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Abstract

Objective: To explore the effects of electroacupuncture at Baihui (DU20) on learning and memory ability and

its possible mechanism through the phosphorylated Tau in APP/PS1 transgenic mice.

Method: Thirty female APP/PS1 transgenic dementia model mice were randomly divided into model group,

DU20 group and non-acupoint group, 10 wild type mice consisted wild group. The DU20 group received elec-

troacupuncture at Baihui (DU20) and the non-acupoint group received electroacupuncture at non-acupoint for 28

days. Learning and memory ability was tested with Morris water maze. The morphology and structure of hippo-

campus neurons were observe by Nissl's staining. The level of Tau phosphorylation at Ser-396 point was detect-

ed by Western blot.

Result: Compared with the model group, electroacupuncture at DU20 could ameliorated learning and memory

ability of APP/PS1 mice (P <0.05), decreased the injury of neurons in morphology and structure and the level

of Tau phosphorylation at Ser-396 in hippocampus (P < 0.05), and there was no significant difference between

model group and non-acupoint group (P> 0.05).

Conclusion: Electroacupuncture at DU20 could ameliorate learning and memory ability in APP/PS1 transgenic

dementia model mice, the mechanism may be related to the Tau phosphorylation in hippocampus.
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RIAZ NA BT AT AT RS s, ™
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PR AR R H BRI AR bz — Y AR A SRR
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1.1 SR 5orA

30 H 4 I HEYE APP/PST %% 35 DR 31 S AR 70 /N Bl
30 H, Al as BH B A /N R 10 L I T i KA
YIRS Bl ) rhory SPF 44 52
Kra iR RN 728 T APP/PST §52
NS5, 73 34 B AV (n=10) . H 24 (n=
10) JE /XA (n=10) , B 4 20 24 B PE 87 A2 /N B (n=
10) o S RE TR I8 P 44 B PR 2 ) OR3P Rt I 45
FARLAE HEAT o
1.2 FEHIR R

Je IRG I (L3R = RAEYFARAR A, -
1§ ) ; Tau, Tau (phospho S396) (Abcam, Cambridge,
MA , USA) Fil B-actin — 477 S HAR i %601k ¥ il — 4t
(Cell Signaling, Beverly, MA, USA ) ; Morris 7K £ B
(H [ B2 B2 e 2552 T ) s Image-lab EIR 534
%% (Bio-Rad Laboratories, Hercules, CA,USA) .
1.3 T
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I
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Uik (26+2)°C, Mt BE |- 4 D450 Y s 707Kt 4 D4
PR, WLBES MR 4 A A K, AR 3E — G BRAE L S il
Ff& . 5 EHAR 6em, 5 28cm, ¥ F /KT T 2em, 7K
L 2 R AN AR . Morris 7K B EZAALHE
DA TSN ZS [ R LR AT 5. O T
S5 (place navigation) : £ /)N B F- 5 7 B 5
MIREST o K/ BR A TESE Jr ARIR F 56 — S PR, 26
TR E A RR B PG BRAK SN AT 1) R
AKH AnS/INERFE 90s NI V-5, FF45 B 3s LA
b WA RN ERER BN ok 16K 1 (escape
latency) . 415 90s /N ERARREFR BIF- & , W40
R K G | R 6, 203 10s, BSR4 90s
P55, @25 [A R L5 (spatial probe) : M3/ fl2y
S EE PG 2 AL LI REST . A
WUATSEER e, BIFESS 28 KA T  BUEE— 1A
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211 O] 27ONE s o

1.5.2 HEHAHREZENLE: (Western blot) : Ui
HZUE T WA E TR TS T -80°CUKAR PR A7
Iml 2% 22 i Fi 10pl % HY LA 9E 5 (phenyl meth-
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LA, RO T B0 I B3 . BCAEE ik
JEE I S I B MR B . RS AR AR B S0pug
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WA 2h, 4351 FH Tau . Tau(phospho S396 ) Fl1B-actin
—H(1:1000) W77 , 4°CRL7, B E AL A i
I —H1(1:5000) = iIFH 1h, K PVDF i EH& 4
FACE, REGRC E A I 35 PVDF i, Image-lab
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1.6 Fit#otr
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P 2y 22551 (P> 0.05) , DIMEARE 22 3R, R
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SENEAA TR < Bl U 2R TE] (R 254N B
b bt P DR AT Lt 1 T 4 o A B, DA S T T3 24 K
i, 5 HF A A Eb , ASEARI L /N R A it s R S0 st ] B
BAEK (P<0.01). MEE25 KL, SHRIAIA L, B
SR/ INER Ak T PR A R ) 4 0 (P < 0.05) , A7l
TR T B E P25 (P> 0.05) . &R
G - SIS T TS 28 K, AR AL /N RS O B B
55 A A L B B8 (P < 0.01) , TR HE A58 7Y
H, AU G RBIE (P <0.05),dE /XA %
BB ES TR EMN(P>0.05), L%,

DL E s st BRI 24/ NRSE T iC2 T R
PEFREAIA, Akl SRR A b2 S5 o i

F1 FBAENREEBR R EETEE IR (x+s,n=10)
PR (s) Lk
i 24K 25K 5526 K TR FRERRE
Liya ez 71.33+8.35 58.72+11.17 47.89+6.72 28.92+7.11 1.98+0.53
FRAIZH 83.26+4.94" 79.27+7.29” 74.88+14.80" 57.51+11.28" 0.70+0.67"
Hed 77.20+8.28 67.19+10.05% 60.70+14.52% 42.62+9.59% 1.33+0.71%
3¢ 82.38+5.78" 77.89+6.79% 72.37+18.28” 54.97+11.34” 0.83+0.66°

S A M. DP < 0.01; SHEAIZAH . @P < 0.05;3P > 0.05
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ZH AR 7T/ BUIRE B CA3 XA 4 T 41 Bt [ 4 i 22
HES g, B AR SR B sl a5 40 , MR AR AR RS B
IR G e s MR RN . A S gl tash
RN, SRR i a2 T HES A K A e
JUHN M AS A M A AR PR D% . WL B 2 B IS APP/
PSS PR AL/ N CA3 X A T4 i i) 4544
SEREVERE, LT 1,
2.3 /R Tau 28 AR BR LAG I

if 1k Western blot 32 46 1ll , L) p-Tau (Ser-396)/
Tau WA R BRI K AR B, S AR
AHEE , BT ZH /)N BRI S5 7E Ser-396 13 45 |- Tau 25 11
BRI B B IE N (P < 0.05) , & L EF A Si097 A,
A 22217V Tau 8 F1BERR ALK F-AH L TRIRIZ I 5
FEAIR(P < 0.05) , /A S BRI AR Lh T i 25 1 22 57
(P>0.05), LK 2—3.
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OB R AR BRI 2 0 P H B 28 R 2T Y g 2
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R AL AY Tau & U RAETE UNFTS!" . fg oo Kt
NFTs 2% 4 Ll 58 iz S oh g A TR, 5 iR
PRIV, B M 25 R Fph 285028 PE™ . Tau £ 1%
PR A R DR T A PN 25 e S 11 DRt P 28 1 £
BB IR B LR b Z R A B AR . Tau & (1%
PR Ak 1 2 1 e A S B T - 3B (gly co-
gen synthase kinase-3p, GSK-3p) . Zil it J& 01455 1tk
FE 1 5 (cyclin-dependent kinase 5, CDK-5) Fll
cAMP {8 P & 13 A (cAMP-dependent protein
kinase A, APKA)"™, TauZK % 4 id MR LS
H A B ARZ BRI S A, &I AD N H
1 Tau 2 1 5 5 85 B {1k 7 41 Ser-199., Ser-202 , Ser-
396 Ser-404  Thr-181 535 2y 22 /55 2 MR i o 1E N
22/ PR B A , GSK-3B 42 Tau 8 (13 FE W IR
P —A> R . GSK-3B% Ser-396 117
SR R A FERERR AL g T fe ik 1T HBLET 4
FEPE SR, fff Tau 25 FURRUE OS8R T A RE T BEAIG, 52
i) G A PR BCFRAT T e R Ser-396 i s i 4T
WEER AL AKEASIN , 25 5 B os 280 28d FLEH A &RY7
RE A5 2 APP/PS1 /) U1 Th 41 21 Ser-396 fir
&b Tau 8 FIOBERR AL K-

gi EriR i 3 CRERS 23S APP/PST FE AL
PR i SR AR /N BRI 27 2T T2 e 7, JLAE FBIL] ] /g
S ERRTT REAE AR /N B H X Tau 25 (1Y BERR 1L
TR LA R /I B B iy w2 DR AP VE A O (B
i — AR .
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