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HEE H0E 1 3E PP2A/GSK-3B B X M /R % B Em KRN EEH

ERT, kBE, B E, U
(HAHEGASE, $AEPEFGHE S AHELEALBE, HH ZH 730000)

WE. BY SR EBCE TR PP2A/GSK-3B {5 5@ B Bl /R G B K BRI E A . ik R B
SRS 1 pL AR, IR E WP /R PG BRI AL, R ERBANLAY s 4, PR, HRRd, B, d AR
YL, IMEBRFA, LM E 42549 d, Morris KGR F IR K B:ICIZ8E ), B/RBEYLEMEE CAT X rf
RPECE LSS MARE, ELISA SN K UL YE &% D Tau, PP2A, GSK-3B K. &R HEMYILE, &4
PRSI AE 5 (P<0.01), Wik SR FLE > (P<0.01), HIRZMRIEEE 3 ILIEE (P<0.01), CAl XHIZTT
Ry S8 | W I (P<0.05, P<0.01), Ifi#& &5 Tau, GSK-3B /KF-TFH (P<0.05, P<0.01),

PP2A KR (P<0.05, P<0.01), £5i18 RIEEROTUGE AB, ., Ir B R i Bop A B R BUA AT g, Ll o]
fie 5 3MH GSK-3B iME, 4G PP2A i&E, #EMIEIL Tau 8 HFEIAHE XK,

KEER ., MEEERL; PIRRIGEEIE; Tau; PP2A; GSK-3B8
FE5ES . R285.5 XEIRERS . B
doi; 10. 3969/].issn.1001-1528. 2022. 10. 046

PRI IR RV BRI R M 8 R GE DL 1) — R R AT R, I
RFIC BN BT | iCAZ I E | BT RS
KR, W (2019 AEEER TR HHR Y Sit, 4t
HAE 5000 7 NBA BRI, H8FE., KEMT
o 1 LU ER 1) 22 5 AR R T

B IR PR R ) R IR LI R 2%, mRSTER M, B-1E
MR ( B-amyloid, AB) VLFLFI Tau & i B R AL
B P 20 S A g 2 R 2 AN F B AR L R A AR
2520 AR ) AR HEAT T T2 MAFSE, (H R BETIE B HAE
IR B R PRI B 5 T8 A R, T Tau 8 7R Z R
ZARAT YL P BOE LA T Z R, IR RTR
TR BT Ak M s . PRI, AR SC IS HR T B 1 38 WOl
TSR B BUBER S 2A (protein phosphatase 2A, PP2A) /
Wi A T L BE-3B  ( glycogen synthase kinase-3B, GSK-38)

5 EKAM G Tau 2 (S BERR 1L, DA I RN B i
BRI IA BT /R S BN 4R AL S0 S04
1 #
1.1 34 SPF % 4 H i@ fEHEE Wistar KR 110 K, &
Fiik (250£50) ¢, WA HmhEZRESY LR L,
SEEEIYI AR S AT IE S SCXK (H) 2015-0005, K B 3%
THM T EEZ R SPF KWL sl Lo sl v
AIES SYXK (H) 2015-0005, 43385 MR E (23+
2)°C, FXEEE 40% ~60% , YEHRRTE 7. 00~19. 00, H
KoK, IEFRSE, RN hELRELK 3B
ZASHARN (45 2020-034)

FEEEA. 2022-01-18

XEHS. 1001-1528(2022)10-3311-04

1.2 iy BEER (W15 g, 5510 g, 2710 g,
A 10 g, AR 10g, HRE10g, 4AFE10g, HHEH S8 g,
A2 g), KATWA M EAREMRER 12, &
IR R 2R ORI S N IE . IR 2015 SRR (R
Eziy f (ERRST - WRHEEY 8 S, A, S
M, [, RE, AR, EZE HE, Mg 7.5 5
5:5:5:5:5:4: 1 BELBIFRECZEY, TMA 10 fFE4% K
B0 30 min, Rk E B, XkIBE 1 b, Wifr)E TR
5 min, PPEEEIGTIRA, WRIRLETIN 6 A5 E KR
30 min, WL 2 WM, REEAETGE N
2.0 o/mLIG B EHOK AR, 4 CIRAR/H, HRL 4R
3% (5 mgx7 F/MR, 28/ &, EZEUHET H20183417), W H
R EARFEREER 12, TSR mAR, 755
VAR T 2K, BEHIAK 0. 005 mg/mL ¥ .

1.3 KABEME AB,., (LEEEAYEHHRA A,
fit5 04010011827) ; wi/REGWESRE (RINFELERAEDF
HARAE, #5 G1069); Tau, PP2A. GSK-3B Ml
PEWZ R AE % (ELISA) A& (LB HEA YR AR
AT, HEE YY56922, YY98455, YY69712), Morris 7K 2%
BT RS (R ERHCABRA R, S MT-200) ;
BEFFRAY (SEEIFEER KN ], KU Multiskan MK3); 1E &%
FRME (HAREATR, 85 Ecipse E100) ; 1Y)
Bl (EEHRAR)

2 FHik

2.1 BAZS S8 CRBRWG LA E GBI, fERBRA

E4WA: EXAARRFESTIH (81960828) ; Hili4 ARFIFAILATH (20JR1I0RA319)
EEB. TR (1980—), B, Wi+, @l#dz, BitA S0, WP EZEIGEERAIER S IERBITT, Tel: (0931) 5162454,

E-mail; whp@ gszy. edu. cn
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FEE CAL XATEA 1 WL AR, 7 5 ) B R 9% 365 R R
FURAD ;ARG R BRI o7 i i S A5 i A B R K

2.2 @B H 110 ARKREVEI 12 J1EN 2 A4,
12 BAERRFARLL, WMNE S 1wl AEFE K, HAp
86 HAENIEMIZ , XU Sid 5 | WL AR, IR A HlB AL,
PEBGE RIS KB 60 H, BEHLA ARSI, PR3 3
i, W, @RS, BRRERIRSTH, BEEEA, b
T ) B 2L R A N AR A B A 28 1o AR 5 1) S AR o L (40
HEHST 4.25, 8.5, 17 o/kg 25¥); HMRZH=RFTHRESE
BT 0.5 mykg 259 SHARBFARAAREE A TERA
FHERK, R 1K, %L 42 d,

2.3 Morris K#ETITAHF L FEMEIKEE TR
By BRI B LA AR, 19, B, db 4
RfE 2z —, R KRR EK TG R, iR S et
[ 60 s, MGIFRBREIEG, FHATSG 58 20 s,
AR BARING 4k, 2 WINGZIE PG 15~20 min, #
ZNZR S d, BE 1V RENNATIIZGRE TG M 2 K, 1
BRI, FFih 60 s BIRRIIZ, BRI EEE 64 W
BRI A K R, 38 5% K BIE A B AR 42 KR T 46 1 B[] 1 25
-5 B, DR s e PPN 48 5

2.4 HREAFENKEDL CAl R M ERKERBL LS
MEA KD A L B B RS RE G IR F &
BIEW (AW) FRE0.5~4 h, HEFEIRSI A YU G
AYIZE 150 wm, £ 41BE WO 2 45 F4 35 0 BB e 4 1956 3~ 7
e fE WA X S, 2 E TR (BW) B2~
3d, BEEREEW (CHW) AT 1 min, AWK (D
W) B, 30 s NHRE A, B T RSP ITiE
O, HA R 10 pm AR BN EOCVER SR

2.5 ELISA #H#m X R & & &L P Tau, PP2A, GSK-3B8
RF BOKRINLTE RO Sl 4y, $4% BEAHN ELISA 7 &t
WA BEATARIN , FHEEARYTE 450 nm P 5E 4L IRl 25
(0OD) 1fH, MRHEFRMEM LT 4 4 K B X6 S Tau,
PP2A . GSK-3B /KF-,

2.6 GitF s R SPSS 21. 0 BAFHEATAN R, SRR
BLL (x2s) Fn, ZAMNECRHBEE T 2000, AR
PP L3S 7 25 R i N 22 ik (LSD) ; &R
F %M Dunnett ¥, P<0.05 NEFHAGH %5 X,
3 &8
3.1 KAWL SAARBIEERSE, R RE,
BIER; BH 72 h )5, BTFEREEE KRGS SEEEY
Wb, KRR, BOBIR, I3 R A4
JAJG, IMREAERSFHIET 2 X, HEEE A LT 4
o, hREAET- 3 B, IRFEAET 2 B, BRFERLE
-3 R, BEIgIET-4 H,
3.2 ZHM#EHEHKRAFIEREANYn STSHHAL
B, BFARA KRR 5 Rk ER (P<0.01),
PN R G EN Y I S B e R RS N 6 W = o R R
(P>0.05); S{RFARAE, BAL K 5 KkEER
HIERK: (P<0.01), JFUKEMFRI N (P<0.01), HARZ
FRS BR N E] 7T 43 U B AR (P<0.01) ; SEERIAH ek, $hie
ZARWRST M B i . TR R R R 5 Rk R R
Wigim (P<0.01), Wik SR> (P<0.01), Hir%
FRASEEE IS IE] 43 L 20 (P<0.01) , 1 PA 18 38 UG 57 2 4
I B2k (P>0.05), W#E 1~2,

x1 BHEHEBEXNKREMMITENWOEIE (xss)

aw s 0 EE A
IR/ s A/ cm
Z=HA 12 6. 67+0. 95 95.67+30. 19
BrFARH 9 9.63+1.18™  119.55+27.90
T ZH 9 16.85+0. 9844 632.69+82. 2444
NI EZ NS | 10 11.66+1. 66"  378.27+54. 88*
LSSIER: 12 10. 87+1.07%  406. 33+54. 62*
LES IR 8 12.57+1. 10" 389.79+56. 30*
B3 1E 10 16.20+1. 52 537.68+51.39

W HEEAkk, T P<0.01; SBFARL LK, 20P<
0.01; SHMALE, *P<0.01,

®2 REEBMARTEERZENOZM (res)

A 5 B BRI 1) 1 43 Ee /%

A AR i 2 AR%H) 3 4
E{EE 12 17.03£10. 41 41.57+7.74 24.519. 36 34.38+10. 04
BFARH 9 18. 62+6. 92 40.28+10. 72 18.98+9. 85 28.67+12.53
Al 9 17.91+7. 47 16.17£6. 06 ** 44 29.01=11. 02 34.86+10. 10
R 2 RS 10 23.29+9. 00 30. 23+8. 44* 23.47+8.08 36.98+7. 35
SR RE R ) 2 12 17.24+7. 85 31.979. 46" 28.14+10. 93 36. 10£11. 35
SRR 2 8 19. 45+6. 80 24, 47+8. 30" 28.17+6. 31 36. 642, 11
S RE ) 2l 10 20. 09+6. 68 19. 34+5. 36 27.28+7.47 26.4629. 19

. SEAAE, *P<0.01; STPARALE, 24 P<0.01; SERILE, *P<0.01,

3.3 ZRHBEBANKAED CAl RYHEHREKZRBESEH
#Re A RE, PR REES CAL KHZI0
W R LI D (P<0.01), B 58 70 SRR T 28 4k
(P>0.05); SIRFARALHE, BRAKREED CAL XM

3312

TUP S B R 58 43 SRR 087> (P<0.01) 5 SAET A
L, HRREZZRURSTA M BHEE AR E A D CAL X
LTI 5 R B IR 28 3 AR I N (P<0.05, P<
0.01), WE 1~2, %3,
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1 HFAKXRED CAl RHERK

FEERL (SRERE, x1000)

=)

B2 RAKXRBED CAIEHMRAZER (BRERE, x600)

F3 BEEBHMARED CAIRMRRZERMRO X
Bl (x+s, n=3)

44 5 T} 5 ol g /A W 5853 32/ A4~
A 27.00+2. 64 7.67+0. 58
BTFARH 20.33£1.16™ 6.33+1.53
RERIZ 10. 67+1. 5344 3.00£1. 0044
hR Z7RIR T U 19.33+1. 53" 5. 67+0. 58%
R 3 T g ) e 2 19. 67+2. 52 6.33x1. 16"
R E AP A 18. 671, 53% 5.33£0. 58"
PRI R HUIR ) 14. 67+1. 53* 5.01x0. 52*

A4 P<0.01;

5

. 5AAE, 7 P<0.01; ST ARHLE,
SRR LE, *P<0.05, *P<0.01,

F4 BEHEHEHXKRMENED S Tau, PP2A, GSK-3p 7/KFE

3.4 ZiiE#T KR fiE A% DL Tau, PP2A. GSK-3B &
FeyHrm S Adig, BFERAKRRIED T Tau KF
& (P<0.01), i K iGSd PP2A, GSK-3B /KK
WA (P>0.05); SERTFARAE, BAHE KB ME
K Erh Tau, GSK-3B /K FETFhm (P<0.01), PP2A /KB
ik (P<0.01); SEERIY] A, Hhik £ 43R5 4 & Bl i
o, TR K R E B S Tau, GSK-3B /KT [k
(P<0.01), PP2A /KF-F+& (P<0.05, P<0.01), HBiiE
PO 70 4 4 10 W P Tau, GSK-3B /K EFEME (P<0.01),
PP2A JKF-F+ 8 (P<0.01), I Er Tau /K FFEAL (P<
0.01), W4,

%MW (pg/mL, x+s, n=5)

a1l 1ML 7% 5
Tau PP2A GSK-3B Tau PP2A GSK-3B

A 66. 87+5.27 90. 23+4. 20 56.73+2.71 39. 68+6. 23 81.89+7. 69 35.52+1.78
TR 70. 115.29 88.23+4. 89 59. 67+3.72 52.55£5.92*  75.41%3.55 41.3320.71
ALY 122.26+3.43%%  69.08+4.26"  88.26+3.03%% 121.09£0.27%%  33.98x4.66°"  53.38x2.85%%
HmRERRFTAH 81.95+5. 32" 87. 10+6. 57* 71.99+1. 80 64. 42+3. 69** 67.68+12.93%  47.73+3. 89*
P 3 s ) 83. 00£2. 59** 82.89+2. 55 78.26+2. 56" 70. 88+2. 48" 53.99+4. 75* 46.28+3. 49"
PR R P ) A 86. 11x7. 60™ 82. 89+2. 55 79.25+4. 39 72. 134, 07* 43. 84+5. 59% 49. 65+2. 57*
PRI 7R WU 2 88. 58+4. 78" 79.27+2. 14% 82.20+2. 93* 77.97+1. 93* 39.42+3.25 50. 70+2. 29

F SEALRE, * P<0.01; SEFRMLE, 44 P<0.01;
4 itig

FIRKIGBFIR P EE “RIE” “HIR” FEE, Ak
HRfirEmG, 58 B& MG, BIEABRT, AEHA
BIRES, BB, KA R, e KSR; bRsgs A
e, BIRRHNA, AW, BRI IR EARLANE A E,

SR AL, *P<0.05, *P<0.01,
PR LR IR b — 2D 42 T N T = BEIT R B iR
B[R PRV SR 1) S B PR RO A (E RGN - L RHE
Y, A O A I AR, 40 R B AEORY | (AR A | i AR
I, A X b, AL [R1 R, %S 3, AT B X R = B
AT YT R AL R IS Hh E B s
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20 6 DAY £14) o 20 2T A 0 45 R AT JR 2 i SRR 114 B B LA
fiE, FEEEE A ol R T 1) O A DG B 1 Tau B4 B AL
IRNEAn 225k BARSTFHLHIA AN SR, HRTA N H T
R U R I 5 2 1 R 0 R Y A LR BT Tau 13 B
BERRALTY . Ik, PP2A I GSK-3p fF A 5 Y B R il AL
W, WS LA AT R A Tau LHERR 1L/ BERR LIRS 10 %
BENRN WG R, A BT JR S B R N, S
Tau & H LB RR (LAH 5 B T 22 R/ 75 2 R 25 1 B 198 196 it
Hr, PP2A (3% PR H B 2005 70% , H PP2A I ME 2 K
fRI19T, GSK-3p fERF AR T LA RBNER, 4
TR, ARG EL &g, BV EaM, b
ZHign 2L | WBHERENTY | AR EIERERR ML Tau ML
SR/ I ARRNL I, A 2 R AT A g S5 R R, A B
I, PRGN R P R AR S R SR B AT A Y GSK-3B, TS
BEAES Tau AL 5 BT BERERR AL, X Seff5E %
W, YUY R LT e 2E 5 PP2A I PRI GSK-3B AY
EACEAETE B UM C 2 K, PP2A I GSK-3B Al fig %
S Tau 7B IRK I 1 R0 2B 3 i A SR 4

AFIT LI, BB THUG, BRI BRI A K
B2 2T RE ) ACAZ B A5 B0 st bR G, M v
KTy PP2A KT, GSK-3B., Tau ZKFEREAE, FLIEFH]
IO R, U B R T A I 9 B R i R
KEMAP PP2A | GSK-3B /K, /b Tau i E#EER AL,
Tk R B2 2T 0 e 1, R HE TR R it BRI 4
AN, S A, BWFEARG KB 5 kb vE R I
K, W CAl XMW R B D, i8S Tau KT,
HoAth AR bR A A 8 A5 Ak, 4R 7R T A BI45 X Kk BRI ek 1 Fn
A TCI RS S 7= — s s, (RE T A DIUE A R E B

SE 3k
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