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Abstract: Abnormal deposit of B-amyloid (A) is closely related with the genesis and development of Alzheimer’s disease (AD).
Based on A for target, looking for potential therapeutic agents in the treatment of AD is a hotspot of current research. Chinese materia
medica (CMM) has small toxic side effect, with multi-target, multi-channel, and multi-link effect of functions and characteristics.
According to vast information from literatures in the last decade, the composition of CMM can reduce AP production, promote Af
clearance, and antagonize its toxicity, thus easing the development of AD. This article summarizes and reviews the research progress on
AP targeting CMM, in hopes of providing a reference for further study in the future prevention of AD.
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ETE IR AR, 1 AD R AE SRR B — A%
SRR AR LRI R B RAL DTN, iR A E S
Ji 22 0N, B R BRI SN, IR & 3T AD
oAb P s, fE AD B, AP REE T
Z R 7 G e 2 A, S E0dIZ D RE RS
WHNRE S TP, FI, A A E S AR A
5, BT LA S E A R DL RIE ) i Ak
PR R E I, ke Y, bk, AP figiE
IR R T, T R g TR
TR, BL AR WEEA, ALerh ZE b B
W AR AU BRI AR RN, RIER
J7 AD AR .
1 BiD AR FFERMAPHER S

AB &% APP FfEAF RN T2 Ik, APP 264
B 4 il (B-site amyloid precursor protein cleaving
enzyme 1, BACEL) VJ#| APPg;; M1 APPg7, Z 8] [RIfIK
B, Ap N R BB B-APP Al C K B B-CTF.
B-CTF F4: v S Wbl EI e N fush=2E AR WL
(1) AB H APBiao Al APi1azs FoHT AByap B 5 554k AB
FERIRLE AR nI v PEAT4E AT SR 2 e, i
N AP FESHE A AR, S 5INN AR BT
TR R T ZE B AR (insulin-degrading enzyme, IDE)
FARZE N IR (neprilysin, NEP). Y34h, 184l
PR EE I T BE R AR s B4R R I R A5
WARETHERR AR 70, 8> AR 2B/ Inist AR 1)
T, BRI A REME RN, SR phee i, S
AD KA R S it
1.1 15T APP BYF RS

APP J& AP [RT1AE A, APP JEN S AL
RIEWERE AR RN &7 4. RFEE TR
BEAIR APPVTITL BRI R S X APP fRERIA K
-, gl AR IR, Xia 25UV B XUBE A RO S
BESR W] T/ BRI T (12 0.8) T RALRIIAT
Rl SK-N-SH 41 fitd ' APP mRNA Fl 4 1R IA,
MM AB =4 BRI ig APP 58728 /N,
FHHE R S RS B (glycogen synthase kinase,
GSK3) [fi&tk, B#(% APP (MBFRALAT, IR0
I AKT/GSK3B {553, /b B-CTF (MR, [%
AT PR E R EE AR 2B, R APP 2
TEP TR E AR N-BEEE IR AL, FEeid m R A SE
JREEIN T A . Zhang 2512 2 Rkt APP751 1
i R, ZERCE AT LLE MR ) APP N
(I TAEM, ZEZ% APP [F, BEIE AB KT

1.2 YEFF BACE1 MR # M5

TEIEHTHOUT, APP 28 o 730 WbBEAN v 43 WhNEY)
A AB. HAT/D R APP & B i y
SHLERRIB A AB. AD BB 2 T BACEL
8 F AR IR A RS A 2 T, 1 AR 1™
ER RN, g, R A
2 Rg ™ Rl ety R, wmE Rl
SIRRIEAT BIT VA3 REAT 2 AR 2 AR IR R AE B K
Bl Ui Y BACEL HIRIEZKF, AT AB 1Y
FEE . RIS SIS 24K v (peroxisome
proliferator-activated receptor, PPARy) & BACEI 4t
KRBT BB R S A iz —, BEMIE BACE]
(L"), 4 PPARy I IA I, BACEL 5K A 20 1
WPEEkSS: [z, BACEL Jzh i, £ AD
BT, PPARy R FIRIA/K k>, BACEL Xik
EF A EAF Rey RERSHGE PPARy, HSEAZA
PPARy %} BACE1 U535, MIif4H] BACEL 1)
SR RITE, BEIE BACEL (1) mRNA FIEE FIK&RILK
-, e AB AR SR TRl L 2 R
B FH BACEL [ s/KoF, Lin U VR DL #
A LARI<: ) 2 145 54 BACET mRNA /K] L
The MEBCER BRI T M2 oo BACEL A KIE
KT, BT AD BE it Ag ACFRT, =g
TRy EMPMERER, BAIMERMEY, Aeld
WE AR, BIC BACEL & ARXAKTE. Zhu
SIS HFSTSE Zot BACEL HEFIBLAEIR BN,
PO ZR I I S A0 MM 5 R 150N 1/2 (extracellular
regulated kinase 1/2, ERK1/2) i&f%, R BACEIL
Rk, Ik AB ™72 JEAh, BRI REM
1l = A BRSO R R S IR 5 XN BACEL ¥
P, TR AR AP,
1.3 1ERT o 57 ibBEFA y i EBEI P ZG RS

T o 2 UIEIL SO2 AR FE A TR X
WA, A EI) APP £8 o 73 WA y 3w )
JEAF B AR TR AT B A ERC AR, H TR
TERAEHIF o0 20 BEAT y J 00 i £ 24 1 o0 AU 3
o P FAT AR y- 2 TR A Y2 AR A o
o SHIERIMEIE, WS APP [AEGE A R (AR %
ey Wb AR AR, RS FRE SRR AR 10 (a
disintegrin and metalloproteases10, ADAM 10) ;& A
i o Zr g EEERAL, NS Re BEW T
AD BERUK R X ADAM 10 (31K 7KF, Mt
I o 2 WAREIR 2R KD AB 2B IR, A
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Z 24 Ry AEUEHE R o 2- IR IEPE, B9 nfash A
AVEPETER B RTIAE A o B0, AR A Y
prap B2 0 (presenilin-2, PS2) & y 4> ubll
AR o> 2 —, L LAE APP/PST # LD/
B R PS2 A B, IR My 43 A Il 1 5 i s
b AR B ER SAN, SEIRIES NS B Re
B AERFAG y WS E, sb AR A0,
2 R AR BRRIP AR S
2.1 {EAT IDE 825K

IDE 7E4 S A iz 04, JCLEE BT,
i FRIEF 5 o IDE Al i B T i imE .,
WPy ZE AT AR IDE J2& i I i1k AR Bk (1) BBy
SN MG AB A E N 2 P SR
EAMR R . M EMAS 21 R W
P R AR SRS Y IDE (383K, Jk/b AB 1)
YO0 PPARY fENS it AL MR I K K 1 I
N ICPE4s A a i IDE [k, i EMAS 2
Rg; 3L -1 PPARy, &/ T IDE [F3RiL, Mk
1% APz KPR,
2.2 {EAT NEP YHZEKR S

NEP JEEHBUINEE A DI, BeieA 2 Ak 41 i
A JU AR 5 Al BRI R (0 B R 5 SR 2 1 AP,
LA P = APP/PS1 H 3R/ U NEP 1938
EEP NS A Rey W] UEIE 5 NEP JER R
AL, FRIE AR IO BRI, el AR N2a 41
Ffase N sy APP 8471 N2a 4iffg I, KIN NEP
KR BB CpG By FHEAL . 1 S NEP 5 3)
T-5 NEP FJRIE A ¢ Rz T LUl CpG &
fii LAY, PR NEP JER, il NEP %&ikPY,
3 I ABFMHMPARS

AD FIREEEFSUH, TEMZ TS filln], R
RIIR AB W 2 Ak, &= Ma it ABIMZ
RN A28 B VE G N 8 AD R A KRB IO
ERe T BNt E T RERIU . R AN
A G JRE N B PR IC T . Mk, YR
AR IIEEERLN, REAT 8035 AD [ B AR 4k . B
TR R IR SRR 22 1) o 24 v AR AR R4S bt
AB MR E S, IABIRTT AD RH .
3.1 {ERTFREBERZHPAKS

X HBRBE RS % a2 DIAoE, FE4
AR AE L BTN . fR 2 B R B R £ B B
(acetylcholine, Ach). Ach & 11 ZBE4filE A FIIHB,
2 LR NA B 7 1 (choline acetyltransferase, ChAT)

Apie Ach FELRAEME R PA R, ARG 4%
BRFGA, S mEh AN, BFEE KE Ach
() FE0 55 5 b iy I Rk 5, - Ach B TR S A 7] Bt
TSl E I AT Ach 1 2 Flsz Ak, B EEAR Y 52 A (M
AR RUEBIE Sz AR (N Z4K). 4 Ach 55 fil)a
JBE L) Ach 2G5 G 5, B AL R UFIRAREAS 51
5o XIS Al T B IA) 1K) Ach B £ 19 JH st 14 156
(acetylcholin esterase, AchE) I /K fift e JHARFN 2,
MR, S bE S AL R BRI IRGRAE A Ach 1)
JrRE, Bl AR e 2 AR A R PR H

AP MY BEAE AchE (K[ fE ) F %, b mT LA
HERRZE TORETRUIH R 40 B4t - [R] Ik ) 4t o) v 23
H PEUR R $e L, AT 9 2D i 3 112 1 A 22 36 J5
Ach &Y, & SBELIZIhBERRG . A KIHE
RS

HHr, C2e 2 M 2o s 4 T IHBRE
g &4, MGEE AD By 2lidicne ). K,
FEBED XA A A EECO, 2 R e B AR
AchE [F)3R1k, /> AchE [, Mz, 1
I3 a0 EP8. E AR, PR,
PR, 2 SRR 4] AchE O3S PE, 4
3 Ach (P& ETF, HssidiZoi6e.

FEEFE T T AHKPT A i 0¥ ChAT ¥ 3R04 &
TR, W Ach (it BBk R IR T
LIRS AP 512 AD B ikt ChAT HTEPER T
B, SRR AR MRS, Mk PRI A
AT ARZE 0 M SZARI L, KT AR X IER e 5
GBS Fr 08 s ST BT AR X
21 BT IEAE N R, AR RE S R A N 2
AL o3 F o7 IEE A RIAKE, JFREXTHT AR 51
B o3 F o7 SZ ARV FA R TR PRI
32 {ERTEHESSUMHIPARS

BUALEEAT P 5 A i s AU 110 i AN ] 3 4 1)
E e SN o E R R e s R DR AP o E N SRR S
(reactive oxygen species, ROS) FlifGPE% H i3t
(reactive nitrogen species, RNS). % AW AL
(superoxide dismutase, SOD). LA ME N (catalase,
CAD). At H ki 44k ¥ (glutathion peroxidase,
GSH-Px) e fliapiia b, ReieARamRintEs.
HAASE BRSSP SR ST
EMNARG LTI, A5 FECROS A1 RNS 7L
WEM, PN, s RHAZ E .

& AD HIRAE KERES, d0fIsh ) AB fig
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ot 22 POy AT A AN BT S, AR AN H £ BESE
PEA 2K, PR AR TR, BT LB R R
AN R AR RE BN T = £ £ B =K AV
BT IR SO A SARAE AR DURR, 3 A2 5% - AR
DURE SN Z TE R — N 2R, g4
JeA M,

N % (malondialdehyde, MDA) & HLAAAR
TERE =T, B AE ARSI A A S FE A
AR BT e L e Ml ay
WAREUPY, Rt AR Ry, 4
FRTPIE R AP SR MDA 71 . SF2
AP it Heet o A2y Ro, P,
=B R REHRE) BE RO, g
FZP SRR KGR RBUPYE S BT ROS
P, Jkb AB 753 ML AR 1] -

HUAAR N PR A B S G PRt w55 H i
(Ko BFSTIE SN B 1 dm R B RE i
1 SOD (& YE; A, 2k ZTa) L
CAT H1 SOD 235 ;s Ky RIR AT $55 CAT
1 SOD Gtk PR L. A wiea .
AR a4 SR s SOD Fl GSH-Px
(K03 5 52 2 PP e 5 s CAT A1 GSH-Px [F13 1k
PR UL B 2y iy el i B S b A A v E TR, Tk
/b ROS 1774, i AB 75 IR SA AL N s . it
— BRI, BEAR N RS ] PIBK/FOXO
59l LA Mn-SOD 5 CAT IZiA
S PE, TG 58 S BT E AL B A e . AR
AL 0% GSK-3p/Nrf2 15 Sl %, /> ROS
(K775, 2k AB 5 IR RO A1
3.3 HRIMETTATHRAERS

FHZTC R TS & AD — A B35 6 AR 4k .
Bel-2 ST RN, Bax {CT-HK, Bel-2
M Bax J& X HARFEPURI A, 2 Bel-2 A3,
AR C AMNLRAREG Rz, MadE N4
i J5R 1O, R Tt ) M5 F 40 L € 25 C B caspase-9,
FRWE caspase-3, GIEAZ 4G AIPHT A A . AB
e L Bax M3IE, #1H] Bel-2 (K1, 3R Bax
A Bel-2 [V, (AT AR Whgfe sl
caspase-3 M0, 540 AT,

Hil, C@RIAZFH 25 aediifl AR i
ML IGHT . KR RERS N Bel-2 Kk,
[l IR R Bax #3417, =R R PRI R 1 &
A LS Bel-2/Bax [ LR NS 24 Rb PRI 5

RAFOVRALT] LLEE W Bel-2/Bax B, i 7] FEA
caspase-3 Wi Pk, dERFLRi AR AL IR, BT AB
il EUKARELIRICY) I I 0E ERK1/2 F Bel-2
w5, i Bax i, M i Bel-2/Bax {H, ik
D AR XHZICHET, AR E LA L Bel-2
mRNA 1 1)KL, T Bax mRNA Kik, b
Atz ¢ B, FEAK caspase-9 i 1A A
caspase-3 1 PE o 7 E T R 1 B-4 S L i e
CaMKII-0/p-CREB/Bcl-2 i 4 K /> Bel-2 [ RiX,
I REIE T ASK1/c-JNK 41 fitd 3 £5 5 1 41 Bax &
[1. Caspase-9 £ [THl mRNA £k, Hift Ap 7%
o M PFEEUIRE ] Bax Rk, HERpE AN
HLAZ RS , Bl D g il (0 2% C BEJ8 T I caspase-9-.
caspase-3 [K 1%, K caspase-9. caspase-3 [KiF P,
FES 1 TR 32 2 2 O RE 2 Bel-2/Bax [ L
Z, AR C R, FFAIK caspase-3 i 1.
Ma AT LAV S 2 i R I f Ay, 303G i 40 i £
% C SRS PE, AL RATh B mAg D0, 3k
AT AR AB 175 S IR SRR I H A il th, I3k
DA R A i ER C W&, 3B AT LLFEAIC caspase-3
MRS, 1 AR 175 UG A1 caspase-3 AR F/b,
MITTZEAR AR T2 a0,
4 5

AD 1N NI EZE 4 KATF, EEhE
TENBIMERRE . AR AEH P ERAE REAE/ . fE189T AD
b, RS 207 2T IER A
BEE T T AWIIRN BRI 22 1) 24 B 23 4 R IR
FAME AR B~ 4 Ik AR HIiE kR $HH] AR X
SIEN; R, iR IR R D e . Préa
N R T TSR AR RS BT AR XA TT
MIEEE, IAF)EIT AD BIH 1.
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