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(FWE) BH %3 B-a F B xR WA K& & (APP)/FE % 1(PS1) /) B &9 18 A HL# & 5t PINK1/Parkin A~ 5 8 & 8 7R & 7
Wy, FE ¥ APP/PST N BHI AL AR A A B E R P T A E 4 (15.30.45 mgkg) . % AT A (1 mekg) FMEZR A
(4 mgkg) 3-F HBEE e (3-MA) 4 (4 mghke) FHEE A 210 mgke), B EFH, G4 10 R, Z4EF 4% HA4MEE A
SRR EEARE 1 KM, 4230 doWEE A /NEARE LR, &G RO E LB EDF APP PS1 # 2 %4 F 1(SYND),
B-fr & il E A 2B 1(BACEL) LC3 VI Beclin—1.p62 PINK1 ,Parkin 7 p-Parkin & & % 3£ K ; K 4% 5% R & 8 5 K 5L
# 31l APP . PS1 .BACE1 LC3B Beclin-1.p62 2 Parkin mRNA %k K P, &8 SHA MM B-HEM G A EL B-4 L FAE
4141 % 2R G 41 APPPST /) B a2 38 58 6K 3 48 48 (P<0.05 2% P<0.01), /M. & A APP.PS1 . BACE1 #9 % 3k T % (P<0.01),SYN1 %
i FF(P<0.05 5 P<0.01); 5 ¥ 5 41 4t ,B—41 3 Bt 7| & 41 APP/PS1 /M B 4 Beclin—1 LC3B % i 3 7t & (P<0.05 2 P<0.01),p62
FR T B (P<0.05); 5AE A A 4t F 1 F % 4 Beclin—1 LC3B & 15 3 A & (P<0.05 2 P<0.01),p62 % 3 T & (P<0.01); 5 4 & 41 41
b, 3-MA 4 p62 % 3% 7175 (P<0.05) ; 5 # A 41 48 th , B—48 3 &t o 7 & 41 APP/PS1 /b & 4 PINKI .p—Parkin & 3% % 2 3 7t & (P<0.01).,
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B—Asarone Improves Cognitive and Memory Impairment in APP/PS1 Mice by Activating
PINK1/Parkin Mediated Mitochondrial Autophagy

WANG Nanbu', WANG Zhifang®, HAN Yufeng’, KANG Jian?, FANG Yongqi', LI Ling'*
(1. The First Affiliated Hospital of Guangzhou University of Chinese Medicine, Guangzhou, Guangdong 510405, China;
2. Guangzhou University of Chinese Medicine, Guangzhou, Guangdong 510006, China)

(Abstract] Objective To explore the mechanism of [ —asarone on APP/PSI mice and its effect on the mitochondrial
autophagy mediated by PINK1/Parkin. Methods APP/PS1 mice were randomly divided into model group, low/medium/high dose groups
(15, 30, 45 mgkg) of B-asarone, donepezil group (I mgkg), rapamycin group 4 mgkg), 3-methyladenine (3-MA) group 4 mgkg),
cyclosporine A (CsA) group (10 mgkg) and normal group, with 10 mice in each group. Each group was given intragastric
administration, and model group and normal group were given equal volume distilled water once a day for 30 days. Water maze test
was observed in each group. Amyloid precursor protein (APP), prosenoxin 1 (PS1), synaptophysin 1 (SYNI1), B-site amyloid precursor
protein lyase 1 (BACEI) and LC3III, Beclin—1, p62, PINK1, Parkin and p—Parkin were detected in the hippocampus of mice by
western blot. The mRNA expression levels of APP, PS1, BACEI, LC3B, Beclin-1, P62 and Parkin were detected by reverse
transcription polymerase chain reaction. Results Compared with the model group, the escape latency of APP/PS1 mice in

B-asarone high dose group, B-asarone medium dose group and donepezil group was significantly shortened (P<0.05 or P<0.01), the
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expression of APP, PS1 and BACE1 in hippocampus of mice decreased (P<0.01), and the expression of SYNI increased (P<0.05 or
P<0.01); compared with the model group, the expression of Beclin—1 and LC3B in B-asarone medium dose group increased (P<0.01

or P<0.05), and the expression of p62 decreased (P<0.05); compared with the model group, the expression of Beclin-1 and LC3B in

rapamycin group increased (P<0.05 or P<0.01), and the expression of p62 decreased (P<0.01); the expression of p62 in 3-MA group

was higher than that model group (P<0.05); compared with the model group, the expression levels of PINK1 and p—Parkin in APP/

PS1 mice in B-asarone medium dose group were significantly increased (P<0.01). Conclusion B-asarone may affect Alzheimer’s

Disease (AD) pathology by activating mitochondrial autophagy mediated by PINK1-Parkin, which provides a new target for the treatment of

AD with B-asarone.

(Keywords) Alzheimers disease; B—asarone; mitochondrial autophagy; PINK1; Parkin; amyloid precursor protein; prosenoxin

1; synaptophysin 1

Fif IR % 16 2R 5 (Alzheimer’s disease, AD) & L)
HEAT PN RN T R A5 RO A2 800 Sy 2 Im R R LY
18 VR 2B AT PE S , TR 2015 % 2018 4F AD &
I FN 6,69, MRYE SAHLH] AW FEIERE B X
AD WHT 25 JF & 2 G IR T B-VE M AEE A
(B-amyloid protein, AR) M 5% A /D Tau &
F i B B IR T R 2 AD B Y27 2 Flid A2 Yy g,
SR, H AR TS A TR )7 AD i — 2259
ATH LA 2 Tt JIEL Tk P Tl 400 o) 77 1 N— P Bk —D— R & 2 1R
SERFEHUR Dy T2, B 25 i B HEUR A 2003 4 LU
R AR UEATATF 255, R, X AD (R YT 5 % i A
TG ATH 5 AN W PR R T A8 R 9T 245 1 LA A2
I PR A8 7 22

AD Jg rhBE 2 o AU R S a3
BLLAAS fE Sy 32, AL R A58 B0 38 9 A i, LB R
75 bR AR T T, 22 i Ab f 25 POATL T I AR R | T
IIF55 2555, 1 B BA I & B s JT sy
e, AR B-ANF ko> 7/ IR TR
TE AR PRI C RT3 A 50 HR R ) R DR S o I G
FRBE  FEMG L ZUN o3 A )z I H B— 40 Bl X Al
ZARATPENG P2 R G0 IR , LA B ABAE | i 4 E
SEHRAT — € IR YT ROR BT LA, B-40 - it B A AR 4
IR I8 AD 697 BT 25 W) R

ARICLL APP/PST WU HE /N B S A, LA
ZARIRSTAE N BAPEXS IR 2y 508 B—4 AR &
FR i 2H 30 S L /N BRI AR S sl I S 6 A B
B S0 U0 25 S H W B4 2 ik Xt APP/PST /)N R 2% >
IRAZBE 102 T B AR 5 R N B SR vk
(Western blot, WB)WIE AD /1N FLUIE v 3 3 A iy
& % 1 (amyloid precursor protein, APP) %% 1
(presenilin 1, PS1) £ %Ml & 1(synapsin 1, SYN1) |
B s VE B A A 2R 1 4% Bl 1 (Bsite amyloid pre
cursor protein cleaving enzyme 1, BACE1)JZEiAFIZ

i Sk SR G W Bk SV (reverse transcription poly merase
chain reaction, RT-PCR) #5 Il #H 5¢ 3£ [ APP PS1 .
BACEI mRNA f933k  UEW B-41 it & 758 L &
i APP/PS1 /) iU 55 4 APP PS1 SYN1 Fl BACE1
{18 PR 3R A R0 1 A BGR BINAYT AR T . L A R
I RO A R ORI w3 - H O R I s
(3-methyladenine, 3-MA){E A F BEF T A4 XL ] X) B
2y, 38 2 K /N BURE S5 Y LC3V/IT, Beclin—1 1 p6211)
R 3K5KF P& LC3IT Beclin—1 1 p62 mRNA
TR 2D WF5E B4l Tk X A Wi DI RE A 200
LZR R A 1 0 410 1) 590 26 78 5% 2 A (cyclosporin A,
CsA)®y PINK1/Parkin {55 i #4010 50 by B2, 46
/N BT T PINK 1 Parkin A1 p—Parkin 2 1 % ik 7K
LK Parkin mRNA 3K 7K 58 B4 2 ik X %
55 2 & BA TR

1 ##l
1.1 L sh¥

Sz 58 /0N B H VT 5 B A5 24 B AR R ECA B W 4R
fit | & HIE S :SCXK(#5)2018-0008 , H: rf ; B6C3-Tg
(APPswe, PSEN1dE9)85Dbo/J i % ) XU 3 A /)N
L, SPF 2% ,80 H Wik 4 2F  K &# (20+2) g,3 A
% ; B6C3-Tg (APPswe, PSEN1dE9)85Dbo/J i £ Y]
PE/NEL,SPF 9,10 H MEMES P IR TT 5 (20£2) ¢,
3 T B 2 R A — B S B S 0
HEAT S, S0 B A P AT IESS . SYXK ()2018-
0092, S 40T 56 sh W id PR 5 7 d, BIE A R
K HEE AR /N BRURDRL ; 5 P 3 R X G IR 12 h,
i (23+2) °C, M (55+5)%,

1.2 FZ259) 5/

B—4H ¥ ik iy A S5 rhC B A B IO T
JUON R 2 R — R B B 0171401, $%
(b N R SR I 24 ) b 4 i AR RO, A
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T OR T R BUE Rh HEAT VR VR GG A L 1 B B4l
Bk , 2 3% (GC/MS,NMR, IR ) K6 I, I 52 B — 20 ik
AFEH 99.55% . R Z RS R (P E B A
BT A 01703054 ) s R ZE A () M b B 25 K2
55— B BE B, 41t 5 11703054 ) ; TR A £ (3£ Sel-
leck Chemicals 2 7], 41t :S1039) ; 3-MA (3% [H Sig-
ma A A5 . M9281) 5 KA G (KR % 124K
A 302-17-0) 5 ki 20 (i A 2l A L RN
A4 BRAA ], 415 : A 1318030) ; - HIEIZ AL (dimethyl
sulfoxide, DMSO) (“Z# Biosharp 22 7], #tt5:D-5879) ;
Anti-APP-1 Fi{& (J£[E Abcam 23 7], #it5 :ab220832) ;
Anti—PS1 FL 1K (F£ [ Abcam 24 7], #t 5 . ab15456) ;
Anti-SYN1 HT & (F2[E Abcam 247,31t 5 :ab194778);
AntiBACE HK (JEE Abcam A+ 5 :ab183612) ;
Anti-Actin antibody(J:[E Abcam/AF], 575 :ab179467) ;
Anti—beta Amyloid HT {4 (9% [§ Abcam A F] , it .
ab134022) ; 2x Fil 1R 5% I 5¢ ' o 1t PR PCR B2 iy 44
F (% ROX D) (A 50 B ol 2B Wy BHE AT BR S A
5. A304-10) ;Evo M-MLV %% il 55 & (5 e 38
A o) TAABRAF]L S . AG11705) s S 45 ()M
P2, i . 31004)
1.3 FEUER

Morris /]y UK 2 B AL (84 5 . XR-XM101, | i
FRARAR SR AT B 7 ) 5 /N Bk 5 (545 SBA-
2, rf [ Bs 2 BE 24 B 2 W) IE O T ) 5 Bk S AN (B
YLS-3TB, ¥ i it 4 B & S A BRA R ) 5 i F 20 #r
K- (B85 AE-200, 1965 4 55 8 — 46 F) 2 008 A B
25 ) ) AR R B HL (B . 3K30, 36 [H Bio-Rad
75 Al ) s Tetra System ( % %5 . Mini —PROTEAN , 3£ |5
Sigma 2~ 7] ) ; Bl bR AL (% : Multiskan MK3, 3¢ [5]
Thermo scientific 23 7] ) ;BioRad A5 (%45 : Chemi-
Doc XRS+System, 3% [# Bio—Rad /A #] ) ; # & PCRY"
WAL (B15 ; ABI ProFlex, 3% [ Applied Biosystems’y
] ) ;Real-Time PCR ¥ (%5 .CFX96TM, 3¢ [& Ap-
plied Biosystems 23] ),

2 Hik
2.1 SEESrdH 5

1 80 H APP/PS1 XU %% B Rl /N RUBE AL 43 8
MRS BELE 10 H B RL A | B— 40 ik A1 5
4 (15 mg/kg) B—4H=F fif 1 77 & 21 (30 mg/kg) .
B4~ ik =i 77 2 (45 mgkg) ZARURFTA (1 mekg) |

AR K 4L (4 me/ke) 3-MA 41 (4 mg/kg) .CsA 41
(10 mg/kg) . 73 B IE# 41, B6C3-Tg (APPswe, PSE-
N1dE9)85Dbo/J i 2 B /NEL 10 H, HERE 452, 45
ZHE A 2y AR A RN IE R 4 S IR B R AR K AR
L1 I, %25 30 d.
22 ZhYmei

PL 0.1%0n: ik Az 2R 7KV i B— 20 ik A, 5
Hh AV 3 R R 2 0 S P 0.15,0.30,0.45 mg/mlL,
25 250 i i BRONRN 3l ) 45 24480 B 0 X R i 9 S e 42
B AT BB BRI 2 AR ST R B R T AR F AR K
o C AR E A 0.06 mg/mL (KE W, RN &
Al 3-MA LA 0.02% DMSO ¥ fii ¥y 77 % v B Ry
0.04 mg/mL; ¥ H1E A B4 0.02% DMSO Mk
FRER 7K 78 0 s i B BE S 0.1 mg/mLL, VU b 25913
TR K IR R 2 CUUNE 2T 4 CUKFa& .
2.3 JKRE LK

KRB NRA 4 i, TE7K KB L e
FER NS = o TN R Sl R AW €
RN 28 K, & /N BB BRI K 2K B N kAT
W2k ELLN SR 4 d, B RKEINGERSG 1.2.3 441
B oy, RS AR, Pk e SRR 5 min, 88
5 min ANREWFH A, T% 5 min 3T, A 255 20 Ka 48
YRGB /)y BRHEAT TE 20K 2R B S 38 W€ s/ Bl
5 min WK 27 & B B R (s) (b AR ),
5 min ANEEWFEH A, 5 min 311
2.4 WUt

KR E LI LS S 4L/ NRES AR K 24 h
0.1 g/mL 7KA S AR IR BT &8 4% ] 0.35 o/kg 1T
iR T B JRR B, B T B , R RO E 50 mL VS ER
il E— s A B R K AT 0 WV A (A2 =
YA BRI ) o WSS/ BROSUI A2 11 Bifi B 43 25
SLER  TE VK b TG B R 43 251 5 T80 “CYe R
R
2.5 FRARKEI
2.5.1  WB £l APP/PS1 /)N U 55 41 4114 APP
PS1 .SYN1 BACE1 # H & kK H& 4/ Bl
Ll BN AR VRS K R B0 (13 000 g,4 C)
10 min, L4 BCA A & F e 5 FeF- . A
HOR20 pl, LIk AN 80 V 20 min,#&J5 100 V
50 min, ¥ LG, 25 F 200 mA 90 min, APP PS1
SYN1 BACE1 Hit 4 F1 N 2 5t A& #i B LE 91 43 53] hy
1:1 000.1:1 000.1:1 000.1:1 000 F1 1:10 000, —
LU IR 1:10 000, HoAh 75 75 28 B 4% 8 HL WB #E 47,



2021 AR5 41 & W1 R TP s 24 K2 244 hitp://hnzyydxxb.hnuem.edu.cn 1181
* 1 WA ET
H i NRGEIEY K1 514 L85
LC3B GTTGGTCAAGATCATCCGGCG AAGGTTTCCTGGGAGGCGTAGA 171
Beclin—1 GAGATACCGACTTGTTCCTTACG CTCGCCTTTCTCAACCTCTTCTT 184
p62 GCACCCCAATGTGATCTGC CGCTACACAAGTCGTAGTCTGG 92
Parkin GCCTCATCGAGGAAAAACAGG GTCTCGTGTCCAACGGGTC 114
GAPDH GGACCTGACCTGCCGTCTAG GTAGCCCAGGATGCCCTTGA 100
FHECL 250 & 78 Ak 2 & 66 D a% i Al , A Im- BACE1 SYN1 & HEKIEMW N 5IE 5 A X, B
age—pro AT Hr BL] APP/PST /NN APP PST BACE1 £ ik W 3% Tt

2.5.2 RT-PCR #:{ APP/PS1 /N Beclin—1.p62 |
LC3B mRNA FRik/KF BUNEUE B2 MR IEPCR
G AE A TR SR LR RNA J5 355 5% 4 DNA, i
J5 #E47 RT-PCR, S50 45 5, 45 R A1 Bio—rad CFX
Manager 1387, SE5 597 5 UL 1,
26 DItk

Z B Graph Prism 8.0 &8 i3k, Kot
s "IN LA EBCR FH R R T 225347, T One -
Way ANOVA 347 LLEE #5777 22 55 W% H Bonfer-
rioni 3, & ZAFNRA Tambane’s T2 32, VA P<
0.05 ZEFA G E L,

3 &R
3.1 B-HEHEEXT AD BRI R 5
3.0.1 AR EER SIEW AN, R A4 APP/

PST /N B 30k s v AR A (P<0.01) o 55 80 2
Fb , B— 4 < ik o 7] ek 20 | B— 40 = ik v 7 S 26 R0 22 4%
WR 55 20 APP/PST /Iy ERU %) 24 sk v AR 0 45 45 (P<0.05 5§
P<0.01), WA 1,

3.1.2  B-#i>EmEXT APP/PSIT /)N EUifE S Y APP PSI |

o
=)

1, SYNT ik i 3% B AR (P<0.01) . SHEEAIZ X L,
B— 2 = kAT ) 5t 2H | B— 240 < Tk v ) o 2 | B 40 = ik
R ZARURST 4 APP/PST /NEUN APP PS1
KPR (P<0.01) , SHERIAINT H , B—20 3 Bk =y )
4 ZHURFF4 APP/PST /NN SYNT %1k THE (P<
0.05 5k P<0.01), SHRIZH X H , B4 2 ik v 771 12t 20
APP/PS1 /R BACEL 335 F [ (P<0.05) , LK 2,
3.1.3  B-4Fikxt APP/PST /)NELIE S5 N APP PSI |
BACEl mRNA EikpyZ i 5 IE X B8 H
APP/PS1 /MR APP PS1 BACET mRNA &3k F+ & |
2R H G L (P<0.01) SR X}, 341
F Pt A 7R et 2 B— 4 < ik v ) e 4 B4 < ik e
4 Z R URFF 4L APP/PST /NN APP mRNA #
IKFEAR (P<0.05 5 P<0.01) . SHHBIZE X L, B—40
fik o 7 S 2 B4 o Bk R AL 2R URSTALAPP/
PS1 /N PST mRNA FRiAREAK (P<0.05 5% P<0.01)
SRRV X LY, B4 27 fik /55 77 5 2 APP/PST /BRI
BACE1 k&AL (P<0.01), LI 3,

100
80+ "
-
2 601 N = o+
2 1 = B 2
# -
w 401 T
ﬂ
20+
c T T T T T T
B »
¥ & S LpES &
Y ¥ SIS
¥ @\\\@ TV %@%ﬁ-

T S IEW AL LG, #4P<0.01; SBTRI4I LE ,*P<0.05,#P<0.01
1 RESHMNRKEE KR (n=5)
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synt | il A o A | 740
sacer [ N5 W N NN | s
actin | "F wEEe S W W W | 43 KDa
B 3 2.6
sk
2.0
£ L
] ﬁtﬁ- #H -
2 21_0_ ##
£ 1] g
< 0.5
0 0.0-
4 '& P B B B @ 4
év é év ﬂ; *é *é &é '19
@* @ @* s #
i ¥ ¥ %
44
#H -~
& 3 a\es-
ﬂ #
Ez' EES gz #
0 0-
@ AR R 4 @ 4 ‘9 P o & @ @
6 & & ﬁ; * &8 ve
\& ‘& \& % ‘& \&

T ALIE 45 A2, T%ﬁ:é’ﬂ,A?». B—iHﬂ+Mﬁ?ﬂJ%iﬂ;A4. B—éﬂii‘ﬁ%fi‘lnljiéﬂ;AS. B—fH:H’—‘an'JEéﬂ A6 £ JS IR 75
Al HIEH X, P<0.01; 5B LR 1, *P<0.05 ,#P<0.01
2 HHEMNRED APP.PS1,.BACEL,SYN1 %3k (n=5)

3.2 B-AHFEREXT AD BN B R N E I 500
3.2.1 B-4ivEEXT APP/PS1 /NELiE 5N LC3 11T,
Beclin—1,p62 H I RA MM 5 IEH AR B
RZH APP/PS1 /BN LC3 T/IT Beclin—1 ik F [
(P<0.05 5 P<0.01),p62 FibTHm (P<0.05) . S A2
XFH , B—40 o Bk b 7 B4 APP/PST /NEUA LC3 T/IT,
Beclin—1 # A ¥FH & (P<0.05 5 P<0.01);3-MA 41
APP/PS1 /IR LC3 /1T Beclin—1 2 53 F % (P<
0.01);FHIEEZE 4L LC3 V1T Beclin—1 Fik¥ T8 (P<
0.01),p62 Fik T FE(P<0.001), WK 4,

3.2.2  B-4iEfEX APP/PST /NI D N LC3B  Be-
clin—1 .p62 mRNA FiLMEm  5I1E & 41 X%} b, i
% 20 APP/PST /v BU Y Beclin—1,LC3B mRNA ik

TFHE(P<0.05 5, P<0.01),p62 mRNA ik THE (POO1)
5 RERLZH XS L, B4 1 v AR 20 APP/PST /B
I Beclin-1.LC3B mRNA % ik ¥ F+ 5 (P<0.05 DX
P<0.01),p62 mRNA &35 N (P<0.05), 5 A4
XFH, A8 2 4l Beclin-1 \LC3B mRNA ik ¥ 7t
5 (P<001 3% P<005),p62 mRNA %3k T [ (P<0.01) ;
3-MA 41 p62 mRNA #ik FF&(P<0.05), WES,
3.3 B-4i-FREA S AD BIALN RS S A N PINK1/
s 1975 Ak

3.3.1 B-40fE Xt APP/PS1 /)N Y PINKI  Parkin |
p—Parkin R 5 IE R A BAH
APP/PS1 /N EL N PINK1 Parkin ,p—Parkin & 11 % i

Parkin i
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A a5 5
25 fg 1.0
30 g
25 g
g 20 E 0.5
15 &
" 0.0
o 2 4 L] a 0 12 1 8w 18 :yc: M 2 2 Y R M ¥ ¥ O
B 45 W
35 E 1.0
30 g
25 g
&, E o5l
15 g"
B 0.0 :
. L B & & & %
¥ FEDEH &
00 Y DY S
0 2 &4 6 &8 W 12 W W W N2 M X BN R MEE QO Q@‘%\ Q&\ Qﬁﬁ\ *%
Cycle
C 1.54
40 §
35 g 1.0
30 <zt
25 %
g 20 Zu]) 0.5
15 E
' 0.0 T
0s ® H & & &
8 K K K &%
- 0 2 4 6 8 10 12 14 W W D 2 M X B YW R M NN OQ ’sf Q Qz@’ﬁﬁﬁ\’ﬁ%’@%
Cycle
SRR LA ##P<0.01 5 SR X L, #P<0.05,%P<0.01
3 & HE/NR APP.PS1.BACE1 mRNA &iX (n=5)
A 1 2 3 4 5
Lc3 1/u - 14/16 kDa
——— ————
Beclinl! . - -~ . 52 kDa
ACHn [ sm— ——— - 43 ],
B
2.5+ o . 4 4 *
'»'% 29 * ’ ## "E 3 # '§ i
g 15 ﬁ - g Z ®
- E=
E 1.04 .é #H g #
g 05 E 1 211
0.0 0 0-
> B» & & P e H & & ® P B & & B®
2 S o # % A% P F 2 & H e oF F
MR @1&0 $ # Q&\, %,%@4 A *’i‘*’ e

W ALIE R AL A2 T4 A3, B-Al=E kP 7] i 41 ;A4 3-MA 41;ASFINE R4, S5IEH 40, *P<
0.05 . #%P<0.01 ; 5875 44 % e, #P<0.05 , #P<0.01
4 &40 APP/PS1 /MR LC3 VI Beclin—1,p62 & AKX (n=5)
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375
350
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Cycle

Beclin-1 mRNARIZRIA/%

P62 MRNARIERIA/%

2.0q #

sl L T

R .

Z

£ 1.0

o«

£

o

8 0.5

-l

0.0 T T
U » & 4
% S X ® %
AN A .4 %

%’&%&’ 6/& &

5 IE R 40, #P<0.05 ,##P<0.01 ; 588 20 X He | *P<0.05
B 5 &4/ Beclin-1,p62,.L.C3B mRNA Fi& (n=5)

YR (P<0.05 5 P<0.01) , SRS % L, B4+
figk v 7] 5 21 APP/PS1 /)y B PINK1 ,p—Parkin 2 [
FIKH B E TR (P<0.01), WK 6,

332 B-4irHET ADAPPPS] /NN Parkin mRNA
FIKMFE R 515 % 400 e, BRI 4] APP/PST /R
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SIS H AL APP/PST /)N R A4 2 s TR AR 0T 2E K
N APP PS1 BACE1 3R ik T ,SYNL 3 ik ¥
ik (P<0.01) 487~ APP/PST /NEUAR T AD (RS, il
26 58 fl A 1 A5 IS B B A2 A, HZ R ALK 25 B A 1 [
R B el etk SRR AL A L, 2 2% R 5 40 A
B4 == TG | = 751 41 APP/PST /N UG 0k ahe 5 £ 0]
45 7 (P<0.05 5% P<0.01), % B £ Z3 Uk 55 Fl B-4il
Fik 415 BE 24035 /N B 2 2 RHE A BE 91 o 5 A AL 4 0
Fb, e B— 40 = ok 1T 42 5 0 T N SYNT 23k, B

(n=5)

fik APP PS1 .BACE1 %3k (P<0.05 5% P<0.01), 42/
B— 2 ik ] fE W L H0 ) AD I I N APP 9 S 0 3
KA B—ﬁa‘?ﬁﬂ@%‘ﬁi%‘,%%ﬁ' APP/PS1 /LA 22
5 fin Dy RE L BIRYT AD mIFEH]
I I P 22 3R AT 5 11 i R v R SE 2 9

2 T 3 5 g 2 R 1 X 1) A R W R R T RE 3R
L FBAMA S HEATMR, 5 AD 19 AR LR
KRB, APP J& [ Wbk g (IS, B WA T
e APP =L Y37 ™, Tau B A I EEH RSB A
LG H WS- R R G, 0T L [ T e ARtk 2 X AD
45 L ok A P A S T A0 P AR Y e AR R T
RE 23003 19 W3 o, DT 186 o AD 45 475 1) i 28 58 I
FIED eI 5 . AD SR A I Hh e B0 AR A AR



1186 W1 R TP s 24 K2 244 hitp://hnzyydxxb.hnuem.edu.cn

2021 55 41 &

FH G F W P . [ WK I (autophagic vacuoles, AVs)
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