model

group and EA group,8 rats in each group. 2-VO method was used to establish the vascular dementia model in
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the model group and the EA group. In the sham group, the common carotid artery was isolated but not ligat-
ed. In the EA group, Baihui and Shenting acupoints were carried out for 4 weeks. Morris water maze was
used to test working memory before and after intervention, and new object recognition was used to test object
recognition memory after intervention. After sampling, the expressions of prefrontal synaptic plasticity related
proteins AMPAR1, NMDARI, and NMDAR2B, and histone H3K9 acetylation- modified related proteins
H3K9ac, HDACI1, CBP, and P300 were detected by Western Blot.

Result: Before intervention, compared with the sham group, the escape latency in Morris water maze test was
increased in the model group and the EA group (P<0.05), and there was no significant difference in the es-
cape latency between the latter two groups (P>0.05). After intervention, compared with the model group, the
escape latency in Morris water maze test was decreased in the EA group (P<0.05), and new object recogni-
tion index in the EA group was increased (P<0.05). After the intervention, compared with the model group,
the expressions of prefrontal synaptic plasticity related protein NMDAR1 and NMDAR2B were increased in the
EA group (P<0.05), but the expression of AMPAR] was no significant difference (P>0.05). The expressions of
histone H3K9 acetylation and histone acetyltransferases CBP (P<0.05) and P300 (P<0.05) were increased in the
EA group compared to the model group after the intervention, but the expression of histone deacetylase
HDACI1 was no significant difference (P>0.05).

Conclusion: EA at the Baihui and Shenting acupoints can improve the cognitive function of rats with vascular

dementia, which may be related to the regulation of prefrontal modification of histone H3K9 acetylation and

synaptic plasticity.
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S AMPAR 77 2E PR AR AL L 25 B SRS T
Mg* % NMDAR f BH Wi £ F , 4k ifii 7755 (19 NMDAR
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