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[ Abstract | Autophagy is a mayor degradative pathway for organelles and long-lived protein. The basic
autophagy is crucial for cellular physiology, especially for non-renewable cells like neurons. Mounting evidences
implicate that dysfunctional autophagy is relevant to several neurodegenerative diseases, including Alzheimer’s
disease (AD). In this review, we summarized research on autophagy in AD to introduce autophagy’s role in AD’s
onset and progress, the modulation of traditional Chinese to autophagy as well as the potential therapeutic
significance to AD of modulating autophagy.
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1 BEMTEMBEXSFNE . ESER
L1 guEnydfe MRIEPlm Lol #EaATE, A g a)
A3 2B AN AWM TS AES . B
H W i B T 2, o — O O G AR Y
FIWE . B2, A N IE — A BUZ REZE 4, FR o [
Hi A BE 45 ¥4 ( pre-autophagosomal structure , PAS) | i%
5 K8 B 15 BORT T AR  fa BE A Ak ) o, R
>~ phagophore Y[ 25 J% (isolation membrane) , ¥ JZ
I 445 e R i 5 2 R 1 WS, 1 AT A RO IS AT
5 20 M, 7300 a0 300 P R A S O R Y
FI WK 5 7 B R R 508 180 1 WV il A, B TR AL, 9
T VA8 T A PN TR M A T KM I I AR R A AR Y
s A

T Wt 2 i VS I AR T oA AT A I R R AR L
7T P A 1) ek A, 3K — ok AR AN TE 0 W AR R W I il
Ao 4L A R 24 30% (171 5 5 ¥ 51 KFERQ (1925 1
Jid ik gy A A WE R . PR S 70
(Hsp70) F1H B 23 5 A AR ol 45 5 v U0 X — )5
B f 8 T s 2 B A A, BT A IR

Wk LA B3 Rl W A AR R AN i
e, G0 K A H WE 7 B K & 72 (autophagy-lysosome
pathway, ALP) . Zid F2 v o5 K 3 19 48 0 4 45 49 52
Fr o~ H W30 (autophagic vacuoles,AVs)
1.2 [WEnlREd S i AH 5 o0 FHLHI A 5 ik iz
1.2.1 Atg & [1.Class III % PI3K Y5 7 Wi F2
AVs B i B MXEEH 1 B4 3 (microtubule
associated protein 1 light chain 3, MAP1 LC3) & Hf
Atg8 I FL BN [ PR A4 . B W AR O EE ] (autophage
related genes, Atg)4B & (M 7] ¥ LC3 mij ik in TIE i,
LC3- 1,28 AtgS F1 Agt3 fiEfL, 5 Wl i It £ 1% 1% 18
BB AG LC3-10 . LC3-T0 Al 45 A Wk iR as &, 5 A
Wi AR BB 1 SEE R K W AR B B R U0 AR DG AgS-
Agt12-Agtl6 F Gl # By LC3 I AN IE 52 £

Class TIT Uk NE L ILEE 3-8 ( phosphatidylinositol
3-kinase ,PI3K) & WA A5 H WA E 3 5 A W
B K. A WFFEINN PI3K R R Ak i A e LIS
JE B 3 - 1R W i 1k LIS (PI3P) , PI3P WK 5 -FYVE
BR-PX-FERI R A SR 5 A AR -, 2 5
WS B IR IE . K 4b, Class T PI3K th 5 Atg6/
Beclin 1 J& W0 &0, 56 0 F W B AR 8 . 3-H
FLIR L 1% ( 3-methyladenine , 3-MA ) 7] 45 5 1 417 i
Class Tl PI3K & &9 19T B, BHLWT F1 e 375 il 1A T2 1,
E# Iz HIAE B g R
1.2.2 mTOR § 5 & #&
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ey 7L 3h 4y A R R AL

(mammalian target of rapamycin, mTOR ) & — Ff & &
PRy I 2 NG, Jm T 22 &R/ 0 A TR A N . B
e W], mTOR T P95 N il Arg B9 PE, M B
YERIT . 3EAH mTOR o] B R 1k Atgl &2 4 ¥ 9 4
AL Atgl 3, BH (k5 A WE A, 003X X [ WA Y B
EXEE, AN, mTOR 8 15 MK & 11 5 S6
(p70S6) Wil 1, Jo # AT i | AR . WA R
ALE 0 mTOR 35 4,755 A W™ 2k
1.2.3 RAGE-Ca’" /CaMKK-AMPK {Z2i&4#  Son
4758 1 B 5% % B RAGE-Ca’* /CaMKK-AMPK {3
SRR T A WA I I 0 ] g A R A 2R
¥y 5% 1K (receptor for advanced glycation end products,
RAGE) , 1] 5 0 41 i Y Ca® " ¥ J8£ 14 9] 25 11 40K 61 110
A BB B( calmodulin-dependent protein kinase
kinase-beta, CaMKK , /& —Ffh By Ca’ " 3 75% 19 B4 ) 1
WP, 5 R — B R 0 Ak 19 & RS (AMP-
activated protein kinase, AMPK) {5 5 & B W& TE W,
AMP/ATP S finFn Ca®* 7h 5 vl B #: fb AMPK (¥ THr-
172 {5, B AMPK, 5 fk. AMP, 38 /> mTOR {5 5
S T L ESE AV BT BRI A MR SR
AMPK 383 s 26 B0 VF 22 2 B 4 4R . H AT,
X — {55l % TR/ AMPK B9 B AR BEAE
TR Z 5,
2 HEES AD

HT T T B e 200 T R B Y A 2
DA K At 6T 40 B A7 45 403 A FH A i oh A 9 R 2EAE
L BOR B Z A5 8 B 17 A RS g B AT
PRSI I G Z L I AD (A 4 2R L A B B L UL
ATV R ALE 45 Y A A 7R T B
BT, 240 2 14 o HE R 38 S 200 i P ) I % 3 e T
MR AT VRO o B3Ny, B W 45 M 2R
PR, A Wk B B 2 2 38 A AD S P Y
JE PR SR, A RO AR, S A ST R BT
A 2R ATV A2 Y SR A EE AR X A i B AT A
OitE
2.1 ALP 5% 5 AD AD BH 41 4Uh ALP 5%
Sl ROCTERI Y o 5 A AR I RH OC AY pi 2238 47
PR A L, AD S R AL U B T A R 2R R AV
F1ty SR FRURI R s Jh 52 i b i B Bl 2200, FR B TR AN R
e oot S kv R B K S R A R
ALP, T Ehh 58 iz iy ) RE W A%, W] i dh 22 0Tt B AD
FEMP RS RN R . ik, BFE H 4R
AVs RBUE ALP Bl 5 85 1 45 R, X Fil 2 R Al
TR b K B T R AR A IR S SR A A, 3
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TR MRS RS B, T S A i A
it 400 ) 700 B B0 22 B ( CstB ) 38 5 %5 I 1A 2K 11 K A ok
it T A S A N BB R A e e
2.2 AMEZ5 AD WA RIIE L

2.2.1 HAMESEAER BAFEREEER B-IEMEE
1 (B amyloid protein, AB) ¥4 i, AB J& B-TE ¥y 25 1
Bif& ( AB precursor priotein, APP) i i 431 il 24 it JE
JR G 40 AN EIEFRZE A I 2 IKEE k. APP 41 g oh
LA IR -1 B-3 WA Tl BT VT, R i A B R v, B S
20 PN 5 R B y- 40 A Tl B ), R IO R R i, B
ZIE N AB. WFIE R BT, T8 A MR EL 0 40 g, y-40
AT VIR AN AB K32 AR B R S
Ly, W5 kB, AD P AN F i A beclind
EEFEW A . Beclinl Bt Z mF, [ WK L2
FRSZBH , AVs 2B 38 i AB Az UEE I, i A Wk k55
A4S AB i i APL 9 B 00D, Rk AB
SET BAERMIER .

2.2.2 AWES NFTs  NFTs 2 i bl 28 50 4 3 i
T2 Ak P 200 0 24 M 56 R 1 tau 2R 1 RO .
EH Y HE A 2R G0 1 40 L 1Y tau 2R 1 A0 T ERAIR
IRV, T A 23 B4R o i Tl A 2 1 Tl 41 o) 5] e v
Ab PP 25 BR 20 O 0R BE (2) -M17D 2 ifd, mT BH 5 R AR
HAEHM D,B, LGV, RN tau 8 HK
PRGN . A R 3- Y I 0 &b 3 AN Y
TP EL tau BLEFIRAE . X tau 5 S 1 55 2
BI/NER, N 2R 578 P301Stau /)N BB B A 5% K B, 1
BEWE TR A A [F BB S tau & AL
tau 35 [ A A 28 J0 R R/, I B K 5T 0 ki 1 A
T 2 TR X SRS R SR T X tau
FREBEEN, HUE R % 2 3% au FRHE
AN

2.2.3 HEESMLITmEA B WEAE D AB
1) A S 0 B8 i % e HG A 2 1 M, DT R i 2 AR AP
EM o AB Al 5 A 2 o0 )R sh A2 P P g T2, ) 3-1P A
I IS 0 0 o) 4 RO R T T L Ak,
W S U A B W AR N BB AB AT
il DR HC L2 R 485 g 1 e 2 2k, 5 B0 R T 3
op EmiBEM AT AED . AW SR T RE R
AD B3 P i 2 SRR 2 T R R 1) T ML —
2.2.4 Hg5HAL AD JEFE R AD BE M A
2 A A S %) R 25 3 AR M /N 4K ( granulovacuolar
degeneration, GVD) 9 X JZ I 45 49 25 0+ 4 H 1%
I A 10 20 25 S 25 . Funk %5 % B GVD Py ]
o I 1 e B B W AR 04, JF HxX SR 10 4 0 A

AWEF NI R MATHE A W B AR B
ZBL5 GVD BLR B YIAN % .

5T & B0, ABAO R 3 3375 5 [ W 410 4l A B 1L 7
DAY B 44 0 P 1 35 R R TR B B e, A T 0 4
T DX A PSR AR R RN P B AR A
B4k, X — ML T RES AD ol 45 5 475 %% U AR G o
KRR E WS TR S O I B B Py Class T
PI3K il Akt 5 5@ A %,

3 T AR

ey R E LG RN 25, £ LLE J7 il
Fh B P2 R K A R 228 S £ iy S TR
Z 51, AR, T i 2% 3 W 1Y 52 i 32 F)
R 2 1) 5, W98 AT 1T A I 3 A R
S 2 1oy R AR 43 AL

Wang 45 $i w7 2 06T 3 ook 46 400 20 N o
TR A% B 11 7K fire G T 2 OEL DR 4 . W R e o R, B
H W A R R = — RO 4 A R R, 2o
MR FW F 2Tl R RS
Ui B8 T K BT E VR R B An B-HE A A e R R
REZWBERY S BHRERSHENER
T3 ) 5 5 25 Ak 16 R T AR AN i 1w R
T2 A S A B AT S A R A A o 7 R
e I 1 W, R IESURAE R . B Inr
W T i S A L e B R R L RN e
[ 3% i 388 ) 24 ] 38 A P ) B S EORL A0 i R A
Mg, AT L e 2 4 N B LR SR KRN S 2
WA,

SR, FRTAR A B 5838 % %) b 25 % AD 45 b
ZRAT YRS VAT o B Cao 45174 M AT 2445 AT
A i 2 A0 00 20 IR ARE RY % [ DT HE R S AR
YEFIAN , B A A UL 3 v 245 X 0 22 40 i 8 A 5%
M) ) AF 5 1 3 o
4 AT AD FHBFEX

HWETE AD & 45 45 5 2 AF M, o 98 5 3 1
b AB SETEIEE 1 BB, T BE IR BB AD & &
JE L, AD YR T R TR B AT e, H R A R 06
mTOR {553 % 7] 9 /0 AB 9 FILi& 72 A NFTs I8 i,
P81 B BH 1E 7% 55 DN BRSS9 AD 3F R B0 A
EERE Y T Majumder 25 B W, BA 1E
PR R B G T HERINE R AT HEA X AD B
AT L. T NEREE i) 3BDO Al mTOR &
Al 2 e AB B A W BRI AB JKF, BLIE AD
INVAITNRE F 0, Ca " B 73 3 45 BT A A o
GRS 2210 Rl o B L = S B
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I, S B TR RE R 1 B AR AR tau
T SR, WA BT RN, KA L Tl —H
274 T A Sk G 0 B A Cat K S, 3
mTOR fﬁ‘%@%,Mﬁzﬁ@@”‘??ﬁé%*}hﬁzmm] o, Marta
A0 25 W AR A VDL SEZE AD Kk R R Y
[ I, 7 A8 T 40 M 1) A A7 RE T o AT 4R il T — 2
A SR I 1 I 85 35 B LA S 4% B 25 400 1 4 T
BN, {0 F% PPF1A4, ADMR, PTGER2, EP300,
CXCL12,NCR3,GABBR2,GJA4 ,KRT18 %,
5 R

IS AD f AR SE R 5 T ok #2558 % 1Y
VRS . SRR T i Ak TR AR B B, 1 W B A
ST AL RS Sk %, AD B h S8 WA
B PR B e i 5 S, B A £ R W 2 kb, 7E AD
Hh 1 I ) S 0 38 P 2 A P S B T
S A 2R F) I W S U O e 5 S i 1
NEERESSH] AD kA& KRBT, 6 AD KR
{9 A (5] [ BE 23 500 4 46 T 76 RE B R 05 e 4 o
B3t AD , SO S0 40 i F A 2 iy 3% B0, 3 26 4 AL
Sy RS 1 W AD AP £ . T AR E Y
BOEMES AD MG R AR KR AD fiG
P74 AT 6 7 1], SR 4 T R IV IR 25 A O e L v
TEA g

2 R R AR G A L B 2 S
HLZ AR IR R GORST IR, B RIE
AT B 25 DR B — P 26 T S LA IR A o SR T A
T A W VAT AD S 2R AT MR T T, 6 T
5 RF T LTAL T 28 FUOR S . BRI, B 5T oh 265 06 b
AN 1 W B S T, O S R R T 2 iR T
AD FETE R RE , 3T LA o SR, P47 52 7 25 4 i
P, HA R SURUAR K B SE I8
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