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Research Progress on the Mechanism of Action of Medicinal and
Edible Homologous Substances in the Prevention and Treatment
of Alzheimer's Disease

KANG Yao', TANG Yuan', ZHANG Dongxing’, WANG Lei*, WANG Xin’, SU Zimeng®, YU Hongjian>"

(1.College of Traditional Chinese Pharmacy, Tianjin University of Traditional Chinese Medicine, Tianjin 301617, China;
2.Tianjin Ubasio Biotechnology Group Co., Ltd., Tianjin 300457, China)

Abstract: Alzheimer's disease (AD) is a progressive neurodegenerative disease with insidious onset, commonly seen in the
elderly and with increasing incidence, for which there is still no effective treatment. Medicinal and edible homologous
substances refer to substances that are both food and traditional Chinese medicine, and have received widespread attention
due to their safety and good therapeutic and health effects. This paper describes the pathogenesis of AD, and summarizes
the anti-AD mechanism of medicinal and edible homologous substances from the aspects of slowing down the deposition of
f-amyloid, inhibiting the over-phosphorylation of Tau protein, improving the cholinergic system, antioxidant, anti-
inflammatory, and protection of neurons and synapses, so as to provide references for the development and application of
medicinal and edible homologous substances products.
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W3, A 2GRl IR A TR SR U R LR BT -~ 19 -

2019 AFREHIE o, 2 5000 7 AR HIR
SE, 4 AT AT B T FIR YTt £ 2050 42T R
WA 1.52 42, 1 AD J2& 65 % DL 8 N FRBHIRAE 1 i
HOULERM, i EVE S EAE AN D 2 EZE, BRETY
AL 1507 7, Hoh 65 2 K UL B84 AR &
N 5%~T%, BiE TR IE N H Z 810 R2 BRI, 75
i1 2030 4EHIR AECRHA R 2220 J7,

AD JE—FRRERENGAN B 2 &R 229
Z R R, HAARE M PRS2 AU s B-TE R AR
5 H (amyloid B-protein, AB) I A E - BEFILH
RPN Tau 85 13 B B IR AL T S0 o &8 IR £ A g 2%
(Neurofibrillary tangles, NFTs) ™), £ S i A 5 [X 18§
2 B P& BT | S8 Al 405 P 40T R SRR
NEE BAk HanAa Z2F AD K IRPLHEMR B
{H AD Wy RIRHLHIIIAS B

VBT AD HOZ24540) 3280 LTk B R Pt ) 570
N-FH BE-D- KT A ZaU R SZ A i) 77) 45 A e 2454, 5L
SERKMARAFSIEAA R . Eid RWJLTH4EE, “—
25— IRYT RS — . 5 s AD 25k 0 25
HbASE, AH X —Fh I AL 0 43T #EA TR YT A
IR B TEA TR ITRCR, Btk eaE R EHEH F 2P
HPFIE ) “ ZDhRe1b &9 6 B T8YT AD 625
R, — s 2l N HCA B A R I R T
AD MAETEE, FTES 2 5 . 28 2
FWEHBE AD, 3K BRI 25 R R Ir T . 258
VR4 BT R R 5 )OZ P2 I, A —2
VA T4 AR A 25 5 s B EVWE I 22 4= JoRER H 24,
MR AT & BE ARG AD HASW IR HBERIE
FRA 25 EA1GRMIER R, BHT, & &MEFP
24 B [ 53 v AT 308 43R i Z2 B O ket
AD 5 BRARRAE FIIA ISR, An28 s vp iy 22 3 101,
NSNS ZHEM NS BTN & Eith, A3
il R AD 1 & PLHI DL 25 & [RIRY) I HT AD
FIYERBLE, Rt 2 B A WG AD iUIHEE
mn PR AR
1 AD BEZEHFHRAH
L1 pEMtEEBRRR

AB S i UE A5 FE AT 14 B8 4 (amyloid precursor
protein, APP) £ LEMFEISARA it A 1, BIFE B-43- b
(B-site APP cleavage enzyme, BACE) Fll y-43-704 liff 4
SOKAER T AEARKEMZER, FZLER
40 N IFEIRIY AP 4o FT 42 D IFEIRIY AB,_4r PAFP
JEAFE . FEIEHE AR T, YUEE T AB B
Fiff . A0 MR MU B Bee i ia SR I BRI LI A IKY
7R S R R AT, IE R KT AB KBS —
RE BT ETIIRERIAE NS . (BZERHIIRST, i
Z 1 AB IKAHE K BH A LIRS R, Wl2s B & REETE AL
HA B2 850 nTEE PE AB S5 I A& (AB-oligomer,
ABO), ZEBRARI— L RG ANTIHE M AB £F4E, VIR
TENN 2H 2 R AL i GE A AR B . B BT AP 3R W] ABO

b B e B R B B HL 5 R e ™ 1 AR R 19 AH S P
m L AN A ABO T EH R L A Al Az A4 AR T
P, 4HHEN ABO NILE-G AL gs, S E bR BRI, 75
KRG onIE TN, Hivh AR, B R AR KT,
G RAEARYT S T MESE IR AR, P A BRI pf &2
Bk, WATWETERI A, M REA I TERE S
DURHRIERD, ABO B P RESS S | R —RINE ZA
R, than Tau i BEBERR AL . S AL D8 . th 28 5¢
AE . SEARTOREREAS . AUAEIA 4%, 78 AD M9 & IRHLHI
AL E B OCEZERHRPY, BEL ABO ML, i
o A BARSRAESIFRA #EM ABO NIUHZE AD
it
1.2 Tau BRI EMELERDR

Tau & — M TR E M fh o iz fm A is =
Fe a2 DIREE AP, ZEr X RGeph T iz
Tife. WS AN B R G R 2 RSy, Tau &
M S5 10E B 45 SR UE RS T B, I 4ERFRGE IR
FEVE. Tau BYDIEE = EEAG T MR (LK, i Hsk
BR Ak 7K S-32 25, 1 TR P IR il 1 P R4S . e B
FAF T, Tau T BRI, SEOLARHAE RS,
{EAR A AT E PR, I B OSUIZ E 4 22 2544,
MG TN — S FERIE M NFTs. NFTs [FA-AER
TS B i 2 o S BU SR AR s s . ZOBLARRN A4 i
ZRTRERRERT . PINLESENE | EALR BN ISl B E— R
G RN o Tau B FABEPERIGIE RN IR 25 535
K R ZEZET-00, bAh, Tau 2 AR RLES /M
S E AT S oC 2 [BIAH B AR, 3 2 e onitm
JnE ADR, g ane] f il B AR b Tau 85 2R AL AL
NFTs sk #Ea5R b Tau &5 (P-Tau) 22401 P9 B
1.3 ABREEEMRRI

ZEENEHF (Acetylcholine, ACh) &= 524> Fllic
TSR 2838 0T, | V240 AT T )=, 2 N4
NI . AERRZEOCAH RIS PN, IEBRAN £ BEAH i A FEIH
W% 2  (Choline acetyltransferase, ChAT) A1
AEF TG 1L ACh, ACh il 33 38 10 2 B 5% s 15
1 (Vesicular acetylcholine transporter, VAChT) i+
TEGEMMEEHI T . TEFREIC4ETHT, ACh S e iy
RERL S kBB, VEFH T o5 2 M Rm sz 4%, #f—
LA PIPAUE AL T FAAE T MMM ACh B
ZBENEHE SRR (Acetylcholine esterase, AChE ) 7K i il
PR FE AR B, AE A 38 53 w8y 32 AT T IH A% i 85
1 (High-affinity choline transporters, CHT 1) # 55#F%
BB ZE kBT ARG BEFI LT, AChE gt Ik 2,
PHEARGE KA I 2 PA5T

16 AD Kb, JHHk R R g0 &A= WU, AB
IR ACh PYE AN 5 IEBR REF AL AH DS 5%
TP, ACh & i W i BRAIG, 15 S8 32 2m ], R
NEFREE PN CE RV . ChAT F1 VAChT & PERE
i AChE V&METFE | SZIARThRE S & . NHORSE firk P45
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Wheee &, MiHBRREFEWS 1IN AB 1A= F
ML BFETE, AB I — 25 88 0 IR B 8 R 7, P T 3
Tau & H BEERAL, 7~ AR IR, H, IHER
BRI Dok — B2 AD JRYT SRS FIZ5 ) 1 K if) 3k
fitl, AChE W #ilF (anfibsapk . Z2Z80RSF . F]FL A AN
== At BH) Al RIS UE R T HAE AD VEYT A
AP RN AT PO, H 330 Ll 24 AR e PR AR ) T AR
FH RVE, IFANGRIZIETE AD Fl &g B2E 1)
FHERY,
14 FILRIA

S8 Ak N PR U P 4 (reactive oxygen species,
ROS) FliE M2 (reactive nitrogen species, RNS) ;=2
L5 Rz ) e i o AR A PR N . ROS FEZHAEAS
AR EETAEM, R ARRIRES T, ROS i#h
AERFTEARHC B /K, {Hid 52 19 ROS Fl RNS 2534
H B A 0SSO, IR A, HX AR R

BIF1 DNA 3 B8 i, ik gUAadd T2, midke

LA B ] RE T B ORI GRS, S A
BENG R E AW SN 1 73 & A 1 A N 7 = T
TLAE, HF—FBOE £ [ i 20 A S AL TAE R
FIINRIBY . I THREAER = . & & 2 A b ig
Jot Bk = B AR B AL, M2 2 52 B S A D 38 ) 35
=B g B & AL P ¥ P % (Malondialdehyde,
MDA) g5 | A= Y AR PEEIRTE, fx 2 S B4 iU st
T-. =5 AD JERN AB. Tau &E HEREFRIT
S HE WA T A AL N OT 71 R LOBLAA T R kR
G [RIETERFSE IR, S AL s M s iR
B B T2 2R - AR AR AR, S it — 204
HE Ap DU Tau 35 IS EERERILAE AD AHSSR B A
Ji&, BrEAeFINgeIR St AD 51 A9 BRAS AL FIIA
R
15 AR

LIRS AD KW FBFREZ — /N
AN A T B T Al S AD SEREALHI HP B4 S e 4 iy
A /NS T 2 I SR A AR I S R A AR A L 4
JEBA, B I R A0 iR 4 R GE T iR S RS A
M, —H UM FEVET M aoc kA . EBEESE il VERRIETS
HREANERIT S, FETPI S R Gk B ARt
BAERAEFHSY, /INBE B AR 4 s RS T LI AL
SR PR R, P A BRI S R B (ML ) F
HAGRPMADIRebiRFRAI (M2 1Y) . M1 KA
FEAEAR R AT, A AE MR IAIER F-a(Tumor necrosis
factor-a, TNF-a) . 1412 -18(Interleukin-15, IL-18) .
FI4ififr 2 6(Interleukin-6, IL-6) . —4%(fL 4 (Nitric
Oxide, NO) &5, ITF11A HWMERE J198055; M2 TR =4
PR F, 40 IL-4. IL-10, IL-13 45, HAFMEAE T4
5B,

WFoT 20, M2 JRE H BL7E AD By E: = 1T B
SR PR AT B, TR0 4l B AE 1 AD R IR 1R
FHo AB S5 R R 00 /)N e JoT 2 A R B T2 g JoT 2

B, IEAL I NE BT AL AB TR I A E VS
BREATT . (HREE BRI R R L. S ARGW w=E, P
RAMB AR PIFP B LI L1512 2B 2R Ak, H B B 3
BEPEAR A FRA S, Fr Ly AR 4 A, BTl L
AR S B Jz i T B A FE R S A 5 R AE
AD /B AL $ 28 RAE I R A2 56T Tau JgHL~E,
T/ INE BT MIIE AL AN 22 RAEAA AT Tau 2 AL
ZIGHALRERT . [RIEE, AR 58 B il /N i BT 4 At o
WE AB IFHNTL p- o ibBEFE M, L Ap SRAEFIHH
ZERAEPY, INEE AD S EER I TR AR .
1.6 SRERTHEEFERS AR T

1 AD T, KN 2 )2 MR E FIRRLb i 22 R XKl R
A SE RN 25 TTI 25, 13X S ESZ SN Xl ™
HEFEAM, RAEM S T BT R B EE AT,
SN E BACERAZERNEE ) . Sl YR YR R
ZEILZ [H) 5 il 1% F22 U BCEL . G RISRBE, JR2E 3T N
2 2EA, 322 I REHG 9 (Long-term potentia-
tion, LTP) FIH A il (Long-term depression, LTD)
ZH AP, BFgR R, R TE AB SE IR R REE i 41
LTP JfH58 LTD R4t & o i n] WM 58 fih Dy
PRI 1 AD DA BRIy B2 R, DR S0 st
IO TR ESEHEE N S S A I RE . P oTatTe
i) 2R B oo i i g T 00, o Bel-2 g%
1 Caspase FKJG S 54U IE TR EZILH
Bel-2 2 H K JEAFE DR T- 8 11 Bel-2 AR IR T8
M Bax, Bax/Bel-2 Y FLAE T DA E PR ST AR 5 1
FPRZEMT, AD PR ZE A st T &3 m B R 85 A
BEARASA R T— & AR 198, R BR FITifg-3 (caspase-3 ) J&
AR T AR T B EE LR VI, = S AT
AOPAAT o PRIt P o 2 5 S D BR B A . FhBTpl &
JCAMIIA TR AR SR AD.
2 AREIFEIFRIT AD AT

2y e R IE Y o2 B 5 AR E & A n KRR 2 B
MR EL A B ) Y 109 Fhh 2y, 283 DA A
e 5 AD AP 2 ARG . NS KRR, B
B JURP 25 & [RIR ) BT KA B85y, BE AN [A]
AR REEARRIG AD. ARYE AD 1 ERHLHI A
FhZjBiivE AD RS LT LS,
2.1 ET pEMEERRIENIN AD AREIRYIRER
IR

2B [FIEY) L hgiE L 5R APP I Tl 2 a-
Gy U B IEAE A p-43 WA IR ARV /D AB 177 A
M Ap RALAE UG BEMY AP SERMIG BRFimE
Biiie AD(R 1), PR T 10 EZIE N2
—, A AL - 4385 L WA i 228, 435
% i LBP1A1-1"1 1 LBP-35%% {4 4| 512 56 5% W],
LBP1A1-1 AT REZE AB RAENYINHIFI, BELLFRI M
P =AME AB, 4 BT AR, F vl el R4
1) AP, 5 LBP-3 iEis S N2a/APP695 4 fitd h
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F1 BT pIEmtEE A RULET AD 25 &R IR B S AE BT
Table 1 Anti-AD medicinal and edible homologous substances based on the Af hypothesis and their mechanism of action
2 IF YT TR YEFABLI 230k
kT LBPIAI-1 THIAS, B HE RIS [49]
LBP-3 WENRANIL T A, oo/ AB o I LIE [50]
L LR FEIRAS, o MIAB /K F [8]
A& NS ARgl %I APPFIBACERIZIE, INIMFEIRAR, & fiF, MIHITEMFEBELR AIE A [10]
HE FHREER ELERVSE S [53]
KIFR RIKFE FEARBACE KT, I AB, o ML L, IFREMREIR ABORLF LR BT [54]
W LN T NE23E B AR N AR, 4o FIAP, o1 5 [55]
e BRI BE ISR APPIN T Bt rha- 43 WA MRA AR, AT ABRITE 1L [56]
EJEEZ ) FAAIGHE 55 X APPFIAS, ,, & [57]
B FASRAGH MHBACE1 Y BIIE, DI ABRY > EFIBLR [58]
BEIEHE RS B AR T ABSERALFIFEIE A SRR AN ABTLRURI A AT I 7 14 [59]
- PHLT AL 3 I 0 M R R A BT B . L JRINEPY 234 FIE R A poETE BRIEAR K ML HEA BRI, FEIRABKT  [60]
PHLLAERR WD AB) 1 FIAB) 41530 [61]
R KA R IDEZRK, FARABK T [62]
e BRIGI-4 WL APP Thr66gﬂ%§$§|—i§1§§¥%¥({%\ Ef?ﬁzﬁ%ﬁ& Elﬁﬁgsﬁiﬂi il $ = IDEK T, [52]
s oxyphylla A FIRAD/IN A PPHIABI ik K- [63]
B W% it FHAD/N RUKZHEABACEL 13RIk, H/CAB,, TH 2 [64]

AB ol APy ag 7K T 51 U E AR S A R AIG, 38 Ak 0 Y

AP T AP WA AD. BACEL 1EN B 47
MBS ) SRS, SR APP JEMMERE KBS I BR
S, K BACE1 2451 AD 259057 10 T 24y 7 4R
Mo ANSWABUNST NS Rel 7] LI APP
I BACE W3R ik, Ml B-43 Wb Bl i 45, DA B IR

APP/PS1 /NI S AN JZ Y AB, L, 5, 3
HIVEMFEREH IR B B R AB I 2E
BRALE = —, Ap [N 25 2 AimE KRS (Neprilysin,
NEP) F1 i 5 22 [ f# i (Insulin Degrading Enzyme,
IDE) . AB & APP Y& 1 BT 43 f# 7~ ¥, Tii APP
Thr668 13 5 B R L 12 Ap B =420, MAE
WECH R A GI-4 & & P40 46T, GI-4 g il
APP Thr668 v &5 I B2 1k 1 BACEL 1% 32 3 1M I
> AL BT A, I REIE T PR B AB [ IDE mY7KSF-
PEE AB BRESEE, MR APP/PST /NN AB, 4
S0P

2.2 &T Tau EARKIRA AD AREIFEIREER
ML

25 [F PR B AVE Sy Tau &5 P B IR A6 40 ) 700 A1
Tau K 4 R F kISP AD(FR 2) . F% Tau
B P BRI A S Tau JieER=A 1Y G0, LR
I 25 Tau BERR AL, H oo 54 nl il B4t 38
( Glycogen synthase kinase 38, GSK-383) J& AD H*
Tau K P sk B W 2 Ak i) SRS =2 —, oI Tau 2K
F1 20 24~ AD AHIEA7 st BEB R 1), 5350 NFTs
FYTE K, Tau 25 8% 2 b 12 5 5 HUE ALK S 1EAH
St Wi AR R LIRS -3 J B (Phosphatidyl inositol 3-
kinase, PI3K) /25 [ # li# B( Protein kinase B, PKB/
AKO (5530 B R — S S ML BT IR T2 . AR AN AL AR 1)
B A, IR TR REIRES . GSK-38 Y
W PER] 22 PI3K/AKT (5530 BT, TH1LAY Akt it
Wi b GSK-3p8, M G HESE & Tau & Hd 5
WAL . ARZ 25 %Ol sy ReiE i A48 PI3K/AKT/

F22 BT Tau (BRULHHT AD 25 &[RRI AR FIBL ]
Table2 Anti-AD medicinal and edible homologous substances based on Tau's hypothesis and their mechanism of action
2RI T TRy FEFIBLE SR
L E3:¥ S T e RIS PEGSK3A(Tyr216) /KT, B#AKSer396, Ser202/Thr2054 15 (X BR b TausK F- (8]
RE =G W3 b i/ 1 B 2 2 NF Ts OB [70]
AZ NS ATRbI T TauR i BRI KT, I8 M AR ERK 1205 MR O NF Ts I B [
K K A Tau FIP-Tauft 7K 3 [71]
eSS L2 B A ik WS PI3K/AK THIPP2 A 53 B0 il GSK-347% M, MM i Tausk (i BE W IR 1k [67]
HE FHER 0 Tau 10 EERERR 1L [72]
W BT JATEPISK/AKT/GSK-34, il Tausk (i Bl 1L [68]
PULLAE [iEawiats 55 TaudE 410 P 5 M 455, M Tauk 2R 4R [69]
R JKAEY) R AT e AR AL 1) Tau s 1A 7KT- [62]
HE-F RBGI-4 i1Ser396., Thr231#1Ser202/Thr20547 45 iy Taudk (B AR 1L [52]
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GSK-34 15 Sl 4] Tau & A wme b, thZEeaER
s Tk i T B 3 2o TS AD KR BRUIR N PI3BK/AKT Hl
PP2A 1% Sl B3N] GSK-38 16, M TP Tau &5
P s BE Wi P A7) B S A SO 43 i e R T
Vi PIBK/AKT/GSK-34 15 5l i, #l#] Tau & HIT
BERRAEI® . 5 Tau & FIBEIRILIN I FIASR], PHLI4E
FrREMH] Tau 28 1R, RIMALG R, PHLIIETTRE
{fiEZH N Tau FEF IN/4R SHAALEERINS N BA
R RIRRE TR, NN Tau 28 (1284, HWLHI T &8
AR AR e L R S S FA WS A RO e IS}
Tau 2 M T HZ5HES 6, MEIRAF AT sl iz Ffipic
SIS EEE Sy i
23 ETEBEEERITZHIN AD AREIRMIREIER
Hl

2RI TG AD 22801 FR&fIK AChE
R, LIRS AD Gt ACh K(56 3), I Z8E
REFE T AD KFUMIEAH ACh 1 ChAT AYE 1, FEAIK
1fi7E AChE 3G P, B IHRRAE RSP, BNl
AN B AR R AR A 85 = —, 34 e
LA AChE WGP, 58 AB,_y, 511 B2 5t AR
BEDIRERENFDY . ChAT WM ISt A 2 AN

BE
RERP & ToiFRAE, T ChAT F1 VACKT ixX P FhE 4t

AL T ALK Py B L5k, Fr DLIE B fe 2L D] A
“ChAT/VAChT” n] LIAE AD iR77 77 ik i HEE
Pro ANZHE Re fll Rd GEREIS S Neuro-2a 4iiffd o
ChAT/VACKT JEH (193R15, fEdE ACh B 1, PR
MR HpEEE RS,
2.4 ETEHUNEHIR AD HRREIREMIRZAERILE
i[RI o B A SR R B E AT M, AT LA
T 25 AT A AT I KT, TR AD SR A 4
1eifn (GR 4) . FEAZE AD KN+, B IFF B2 FH¢
Bl 2(nuclear factor erythroid 2 related factor 2, Nrf2)
FIPLEAEAL AT AT, Ut ROS S3%) i i #t
PR . AR AITE . Nrf2 S 4ERE AR P SIS IR
AT — AP EE AR AL ST Kelch £ ECH AHC
5 1 1(Kelch-1like ECH- associated protein 1, keapl)
S Nrf2 EZRGIEEE A, nl 5 Nref2 76 40 i )5 45
A, Al Nrf2 Joik i A0 AR K35 A S im e . TR
LR IR, Nrf2 M Keapl Hfi 5 ELER SR 4% 37 3 241 it
%, B EPUEACR N T, Ja St AR AR G
PR RIEL 55, T AP E AU ERT . BEig
Wi Nrf2 Al e —FP i AD VR r kst 2y
AR S BEE PO Nref2 38 B0 S LN B, S H
HFE R HEEER 2 —, 5 H AR GRS Nrf2

#3  ETINLRE UYL AD 256 R IR T B AR L]

Table 3 Anti-AD medicinal and edible homologous substances based on the cholinergic hypothesis and their mechanisms of action

Rl B e e %o YEHIBLE E =B UN
A& NS 175 ChAT/ VACKTH: K iRk fEHE ACKIY & AL, PRI Th B Ak 3R 5¢ [12]
E1E EIEEZ T ML AChFIChAT 5 &, P 1ML AChETR 1 [57]

PUNHE AR AL R A T ACHENR L, 3% K BRNE R AE D) e R [59]
[ipe FEHR) _EIHChATHYERIE, PR AChIR L [73]
Ek L PR V1T AChE . ChATI PR 5it IEL R RE A 2221 [74]
Eitiii EZ $EEHAChE [75]
Lz DM-1 B PRI K, S AR S 0, DTS 5 e AR LB RE R 22 T B, SR HEACRIN G L [76)
HZE KLY KU 213K i ACh/K -5 FAChE T 1 8 35 1% [77]

R4 IETEANIAITT AD 25 R B R AE FIBLG]

Table 4 Oxidative stress-based anti-AD medicinal and edible homologous substances and their mechanism of action

HEmEYR RS VERILI E= BTN
£S5 35S AR AT fi RN D FPROSHG T4 B B AR I3 3k [9]
s B BRI | H‘FHEH‘UEﬁﬁ%;‘jﬁ%%ﬁéﬁa%ﬁféaﬁﬁgg(?%grgeroxide dismutase, SOD) . [81]
A& AZ R Rgl R AN ADPH S (L RFAH DG TR 11 19 2R 3K, J8ZPROSIAE I [10]
HE SEHER TG N 238 2% A TRTIH A BOIFS S 1) S AL N I8 [80]
Kk PNIIS i 7 SODFIGPx 1 4, I S (LTI ST [54]
s HEEHHIV HEHLAB, L ITEOR RIS 4141S0D . GPxMICATHYG 1k T [82]
n EGEZ 1o O N2 B R HENT 2 1 ARG RS , 3 MSODAIGPx & 1, I /MDA 2 [55]
g BEAZ A G FEAR A MDA |, ROSIH7KF- FI4 55 Mn-SOD Y i 14 [56]

EYEEZ i 2 RSODIF T, FEIEMDAZK - [57]

R HRE R R B 2 i T 24U GPxFISODZK T, B IEMDAZK -, H 5 M [83]
ey oxyphylla A T Akt-GSK3AHINI2-Keap1-HO- 1i& A2 R HEHTEALAE A, L IANrf2 K HHIEL P ATHO- TRINQO 1/ 3R 34 [63]
HHEER W AR 5 A1 IR B 22 FP MDD AZK -, B GPxAISOD 7 1 [64]

A2 6-% 1 _E A B 1k SODRIGPx Y ik ki, FIAMDAR ik &t [84]
W U2 B EFEITMDARIROS & i, SOD{E 1 . & T & [85]
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Table 5 Neuroinflammation-based anti-AD medicinal and edible homologous substances and mechanism of action

i REYT ISR FERIBLHI 2 Uik
ZEit R VRl X ST I 20 A [9]
RZ RZ =0k T T PI3K/AK T/mTORGE [ T JA1& 5 FiGFAP., iNOSHIIL-6/3ik [90]

- 0 2 DRV X/ I 240 LR T 58 240 L P B0t LA B R DG )R R Al A X I - L AT TNF -
AZ - ABRA e Sk i i e £ 4 25 o [14]
e FARHMGB I B3R (/K -, BE TN F-xB I TLRA MY S AE {5 538 ¢ A0, Dl M2 R e R FIL-15, o1

e TNF-afIL-6 877 4= 1]
SFHER R 3o PR N 2553 S A T 90 I NF-re B3 8%, 41742 42 R (IL-6., IL-18. TNF-a) (174 [80]

PN/ Kk I AB, 4o 2 MRS AN P T FINOI B, B T e B 40 ) 16 $4 FNIL-2 . IL-6HIIL- 120435 /K- [54,92]
WK HRHATIV W ARG ¥ T 4 41 TL- 1 BRI TNF-af ) 7K 5F- [82]
PRI 2% KT Vo /M 2 A AM LR AL B2, 5308 220 704 TLRA4/NF B 4 S 3 6 0l 4 46 R A [93]

o e DATNF-kBA-EAOANARAE S, W RS T a3 P A A2 R A A (UNTNF-ac, IL-18. IL-6F1IL-8) (7K,

WLl PR = I BT A FIL 0BT (61)
R B KA i P 2 ﬁﬁéﬁﬂ%iﬁiyﬁos\ IL-6F1TNF-o [83]
H I /DN 5 200 M BT | R A A I 5 (TNF-ar, IL-18) (43I AL HE BT 98 i A 7 (IL-4 . IL-10) ARSI
®F  mmG . S PTI ARCE BRI, EIGINOS HIFR 5 (L) 221 " [52)
A% 6-F 1 BRI S 4 2L I SR A P FINOSS . IL-6FITNF-auf 223k 1k [84]

FHI TNF-oFIIL-6 14 3234 [85]




- 24 - £ Tl B4

2024 4 6 A

F 6 T IR MMIIRERERHFAN ML T BT AD 25 & [R5 S AR FHAL]

Table 6 Anti-AD medicinal and edible homologous substances based on synaptic dysfunction and cell apoptosis and their mechanism

of action
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