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Abstract: Non — alcoholic fatty liver disease ( NAFLD) is a metabolic
disorder characterized by excessive hepatic lipid accumulation resulting
from multiple etiological factors. In recent years, changes in lifestyle
have contributed to a rising incidence of NAFLD, making it a significant
public health concern. Traditional Chinese medicine ( TCM ), with its
multi — component, multi — pathway, and multi — target characteristics,
has demonstrated unique advantages and research value in the prevention
and treatment of NAFLD. Polygonum cuspidatum is a representative
herbal medicine in this context and has been confirmed to possess various
pharmacological activities, including anti — inflammatory, antioxidant,
and hepatoprotective effects. However, its specific active components and
mechanisms of action remain incompletely elucidated. Therefore, this

and English

Polygonum cuspidatum and its active components in the treatment of

article systematically reviews Chinese literature  on
NAFLD. The results indicate that the core active components of
Polygonum cuspidatum against NAFLD include resveratrol, polydatin,
emodin ,among others. The mechanisms involve multiple pathways, such
as the regulation of lipid metabolism, improvement of glucose metabolism
and insulin resistance, anti — inflammatory effects, antioxidant stress
response, and modulation of gut microbiota. This review aims to provide

insights and references for further mechanistic research and clinical
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application of Polygonum cuspidatum.
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AR TS 14 BE 5 14 HT 975 ( non — alcoholic fatty liver
disease, NAFLD) J&—F i TARERS M0 5 2 /Y,
VAT 7 B2 TR 2 SRR AE A8 B2 5 ik, ) LAy
i B4l P I8 Wi BT (non  alcoholic simple fatty liver,
NAFL) JE V85 1 G 15 P4 iF 48 ( non — alcoholic steato-
hepatitis, NASH) FIJF A 4k 3 2617 . 34T 2% BoR
NAFLD 4 K [ 5 2 2 30% , ™ 5 5% Wil A 26 i
HE L G, B X NAFLD 93797, 74 25 3 22
1 T 3 B L R i A O T i kY SR
T i% 0 52 4% 10 s B AR BEAIL R, H AR TS 2 A —
LARIT W) . UL, WK B 22 A AR 25 ) 2 2 il
A PIE 55 o

2l e e E AL G R 2 ks A, B R 1 SO Ak
SRR ME, HAE NAFLD iy iz 2 R T IR R
(I PR 22 3 5 LS M B S T AR TR Y
JPR T R R R T (R E RIS, SR
RE ALY AR TR AR AR, B AR &, 1%
IO, 1 %Ak 8 25 Th AT R 3R 77 TR
PR o PRALA U Y , BE A BT R PUEAL R
IS5 P09 25 22 Rl 2 A T AT S R A S
W H S 5iRYT NAFLD!' SR, AL TA YT NAFLD
R EAR 25 808 5 PR LRI A 7 B B . S e, A
SR GELR R T AR RAH S SCHR , BB R T b 2 R AL
PREERZE S TR O T BUNAFLD /Y 5 2 A4F
FABL , BB T o3 18] m] BE A7 A8 B9 B R0 0, O 42
TET A FG 24 B AR A T A BB AR A, =X B
WFE 0 2 5T
1 B EEFMEM 58T NAFLD B{E R HLH

WFFETE b 24 pR AL AT M O R S
ISR S, oy, “OR ORI 2y (B P A
FERLH , R S P Ao B R B R L R IR AR
wE
L1 iFmRERAE

JEERE B AR 57 o & NAFLD & AR i %0 30815, LA
2R R B AR R Sy BRI, HoaT RE 2 H 4 FiAS []
FIBLAIZ- X A0 28 77 19 1) B B T, JFF DAk g
WTBR & K3, IR W7 IR 4 A S o R0 I R BT
WA PR B A2 LR T e S TR A
Il ek S A O A 3 BB ) TS Z A — o ((peroxisome
proliferator — activated receptor o, PPAR o) Fl §§§ i 2

Moot 45 4 F B - 1 (sterol response element binding
protein — 1, SREBP — 1), PPAR« ] L3 3o 8 45 g o
AR Sk R (8 H Al 2R 1 7 IR A AL R B TT) 0
3 KRBT R K F . SREBP - 1 3222 534
SKARWTIR G LA TR | AP I BE A 30T 2 5 I (86 it
JEWITR (free fatty acids,FA) 5 BCHYEED , H01501H [
FFA 5, 2k 238 i a] U H- il =g (wiglyceride,
TG) K- T

TR A A2 B, 827 I A A 10 35 I K 7 g ot
RE /N LI 75 o JIH [ 5 (total cholesterol , TC) I %% J&
g & B JH [& B (low — density lipoprotein cholesterol ,
LDL — C) 7K, ZR B 1 2 )P it B ok 35 4 400 v R Ak 2L o
B AG . B IE W, 7E I R S R
(free fatty acids, FFA ) 3% 3% 1) JTT 40 Jid fig 1y 22 14 A5 Y
AML - 12 (alpha mouse liver 12, AML — 12) 4iig 4, H
ZEPTIERENS A AR FEA PRS00 i B e AR, -
P2 L 1, HEATL ) P A A ok R MBS R IR
Wi (amp — activated protein kinase, , AMPK) /I 3%
FH I E B E [ ( mammalian target of rapamycin,
mTOR) il #4153 1 B W 1819 i A Qi 2 Lok S B
X RRLTE ) AORIESE LA I3 50 mg - (kg - d) ~ A0
100 mg - (kg - d) ™' %5 NAFLD /MU B 5 &80, 13
PRI | AR B AN BRUTE TG TC K K
SREBP - lc % 5% /K F 2 3 B AL, HoR BRUHF 44
PPAR o B 587K V- T , 2 B 1 2 s ml 40 ot i s
IO, P T B A3 Ao AN, T BRSNS 4 L 100,
200 mg - kg ™' PRALH X NASH /N U B L 250 R, 1R
RO AT 2 B AIROIE ob I 105 R 5 7 I ( fatty acid
synthase , FASN) FITE S [E4d B A iR EF ( stearoyl coa
decarboxylase, SCD) —1 & 415, 158 PPAR o FIA
TR A HE BBk % B2 1t ( carnitine palmitoyl transferase, CPT)
12 K-, 2 1008 1 8 A6 R 7 2 ORI I T IR B4R
Ak, e i B S 3 R RG U AS vk, 7 Y ik A s
B @78 REEE (10pmol + L) ARALAT 34> NAFLD 44
JeL e i S5 HE AR R AT R T R X 24 (liver x
receptors, LXR) o — ATP %5 & & %% 151K Al (ATP -
binding cassette transporter al , ABCA1) i P4 F 40 i
B BLAME, JE T 2% 2 BN A, T AUIRLXR o5, K
PR UGE NAFLD 20 ig oo AR A TR . A L F
FERH, PR BCA RUN S T dE s ) SREBP — 1 71
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SCD — 1 .FASN S/ i AL IR 07 AR B, #05 PPAR o |
i CPT - 1 Qe gERIIIR B AL ; BLAT, it I ad i s
AMPK i mTOR J& Sl 40 i 5 Wik B3 A S 40 9 g
FE B AR 8, TRk NAFLD
L2 @EWHERHEE IR

JH SR MBS Y B AR B 4R 0F9T & B NAFLD
IRE AR R . B Z AL (insulin re-
sistance, IR ) J& NAFLD* ZHE " #IS M FEHN R Z
—, LI ISk F07 R 5 JC R 400 4 A I 5 A o T e
By R A I BA PR FIE R FE 1, HA T3 B A o
ARG Wy LR 20T 3k — DA R AILAA Y S0 SO, Jon e J
FHHT, B PR, i NAFLD '

TENG #5 5 t (132 2 B 3 985 AMPK/ 708k
= BT AT 1 (silent information regulator 1,SIRT1)/
N Wiz & 1 (fatty acid synthase, FAS) /[&] [ 8 5 oo 44F
254575 H 1e(sterol regulatory element — binding protein lc,
SREBP1c) {55 i i A1 I8 Je & 2R 52 (iKY (insulin
receptor substrate, IRS) 1 B2 1k, 7] LLAA %ol 3E 18 it
JURAN IR, S5 A pEgeds i, N2 Pt IR 4R T AT
ABJE 8 i 20 IRS - 1 A4 W% iz B 4 (glucose
transporter 4 , GLUT4 ) 3 523y, AP gy %
BE T WU D12492 5 I8 1 ki 57 14 J5 1Y
CSTBL/63 /I LI 16 1 B BB 75 K 744
A& G, HAZE P4 GTT K& ITT i35 1y AUC
B 23 8 I ( fasting blood glucose, FBG) 7K
-t B SR AR, SR A R XS TR /)N B W i A
EALEA TR, B A% 5 S B g &
JRALH (200 mg - kg™") T Wi AT LAFEAIK HED i
NAFLD K B )25 6 iR 5 & (fasting insulin, F — Ins) &
R Z DT 8 20 (homeostatic model assessment of
insulin resistance, HOMA - IR) /K5, Ff /5 ik 5 25 0k
P38 7 (homeostatic model assessment of insulin sensi-
tivity, HOMA — ISD) 7K J2 K B IE 4l A ik 5 A5
S M A OCE ) IRS — L BEIRMENLEE 3 - B
( phosphoinositide 3 —kinase, PI3K) i3k, Ui fEAL
HREMS G NALFD KB IR JH{E 8k 5 R 15 5 5%
Sl IRS - 1/PBK & fk. BeAh, XBESE BT 50 45
H R B Y R ECR R IR M R W X AU
PR 1, ELABAE b T [T R 175 5 IR 80 b 2 1
P B (protein kinase B, AKT) FURH 45 Bl ( glyco-
gen synthase kinase, GSK) - 3B WifR LK, $#E/R K
R RHIR R e i RS T Y IR, 0y
BRI R ER (20 mg - kg ™) T-HUS NASH K B4
BEIESZ A RN IR 753 1A &k, ol g5 IRS -2/

PI3K/ Akt SHIHIFARDE 7 o KK (80 mg - kg™ )i
AE G2 R EE X 324K (farnesoid X receptor, FXR) i
6 5 U B TN, BRI SREPB1c IRS - 1 iy &
5L B Nef2 (AMPK 19 38 3, M 38 55 4% 8 FC 3
U UL % A IE A0, 3k B Bl NAFLD /9 4
FS o DL EBRST S R W, e LA AR 4 B
G AMPK {5 558 g%, JE 10 40 ) IRS B2 1k, fd
FETE 0 BTG PI3K/AKT 3 B, 7 17 1 58 e &5
BRI Ah, BT R AMPK S T B2 S R
GLUTA 263 i -8 5 L K i 7 20 22 %F 7 2 4 1) 3% 1R
AAN B AR IR
1.3 &k

RAE & NAFLD i g ()RR AE MR I, >4 T 52 21
TSR T SR A O JERE AT A 5 | 7S S SO, 4 5 R 4
F PR 7 2 B eak > i Ak 4 i DR B, T LA
S LR 20 M, b NAFLD B ot . B,
AR RAEZ A RS S PR RO B
A R BIPTAR AR, AR FALH] 25 P N
kB (nuclear factor kappa — B, NF — kB) #H 515 518 %
UMK

BEx NAFLD Jig il JH- 40 i A5 30 4 {4 ST 5% % B
2R T UG 22 2 FRA R IOt 2 7% Tl I R i S 3
(‘serine palmitoyliransferase long — chain basic subunit 3,
SPTLC3 ) H A 23R 34 i NF — «B p65 R 4l 7K 1 [
%, ELEAZEPTEE S NF — B 3 B30 41 750 2 A0 [ Y 2l
HROR, P78 B B I BT R ACR W) W, ] LA
SPTLC3 2t X & # NF — kB p65 #l #] NAFLD f) gf
JEEY L SATBEST AR AR T B AT DL AR
NAFLD /]I 75 1 40 i 4 25 (interleukin, IL) 6 1 fifr
JAIRIEIR T o (tumor necrosis factor o, TNF — o) [ 55
SISl & L L)) IR S DNE7 Y AEE 3] 7]
DAiE 3 3% AMPKo/SIRTL i&42, #fil NF - B {55
SN N Al S I R D I3 VN i L O 5
NAFLD'™ o g4, JEAl -t il 3 5 B IK HED 75 /)
ST TNF — o #1 NF - kBp65 mRNA %55 )i/ %8
PEPF IL - 1B 1L - 6 HYRIK , AR ARAE SN, % s I I
T/ NFUEGAER ™ o B—BFE & 40 mg - kg™ fekt
R SIRTS ] B PA 7 50 I 40 4
S, 3 AT S ) RE AN 2H 2 B, AT X NAFLD
FEASEIT ORI, L BRI R, p A A AL
HHE NAFLD w45t 28/ I T RE 2 i i R AIK p65 7. ik
FEIRARAM ] NF — «B i g, I3 3 40 T B 356 410
IB 2 A, AT R 2 P20 PR e 30k SE BRI
X1t 522500 S % B, g A Bk K 8 K (40 mg - kg ™)
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AERFA NASH K RRILTE ALT ,AST | ALP, [a] B 38 i K
BUHZHZ R PI3K AKT 33k, JF T NF - kB K35, §2
7R BRI L T 1 PIBK/AKT/NF — kB B 5% R
SiE , RAPIFERE , AT BT NASH 531 2 55 ik W K
ERT BRI Y i AR A R AN R TR I
M RAE L, LA LTS R, R ALl id i AMPK
I PR N2 5 IR AR AR A R B R A S
FARAEAM G G 2R A Y e B HBtRIE 322
AL NF — «B {5 558 i, W e R B 177 2E
RN S A M IR BT 400 e 453 473 , AT 2 TR (BHL 1k
FF A MFE T AR A ok SEELE
L4 HmEHLRH

NAFLD %9 5 48 A0 BB R VIAROG , AR B B 25 L
2 R R R S Gk A o R A T D RE
FETT S B0E M4 (reactive oxygen species, ROS) i i &
B ROS B3N 25 75 S e i 2= U e L S 2 S IR Bt
%) DB il Y B FNTE PR () A2 4k, A ROS 3 f 7= A=
FIER Bt S AL, T A AR L A5 40, in bk NAFLD
PR

AR TR, BT EEAT LA#E NASH
KB F - 204009 2 #H5HF 2 (nuclear factor ery-
throid 2 — related factor 2, Nif — 2) /¥ & AL & W 7T 14
(‘antioxidant reaction element, ARE) {5 5 3@ i, 31 i
Kelch ¥t ECH CE:8E T 1 (kelch — like ech — associated
protein 1,Keapl) ZHE, 1 I Hi A AL 5L R 8 (1 3R 3k, i#F
TG A A LUK Y- D8 A BB 05 , Ak, 53 A o
FAR 4 H 100 mg - kg™ 1A IR T AT LA B
NAFLD /] ER A — 1% ( malondialdehyde , MDA ) 7K 3
J L3 Yok 48 il ( paraoxonase , PON) 1 7% 42, 2 ]
I EA R PUEACTE TR, F2E P Ik ml L
it PI3K/AKT (SIRT2 {5538 i B AR ] 4 24 R 24 2k
%L 751l (aspartate transaminase , AST) AR FRA LT
fif# (alanine aminotransferase, , ALT) 7K, $#4 T3t & 4k
Wi 8 SE AL Y 15 AL 1 ( super oxide dismutase,SOD) |15 48
AL A ( catalase, CAT) . A Wt H K ( glutathione , GSH )
IRV K A e 7% g ol 2D S A IR, DR 4 ST A L, 2%
filf NAFLD'™' o BF5E4R th, JEAL T ol DAL keapl 28
FIE% Nef -2 3 %, B ARCR AR IR R BUIFHh 9 ROS |
MDA Fi3d % 4k & (hydrogen peroxide, H, 0, ) 7K, It
TR A E A H /EE 3 (thioredoxin — interacting
protein, TXNIP) £ [ 5K ¥, 7E R bRl 2 82 (14 /K 2
KBTI - 3A (buffalo rat liver — 3a, BRL - 3A) £l
N 40 it 22 2 (hepatocellular garcinoma 2, HepG2 ) 4]
Jarb, AL AT LAY 2> ROS 3 3 7 A= Fil TXNIP 31 5%

5, T i 5 S R Tk R 3L 48 RE B TR ik
HB WESELE B 0 R 2R A5 Wy A R R R B R
A WA R PUALRE 110 HOK M R AR W
fig Z B (lipopolysaccharides, LPS) i F J5 4 Jifi
Nrf -2 4T ZE A A 1 (heme oxygenase —1,HO - 1)
MR A" o SR AT, KR R BER S OK
SFEBRZEAL B W E X NAFLD i AH GO TS 800, 1X
JESEWT SR T NPT A N A S A2 A R R S
Yrxt NAFLD 3657 /E A 09 L B% . DL EWFSE 4, At
ARUBS T T I S TR AR EOE Nef -2 {5 500 8% 55 Ul
/b ROS A= B, 9 15 $it % fk 2% [ MDA [ H, O, , PON1 |
HO — 1 ' TXNIPZE 3k , AT 3G 5 e S8 AL RE T , Bl T
$ids 1697 NAFLD,
L5 MERME

“ZEATE " IR B R A2 402 NAFLD 7%
TE R RIAL R 2 — , 170 Ji S B ) 458 4 5 B 1k 4
PR B Pt AR A 0 B R R 2 — 1 Bl
“J - T BRI VZ AT T 2 BT R E A
JY I AR NAFLD A= gk e )2 m . NAFLD s
8 R 2 BEVE TR I B R T - I vk
PRI B T & 0 5 22 % AT 5 2 A AL
AR, T ER 43 W 50K 98 5 i G AR O B IR T
NAFLD, U5 T R y7a0 0

WFFEE A1 & IR K175 3 B9 NAFLD K BB 7Y
KRR T8 BB S 0TS LPS HA A bE , W i
AR AL PO TE LPS Y B T, B N B R ILAE,
PG5 NAFLD ™ pRAs e 455 B g 4 iy, 1 2
P P 5 i 1 TR R AR S T I R 45 I KRR R 1 ALZ 4K
( cannabinoid type 1 receptor,CB1) M iGfb KFRZE 2 A
Z4& ( cannabinoid type 1 receptor,CB2) , [&{K % &
B R ARAE , 2D IR LPS 5] & i) B 17 722
R LS5, LTI 4E 2% NAFLD HEF2. DU & $ig i
FIZE R RERS IR 5 HFD 55 AR5 /) B4 1 18 Bl A
Yoie, RS 5 HED X} g 18 55 %5 3% 2 0 5 40 01 el 3
JHARAE 520 JB % 2R A 538 L 38 2o A Hh 52 55 0 —
A S I B AT LATE AR A0 7 s Mg TE TR Y
AU T WANG 2 B 5 % B, 18274 W ) LB AL
NAFLD /N BRIz 0K BRETE 28, oo 17 1 o e 5 e, I 48
Ty 35 B RN PR S R O R ¥ 2Rk, HLI AT Y
B TR 2H AN, BRI AR A 5 T AL 4 Desulfo-
vibrio . Lachnospiraceae — NK4A316 group Fl1 Alistipes 1)
FBE, LB N 7 Az e B i 1D R Y T A0 Allobaculum
Bacteroides 1 Blautia =FJ& | JF B [ 22 25 iR o ol
B GG YT NAFLD,, S5 WF5e46 h, EI2E e n] L
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TEWIE S5 R 4 - BRI R (4 — hydroxyphenylac-
etic acid ,4 — HPA) flI 3 - 32 ILAS N (3 — hydroxyphe-
nylpropionic acid,3 — HPP) , H /&4 SZ5; % B 3 — HPP
FI 4 — HPA RE 238 fig B AC S, oF 1 52 3L 2435 NAFLD
AP o R AR SERIT ST & B, IR AL B JBU IR 2695
P B2 T 30 3 R R T R R YA T AR R T
SR, E R B BRI PR AL B B 2 I M Ay
S5 RE T8 5 b 18 TR RETR T NAFLD [ #H 5C A
F¢, Ja SEF 9T T LA M O T i R, 2B TR A FI R
Giwrot. LA EWFIE BT, pRAUA RO 43 T 3 2 i [
L AN 2 ) B ER N o T R K N1 'S
2 NAFLD,
2 ZRkRZE

WaE NATTAE TS K19 H 2542 71, 423k NAFLD 1y
RGN Tk, 3 © " I B T A AR R S A A
ik, BET BIRSCHRZE A, A SCR B BLHT NAFLD
BIAZOALHITE T H 2 s (R R RALH
KBRS 2R, 2R 850 e A48
KR EA5 B FERE, LRI B ) HE R
PRV . ALEIRZ NS5, WEFE AU RS
2R AREE (B O IR) 25 2Y , ' TR R0 13
G300 K PR ALH 100 ~ 200 mg - kg, [ EE R
50 ~100 mg - kg ™', K#EZE N 20 ~80 mg - kg ™', &
B NAFLD 97 82 41 T — W ik 42, Bk ok
U, R T 500 Y B gl v B 7 A o B2 R
PEITF A B PR AL B0 AT A Ry 48 3R M % o 2 ik 1) 1
R TR Z — X T2 k2 EE
NASH s 64k i &2, SR LA B 5 GLP -1 5%
AR L DL Re SR 25 1 S5 A 9T 2 O ), DL TR
I A B ARG Y [) ), 384 5 of i JUE JR) 7 8 AE 5 £F
HEAL i 10 ROR . AR, FORA U0 i R N T pr
1B, A7 75 AR K g ot a2 Bl AL X 3 S R R A 1) i
PRAE 5 i — 24 52

Zi b ST Rk LR ALAE IR T NAFLD fiyiz ] b
PEAE R, Aok TAE AT RAE T AR Ol : O B Hf
MIBE9E 2 B vh 5 0K SRR TR AR 1), T AU S0
PE RS B A SC B TR AR T Bk = s @ A BB 58 2 0 4
X Sl K A0 e S 3 AT A B T IR AL U IR
7 NAFLD 9l PR 5 , i — 2 WL 4% I IR 7 880 S AR
FABL, S Bl i i R 7 FH 52 41 338 4K 4 5 Bl IR
rhRRLH RIS, B R AR O3 OF AN B
i, DA, S A% Gt BUAE AE2X, TF R B o 17 M o
AR AL A0 A BEA rb 24 5 ) ) 2 4 gl R R Il
PR I BEARAL 5 B 24 A i) 20 SR 4% s @I S AL &

P B AR SRR O, AR ILBR IR ST AR I Ah ik B
A WL B9YE T AERT, R T8 A )™ A B 2
S5, P — 2 I TR R DA S MR A T
Fill A D B DK 2 304 35 O T BIE TS . DT X B &8I
S X NAFLD LAy B 75 280 9 3% 2 i 43, ml B 9K
JEOBETE VL 22 5 B W] L HARAE HIALH 5 © 24 Al 0F ¢
Z N SRR —TE Y, J5 8 A] R GG PR Rl 42 iR
Ty 5 B — o3 A B R 2928022 S, 5 X 20 1oy
A= R T AR R R, BT T R B 2 R B

i b ASCRGBL T pehl B 3 B BT AR
REPERR DR T LRI 5E , B 1 W 2 iy 2
P RLAOAE FISCBE, U DA i 25 1) i ST 5 s PR 52 B
’ft=%,

Sk
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