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Saponins in Treatment of Alzheimer's Disease and Their Mechanism of Action: A Review
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[ Abstract] Alzheimer's disease (AD) is an irreversible neurodegenerative disease with clinical
manifestations such as memory impairment, aphasia, impaired visuospatial skills, executive function
impairment, and personality changes. AD has brought a heavy burden to the family and society due to its
unrevealed pathogenesis and the lack of therapeutic approaches. Saponins, a group of oligoglycosides whose
aglycones are triterpenes or spirosteroids, are divided into triterpene saponins and steroidal saponins, which
have a variety of biological activities. At present, there is no systematic review on the anti-AD effect of saponins.
According to the literature published in recent years, the authors summarized the studies of saponins in
improving AD based on animal experiments. The results indicated that saponins enhanced learning ability and
improved cognitive impairment by inhibiting amyloid B-protein (AB) cascade activity, suppressing microtubule-
associated protein (tau) hyperphosphorylation, inhibiting neuronal oxidative stress, inhibiting inflammatory
factors, regulating apoptosis, inhibiting cholinergic neuronal degeneration, promoting mitochondrial
autophagy, regulating intestinal flora, and enhancing energy metabolism, which in turn improved the
pathological state of AD animal models. The therapeutic effects of different saponins on AD are different. The

present study discussed the effect of different aglycones and sugar chains on the anti-AD activity based on
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saponins and anti-AD effect to provide new ideas and a theoretical basis for the development and utilization of
saponins.
[Keywords] Alzheimer's disease; action mechanism; saponins; research progress
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Table 1 Saponins with therapeutic effect on Alzheimer's disease

BT IR D BRI (AD ) XUFRE AR J A , 32 2R B
Sy I AZ RS R T RE R ARG A O A R

. L k&Y AT A YRR Z5H2ER AT
#ﬁ/ﬁﬁﬁfﬁ%E‘]Tﬁié’éjﬁﬁﬁﬁéﬁ[”o(@moFF'ITFTMT\ 1 WASHAFF, [ipeee— K 3 Jg 7Y =i R
S BRI B 8T PR R AR 45 )45 H L2020 4F s e FO
60 % K DL b N BEAT 983 J7 Bl IR Pk I 2K B AB R, o N,
AD B % 55 LA I 9% R T 6 B 1 R 169 3C AD . suire e wmm
S5, R 2B i HRE R L A A S A LI s AseER, AS  pamm
IR 6  AZEiRe e R

21 (Saponin) 42 1 JT Ky =il SR 5 be Kb & 7 = LEIFR, AEB L kT
P — B, 43 S = R RS R R e A 8  AZRATRh, A% 35 T 45
6T FOMAE, HRERE SC# PR SR R R A 9 ABE{Rh, A% 35 T T
Z b VAR R SRR R 2 DT O A 10 ABEfRe, A% 35 g T
FoBR At AD B IA T R I R B, 4 5 A K A I AZEfiRg,  AZ KRN
SYITES YR BB 1 LA R IR FE R L S 12 AZEHRN  AZ KEEN
R T 5% 4 B 17 28 104 T LG 38 2 B0 4 2 WL B 13 RASCBEHEE AZ A
Vh AD 1 % K RS X AD ELA A AR i 4 RASSBEEE AL S
R A A MR AR £ B E R 6 T 2R 58 52 15 ECRCREE T sk
Lk . G AR S U AL 4 R L & 16 BEHEERFL BOEE ke
G 8455 AT 2 A T Bh 4 52 e ) HE Rl L ) B E A 17 ABBHECK Ag BRRE
FERR 1T (AR WA #E ] taw B8 1A B AR (L i 18 SRR s e
26 58 AL 17 055 7 T 9 4 PR K P PR AL L DA S 3 10 ARG s SRR
P AD LS 2 K0 20 iR i FEHICR e 11
1 B8 AD B B 5 R 4 21 mERH B Pt F5HICR e 1
LR R A 1 2 04O 36 % 4 B ” zizl ii% f;iii
VA AD I LR 1A T X AD B G {
i . W MEsTDm amess
W LT 4 AD 5 15 0 54 2K 4 25 AR AT A il Ak TR e 7Y
’ ’ 26 6 21T B il FF IR e 7Y

WA H: 2 fg 2 TR0 T A% g Pk B0 e 00 B AR S g B s g7
Fig B 55 F SR AT oy oy ok B e A LAY | SRR e AR 27 LFeEEXKKI AFE  FRELE

R FR B o A R | 9 ot AR R R S e A 2% BRI _- S

AT Hop R E R g NS BRI S 2. B 20 BT -

FERM, NS AT AT LU R I 0 B B 43 A A R 2 R 30 EEHAHT o W R

TR N EER SERUR T , 35 1 Jor 70 0 17 1 3A Bl o 31 MFEEEB e B )

ot B L T T VO B = R S IUR e B R R 32 HIEERIEAI 1 21455 5 80

It B A JE T O i S B AT X AD IR IT AR 33 AERiET S 42§55

FH B B2 2 A 6 W DA 5F B3O Jor 78 R R GK D e AR 34 HREHEBI I 2§ J52 7

BHMERZ. 35 SRR Sy - -

2 BEENSIADIERANE 36 Shami =t - -
AD KIRE ML 2%, BN AT AR BEHLTE A AB 37 MFH UEENE - -

DU U6 A tau 28 PR UG . AB VTR ULIN i AB 1 38 SRR B - -

Az 15 T B R A R S SO 48 T AR ME LR R R AR Y 39 RREW s - -

- 217 -



9528 B 14 1
202247 H

HEXBAFZRS

Chinese Journal of Experimental Traditional Medical Formulae

Vol. 28,No. 14
Jul. ,2022

AR F . Tau 2 [ BN N tau 8 A i B B8R 1k
SR TR 2 T R AR AR M, AT S B
25 JEUET 2 G 25 T B, 1 IR IR TR 46 00 S 28 ik i) IE
WG . BRI Z AN AL B L RE IR A £ il
BT o R 2 B 2 A A T AB BTG A
il tau 2K (A B B R £k A0 28 o0 Ak N LA
/0N G T 40 st B 3 Ak 5 22 by X AR YT AD
2.1 PO ABYLERIEME AB R TE M BE R AT A
&1 (APP) K it JE BB 1E 3 AR 7= ™, K s b AB
SHBRERADMAREZ " HAT,HEm ABKE
AD EEA 2% O ABA K ; @M il ABE
BN ABTERR . MAZS B PF, (LAY 1) {2
HEAPP A0 i 5 1) 5 S 1) e a4 i APP 19 3E B B
A ok AU 9l > AB A R PF, iR T LA AR it
APP 51N & IR 456 Tk 2> AB I A= . A
Z AT Rg,(fb & 4) B AT MESL R FE TR PR, w] LUAR
HEAPP B ARG AR 2 00 R BUE S AB
T, 0 2 2 W A PR TR AD A B A . ST
B O 35) AT LU i AR I A L 35 A DG R
Jip 988 3K 8 [N - o 5 7% W (TACE) B i 3 [ i 1l
(IDE) K% JE 5 46 (1 32 A0 G B 11 1(LRP-1) (1) 3%
ik, AR B-43 Wil (BACE) . % % 2 (Presenilin 2)
Fok MG AB I A . B H -V (AS-IV)
(L4 28) AT LA in APP/PST /)y B i o 114 3o 48
&) Tt K 48 5% 49 8005 3% K v (PPARYy) #l BACE-1 3
ik BEARAB K NS 21 Rb, (fkG 9 3) 1] LU
2R APP (1 3 By B 2R I A B L 0 AB 1Y A
B NS B A Rh, (A6 G4 9) BT LA 2o B A AR [
FEK P, 358 APP N AF 0 ABIAE Y . AS 8
1 Re, (fLG 1 10) BE 4 32F /1N B 55 40 i 1 3% 1k, fi2 F
X AB R o #EAE AT (L4 39) A B 5 s b
AD /) BRI 5 R 85 IR BTN B-APP B Bt 48 T 1 A
B, M AB A

Sz A RN S A Rg T DU HE AB
HEHR R, & B BUEA Y 21) a7 LUAE 2 i
AB B, 8% AB.L, 5 T 19 AD K Bl it 12 fg
J17 P R R AT A B (MRS 15) AT DL
SR /IS T A M X AB TS R . A S BT Rg, ™ (fk G
Y1 5) AT LA gl 5 AR PR R I B R 9 T X e
ZARTTHEAN R ER . A2 Re™ (LAY 6)
Al LU i T 9 AD /) BRUR 92 SR TR | O B A i s
AR B AR W N BUR B A ABTURY . R
ot (L& 30) 0] LU S5l 4 > AB &
R BRI ERAT T (LG W 16) vT LU S 1 i

- 218 -

JE R MR ABRIE R . &R R -17(fk G
Y1 18) 38 33 30 ¥ s I F-EB(TFEB) , {2 ¥ AB I A
Wit MR P B Y . NS BT R, T LAGE i 28 11
AVIE R AT RN TR 45 4 5 11 (PKA/CREB )i i I+
A PR 2208 3R T (BDNF) [ 2R 35, FRAIK AB, L,
O G

2.2 M0 tau B S BE IR AL Tau 2K 0 B2 R R
fbJ& AD B H BRI o — AN E AN . PF, nl LIBE
I 25 1 W R G T 2 A (PP2A) Y 25 HY 6 Ak A0 o R H
S o W -1(LCMT-1) 8 (K-, #2250 tau 2R
HEmmRAL " . NS RBA RAEE Y 2) 1T LI R
PP2A 1Y 3% P , #1045t 45 6 08 5 -38 (GSK-3B) 1
P 0L B B R AL 1Y tau B A L BERRILDY . kR
A AT DA 3E i B R PKA By 28 3K 5t , 3 i PP2A 1Y 3R ik
i, 0 AD K BURH 28 50 ' tau B (1 Ser™ v & 19 3
FEBE R AL, R gt SCE R B (AW
23) AJ LU Jin PP2A FAE IS R i -1 (PP-1) 1Y 3R 35,
FE K GSK-3B e k' . A2 % A4F Rb, v] DL 1
20 A0 P B O S (CDKS) ik 4% ik 4% 5 R S
AB,q s 175 B M 22 0 tau 2K (1 BE BERR AL, 400 i)
P35 11 & Mgt 5 a0 U S A 2200 p25 I A Y . A B
LAY Rg, il i 9 i CDKS 19 16 74 U6 55 tau 25 19 B
WAk A Y. N2 24 Re, M Rb, 1] ) |8 BDNF
() 28 1K 7K S, 1001 s R 1k tau 25 (1A 23K, AT BT
IR R R 1 TR T RE B A B(L A ) 31) 1]
VL fi B VE B AT Wt 09 30, 30 ) GSK-3B 11 1 |
il tau 75 F1BE IR fh3Z B>

2.3 WM AT RN B B EKCOE T R
A R S Ty he 25 6L AT RE o G A0 A R AR 0, AT
AD W & AR Btk T ik AR i AB B A KB A
2B A tau I BERR AL , 0 E AD Kk i S Ak 8 B R
N7 A 2 A T 3 22 59 AB TR K tau 2R 11 B R AL U
HAD BEREY . = B R AT (B4 36) 1T 3E T T B
JE R’ Cyl(PLCy 1) M B2 1k , JI% PLCy 1/8 11 ¥ il
C (KPC) 4 b N7 3 15 = 38 B , 7= 2k 1 Ak B AR
FARY, it @& 2 I (BB W 20) A A= O 4r
37) Al LA 2> H,0, 15 8 Bl 1 i 48 oo iy N 8
(MDA) & &, 7t & A Ak 9 52 AL i (SOD) 1 4 |, 2
1o W T A 28 JT B AR RE . A S A R AT
£ mRNA ZKF T 8 40 ffl 5.3 C(Cyt C) , il #f £ 5T
SRR B O3 i NS AT Rg, AT LA IR
1R 2 76 P A K (ROS) [ 2 0™, B 245 B 1T
(k&9 34) 7] L 35 [ AR GSH-Px (45 e H ik i 4
LW ) .SOD MDA 1936 P4 , I 42 480 Ak L 8% 4 45744



9528 B 14 1
202247 H

HEXBAFZRS

Chinese Journal of Experimental Traditional Medical Formulae

Vol. 28,No. 14
Jul. ,2022

JRANZ R G (PPD) (Ab AW 13) IR AN S =
i T 4F 56 (PPT) (fb4 4 14) 9] D)2 85 SOD i 1k ,
P MDA K-, A2 BAF Rh, (L& 8) M PPT Af
PLTF i P 4A Ak 1K 22 GSH . SOD i3 %A fk A il (CAT)
EHTAALRE 11 (T-AOC) , I ik A AL i (LPO) |
MDA K. AZEH Rh, Al PPD ] LL &K MDA Al
W JEPEHEE T (NADPH) K47,

2.4 HHIAIER T AD B E A BE R B K
0T /NS T A ML AR BE 5 U0 L R 5T 44
/IS8 J5T 40 B, 15 5 K a4 A BT 7 A 5 ROE A
J AR M e A A i AB PR AR R 5| K
AD. /)N ST A AR B 0 I L e AR 2 R A RE T, a0
Jif 98 YR B8 K F -a(TNF-a) 4 i A R -18(IL-18) ,
IL-6 %550 A S A7 RA™ R H (k&Y
22)°0 R B DG 24) " AU BE R AT
(ALA 1 32) % al LA /) e J57 200 i ao B 3 £, B A1
% CA1 X IL-18.1L-6 . TNF-a f $2 ik . 307 R i
ORI LLBG N IL-4 B 3K, 0 AB,s.s 175 5 1Y JIE 5T
T, BT 55— A AL A A T (INOS) il gk
ik 24 2 2% 35 1 98D, ol AL Ak I RN R I RN
Bidizimaty . MEET(EW29) " AS 2
Rg, ' M A S AT Rg, (A&7 1) AT LIBEARIL-6.
TNF-a (4 2 B F K . AS-IV 35T 43 24 KRG
1k 5 F1 OB S/4 i A AF 5 R T BB S (MEKS/
ERKS) {5 5 38 [ 4 il /)5 JBe o5 200 B 19 3% M, 9 % 1K
IL-1 . TNF-a K8 2 i 2 11 (43 38) 7 ik
YT 5 40 1 4 1(SOCST) sk 55 /)N s J5 41 Jtd 11 98 i
K. NS RAF Re, B R, A DL E 5 4% 1 6 5 B4k
45 K B (NOD) FE Z R # i A 25 My S A OC 3E H1 3
(NLRP3) R AE/NMA [ AK TNF-a 7K | 2 - 40
IR /N J2 TS5 40 L ) S8

2.5 AT R LT AD B E
P2 A MR T S AR T B 20k A2 1, 2 Fh 3k [ 7=
VI B A 7E AD #2240 B 08 1o R b & AR
FH, 40 B 40 Hi bk EL 98 -2 (Bel-2) (Bel-2 M 56 X & A
(Bax) . Jit K & 1 i} (Caspase) FE [ 45V 243 i
P M PR TR ) Rk R St AS R
Rb, ' A2 BRI A S 23 R, 0] LR K
i} & Bax 1 Caspase-3 /K°F, [ Bel-2, il il #1 4 5
T, NS RAF Rb, 0T LA i AD B2 A B 5 16 (R
o] i 22 50 4 B J5 (NeuN) K35 |, 42 i NeuN F A4 1
S A8 U PR 5 5 U T B BE g, a8 AT LA g 0
Caspase-3 1fi fb , 2035 AB 5 T 19 1 15 B 25 50 19 64 1
YT, B — 2 M & e g ik

B (b A 19) RUFR AR AR 4 &R
S AT XA L e R E R . AS-IV A]
L) 38 i fit #F PPARy/BDNF i % 31 il AB,.,, 1K R 1K 5%
S 2T 1T LR R 5 Ble-2 Al Ble-x1
2 , MR AN T . A S B R, vl LU i
3 i N Bt VLI 3-JRE /2 O B(PI3K/AK) {5 5
WU DS SRR (LAY
7) 38 1t kAR H TR ] 4R A (Nav) B B3 A0 5 4
i, A IE M TT At B 4w T KT AR X
(&% 27) o7 DAAE 3 ¥ o5 % 21 R I 32 1A B
(TrkB) B FR AL, PR 4 M o8 ™
2.6 T BRAE AN 4 oTiR Ik FE AD SR AR, A
FE 1 28 00 14 3R Tk B DA O 2 s R R 1Y) T B R
F. B RAAEY KL AL 2 B AR 6 R
(AChE ) 7 £ 11 3ok /0> 2, Bk AR A ( Ach) [ A, 4 =B 12
1 Re, ™ VHIEFRAFANS AZ B RL Y ASE
HF RO, 7, DI 38 5 B AE R AT AE . AR R AF T
(k4 ¥ 33) BT L3 o 66 AE 2 48 Ach 1 & B
T T, 348 5 B 5 fioh A7 A X BELB 4 5 B 2 R R &
Ik AE B 5% % 1 (ChAT) (4 36 PE77, 38 AT LU T = A A
fie M 32 k%% BEUY 4R M2 2 1K KO R 5 4T AD
AOPE R . =B R AT LAY pf 28 00 % A b | B
ABFE TS 45, NS B4 Rh, v] DU i 5
TR PY Ach i1y & & HllMCE T A(LS 9 25) .B(fk
AW 26) W LIl AChE (% 3% 1 , £ i BDNF Al
CREB WY ik , Bl 362 2] B ig !
2.7 HiAth
270 fRIFZORR [ WE ZORIUR [ WE R LLE i 2
Fifr g 2 DA 2 04 07 0™ A 8 s BT S DR e A%
A R AR ) T i 263 1o IS I AR 1% 1) A T O BR
BT LR K™ B R, AD B H LR A A
7] i o 711 1) 7oL B Nl il <AL= ] [
i BT B A2 B 1/E3 92 % i 12 (PINK 1 /Parkin ) {5
538 PR 55 AD B R B ) fiki 41 U8R A W 3
iR VA T AR ) R
272 VA A RE I DR I o R AR A
G 28 FIE R M G 28 T 1 AR R T DA I AE K )
A R 7 TR G AR Y . AR B, R T B
FE AT DL P 22 6, NI ZE 28 AD P R ™. A
Z A R, REVA Y AD A5 78 B ) i 186 4% 0 I A= 0
M AD SN E R B R, SRR HIKE
AT LA AD /N BB B0 I BLGL B AD
B C i E Y . AS B CKUL A& 17) A LU
2 7 W 08 TR R B 0 AD /N BUAY I 38 B RE K A2
219 -



528 B 14 ] HEXBAFZRS Vol. 28, No. 14
202247 H Chinese Journal of Experimental Traditional Medical Formulae Jul. ,2022
T AR

2.7.3  BOSRAEEEICUT AD B N 2R IR T fig R
15 5 e A 5 B B R R L ABTTRL Y tau A
B mR Ak, 5k RE AR S R A & AD Y R B
JE R AR Y. NS R AF CK Al LA 38 AD /D Bl
fig AR, 3 0 g B 2R Z AR e 4 2(IRS2) \IDE
A W55 % 1 1(GLUTL) M GLUT3 B9 2 11 %234
KV B RE R PRI G B R AR 1 (ATP) /K

R2 AREHAMEE SR ADMERNGIRIEMAER

3 EENEHERADERAMMEXER

IR e A S R e AL A I e B R T
H A5 =1 R MRS e A S IR 0 AD HAT IR YT
VET o = 524 v, SR Ik 3 g 10 R 5 OCR Joe B i
JY AD WIBE S e )iz o I, B R S R 2R T
5697 ADMEHIRBCR B YIRS . AT IS
1097 AD R AE FHBIL K A S A 3R 2.

Table 2 Different structural types of saponins and their mechanisms and targets in treatment of AD
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