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Bi] 71 2% 17 2R ( Alzheimer’s disease, AD) J2&—Fl & 44 1
PZRAT IR » R RO FR R H R, AD
R ERARAE 2 5 2R R R AN UE Y FE BEBR (Amyloid beta,
AR) I 22 J5 21 4 43 2% (Neurofibrillary tangles, NFTs), H
Wi ( Autophagy) J& EA% AE 4] — Fi ik AL OR ST (1 ROV B4 19 77
RS2 50 200 s AN 1R T B B 1 A AR P R . BOR B 2 Y B
FEW AGIIREZ S5 T AD .

B0] /1% 2% 13 2R 955 ( Alzheimer’s disease, AD) J& £ & UL i) &
AEMISCRIMZR AT IR . AD EZEAYIR R R BN HEAT
PERIA DI REE ™ . AD 3= B2 0 5 B Bl A8 J2 41 A1 A9
WEEBELR (Amyloid beta, AR) YLFR LA P 1 Tau 2 1 BF
WL A6 T2 I ) A 22 I 2T 4k 28 25 (Neurofibrillary tangles,
NFT)? . HATAN AR WV EZ T AR At £
BRuZ> . NFTs BT i 2 M T Tau 3 o IR L B AN
PERBEIR I TEBRZ R

H W5 (Autophagy) /2 4 Ml 8 5o v BER B S A i 22
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VS AR 3 T PR 2 A B i L BRI 1 W P B 1 A VS R
/A T 3 A B P B 0 TS A

E AW PR 3 BB AWEE 3 AW/ MEIE R A
W /IR P AN AR . 77758 Une-51 #F 38 (Unc-51-like ki-
nase, ULK) 52 & )75 20 M3t 2 S I 41 <5 5 Bl » ULK
AL JE T LA R 1k 25 ¥ 2 [ 43 35 34 (Vacuolar protein-sor-
ting 34, VPS34) &5 W) ; VPS34 525 W) I — R g BT . v]
VABERR Ak 04 B 5k JUL M2 7™ A= 0 Ji Bk DL AE 3-8 B2 (Phosphati-
dylinositol 3-phosphate, PI3P); PI3P W L) #7235 £ #f PI3P
ZEEE M IFFIE AT G T A W MARE S - AR IR, X —
AR AR B ARG L O AR DGR 1 1 R EE 3 (Micro-
tubule-associated protein 1 light chain 3, 1.C3) [ # 5 K i gk
H WA S FE K] 4 (Autophagy-related gene 4, ATG4) 5] J5 %
FE R SR L B A LC3T: 78 ATG5-ATG12-ATGI6L & &
YIVERIT LC3T W H 2 MR 5k B 5 W IR It £ B e 25 &, TE
LC3IL, X — i B FR Ry LC3 g A6 5 42 7 ok LC3IT sl g A
HIEIE VR A LC3IL A9 A W i s il 4] 5 - T8
BT AWM, X FREUE AW MEATE ., — BE BEMA
TER 3 A ATGA 2 LC3IL A H W/ MAJE R B 98
S5 A WE/MAFS 3 2 7 B A R T 5 Z Rl A 8 A R
PRUT . TR VR PO AE AR KK A G T LRSI MAR 2 ok
B AR BT AR i R DA 20 M PR G 3R
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2.1 AR5 EAWRIIRERH

AR T U B AR AT AR B 1 (Amyloid precursor pro-
tein, APP) 20 P45 8 1 B U1 id B WA QI B e o O I i Y
) APP, A= ] ¥ APPo Al C R F BE, C 2R ity i BLF-
Y-S U BEBT U] ; 7E R B LR APP B Se ¥ 340 I Al (B-Site
amyloid precursor protein-cleaving enzyme 1, BACE1) 5§ ]
He AT EE M APPR Al B-C K3 b Bt (B-C-terminal fragment,
B-CTE %8 J5 B-CTF ik v-or Wb B 5 ), A= i EL AT P 22 55 7
19 ARAO FT ARA2, ARFFE B, 7E NI APP SA /) B
NBEE H 3N B wEE AR LC3 KR I B E T,
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I T Ak B IR R ¥ A6 2K 1 8 (AMP-activated protein
kinase, AMPK) RES% 8 B fb ULK1, i A [a] 422 38 1 0 1l 55 07
FE M F 3 ¥ 8 b5 (Mammalian target of rapamycin,
mTOR) e iE ULK1, Fe 2R 3E 19 W1 & Az D 0E #y BE 0
AR ULK W5 AL)E AT ABERR (L VPS34 52454 . A Wihn i 2
F (Beclin-1) J& VPS34 Z 3 P Z A /2 —. Erb-b2
AR W% 5 R 1 i 2 (Erb-b2 receptor tyrosine kinase 2,
ErbB2) & —Fh e BUAF AL TARBRARDS . TiFE AD A id 2
SPEEHE R E A B R LGE S Beclin-1 B HAH H A
Sl F v i BELE T A WEXT B-CTF A5 B 45 y-50 00
fiff e Xt B-CTF #E— L35 YITE il AR, VPS34 5 WY
5 — ] 3 A% 2 AR 45 A 7 2(Nuclear receptor-binding factor
2, NRBF2) 2 A #F 15 Wi /A B SC B 1 B AT LA 1Y
Ras tH&#E 1 7(Ras-related protein, RAB7) i b ¥i#5r 1. &
#F RAB7-GDP % ¥ i, RAB7-GTP, £ #F A8 W /N & 14 ik
T, NRBE2 w /N R A WED BESZ 35, AR42 YT
AT E R B i 78 NRBF2 )5 WU AT 465 5 1, B A
AB KT BB INHITIRE ™ o BR T WS S B A T &
IS RN R LLER, AD SRE M 2870 ATG4A 1R, LC3B-
1/LC3B-1 HLBIARNRE T, IR AR g AR DA

BT B VAR G B U, A iR &Z B F 4T mTOR
R, T R — Fl mTOR #0415, &0l LR
Wingless 8 413 15 3a(Wingless-related integration site
3a, Wnt3a) [ 335 , M E A BB 38(Glycogen synthase
kinase 38, GSK3®) A3 » 18 B-catenin Y335 . M i i 3
T ABHIIERRN . mTOR SRR A /K -5 G PR AR O 3
il mTOR BER LT LLKG &5 H W AH O HE K 7 (Autophagy-re-
lated gene 7, ATG7). H W5 AH 3¢ 3 [ 5 ( Autophagy-related
gene 5, ATG5) K, #88 LC3-11/LC3-1 b o] {2 3 AR AT
B, Bk AD/NRINE T RED . 45k F EB(Transcrip-
tion factor EB, TFEB) J&—F #8jg-FR-#R fi 5 22 R 11 5 % 5
R, EZW T F R B OCHE 1 15 5% AR v il A 2R
B TG SR B ZRE. AR 2 &% M. 15 AD BN
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53 TFEB 3 /b, Ui W B AD 555 (1 4 J& . TFEB B £ i
15 BB TE M T AN 23 4 FL A SR T R 3 T 52 T 240 R 194 o g
- E R PE Mad Fak TFEB Bl DL L 8 7 ik 2 1
YZUE I D(Cathepsin D) F B4 A SCBE 2 11 1 (Lyso-
some-associated membrane protein 1, LAMP1) f ik L Je 34
fnfidk & % 4 )8 & M 10 (A disintegrin and metallopro-
teases 10, ADAMI10) {75 P . de 248 i 35 PRI AR ELEERTIK B-
CTF iy fiufir . W] TFEB §895 AR AQHF, AL i e #E 1 Wi
TR B-CTE i v] LAGE R W o 23 I8 B 0 BT U0/ I
2.2 Tau 5 AWEIIRESH

Tau & —Fh ERAEPZICRIRE R CE A ETEE
HAH TS S5HE R A HFARMEREM, Taw BiFEE
M U REAE 20 Tau 4R [ DR 277 A B 1 Tau, o B
BERRALIY Tau 23 NGUE & 1 F g 8S, 9K 5 REETE L NFTs,
N4 35 TE P 2803 Bl T 0 75 I Bl 280 PRI 22 12
Tau 75 3 BRER T H5HPKTE[F]JE 70(Heat shock cognate 70,
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Hsc7O) &5 & R AR E AN S/ A BEY . Hsc70 # 4 1
{B-Bel-2 #H 3¢ 3 € 3 A 3 (Bel-2-associated athanogene 3,
BAG3) il o 52 fi 5 4H - 42 4 1 52 fh 2 2 1 (Synaptopo-
din, SYNPO) 8 A FH R AR #E 22 i 5 RI BRI 19 Wit/ A 5 Vs il
KRG T BAG3 (i 2B B W A2, 30 A W52 K2R
[ (Sequestosome 1,Sqstm1) &P & Tau & [ Ser262 [t
FRfe™ . #E AD RUDRNASHEMZ Tt B T BAG3 A
WD R 2 5k BAG3 A/ Tau 2 H AR 4L, X fig
5 AD S8 g B Tau 8 R SEAE S A 20 IUR A
BT Ah  UEEE AR A C IR R 11 2A B (Lysosome-associat-
ed membrane protein 2A, LAMP2A) 2R E A5 00 3
B — B A, B LS Hse70 254 Sk 42 ik A M52 4 ot
AR . 385 76 24 PR 282 70 R BR LAMP2A, R}
SN T —FHEE DA S0 A MG R 2D R R
ERRAL Tau 85 13 2 H A5 WCA2 09 3288, M7 Tau J5 48
RN Pt 2R 35 LAMP2A TN 5280 Tau 25 (9 5 82 1k 0
/b ELARTRE S | IR/ B A D RE B A B Y

Tau 2 {535 7] 58 5 240 M 40 I SR AR G, e i
TR I] B Wi 3l 5 MMA S I AR SC A MIMAT T R L T 2
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Lsh i [ 22918 1 (Cofilin) (Y55 3 v 22 1R, 34 NIl s 36 1
B 1% B AEE A Tau B A1 A W/METENLS) & A HS
BY R 4 A A 30 Tau B A ML . 58 Tau |
SEPE LS TN R (S RN E o 3 A R SR L N B
RAB7 WfE T 5 B RGBS B A 107 A4 23
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MR NBTIR 1 04 e 5 AH DG A5 F4 S 45 G 189 12 240 B PN ) 2
R, E T 38T mTOR 38 B, 7% A6 9 mTOR W <34 B
W7 PR Tau 3 0] LA o 38 i B AR L A 3E 2
AR RN (VA AR AL T IRV IRIERR Tau™ .
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