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Abstract: Alzheimer’s disease (AD) is the most prevalent form of dementia among older adults. The primary clinical manifestations
of this neurodegenerative disorder include behavioral disturbances, memory deficits, and impairments in cognitive function. The
intricate pathophysiology of AD is thought to be associated with oxidative stress, inflammation, and gut microbiota imbalance. Modern
pharmacological research shows that some natural small-molecule compounds have good preventive and therapeutic effects on AD due
to their antioxidant, anti-inflammatory, neuroprotective, and other functions. As a result, these compounds have drawn more attention.
This article reviews the mechanisms by which natural small-molecule compounds improve AD symptoms in vitro and in vivo under
multi-target therapeutic strategies, and discusses the future development trends of these compounds as potential neuroprotective agents,
providing references for basic application and clinical research.
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AL 2021 FRIGEHEAR, XME RGP
LRt TR 1.3 JIMCE T HRB,

IeAh,  HHET AD 9 PR R Tt A B o
—UERF R, . FRSE . SKE . AR,
M RIE. FARI. IEREEE R, SRR
FEANFTESNE R RS AD B A kM7, 3
T B R AE AR B-TEM AR Camyloid B-
protein, AP) BEERYTRN. tau & I FE IR AL 1K
PN SR 4T 4E 25 (neurofibrillary tangles, NFTs)
R 5 TG X 38 B e 28 T RN R fih 25 2R 890

e £ 20 4, BEMAYCEg, H
WA LR 2505 3% 1H & @ 2578 B (Food and
Drug Administration, FDA) fit#EH T AD 7697,
R SR BB I ) i 25 e e JE g . KiE
R EAEUEY] T RRN T HE E BRI
PRES JORE S W15 40 BRI T AN PR S ARS8 7,
Xt AD tHEAFIEEH. T, MWERAFFEE
2. B ZHE P EAE R AR PR R Rk
it AD Hr Gt Fui— AN EE T U0, R A
T 5 FH T AD MR rAGE R Fii
B, NFEAHR FHFNIG R LA 5%

1 AD By%&RHLH
1.1 A &R

AB it AD KImHLEI R T o)z i
Wz ABAENVEMFEEFTERIAZ ALY
TERAERTA S H (amyloid precursor protein, APP)
LIRIIBK IR R, FEASE AR I
PR AN IR 2R 4 3 M fe e fE vl vt
BARTERUE, AR Al — B IR T T IR R
AR, /£ AD BEKWF, BT Ap it
B HIERRZEH, R RE S B AR B AN T 1t S 4 4
B, Mg KA RN, FEMEITR
hE S EK, AGGE R DR ZEIR ), Al AT
KA AP AR BN AT e 5 hEUnEl AD
TR, AR RN 2 AD T A7 i B AR
RO B D, HeEH 0 AR NEE ST R 4T AD
25 CLRCN 2 AT 5 1) B T [

1.2 tau EBERIE

tau B EA/EN—FICEMOCE R, EAFRE
T3 I A G U A R T ORI 4 A e B R AR LA
Yiliizti. /£ AD H, tau KA FH T EHRIL, 5
TR A8 T AR B NF Ts o 3X — 978 BREE A i FE B R Ak
ERENE, MFERMIIRE L ERRIENE, HAFH

ADEF [ K

e i
(prsz i) R R
L
\’ ° [} 3 % J

RARRE
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1 AD HEZELHHEH
Fig.1 Main pathogenesis of AD

FHEETTAHET 3], p-tau £E M55 FORH LI H 0 5300 H B
N AD 2 Wb s FEBUR IR A IAR B, IR
R BRGS0,
1.3 PEmigEmAFU

SR NRRATE IR R #2270 V2 A8 FH B p 42 3
i, A TENMERS, HERNEERKE ST
AE MR REERR- o 5 4 2 o SIS A 3
I FR R R SR AE DS, EAE B2 H R RS i
PP K AR, R AR SR 28 LR Sk Ak
PR A LI RR . AR R et 2 7,
ok 155 186 70 49 < 195 IH 75 756 Cacetylcholinesterase »
AChE) 5 T Bt HH 54 (butylcholinesterase, BChE)
. fE AD Y, WX KRG E 2, HAp
JHBR e R G52 5 B N R o IR AL O IR IR
Kz —RINFNIIREREIR . MRAEARARAE R, S
B R 2 A I S fivg X PR AR R i 22 T o0 U N ) g
AAREEREEH. RE WK TR 325
FEE R CIZ BRI, HILHEAE AD W A5 1
— . BT CBEARGRAE A KRR ) B EAE A,
T2 AR U H B B T N 2R AR BRK T A
WHPEAR . 36T ML H# e, AChE #il5 (AChE
inhibitors, AChEIs) T &I TIGKR, B7EHY
o HH AR IH B e 1o 22 A% i 116
14 HWERAER

FREERIE R AD I RBR B 7y . S R
SR 5 OB AE AD i ACREAR H B AT B AT 45 0
B, FRAAPERAETT ARSI T AR A tau S ELIE AR,
F IR RS, IS A EAER, B
PRI BB IE O BIEIRT. ARFFERE, e
RIEARTE KLV OISR 2= . BRIk, ExF
1A1E AD 384% XS B 2 1AMA, R RS A 2L
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I P 22 280 1) PRI, BT R FE A A IR AP L
B, JEZZELEPHIEPIR R, RABERIKG )N .
T AR CEIIE R 33 AD AR O
AT, PR A SERE I B PR T R R BT T R T
J,
1.5 HitbfRix

LM AR LR T AD 5 B -
MR IR UL, BRA D) RE R 2 51 K 40
RE AU IRAT 5 AR, & B Tt T,
Moewy R AR SR, 7E AD JRBEIMELT, WdE
BRB RIS N-FHE-D-RAZK (N-methyl-D-
aspartic acid receptor, NMDA) 524k, 5|2 Ca>" 57
NS B, WIMiF K TCE T AL L%
PEBRPEARPERO, S A i M8 5 AR AR Ui g, i TR
VETEREAC. MVE PR A S i B B e U 45 1ML ) e B
5, (EHt AP 7RG S S RER I X TR, #Em 51 &
ML TuiE B R,
2 £ AD BT ER LG

HAl, FDA #tAEH T 2% AD AFERIIZY
Yy, EEFET LR 3 MAERLSI.
2.1 BEmMEEEEHNHI

ZRAWZ O AE F 2 dL ] AChE, Jg/b
P2 15 T LI E Bl 5 i ) B2 FR) A, DT 1 i JIE
BREPhRALE, g BE IR SIdZ YR, £
RS I IS AT I A ACKE, %EZZ AChE (1%
fift, AT HE R R Am I BRI AChE W EE, B H&eft
o FHTT I — A R IR Y Y . AChES,
Al [A] 4] AChE M1 BChE. iR # —1%
AChEIs, AR LS T AX 2 2R 50 N 1 £ B RE
IKF-o AT & — T N R AR M) T = 2 v AR )
WL, X G4 B AChE R I H i FE I B
AN, B REE I 0SB F e C 5 T iEEk, (et
APP KAAEEME R FUKERAE, SEImBA &R
FHER BRI APPo (153, TRk 4 22 3
AP HIAE R,
2.2 NMDA ZFEHFH

fE AD JRELRE TS, BEMRBERGIIRERN,
FE NMDA SR BSOS, 51K E 1 NI BoY
AR e 4wt dE . RS NIE T NMDA 32
PRFETUAR, AT LA 15 22 o 0 45 vh M A 4]
(747, FEAKE NMDA 3245 BE W0 BT B i 5%
fill “ MR, [FIN, CEILAEAIH] AR BT SHIME
PEK tau 8 EH) W BERRALBERSE . &M AT DL

W SRR FE G RSN, (R REMR R AR, IR
MR RAE S 24
2.3 AP FRERRF

PR E T HEI T, BEBERIERK
iR A i B AR IO B R AR LS — A AN TEAL
HABTOEDUE, RENSRS A VELAS & I 2N
SRR AR TIRABEHRIIERR - BUAL R Syt —Fh
PR e UAA, L ERE AR T R T
1.37X 10* ] AP BRI LT o IR LR SR
WHIEPR A 4G 55k, BUALR e Syt BTk
BT E TR, W Ao SFRIESI KK
PHEEILR, TGS 2 TR DI RERE ),
3 RRNGFUEIETT AD

IEAESR, 251 1E AD I 7T 2 HLH Bk,
ZIHT MG A2 R Z Koy AL 21
HEBIE FURMG, 0 Bk 2 [ O A2 AD YR TT
T2 E AT RGEIERR T . ASOR H BT AR
B BRI T BT AD B - L EAT AR
HL R
3.1 B

LMRNEYER 2RI, J& THEYHIX
AR, TZAFET . R, KR %2R
BYEYSRE D . ZWHEWBZRRBPAEL
A, HAPE. PiR. s frdr AR T4 4R
Vs, AE AD SEMNEIRAT I IR 17 V6 ek e L
BT e,
311 HESE HESEENMELNZH
FUEY, BERFERE, TEFAET R, HE
MRS RREY . AR EERARER AD
FEIRITVER], B TR E BT B 1 Csilent
information regulator 1, SIRT1). i tau &5 Hid &
BRERAL, DRI ML B P S AL ) AR T T, 3E Ty
b AD B S AR BE AR TR HHTT
0, ip BZEEE 104 20, 40 mg/kg A & EFH IR/ AD
KBRS X ABrao FITTAR, BRI ToAR S B B 2
IR KA EBRE I M-3 (cystein-asparate protease-3,
Caspase-3) HIRIE, MG LM . HEm
B 227 I e il A B B R ORE P o R
( protein kinase RNA-like endoplasmic reticulum
kinase , PERK) /&b ¥ 5% Al T 4 Cactivating
transcription factor 4, ATF4) /C/EBP [ & M
(C/EBP-homologous protein, CHOP) i /5  H
Jr A L, BE T iZam R i R AR SR S, T
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RIE R 2 A0 M OR 1297 U 1 22 7 Al m] DA ]
RIENFHP, IKENRZ S S RIE/ DR AD
AN RSS2 NI ot vt A N = 1 [ES F A LN = L
IS NOD 32 (R A 1 45 K445 3(NOD like receptor
family pyrin domain containing 3, NLRP3) # 4 {A¥4
s M SAERT APP JFEROL,

312 B BHEKEEMEP ORI E
HEWATAY), T2 AAE T & . HAREK
Kb Horrail 582, EREER 24
FAHE, SERMESE o, A 5 m AR FH BEAES
SENE. SHE RE N 1S 2 M E Sl R RO R R
BRI ZGHEEEBY . Z A ST T % K 1 «B
(nuclear factor-kB, NF-xB). ¥#iG&H 1 FAAZHA ¥
E2 #H2%AF 2 (nuclear factor E2 related factor 2,
Nrf2) SR B S K (s, M2 5 s R
iE 2 IR TR A0 B R AE N B A 2 R 2330, 4%
MERBEM AD /MR I TAE L2 23 [t 1247
P, R RANETLE, HH ERRMEECEE S 95
o SR A N A )Rk, AL ] Re 5 i sR A 42 T
SER AT IRV R, IbAk, TR R E R
9> AD NI AB UTAR, FIHIAH R 98 hE [ Y. 5
HAE LIPS S BHLWT Toll #5244 4( Toll-like receptor
4, TLR4) /BEFE/ 4L S H 2 (myeloid differentiation
protein 2, MD2) EAYIHIERK, ] TLR4 /T
RONEAF TR, FHow i B AR P AL U T 4H Bk
ABra FREBIN IR, H—J5, EKEEKE
R AR AR S A DGR R B ) B E AR A 1Y
FKIE, ig B E 40 mg/kg 7] . 0G5 AD BN R
T S HE RN DIRE, RS TT R IEhRId R L,
R AR ORISR, JF RIS w2 o
P A% BH P 40 M A e B bk B2 AN MR -2 ( B-cell
lymphoma-2, Bcl-2) /Bel-2 fH% X Z&H (Bel-2
associated X protein, Bax) H{EP, {HAHERIIZ,
SRR 90 K LRI A e T 0 o ) B A B v ) AR
MR, e SR iRy P8 T A H A BT U S
PTT THI ILHE SE 5 ARN % AE F AT e FLB0E Nrf2
& T B H U KRBT,

313 FEEx LB MRAREOR, ZAE
PO AR I R E Y, B T 2 M s
MIIREST, K 2R BAA TR e TR . 225
RN NEBIT AD KB ELY). AFERY, K
22 B 3R ] 3 PRSI 22 2 M miR-146a /KT,
FIEAMAR T H SR ERIA, 0] M1 /N AR

B, {2k A MR FIIEFRBS, Rodrigues 55131 3
TEARAL, B RATAEY R EBRIR—E B =
REEA FFH—-FHE A KR (inducible nitric
oxide synthase, iNOS). i/ %-1B (interleukin-
1B, IL-1B) FIE A E-2 (cyclooxygenase-2, COX-
2) WK ZRERATAN 27 ATLABOE Nif2, 23
PErR AN ARAZ AN A M BT Nef2 AT BN AR -1 R
K. 1 BRI LR APP/PST /MR, ig i3
AT 27 WEGE ARG, RERKED p-
IL-1B F1 APP /K~F, Jeifg B ANk 4 A /K~F-. C66
FEZER NG ATAEY, TR KRS EIRE S
4HfiusEE PC12 4l RARAIE Te o2 AR T4
it JEE AB 7RI/ BT BV2 A
RIE N .C66 1] LLFFE APP/H-E & [ 1(presenilin
1, PS1) WFRAJ AD /N RARE RAE PP Z T TS,
MG NHTBE I R . SRR 2 58 RSFAE L,
C66 7E APP/PS1 /s il R Bt FEAILBR A B 12k g
BB HIE] c-Jun FAERIGEES (c-Jun N-terminal
kinase, JNK) 4% K45 HANZ R 1 1),
314 L5 RHE  AFRHRA SR EEEE
oy —, BAPEG. B E R (2EH
HOAR I AP ORI S B EH . BRI, 405K
HHES H S Nif2 454, JF40] Kelch £ ECH AH
KEH 1 (Kelch like ECH associated protein 1,
Keapl) -Nrf2 EEYIHIER, MITTHE5E Nrf2 /131
SIRT3 Hesgifith,  E T R A X i 48 T L RN 2 R A4 1)
TRIEFIEI, JEAh, ZLFORTFIE T LA NLRP3 #
SE/NMA, SR ET:, WS T . A
TR, R RKAFRENS LI AR 15 T A A
LRI SH-SYSY 4iffugkstr:, RERICHE
Jot BRI E AL B 4 (glutathione peroxidase 4,
GPX4) MELEE HEHAE 1 Ris B, RN olhss&
T 2 FRIE N, AN TR BRI, [ A Fe?*
FEATEMEE KPR N RS, s R
I EE Nrf2/GPX4 A5 5 Bl FF U 72, 0]
LIPS T AR, Ak, B RE> CD8T T 4l
TRAFFD /NS TR AN v AL, SR ARAR G JIE RN, A
Meg AD /N REAFIDIRERERG . AR UIRR Kt &
TG A KB,
3.2 ‘s

P2 — 2K I ARAE TR 1 R AR L
e, |T2mEye, RAaPiEl. yix.
T RIEEEYNENE . W TR KR SR
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Yk, YRR A AR 1) By .

3201 JUBREEER IR E 3 PR A v 2R 51
Ty BRI EEEE Ry, T ARAE T 2R
WK RMZE, R . 78 AD ad7 . Il
W B 2] LG IR 2R b S A RN D e REAG, FFaRI0
R R R R o JTIBR B 22 T 3 3 PR AIRAH 2
o TLR4. NF-kB S/ RS -0 (tumor necrosis
factor-a, TNF-o) [FJFRIE, MIIA GRS AL H i
XM RIER N 4k, 1ZR ik RefH 1k CAL
XA TTIF R, FRIEAG 3-F B I 2 IR 1) T2
N7, AR BRI AR IR A S AR A HE
VB Bz 25 1 p0 28 OR AP AP R 38 3506 43 A DR 1 3
UM PUILAHACAPT R P, XS TLR4/
NF-kB/Nrf2 8 & 75 kW) IR R 40
umol/L FEHE LRA FRAXK Bl TE A i 4H L 552 ABao
PG, RS APax BT K B T A5 40
Jirfr TLR4/NF-xB {5 5 I8 H (05  ATFLEM, J1IRR
Fe FE I Keap1/Nrf2 3@ B 75 APy %S HE MUK
o R R 230 v] IE I TR 4IRS Re S A4 . AR 2
TRZAREE 5 WHISZAR. o7 NHIEZY 2 WL AR A AZ 1k A
NMDA 324550 — BRI SZ R s R, ki
WA Ca> KFHel, IR K7 2578 mT b 1 iRk
ik, FRAZLZF AB 7K F, M AD ATEk
125 21 51012 RERRAS T, habh, IR R A asiE it
IR AR B (protein kinase B, Akt) /MFLANY)
HIMAAEZRIE T (mammalian target of rapamycin,
mTOR) {55, | APasss 1521 SH-SYSY 4H
MU RE S T, BEIm AR R /R S,

322 —ZA MM E (dihydromyricetin, DHM )
DHM & —Fh V2 A7 T8 % R 3 4 J8 /A 1)
TEVEHZALEY) . DHM XA KA JRE
ZARAEH OGRS . [FR, 78 AD M HARM R 4T
PRSI A A Y e, A AH 5 R 01, Sun 250
FEH DHM 7] LLEGE ABia: 51 AD KEUIRE
P& 1% Ak 25 FH ¥ (adenosine monophosphate activated
protein kinase, AMPK) /SIRT1 {5 5 i & . DHM 200
mg/kg A 53 PEK ABia: 1551 AD K BRI A
S [L-1By IL-6. TNF-a 7K°F, JF& Bel-2 K°F,
PRI Bax 7K°F, KB DHM ] @i #0985 S B Al
B OMA TR T IS AD KREISE SRS . b,
DHM itid #E15 MD2 &, A 2] TLR4 FEHE
BRI RS, SR T A1) /0N 52 I 40 L ) 288 e I 5 45
i, B HEE AD BN RN D) RER Y,

323 WER HEEREEESDEE LR
FUEY), W —FRRPUANLF], HFREY,
TS 2 A 08 o B LG 5 52T, e 2o 4t o) S8
W AR HE 28 R A R ek A M R TR AE R B A
ST AD SERHZRAT IR, AR, MER
AR ] AD 2T 3R I 4aUsE 1/85 8 — Rl 4D Hh
VAN BT A AR AL, S22 S A 2 45 1540,
£ 120 /N BRABERL R, B3 80 mg/kg T TR
H 2 ZNAT R SRIPTEF 2GSy, FHOERE i LR
R . ARBHEDTFURY], W RAKE MR =
FREREI, I B Vet AR AU S B o A i
LR HE AR T AD /I BRI o B ZoRE A 1
FALRIE RRITERACHS . PR RIE . PRAAE B
FEREEAB,
324 BeRPRER QRIARRNAEERHE, 22—
TS AR RIS 25, A HYIMERE 0
TYEH. 2 TERY, A, LERP S
BROK. JURRRIENPUA. IR, T AP F1E
WEARBEFI 2 BASAE . X AD B VRIT1E B0,
GURIAR N APar B33 K BN R D) R PR A5 2 0L L
RENRIIER, FFREWA BENH] tau AW E
BERRALDT . 25 R BIR, JUBIRZER 90 mg/kg AbFE AT R
e SN TIPS iy I S = R e T
i BRI S 2 2R P p-taus 51 8 S BEER (LS /45 1
AR R A A 4 (phosphorylated calcium/
calmodulin-dependent protein kinase type 4, p-
CAMK4) J CAMKKI fEHEKIL, B SHE
Jeintn. RS R, BeroR R AT Aei i 4
CAMK4 /M3 tau T H L ERERRIL IR, /£ AD
RAFMA RS ERIBY. SABFRE, FURREK 90
mg/kg PRI AD BK BRI 5% 2 a2 /g
P AR 22 oA, JF T U PN B R REEORE S BT
AT 78, CHOP. Caspase-12. Bi{JJ7-
Caspase-9. BY{JJH-Caspase-3 S PERK Fl p-PERK
2R A mRNA ik,
3.3 FREX

RNRERIT 2 AR S =8 (Ce-Ca) HIK
BEABH, REVTDRANTHERNEY, O&F
TR KRRRE. ZMHRAFETR DR AChE
FI BChE 3% 2 $0 1] 75 %
331 JSEANEY  JEANG R EAME EEEE S, B
AHR PLEL. AR HUMR S RF RS
G PREE . JE AN S [F R AN E AN AD A



* 9216 »

F8 B 20255128 $56% B248  Chinese Traditional and Herbal Drugs 2025 December Vol. 56 No. 24

SRR EABIAE 1, HAERNH EE S A
PU 9 BN AH R0, AN AT LB S AMPK/mTOR/
UNC-51 #£3 1 (UNC-51-like kinase 1, ULKI)
AT AW, o3 AD REEL, HIHIETS. AN
10 mg/kg ] FEAC APP/PST /N ITE R RE B 9 B
NN RRAG o LAL, JE AN AT I8 T 1 APP/PS1
INERAT AR 153 B 4H B R A B BT ) Y -Caspase-9 Al
Bax & i Bel-2 SRANGILHMIE T, JEAMEY @ %
fifiz A5 AR p62, IR AH B R EE 311 F1
Beclin-1 FRiAedk FIME, RN, 4 AD fALH,
JE AN AT @ AMPK Al ULK1 FORERRIL, B&
i mTOR [EEERIL, 0% AMPK/mTOR/ULKI i@
PN, HRFFLR, JEANGY AT 570 B AR O B
BTN RS2 AR WA SN IZHiT. R
FI AT SO Nef2-H 840 OB oA 58 6 R BRE PE, %
ik AB ST EA, WG I S B R 18 T %
TR y BRI X 24k, LIEEEA E,
BN R AN B AR RN AR B AR

3.3.2 BRETEAER BRETHRN AL ATELR. TR
R, R RBRGEIEMNRGEE TR, TEAET
FiE. HH. g SRR/ EE . RRATEH R AR
BhuE. RIZIRT . PRk ARy EEH, &
HATHI%] AChE fi& 1, A7 LU i be b, AL
il a] Be A2 I A HLRH B s A 3 ARt N4 28
M), KEARNBTTERA, BT R R G A
IR B IR £ EEAT IO, 1A I PT A 5 BRI/ BR
il 20 2R3 g i B KT (iR RS D Mg
PR B AR B A R0S), RRATHI R 254 50, 100
mg/kg XF AR S AD KRR AL ARG B
HER, IR —E MR LRI BN . HAE L
1) T 5 0 o AR T e e A IR T IR S A Tl -
T A -pS3 LR YE T M S LRI pS3. Bel-24
Bax FEHRIAH K, MIMEEE S HL S T
A R0, 3 Ah, BRAT 25 AT AN X &8
AN B 5 50 R R AR AT AR R R A B OE
FIAHEAEFHIBE WOPE TG, X 0] e 2
TEIH & R HLA 7,

3.3.3 #1EAiiAE (decursin, DEC) DEC &
M E R EY, BRI S8 S EACHT
Gy, HRIESLHNME RGEE BERYE
. DEC 1] {35 04038 7R B B5 = (1) /) BROC A2 B
HAERMLRI AT Be S #0114k AChE & 1A K681,
1E AB 551 PC12 4 fuiifl v, DEC RefZ 40| AB

R, B N2 RI&, AR TEIEL-0), 1
4k, DEC vl 7] Caspase-3 #& 1% 177 Bel-
2/Bax WIME. WSR2 IE TS A K
SN C R, BETAM i AR E 0 £E KR,
Bz o, DEC Bed/ 4 s BRI 5 | A )45 Y
W, oA TR T A MG A e R
PR TTAHET:, BRI AR ORI G T2

3.4 B

MBI i ) oy 1 DA 470 S A AN e %8 e 12
1M 1] 4, BN AD BV AESZ AN 51 62 1) 12 K .
3.41 SR B FHRIER B & B ST IRIUN R
KLY, NS hEERFE . EYinTERR
a2 —. EHFREN, PO B feigimd
Z Mg e AD hRIEMARTER . FHIEE B 18
PR APUEAMAE XS ABasss 5T AD K, K
AR ER . R ZEFEL T INOS A1 COX-2 1)
FRakE LA L Z RIS YR R IE, T ABasas AK
T a] $E X LE R 7Rk . teAh, PHBER B v 3%
NG APasaas IKT5-T R IEBR £ Tk 7% Il AR i 4 4
LB TR T E AT R PSR B v LI
WA AD SO (1 RIS S5 08 AL, 38 0 SR wa i A
W, I AL IR B RE U4,

FHEYEZ B 40 80 mg/kg ¥ 7] & # 243 APP/PSI1
NI ) 5012887y, BARR Iy 1 e AR S 4
Fi H bR GBI B I TA) K A 281 & IR
[FI, PHOER B fig Wi/ bl G XA ol T, 4#
i A L D AR B D A B IR o A Ak A i
(glutathione peroxidase, GSH-Px) &%, FHFHIKA
RS PHBER B W L R4HA% N Nif2 5 HO-1
HHRKIE, T Keapl FEEFRXE, G m
Dhiee Sz A N B T AT e 5 305 Nrf2/HO-1
& F A KI5,

342 [IEER  FIEERR 2 — PR NEY, T2
FEET A BIEL, FERRSE 2y Sk i . B4, 0
R, WY, BRAAHAER. it
R PUEA AN HI RGN 55 25 B s 1, AEDUAE L
S50 R T7 I R 06 KRR R, R 2R
R REEAT M| AP FERIARIREE, JFIEHE ABiao M
AR HITERR, AR HA T R &R, SETT T
By B A RN D R RE AR U780, Su SEBURE FL s, Fi
BRIL AT 4] SIRT2 5 5 T skiif e, F{IK SIRT2 &
kIS APP M EAEH, JHRT & EEEE 10,
AIYEMETEM B AT A EE 1 o (soluble amyloid precursor
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protein o, sAPPa). B ey ATk H)#E
1 (B-site APP-cleaving enzyme, BACE1) sAPPJ
FLUEFRE A o 5 APP /KARAHCHE ATE/R AN AT
IZRIEAKT o SIS SRR, BIELIR BEUEE SAMPS
/BRI AB TR, R /IS BRUAFE 5 #4122 I HT22-APPswe
M) AR KT, BEEINFIGREG, JRORIZ T
PES AR

343 MEHER MREFERL - EERETH
YIkiE & e e &Y, B BE P
Peo WHFRM], BUBEER WA RHELE ABra 5 T
SVPE PR, R T T R AT 42t rh 5 AR R A O Y
WRBLL AR DA, HET AR AR e 52 AP REMESR
P Hrhge ORIV MR AT REDS KR T EARBERH K
B RIS, WA T ME SRR 12,
[l bR AR R RG A 1 AN L IR s
H, MIHE AChE 361k, 38 Ap SRR IHmAE
RYLDIRERRRT o LA, Bl R F RIS BE LR 3K 172,
BERFEDIAT DNA ffifie R r 155 RRIL, 22
i AB P IARLA D) RE E AL AR B . B
R T iR 5 s APP/PS1 B /N R 1A
KDIRE. AT NIRRT, %
SRR AT IR A AR ORI K R TR i 4
AN S5 A0S A A . BURE B PT 4| NF-xB
W, PR IER TR, s s e 4 4
FERIE RN R EFHBY. 72 AD /N R b,
B P2 L R R X S IR A AT A2 ) JE B ) 22 B p 22 R4
PERT, AMXEESRAD> /N UK A AR FITTAR 40 p-tau
e, R R MR 5ICIZRe )y, A 2
T 2 I 240 R AT /I B2 I A R A 3 PR o 442 SE S L )
PRG54,

344 RIEHFR RIEFRRE MZAAE TR
B AT ST R 2 IR S
WEERY], REERAAHR . pTAM. T
PUMHR. PO LM RIS 25 BE . Bbah, 1F
NETTFZR I REAMOFEEE HIF 2 R G500
BT I EAA ROy, IR BAT EE I
IRILHIME . 2930t FER Y], RIEFIRAL AT
A f i B I8ST, i s R X DA 2 A i A A L
fEM. £ AD KRR, WRIAEIRRIL A2 Ik
PER, HALURIRTREDS LAl AR it T AP LL
ARG M I BT BE T RE R 15 59, IR IE AR 400
mg/kg A E3E H K AD /NI 22 RE S, Ak
15 ¥ 1 XM 228 0 R A A% 38 25 3 (R B THAR 5G], 1K

IEE RSN BEWS 0] AD I EAR S AR M p-
tau SEEMAR, IFGEE 3XTg-AD /MR AIL)
BE. [FIIN, RREAFRIC AT 0| S IX RRE R, I
RN INK AE 5l 3 tau REBERRIL,
— BRI AR R 8,
3.5 S

o — K E BRI BN, 26T AD )
WP AOE, WS NESENEEEESr . %2R
WEYEE B PR DR MRS SE 25 B
Mo BV BEATIREE R RAEURRIZhRL
351 WEW ESWE T ERRRAY, 1
FETE S SE TR T . BTFEY, 520
BAPUDRRE . PUR S TOREE R R 55 25 30
PE. ESTRE IS AR SREES), RIKSECORT TR
S, ESIRATHIH] ABasss A PCI2 4HETH TS
S, LA RE S 0E AMPK/SIRT I8 EAH
Ko UbAh, wF S H I I BH TG SRR A 2™ ) 32 Ak
(receptor for advanced glycation end products, RAGE)
IRCAARLE &0 kS5 AR 531 RAGE B L,
MR A 22 B4 e SORE S N B LR R B, 5 5
BRAT ] ABay BARAIFAERE LIEW R, HIEA
B ABa FERMIZHEG RIS g AR ARG T ek
R AP SEREMEE, HEMORY SH-SYSY 4ifiu
G,
3.5.2 /NBERE NBERCUPRITIER, RRMNIEEH
B ZEE A, R RS 1) A ROy . BE
B HUR REY), AR Im R b ARG T A 1
9%« AT TR R /)N BER RE 8 1% 1o 1L fi%i FF
B N\ 5 A O S T X, 56 22 Rt 23R AT PR 00
HAWRITHE 1, JUHAE AD J7HRIMR I, /NBE
R 2 8 L 2@ AR K% AD e ER]: —J5 1,
BRI AP A2 B G G L TG 9 W, 2 AP
FEfRBEISIE, MMkl AB Fo2E AR HEILTE BRIk
B AR UURPTEULOH); 53 —J5 1, /INBERH AT i
LT Akt {5 5 IEEHNE] GSK-3 ik, BE R
p-tau Ko FEFBERERTEFH) AD KRR
H, NBERRA BERE R p-AMPK RiE, I PR A
TRl 2A AL BRI 5 2 KT, AT
IS X tau 1 FEBERRILIS, BhAh, /NEERET
1 miR-132-3p FKIALIFF(K Caspase-3 5 Bax 7K
P &7 Bel-2 KF, FEiEE N miR-142-5p LA
H circHDACY K3k, HEMFEHL ABasas ML,
SRR E P,
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FiAEI0, B BT I BR BB L e . BRYS I
A, N RIE I b b 0 38 T B Vi 45 ol
SRS, 1 AD KT, NI AR
BEIAAT . R FUAR A )1 v I Y N o A A AR
1, BEARsR R/N BHE 5 28 RE R IL-1B 5 TNF-a 7K
S, FEAEHEIN A PR A AE K R F-BL 43, TR
¥E31 AD 1EHO8), £F 3X Tg-AD 5 APP/PS1 #5 5L
AD /MR, ig JI[EEE 10 mg/kg AR 1 MH
J&, 3XTg-AD /NS APP. BACEL }% PS1 {3
KR E T 76 APP/PST /MR L %E5] APP.
BACEI1 1 PS1 FRiE KB SAMHIO, 1|2k vl @it
0] AChE 51 LELEE AD N AThfglsEns, HATAE
Y 8q 5 8r tHHIE SN AChE HAT S0 F 1o,
3.6 Hfh3g

-2 Bk N A B VR ) 2 B R R gy, e ]
PLiE s PTEN 5 S0 1-Parkin 18 2% {2 i2F 4 kL
RS, TS AD KRK2E 2] idZ 68 0o, iz
BRI E M R EEVE S, BRI, FHrTh|
APP ] y- 0B HE R, W ABs AERR, HETMIRE
I/NRIEE DS X ABa K I BGE 22 2102 D Rel 0, A
ZBAF CK BN R A S B MR AR E=4,
ALEEL 2B RIEMAERYER: — 7T HTE APP
INTTAHCEEE LU AR AR SERR T4, 5
AB HARZE G INHIH A s 57— 7 T 0E Nrf2 3@,
iR AB FSIAE IR M TR R R A Th g
FAgUosl, thah, ARNIESHEANEE B HAHRA
B EE MRSy . TR, R AR T
HilME A% 3 S KBS B A 35 5 BRIk R RE
TR, JHRHE AR FEfERERIL, MMiSGEM &I
Dheeshpalod, meRA Als B MIpeiE T B s 7ErF
fif NLRP3 #5E/IME, ARHEE AD /N R EIHPIZE
iE 5 RN R AGU0ST . i il A 3R T LUIE  # ] 5¢
PR —%AbE . TNF-a. COX-2. IL-6 1 IL-15 1]
mRNA ik, J697 /MR 40 A T AL 2 REAE
ADUI61, (3'5.5'S,8'R,9'S,10'R)-kellerin +2& M Fi[ 5 4173
BARIMA R E R, XA B R
YEH .3, INOS 1 TLR4/MD2 H] g & IV Bt
FREE IS A FH ()3 7R 0070,
4 HESRE

AD RZHEHRREEEIHEE, HElMLEE
Jiid, BT RBT AT SRS B R 2 . 4L
25K 22 R FH PR RS S 2L PR B AN R SO

R, hEPiva AD ALHITTSEES T R R

AR AR, bR G 2
BAERIEDT AD {EF . BT AR TUAR. el f
ZRAE. S tau EOFERERRIL. SCELRET)
Re SRR T ERR. Mflsha ot
FARBIE K AEFEZ U T, RGEMERTT AD 1)
BAWBEMNZE, RO RFTNRTT 245 EE T
. PP FRFR AR PES. INOS. COX-2. TNF-a.
—% A IL-1B+ IL-6. SOD. GSH-Px Alid LA
Wil 55 o V0 S IR IR LI 3-8/ Akt/mTORC 1 PERK/
ATF4/CHOP. SIRT1/Nrf2. TLR4/NF-kB/Nrf2. NF-
kB. NLRP3. Nrf2/HO-1 #il AMPK %<5 5l
B o IXLLH K [AAH ELOCIG . Wi fml e, LRI Rl
W2 22 B S BT AD HIRZE ML .

RIRYL AD M/ 1 DRI 2 I R EE A AT T
I 2Pk, &%, A YEERREEK D
A% Gt v B R IR R R AR B RE 7T . AR 5
T, BT AR VLS ) RS )N T
BREITIE R AL SRS, A S AR SR
RH, RIS AT R IR AL T FiE
Bo B ERLITHIE SGIIEMLE S, FHEEESE
FAHT AD RN B B BE VR AT AR BB R R A K,
SRR FEAELE R R BEAR . i BF B2 i 1k
ZEEF I, T . I G4 2
S5 RIS TE R sk R SRS . MhAh, R
TN RIE R A3 A1 s A 5 T 25 IR I ST Bk
Pt AD 9 R E AN R RIR . REVFZ
= R B S R 0 W A 5 W 3 e =) S B 9
FAE AL 5 R IT 240 75 58 2 2 & vt (1 B AL
X RIS N DLSGAIE . [RIRS, 259040 ELAE FHIRANZR 2
P, B RARES AT RESC AL 2 23 AR B A2
ST, DR S — B I RS R e L. 25 b
firid, BRI HAR S N LR RESE LR, N
MRIRF= P PRk K I S AT AD 26 & 442
BETSRRIRS) S, A I I R AL AR - SR
FLAE NAAR N 19 24 3l 22 R AE J s 7E AR ML AT i A<
T RN RGNERT T T DL B
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