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Abstract: Dementia is a series of diseases with severe cognitive decline caused by brain diseases, that closely
related to kidney deficiency in traditional Chinese medicine, including Alzheimer's disease (AD), dementia caused
by cerebral stroke, vascular dementia (VAD) and so on. Dipsaci Radix is the dried root of Dipsacus asper Wall. ex
Henry and its curative effects mainly focus on nourishing the liver and kidney, strengthening muscles and bones, as
well as dredging blood vessels. The main chemical components of Dipsaci Radix are triterpenoid saponins and iri-
doid glycosides. In recent years, studies have found that Dipsaci Radix and its active compounds could ameliorate
dementia symptoms via multiple targets and molecular mechanisms. In this review, we summarize the recent
research progress of Dipsaci Radix in dementia prevention, which will provide reference for further exploration of
its mechanism and application in the prevention and treatment of dementia.

Key words: Dipsaci Radix; dementia; Alzheimer's disease; cerebral stroke; vascular dementia

Wk F W 2022-06-16; 181 H - 2022-08-23.

FEETH: H R B AR ST T H (82104416); H o my % A FL 0
b 4% 2 IR G B BhIT H (21621005); 1 448 Fe ik 5 7 3
Tl TR 4 (2021A1515110571); (B ZERFK5%) 79 5 /b
B B P 20 0 R IR T R e BT H (FZSW-
2021-001).

*J# IL{E # E-mail: wangzy@jnu.edu.cn; chengang@jnu.edu.cn

DOI: 10.16438/j.0513-4870.2022-0729

iR (dementia) & — Fift B B B2 9 8 1k 3t o 1)
XA 22 ZR GEARAT PRI A, 32 Bl PR AR i 9 BEAT 1 A 0
THRERRRG ANAT 5 W o R FR YO Bl A, T R R A\ L
EBEETHES . P E, HETLH 1000 77 R &
#, Tt 212050 4, K [H & KL 4 000 75", i [H
T s ) ) iR 96 il = R N 1 45 460 22 A A Jal B sk
Z A BRI AR ST 751 B b SG TR R 1) 25 P



-+ 3058 - %% % Acta Pharmaceutica Sinica 2022, 57(10): 3057 3066

FOIRIAGF A NI E RTS8 . R R ER 6 R
J7 T B A BAERAL S, Forh, B 2524281 (Dipsaci Radix)
TEIR A S 23R AT R 1 B i b 0 S F A 52 21—
JE R

Fi] /R 7% 36 BR 9 (Alzheimer's disease, AD)- il 25 /1
(cerebral stroke) 5| 2 [ i o K I8 P4 5 2R (vascular
dementia, VAD) %5 & i L AR R 28 T, I A ads A0 45
AR 3 B P 01 % B o A T O B0 R0 O T 6 AR
i RS (1),

BRI A, R TR A AR R A,
T EUBER, PHLE ), DURBBSRA F EIm R R I
() — b B . R R AN RO 3, 2 AU A
JB, BERE T R, R BRI, TS G 0 S R, B R TR .
WU BE ST, PR o FORALLER, 50 I E D)
RE SRR B I AH G o i R AIE A b — RO S Rk, A B A
SEo JRIT IR AN 2, B S e DA O, MRS Rk
TR 2 V8 7 R 1) D () A1 S A R % ELARY i 2%,
SIS 2, FF 55 A E 4%, bR ARt

SR (2R BT iR A R A, y Eigy, 2
JI S W BHE Y )1 82 W1 (Dipsacus asper Wall. ex Henry)
Ry EY F O N = NG = NS TN o B N
LI AMRAREEL ) 20 “ FAHFE, AN, 898,
W, Prik, S, WA, AR <7170 g fe

Dementia with Lewy bodies
¢
4 %o&
NS
.\Qb '\\‘b'
&

X
& K\\\
ﬁ;%’f Mitochondrial dysfunction

N

Autophagy deficit

Alzheimer's disease

Figure 1

gt

Intracerebral hemorrhage

Wi R 22 F T B AN R B 3850 M I e 2 45 i, 1 P
TGRSR SRR AT 4005 A AE o AR e S A R e
T, B NI BE, B R, B AR B 57, F
MEA . TANE Sk, SRS S B VR T RIR, R
J& AR RE I B ER WA VE . BEFLR Y], ik A O
B A RO S i SR 7 H A R R T T A —
JE BRI A SOHs B AR 2R W 0T AD il 26 o
5 AR X VAD F it .
1 HFAEFENHFREIANIR
L1 HAEEZEX ADKIAR

AD J& B SRR U YE W o i AT I8 ) B CGRAK -
KD O8N+, AR, B, IURE, Sor R
""" N2 IAEE, A, s E R HO R AL
VG VRIG W 55 o BR ORI VR IT RIEAE R o AN & —Fh
A SO, AR B, ALK .. BRER
AL, BEHE R TS, R FR, B ORFE A NI, b
PEES TS HO B 58 5 U R B | L A )
FHSR o BT IV LLAN S HEORS 2 B B 55 0% 1 =

VO 5 57 SR AD BRON“ 2 AFJROR 7, o — R B
R EAT P A R Y, DAIA 0 By RE B3 AT A2 451 35 9 RF AR
R fl 22 R G e IAREE N, AD FE K
T3 R D5 S5 L AN WA s, B AT A 2 B AR B RO
BLI 32 B 5 E B 22 5 25 4E 95 45 (neurofibrillary

Frontotemporal

dementia

//ﬁ %i%Q;
%
%
2.
%
Neuroinflammation

Vascular insufficiency

BBB disruption

Mitochondrial
dysfunction

EE——

N L
d

Erebral ischemic stoke

Vascular dementia

/ Stroke

Bleed

Schematic diagram of different types of dementia. Alzheimer's disease (AD), dementia caused by cerebral stroke, and vascular

dementia (VAD) are the most common types of dementia, and others include metabolic disorder dementia, Lewy body dementia, frontotem-

poral dementia, and Parkinson's disease (PD) dementia. BBB: Brain blood barrier
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Figure 2 The chemical structures of different compounds isolated from Dipsaci Radix
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Figure 3 Schematic diagram of Dipsacus asper (Xu Duan) and its effective components against dementia. ACh: Acetylcholine; AChE:

Acetyl cholinesterase; ChAT: Choline acetyltransferase; TLR4: Recombinant Toll like receptor 4; Iba-1: Ionized calcium binding adaptor

molecule-1; NF-«B: Nuclear factor kappa-B; JNK: c-Jun N-terminal kinase; ERK: Extracellular regulated protein kinases; MUL1: E3 ubiquitin-

protein ligase Mull; Drpl: Dynamin-related protein 1; Mfn2: Mitofusin 2
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