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Research progress in clinical treatment of Alzheimer’s disease and
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Abstract: With the acceleration of the aging process of our country's population, the impact of aging-related
diseases - Alzheimer's disease (AD) on society and families has become increasingly prominent. AD is caused by
multiple mechanisms, and the pathogenesis has not been fully elucidated. Most of the clinical treatments are single
therapy, which mainly focuses on improving symptoms and are difficult to reverse the disease process. Therefore,
the development of drugs that can both improve symptoms and reverse the disease process is extremely urgent in
clinical. Increasing number of studies has shown that traditional Chinese medicine plays an important role in the
prevention and treatment of AD. The natural products have many advantages, such as novel structures, multiple
targets and diverse activities, which can be used as an important source of leading compounds for the treatment of
AD. The review summarizes the main clinical treatment methods and the research progress of natural ingredients in
traditional Chinese medicine, and provides a reference for the follow-up clinical treatment of AD combined with
the advantages of traditional Chinese medicine treatment.
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AL SR A T gLk . AD R MK R EEA
FEAN AR TE T VEAL LB 2 A 2R T R R A5 AN
RHBR S REBR 8 25 . B A KB i 25 4k 3 22 DLFR AR AB
A Tau B FIAE A SR, {5 224 i AR 3R 218 7 AD e it
TR 2R T 773 SR TE 24 80 e AR 5T 25 B0 o
AFTEVE 2 B BRI PEAN 7535 b (BB, 8] It 3 DA
BEAT I R AL

R 25 7 IR 9T 1 R T T 13 R R AL 3.
7E 3R B OV X AD AH ICRE IR 2 2K, 1 40 78 (R HX -
WAL E“MIET R, ST b, Gl s 54
TECRIK « REYFHE]: “ON+%, ORMEE, AU,
SMRE, MR, B, BRARE, BRI N, il
AE, MR, MO R UL B RS TR, RN S
M FE R 2 S BOCAZ N AN RE T RIS 5 Thae b hg
SRR FEVERPHER G, DL IR, F8 O ik
B DR PR LA, T PR BEA 78, UM IES,
PR 327 2 20w R 2 ST Ak A Hp AR TR Rl e TR
T, TEFI I TR AIGIT 7 A MR AR 35 o I Ak
St 22 BRI N 572 AR AR 70 Hh 24 A 3 1 s 20 0T BT R 2%
TEEJORE I PR S FH B RE PR R RetE e ASCE TR T
H I R 367 AD AR 70 1 & R PR R AR = iR IT
AD BT, N4 5 AD 25 K iR (5%,
1 BT ADMIGRKRMIRIER
11 INGTFAHYETT  R4E AD KIFEHLE, 69T 4
A N PL R L2 Z B ER A (AChE) i 7)  JE 5%
G N-H 3L -D- R A Z W Z 1 (NMDA) #5 P57« K 4
R R E B B 5 VE W FE BT AR B 2% 1 (BACEL)
7 TR R AT e E R . 3 A
24 5 W B H R (Food and Drug Administration, FDA)
HEuE T ¥R 77 AD B AChE i1 77) 5 B fl s bR L 2 42
WR 55 R ERLYT Ao 22 A &L, i NMDA $5 A R A 355
SR DL EZ59)EE LI MGE AD FOFEIR A 32, I A LAY
B RE . BACEL A& AB 77 AE (1 FR S B, 1141
Xf BACEL B4l 72 — PR A BT S 69T k. BAE
Il PR BIF 75 o A5 355 29 BACEL 311 751) Fé) i R % 36 77 76 A
HUE A BRI A 2 4 ) T AR AL IETE o X dk
BACEL 1 1] 551 15 PR 158 1 2% WU ABA T 3 75 32F — 28 I
Xt ABFI BACEL AE 35 1k F (1 B AR™) . A SOMERIT 55 141
AT T ) 4 22 98 E #1577 GIBH-130 (AD16, R Fis
i ) 75 AD R EY /)N R S AT A 85008/ ABBEHL TR
AR AB TR T B AR 28 8 R 40 B 5 o 0 NI 52 B
T If PR AR 56 45 T S o ADA6 B A BRI (1) 22 4 M R i
S, A A SO IR E B AN 2R SORE T R 1) AD i
2y, W TR IR I8 L O R 4 48 S0 1 R 2R, NV
FEABFEHR SR 2085y T I RS i E T AT ADP,
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]2 (Cucumaria frondosa) 1 #i2 B 1) % iR 3k 2 B vl
XA AB IR EFNAN M E 1, RIS R £ b
AR AB IR, 5546, ZBEREBR 1) R 020

*n . . A
B Jf# burden
L] .
LI o8
*“ﬁ e Tau tangles
o Activated

microglia

J:j‘-’g"L Synaptic barrier

Ursolic acid

Curcumin

ﬂo*[:IID o
OH O OH HN

Aloe-emodin Huperzine-A

Torularhodin

Figure 1 The natural products modulate Alzheimer's disease
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22 WEEZE AGEH RO R, Mg
4L Wr (Dipsacus asper wall) H 43 25 FI| f) = ik 28 2 151k
AWK IE 2 D (Akebia saponin D, ASD) Al il it i 3%
JIEHR e 28 45 1 I 06 1 R 42 1 2 IR A% (NBM) 45245 J5 1)
SD (Sprague-Dawley) K & 1] 2% 2] id 12 88 /1% [F] i)
1% 3 ASD W fie 38 1o 411 ] MAPK 38 % 0% St 0 il 4
M E T, Ak, 8 & B ASD AT A% B St T «B
(nuclear factor-kappa B, NF-xB) i % 4 % >k ik 2> 48 9iE
SN, e G B ABL-42 155 5 1R RN RIS, 2k 2
% # (phenylethanoid glycosides, PHG) J2& Al ik % (Herba
Cistanche) 1 [ 3 20 1 54k & 4, 4k oh S 56 % B0
PHG w] i i Jik 2> %806 B 06T ABL-42 81 H,0, 3 15 )
PC12 2 Jfa /™ AL & AR 37 4F FIPO. Jia 0735 L PHG
7E AD )P b i ge R E AR EH . I\ ABL-42
75 5 1K BB ZB F1 SAMPS /) B H AT WL 58 51 PHG 23
PR T g JE B 95 (PSD-95) [ K IA, FRK T
N % (MDA) & &, i 32 mr 1 M A A 5 1k il
(SOD) A4 e H ki E AL ¥l (GSH-Px) FiE %, & H
PHG X 2 i ] 28 14 ¥ OR 47 1 F W] e 5 P A1 A0 B B8
A%, FEAF (baicalin, BAI) &£ M # %4 (Scutellaria
baicalensis) H 7 25 21 (1) 2 Fi 7 254k &4, ATl NOD
FESZ AR VR 1 245 M) 380 5C B2 1 3 (NLRP3) #E /MA I
T FTBELIT Toll FE 3244 4 (TLR4)/INF-B {5 5 18 4 S 11 i
70N FE T A R A A R TR 2R S — AN
WAk &% T (rutin, quercetin-3-rutinoside) (Kl E. A
Z P TR T2 W AL, FLAN TR 2T 8 0N i 5
S o 7 W A G 52 A 1) R0 AT a3 T0 SRR I A ) 2 b A
A BER AL (OXPHOS) ¥ i ok 14 5if i B AL T
$48 58 /I FRE S5 A4 S AB BRI BREO s 1L 2 B A 0 Tk EF
(cornel iridoid glycoside, CIG) /& 1112£84 (Cornus officinalis)
) — A FEEVERR Y . CIGIE N & K FE S
J& B A 1 (ADAMYL) FI A e M FE AT R B 1 «
(SAPPar) SRARE o v & ¥y B B 14 51 5 APP ZE I T 1
SAMP8 /N R K i = 1 52 44 A FLAE B O LR &
T 2R B 45 A R 2 1 (RIPKL/MLKL) 38 % ok 30 ]
YR FEE R T EHABEZAT (tripterygium glycoside,
TG) 7E AB25-35 15 5 17 AD /IN i B B o m] el 3ok gk /D> fii
H Y % R «B #1 il 7 « (inhibitor nuclear factor
kappa-Ba, 1xBa) 1 p38 1)tk fi& A 41 il {2 %8 PR BRIk
SRR FEA AR
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1535 25 W3R A3 Y. Wit 3 (quercetin) 2 —KEAH
IS IR AL A Y, O R A B B
AL PSS PR R AL R IR S BT RR
UM R 225+ APP/PSL/Tau = 55 4 35 [ B /1% i ¥ SR RE A5
RUNBRIARIT Ja, WAL LUK P W52 213 5 R A 1% X
I8 M A AB TR A 20 T o 4 &% L R B J5R 40 M A /) i
IR 20 T A 2 b, AT R 2K T I T R 5 F
/N BR 2 () 2 2] FIEAZ e ) K R ERIG 415 B e ™. ik
A, VB — 0 RIS 1145 T4t iz 2 s T Ttk
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TH e SR 1 R R, i A 1 S 56 22 UROIE W R 26 nl il
i 22 o A7 0] A 28 2 B S B OR AP R Y, (R L N i TE
Jo BTz AR HL i i B B OE 0 AR I, R AR R R
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(anthocyanins) »& ) 2 AF/E T RIR B R, & —
HHFR IS S0, S EF RN R A R
A R TR UL 3 A B R BB R A A
fif 3 (PIBK/AKt/GSK3) it i, iGN e 1% Rl 7 E2 AH 5%
IRl 7 2/1fI £ 3% i 48U -1 (Nrf2/HO-1) 3 2% Rk s /b S 1k
JSL AN B 14 2238 AT PR AR, AT AR o — Bl A
TNFAR TR 5 4 8 A 5% IR # 42 JR AT P 5 9

2.4 BRZE  ERZS (quinones) (L&Y 2 RARFEY) £kt
R AR P2 2 —, B B B B i
e ORI VE o B 50 R IR B A it (Rheum offifi-
cinale Baill.) ' 4 B 3| ] 7 25 K % % (aloe-emodin,
AE) ] I8 ik #11] AChE FTiA 5 S A6 RS E F o8 AR B
FR S S 0/ B B B, T [ 2R 2 b R S
(HHcy) 42 75 & AD 1) — AN AU R 2 BY, [A] B R I T
Bk B A B K 3 &K (emodin) T 22 i [ Y 2 bk U R
(Hey) i#5 5 SD KR 1 AD FEAEPA, 5 — Rl AT A=)
K # Wy (chrysophanol, CHR) 1 38 i 41 ] 45 1 25 14/4%
W R K M R S 1V (CaM-CaMKIV) {5 5
9% fif Tau £ 0k % R AL SR OR 37 w0 22 40 R 4 32 45
5P, [AEFT &R (5-¥8 3 -2- 1 5E-1,4 Z5 R, plumbagin)
A 38 I OE Nrf2/t S 4k B TG (ARE) 38 i Sk 41 il
BENRVETE & (STZ) %5 A9 AD /N BREDIR 1 5T 401 it 48 26
I Hob 5 A mThae B pEBY. BTE (2,5- —#%&-3-1
— kb HE-1,4- B i, embelin) J& (3 4E 2 B SR (Embelia
ribes Burm) S5 o (1) — A5 M 2, 78 SD KRR A
i $2 7+ BDNF .CREBL FHii A At JE K] (SOD1 #1 CAT) )
MRNA 7K 508 AR B 25 075 3 1 Pt s A ™
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B — IR AR =, BA IR BRI T & M P 0E
PP AR A 2 R REE N SR A
75 (resveratrol, RSV) A1 2% # % (curcumin, CUR).
RSV & —F NEE P i 73 B85 R R AR Z i 2K &4, ]
L Z PR PR B R . SR 7T R
RSV A o 0% Sirtd 8 26 Sk 1 11 AL RIEOR BT 48 I
NI 2 F W PR3 I % ) AD M8 AT MR AR i FEP9,
T BB IEESN, RSV iR 38 B A 5K ABL-42
SERYRIRE S T 0] ApL-42 BR B ESD, BF 5t KBRSV
g Gis g i) 77 NBE IR IT WA Rl = 5 HE R AD B
RN A A JOE T T K AR S, T
W SR I8 sh & A & T 1 77 el ey — R R4 K
i B (1) T B o AE N — PP 2 By 8RR =4, CUR
B ik aE v @ 2 R 2R TT ADPY, Liu S8 58 R B
CUR 1] & i #71 #1] NF-xB 15 53 % S 7% PPARy I8 %
KriE AD AN R FiEAZ B . &R AP IE A
P AN T fish 25 48] Sre 5 P RISy DR 2R, 30T S — T A
gE B OR, 76 AICL 1% 5 11 AD #51 f, CUR I iff 75 fif
28 9% i RV A SR Bk # 8 0 JE T

26 @ELE WRETEZAETHARAATHLEY, K
IR 2 Bk R 780 5 A5 2, AR5 =
I A ) B R R 23 D B A A L L A
i =S AEARRE SR, ik SR A S MIAE IR IT AD I
ANHEW, RS UEWIEEFRE— Pk, R
PR 551 (ursolic acid), & —#f L =m§ Kb 54, R
AP DU EE DU S ER . Hong 250917 FLIART ¢
FR R T AE R e /D 9 48 (reactive oxygen species,
ROS) 7= 4 T 137 PC12 411 il 5 52 AB25-35 15 5 1) 4]
B EEtE . UTAEoR— LU 70 K P RE SRR 2 AChE i)
TP L T R 5 3R B AT T SR A ) AR EETE,
NEE R VAIT AD 1 25 AL AEE — B 4 72, Lu
0N N RE R 2 B (Tripterygium wilfordii) H
I3 B B R RGP E AR H & (triptolide, T10) Al
AT F A HEE N EEEE (tripchlorolide, T4) AT ik
V% R AR B AT R A 4 IR B 1 (NLGND) Rk
T e R A T B R e AD AR . AR 3t T10 Al
TATE AD /) A4 i 20 2R 2 2 kAL (HDAC2)
F &4k CpG 45 & & 11 (MeCP2) /K F, I 4 il ¥ 1 [X
HDAC2 1 MeCP2 5 NLGN1 Ji3 5 1 45 4 A & NLGN1
JA BT I F R, ATTIE I NLGNL Rk .

2.7 YA EVITOR AR R R A A
AHACEY), BA N0 B 61 1, 72 IR AT P
i R P B EAE . A2 (huperzine-A, HupA)
& NI EfE G Zj e /2 £ 42 (Huperzia Serrata) #7555
B (1 F5 21 0 S A VI, 7RI R HRE S AD B 1A

ThRe A H A0S 5 B ok 25 b7 HupA B} T AChE
F 35 1 A, 38 T I8 T APPOIN 1 B 98 b i L A
BUEMFEE A B E IR A s & 7= A R E M, ik
W1 BF 70 I HupA I8 AT AR JE M A 2R 1 485 A R &0
fitf (ABAD) 7K~V H.ift — [ (K AB FT ABAD & & 7K
ST AT 22 fif APPIPSL /N R 1 2 R AR T BE B AS U2 @it
ik — A B Hup A VR (1) 48 T WL 8 4 3 B 1 I
PRIRRS . Ao 8 AL VDB 2= At U 55— 5 AChE 7]
T 3% PR T S A 7, 7F 2001 4 4 55 [ FDA ki A
TiRyT R AD M rp 2 T R rh g S B N BE
fis (berberine, BBR) j& — i 5 ME MRS A= Wil 3 A R AT
T 72 2 W JHL AT 3 3o 1 5 AKUGSK 3 3 % 5k ) /) Tau &
1 B W R Ak, I T 45 PI3K/beclin-1/Bcl-2 i 4%,
3 I 8 1 WA Tau 2R S T
2.8 Hfth BT BRI 0URE WAL, KRR
VI ZE 54 £ B N A AR R R, EREA R
(torularhodin) 42 M 8t % &} (Sporidiobolus pararoseus
ID-2) 73 & B E 14 A4S FLHE RV I R AR =4, FvT i
1oL I 5 Nrf2/NF-xB 38 % oK £ % i D-gal/AIC, 75 3 1)
AN BORT o 8 8 RE B LA N T e B A US4 AR
(safranal) J2& L4 (Saffron) f) 3= B Ry, 7] B & 2R
i AB25-35 1 H,0, 75 3 1) PC12 4 il 4 T F1 48 4k B
B, LR T4 RAE AD SRR LA N A5 B — B IR
VI, "B I e A S A e .  JE Rk i A
PR 20 IR D % AR R e R e B T SR AR AP M TG, A
Ik 2% 2 > B AZ B8 ) R 07,
3 REEERE

AD S & B B L R, 2 DL KN T RE
N EONRFIE M XS RGBT . BEE T E Y
F AN 2 0 A RE AT ], AD £ 35 L 7E AN I 1
Z, S MFEERRERMEITE5fiii. AD &
RIS B RFRAAE, I K B 2 Rl EEALE, 4o
AB FHUL BB Tau 25 (13 B B IR AL 5 B0 48 2 4
gl A H AT TS T A ARG /N R 5T A i 3 AR
PR J0E I B T B G TR R B . H AT IR R
FVRIT ADATER K VA T TR, TG i 0 R g AR
i it AChE 1] 751) Al 5 AR F1 0 =2 4tk 5 Sz NMDA #5 51t
2 A WILE G R _E AT G B A RN A2 D e I F 3 =
H % A3 RE 71, AR LR A & e A A E T2 i
AR T 0 HT 2 H 85 4 84 A aducanumab I8 A7 7E &
V24, 1R IR BRI e A fe it — P % . AD
(0 R HL 22 FF FLIE R 2 2%, SRR SR 2 R IT J7 VA ]
REAFIE—E MR IRIE . RAAF=WEA G0 2 A0 5
M FEACANTE M 2 FEAG I RE 5, W AR /N o T 25 Pt
FEH IS FAL A YRR . 51 U0 CUR B 3@ i 40 1 AB.
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PO R PUEALIE B A0 AChE 25 2 Fhig 42 5k 697 AD.
REPZREFE, 46 P EAGIRMIRE AR K
A RURTT AD I RAR A B R R MBS . T4
S K 6 22 PRITE 9 2 R I HP 24 HR ) U 7E AD 2
Wl R BT RFE 70 o AT R AT T A, DRI, R R B
RAZAR AL G2 rp 24 v i 8t B A VR IT AD W IR 88
PP EERE .

RN TR ARG LT 1 S =, 2R T
AD FRFEH T E RS 245 3 P o TR 1R TT
AD |52 3 Ak 2 BHE N 515G IF38 8T i AD BT 5
MR T RARIE T K& RN WR T AD [1E H
BUHI, S~ R AR =W ¥R TT AD HR AR 35 (1)

AR B AT R BRI BRI JIME
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