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T, B/RIRIEFER (Alzheimer’s disease,AD) I\ KNI BEERS A 3 10— P AR FH 2B 4T 1%
s, B BRE A AT A E BRI AR SR, ZRRIAR T REREIGAE AD HIR R
BUE FR I O A €0 bk B MR mT ARSI b i i &, ST 4ERFZRRIR DI RE B OCH 2L, [F]H
TE T fif Z2R AT V05 A RE 2% 3 22 T [HT R 4 EE AR o T R ZE TR R ik | V697 AD
JEILH R S8 77 R, A SCE I MERET R s 2k ik B YR TT AD [IALHIEE 5T,
DAIAA J5 1 AD B7 ¥ B2 (0T IR 5 SR A 7 [+

KR ZRiA BN FRIEEN; &l HLE Mk

B[ JR 9K IF BRI (Alzheimer’s disease,AD) & FZMA 4 BRE A N 1K) 555 3 [ 4 28 2R L9707 o
2024 FHRATHRF A RO, fEHE AD AR BIREAT R ZIHE FA B,
P E R 1 B ZH 63%-70% 2 H AD &Y, 60 2 P RHIR R % 6.04%, £14 1507
N, RFEET ALK, THilfEE A IE M RERN . AD B33 ASFEL T 7l 13.2
Jigt, FHERATF AL Toc?, WM FUEM. AD KEH XM AD (FAD)
K#UkYE AD (SAD) . FAD @ 5EKRRABE R, Flu: EmttEAniEEs (APP)
F2E 1 (PSEND) FIFZZE 2 (PSEN2) Z74F; SAD il I ME R ME L E R I,
B AR E 4 E (APOE) HA74E e4 2L A, R S5 AD I ARHLEIFIE#H £ N &,
H H AT R EEEPLE BICHFEEA (amyloid-p protein, AR) it 2 45 BEAN U A1 5% 2R 9
Tau I ERERRIL SRR LT 4E 9545 (NFT) Hig. AP 5 Tau MAEFEMTAER, LA
Wi 2 LA T g « LKA Wi 57 2 AD RGN R 2 —, dh&MEBE AD IR AE R EX.
£ AD Mil, BWSERD, ERAEIMEZIREEE, ADERINE. LR E VT LA
Bz Zebifa, Jks> AR i FEDURR AN Tau B VSRR 1L . TRIRINY AD [R5 RE . R
M VIR G RAIE NP EEAGR TR, & RESLRIESRERIT AD HEA HMETE S,
WNE R BRI 2 DI, TR R R TSR AB A Tau Bx 48 AD /I BRI it
5375 TS T ASES 133 R AR
(2% RN

LR ML R — AR BRI AW, 8 R B B IR ST R T S VAR AR A,
T 4 5 2R A7 Ty B 114 56 R M RN A0 AR A o 30 SR P S P L 5 RS DA SR e A7 Vs 8 R E 2,
[ ) E TS5 w0 AB AT PR A RE 2 38 Ty TR R 855 B E o 7EREBE. TSN FRAF 2R
PE S BT A AL I e, SR BE 1A S LR AR e YA A 1 2 T B LA O

ARAR AR EE HPIFHLEE S ZRm A SRR ELE, 41 PINKL/Parkin i&1%; £
FIAAME (OMM) AR SHIZRIK F I, 40 BNIP3/NIX. FUNDCL 4201, 2 K Hi ik
BAREAE: RASZHIT, OMM 8 [ PTEN #5540 1 (PINKL) F458 T kB, 7E Ser65
P75 BT F AL Parkin SE4EE] OMM,  FHI0E Parkin () E3 V2 RIS HEHEME, MWEZ RS
M OMM FRERERAZZWLE, REZREGZEEAMMEEND (OPTN) | 455451
IRELE A 2 (ALCOCO2/NDP52) « iz & 45AHH (SQSTM1/p62) | Taxl 4G HH
1 (TAX1BP1) Fl 3 W 132 K (NBRL) B£8R 3245 31 H W& 42, OPTN F1 CALCOCO2
L4 B EHMEE A ULKL. ZFYVEL/DFCP1 Al WIPIs, MM B WAL, fEjRH, ixut
OMM ZZAREE 5 7 —FPAS AT sl sk e Rk N i 1 PHB2 (prohibitin2) ¥ [l & #E4EH



VERERRIAR EWEZ A, @i LC3 MEAEAX (LIR) 7545 &7 # A Lhifk Ltk
LC3/GABARAP 2551, LIR AHEAEFRRE T 26 R0k H BEARTE B R, FEIRSh LR ki k- 7%
B AR Rl AEAT 2R AR P A2 . (H(EA5E R /2, OPTN F1 CALCOCO2 7E PINKZ1-Parkin
I SRR B W E B2 AAROREIER, 7R Parkin FITEHL T, ST PINKL 7]
PAZE4E OPTN Fl CALCOCO2 kAT hitk Hmgll, 5 —i&% & BNIP3/NIX. FUNDCL 1E
NERRIR HERZ R, FTLUEIT LIR P EiS LC3 454, Wus&hitkam, mAKE Tz
FAI . WAEARE, LRAEEETE OMM REMLRARNE AMM) L3724k
FIF R, T AR OMM 24E/EX — i fE Pt DG E D, X oA ki iksh
J1FN F LR BRI L T J1ikHE . BRiAR M4 A4b TRl & 2R 1)l f2rh, FRN
LRIk S, ZEGEA 2 (Mfn2) Mz &A1 A (DNMLIL) M. 28m Rk
G, DNMIL 7E OMM Hrifl SE4E 2 2% st SR A5 0, IR ZR R IR IR e A 3, 328
KA B VR AR, VR SR IR B AR B AR TS (EAR SR, R ) R I AR R DS F
DNMIL B SR ARRELE,  (LE 1 dbn] kiR E R — AN E AR, T+
s ) £ hor A o B AT IS A0 N AR S i R

2. LKkENRS AD

LRLAR H LR IR AP AR AT VRSO JT TR R F558 BLEAE o 72 AD B b m WL 31 4 b
PRk, TEARE, KERGHRMLRAEN, EZ7E AR L AT, #2JCHIR IE A A
BV wp W5 B AR AR, ml ILZR kLA AD R KN E W S EERR . B R ORASOH
XPERLR B RS AD FIAHCHLHIBEAT RGEER AR, 0BT R FE A (i A AH SRR 78 MPE 4 i
7’
2.1 ZRRiR HIR S AP

AR 5 GOk AR ) L R AR B B T IEaE SR 1 (VDACL) R4 A 5 3% AL g 1V
(Complex IV) MHEAEHDO, SELERAAB AL T, WEHEA (ROS) 3 IIAIZR R A F 4t
(20, Syt B RAR AWES AB IM55R, X APP/PSL /NRRf# H LR Rk B W sh 7, A
750 F R s 45 R S5 A M BT 2 B s i 45 R — 20, nliE T APraz 1 ABrao Y/, A4 A
BB A AR, R TN RERY, HAh, AB42 SR ARTEMAAN B B AP e A i 55 CAL



X 5] A& et e i 5 0%, 2l AMPK /S0 MFF Al ULK2 SRSZELI2, IX 3571 T AB
I AMPK {55l B i dohi ik 5 W, TS 2 i 2k pLEl . QinlEl ik EL, AD &
H PGC-lo MEIEMEC. FET WA KL PGC-1o iE TEIG 38 A R £ b AR 451475, et
25 [B) 2 S ACAZ B, 9D AR PURRARTATIEME AR /KPR, X i B 2RI AR 5 1 5 AD Ji B
Y AR RAREY], AP RS TRIE R FVEERRG, FIFFZRRLAR AR 2 330 AB 7™
Ao AR HEE AT LB 2 181E . Z AR AD RAEKE.
2.2 &Ktk ANES Tau

Tau B A A AREMENIER, EREBRITN Tau SHERSHENLE S, FELRE
Hi9IZ B . Dumont %5 A\TE tau & 99/ BB H A ] PGC-1a BN AR AL DURE, 3800 T
RERTE Tau IRIE, SGE T HRIR/NRAT AFEP), Tau TR 240 1ISTL BKWERE,
15 H AR ARG, SEEWRZ M, RN X IR RINE T Tau FIRE, &
SRS T I T BEALA AT EREAT RO, Tau i EEAR B RIFE S P IE Parkin 567 RIZRRIAA, M
TN L Ak B e, Uk nr 0L, Tau i BEAR BN 2R KA ThRERRRS , Somaspifh g, 2k
R fERE A INE Tau A RERE .
2.3 LR Rk F R 5 A AL R

FALRIFOR FRIE TR (ROS) W= A 5l B Ae 112 ) kA, 58U s 2 b 1497
K/KFH ROS Z 5415 5% %, MK ROS %F & )i DNA &R A A i H 5,
GlREARNE, FEA R EET 8 K T A RN R R I K &
PR, T BIEAL NI RE A o BRI, AL BNIROE IS 51 R SR AT A & T T AR L
i, 257 AD FIRERERD, SRIMARAHWES /D ROS [ BRI, LR34 452 41
Al SR A0, T BRI . ZRAE SRR AAE I PINKL/Parkin 1242 5 IEBEIALE &5
TERR IR, T ROS (IR, 83 @it Keapl/Nrf2/PHB2 i& 12 3i% Nrf2 K
PERPTEL R RIS, MR EALRIERCA, A, 5050 40 P 32 A AL S B R R
SESN thfitik Keap-1 1) p62 il B W F s, DL = FagEiurse 7 2ebifk | W5 50
BRI & . AN, ATAD3B &5 @it H C iif LIR 458185 LC3 454, AEEALRIB
VERERRIAAR B WERZAR, 1ERRZ45 mIDNABRY, 335171 7 2R 1 W AE St S8 AL R0 1
EEM., BT W, LR A WA I ROS i AR B b B A 5 A AR .
2.4 LERLAR F W 5 R 2 6

£ AD HOLEE B Sl RGUBOE I T B RR M RIE o Sl (B FUR B, PR ST TR
N4k AD AR PLBURT NFT 2 J5 BIEE = KRR ERFE . PR 22 S AT BETE 3N ) s
T AB UUFAIKZh AD i, JE4ERE AR AT Thm, ATIRERER, 5808 5 2 A G IR,
AD HIE SORE IR S 32 B /NI RIS B 1) BEFURIN, AR IR BRI /N T 4
M E i RE, FECLERR AB FIRE ) FRE, 30 5] RASYE 2R A IR AT MR AR . X —1d
FEW R Z ML e, AB S/NRIAIMA 2 M2k (CD14. CD36. CD47. a6l &) 45
A, B NLRP3 ZORE/NMA, BIR JRER MBS, SR INAThRE. HIK, AP HIFFELAFLE I
TN R BVEThRE, M TERE SRR ABET. LAMNE EE R IL, AD B O E
HFH Beclind iz, SEUINK T HMIBE IL-1p A1 1L-18, 112 %44k NLRP3 R/ MEE &)
I S Caspase-1 K5 Pro-1L-1p A1l Pro-1L-18 Jin T sl il 30k g B ARS8, 2508 [ 2.k
HETE R G55 1 2 S i P B 4T M R B UIAE OG . Xie VR FH TH S L h 25 470 s gk 1 R 4
SE T 18 Fi AT DME AR A WS RN T, 38T B &R LR B 2 0 A7 AN
IhEgE, MGE 7L R, HE T AP Tau 7L, 3% 7 ADJSEIR. HHILRBZRA B WETh
REREAG e KA JORE, INRIAZIBAT AR . (R, ZRRiiA (W 380 AT B VR 7 A
IR AT MR AN 22 JORE F T A 5 o AR SR AT HE— 2D Wi 7T 2RI B W 5 40 28 98 RE 2 1) () B AR AL
i, DA e I8 o TR AR R 5 8 IR AT M7 R B R



IS LR WS AD AR SCHR R B, 2Rk E S AD # AR AL AR
A, MBS 2@, 27 M2 MERRE, R DNEROTIIEME . 2Rk H g
VER T3 — R HLEII, 25 HA AL = AR m s 2k 3 W 25—l B 1R 4%
B, o 5 M JF At e 2 R TR 42
AP F YR YT AD

A B VA R 2 3B AT TR BOW B0 AT B, ARk v TR A AR . F R
RIL, EHRIAT/E T PINKL/Parkin {55 il % LU E PINKL, LC3. p62 AR &, {1t Parkin
WAL 2R (18, I T B 2 AR R 2 R AR B B Wi i i, FEBR IR COX IV £k
AL BRI, BRI mTOR i S 1) ALP 1812, RETIEILEEIGTE, DEELRL AT
WL IhEE, AN 2R E R, phAh, A RE T LLE BNIPS i85, F#{K IL-1B. IL-6. TNF-a.
IL-8 /KF, BEME 2N, SiiEs, £l AT BE £l S AMPK AT mTOR 155 3@
P, R R F R R A, TR SRS R, H ) A DG R I Rk T RE AT B
TR G T2 B BRI R PR AR SRR B RS MEERE
PIAH2E. 78 AD HIIRIT . 4RI B AR &, Piik Tau |AEBERIL. IHleRL %
i PR E AT T S AT M SR AR P US), xS ik E R T REAHOG . kAT L,
B S SR A W (TR T S 2 R OB AR AE O, W R EAME S IE BT, i A R
FHELAE F 3L A 5 2Rk B W AH DG R B 3Rk, TR R RN B R B, N2l E
F T M AD EIR .

ik —AE SEAT R IR 2R E WG TT AD B R, AR Sl S SE R R R AR L
KL FVETE AD IR R, YRGS T &SI PREEE LS (R D o “ai B REEE
A DA 2R R AR R A ), kR 2R R AR 510 s m U A RS M, S R R R AR
WHERS, 9> ROS o AB A=l (EZ I 5 4obr i i Wi () LR B B R 52 4 WA B, 38
TR IR T, HET T DL T 2R RS 18, JRid i sl — D E Se it ol 1 3 -
BRI, BT AR R R, TR AR RAEM), & B AT InZeR ik H R
FNIF AT E AMPK AT mTOR LB FIARAE, &I FLET BE S BAM I FIVE T, R Zehi ik 5 W,
B R R/ BRI 25 T E A2 2 2T g B9, i@ ik #i AKT-MAPK1-MTORCL i, fieidk | Wi
RIS, W APPL CTFs fll AR fifaf, WkEEARZE 2608, MMk Az shaElY.

I SCERIC S R I, B AR T AR B )i i s AMPK 4] mTOR
B9, SCEEAWHCEARE, RETERBEE AN E M. HIU R ZE DLE 2T,
BRI E TN E . G RN v i kEnE, A BB E H S TH S NEBIKE
RZFTH, EHEMRZE, WE MR E IR FATNERHEE G178 MBS
.. 286, JBEER, RESES. LEZL, HERKMEI S5EkHE, Wy skaEs,
s AERE, RSN, SH2RAS, MR ENTHikE. 2 0RETHRRY, @B,
ZE T IERBE R & 0 & BRI, MAFE TR ZREZIEN . KRBT 2
DIARIERI HERKEEZS0ER . PN AD DU BEARATAL, 457 ik E
Wity T HEIEIT RN . £S5 RN —&, (HHBTEYT AD LAY, X RIBIT AD )
FHORHIFFEATY D, AR AT — DIt il 5 LR A WL &, JsR P R 257697 AD 2.

R 1 EFRI A I Rk B VR YT AD

JAL HRZH R TEAEHLAH] SR
Bl B Bar o EEHREE 3-5mm, ABra KR SIR11 [46]
B4%t 15min, 1 %/d
A Bar 3R 3-5mm,  ABra KR ABAD| [47]
B4 15min, 1 ¥k/d COX 1V}

e A Bar. AR 2-3mm,  SAMP8 /MR LC3-IIY [48]



K% FLET LT 2V, SR Bnip3|
2Hz, HEEEE 0.6
mA, B4% 15min,

1/ d

Hoxy WA EANARE 2mm, XU APP/PS1/hER LC3-II) [49]
URTIETEE LR e P62}
P, E 1Hz, LC3-11/LC3-1}

HEGEE 1ImA,
£ 20min, fBH 1

n
By B AR EE Smm, B APP/PS1/hEL AMPKY [50]
KA B P, AR 2H mTOR |

z, HJE 2V, HR
SREE 0.2mA, B4 2

Omin, 1 ¥k/d

FEE. ARE HBEEMVAEE 10mm,  5XFAD /MR APP| [51]
FLET FELL R 0.3m CTFs)
A, % 2Hz, FE TFEB|

15min, 5 &X/w

e R BRER: RN TIRER: VIBME R T (SIRD 3 AB—4i&MLRElA
fiEEH (ABAD) ; #5%[K¥ EB (TFEB)
4.5 ER R

AD J& T R, e 5 E AR DU A STk AR B T <R — A, AR (R
A WIRBOAVEAMIC S TR MEE . VAT ik R UG S . B m il
BEHRT TS, NEZWE, WEERET . BRERZAR, FH4ElE fEESE, Wz
W, HBURRIIRI . 2, MMIhRERE, SMAR, BERREsE, A
PRI, ZETTREE, XTSRS i, SRR H A, BHASSML, fE
ME ST /e M B WA E N, SRV WO RN DOsEE SRS AN R N E
BLR o TTER IR AT DR 1200 B R 7 R AR RS T R, AT DA AR tH R4 B %
WERR ThfE . FEIARER 25, BT RURIE 78 o SRl ik = 2 A0 A An b AT 230, R RIATT AD 1
AR T EEUEYE, L T PR S IAREFR A NS — . SRR AN A
OINEEE, HEE., RE. UEIEE S04 BIE N0 B R, T 2R B W 2 A 5
R EZEYS 2 —, EMSRIT RN R AR R E EEEA, FUhZkifk | g
SRR VI L 3 A G R AW BRI R, kB B R B AR A, Rk
N AEARGF AW RS, St RHErdt— PR R . L s, dfildid 2 Mgl
FERRARE W, $0H] AR Tau |EARE, RIGEREARY . WERIE. B E RN
57 AD.

WA FAMEAE—EAD R Z AL FERIRBE T, K2 EEKEEH X AD FIA R IR
PR S EETIIARTT, A RIZTR AD H B Z 5 —FrdE, MIC5EBAHIEME k. fEHLH
WL 7T, IS I, 2RI WAL HEA A MR ), XN A A BAE
TE R 24 I M, e RATT AD FINLEIRTFE, K2 CLE—HLHEPA DI &, Sz 5 2 Rl
LA H R £ LR, E45 5, AT UL G —i2 b, FITEIGR %
1, DA BT RNA ST IRNTE s ek, w RO 2 A BEAR FUEH IR Sk i B R TT AD 1
RN, DU I R B2 B 00 78 35 ) B k4, SO EZRRE, @l A S nisfs 5
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