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Abstract: Diabetic cardiomyopathy (DCM) is one of the cardiovascular complications of diabetes. About 30% of diabetic patients
develop heart dysfunction, which gradually develops into DCM, eventually leading to heart failure and death. Nuclear factor NF-E2-
related factor (Nrf2) is one of the effective targets for the treatment of DCM. It plays an important role in enhancing the anti-oxidant,
anti-inflammatory, anti-fibrosis and anti-apoptotic effects of the myocardium. Studies have shown that several traditional Chinese
medicines and their active ingredients can prevent and treat DCM by regulating the Nrf2 signaling pathway. Research progress on
traditional Chinese medicine in treatment of DCM through regulating the Nrf2 pathway in recent years are reviewed in this paper, in
order to provide a reference for the development of innovative traditional Chinese medicines targeting Nrf2.
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ZIRIRNB T AT T 2T RS2 S%
1 Nrf2/fiE R BT Canti-oxidant response
element, ARE) {558
1.1 Nrf2/ARE ESBENEKRSES &R

Nrf2 20 PE R 2 B 55 11 Cap-n-Collar K%
I, 7 NIhEE (Neh1~7) 2 5 H A2 e Mk
IR TEM IS, Kelch AR AR E A 1
(kelch-like ECH-associated protein 1, Keapl) 5& Nrf2
MRS A EA. EWZMF T, Keapl %
4 5 Nrf2-Neh2 45 #38¥) DLG/ETGE %7454, i
i Cul3-Rbx1 i E3 72 3R NS ML Nrf2 72
FATBORE P T, A RIBUR A2, Keapl
I R PRI AE U AT SR &, JF 5 Nrf2 fi#
B W Nif2 2B A B OIS RS, 5%
At NG0B AZ 81, Nrf2-Nehl 2589385 1% N 1/ Maf
HEER R, RN 4E ARE J53) NI e
il 5 R BT SR AL B LR ) e 3%, N S 3 L g -
[ NAD(P)H quinone dehydrogenase-1, NQO-1 ]. ik
H AL S-# 1§ (glutathione S-transferases, GST).
ML FENN4EEE-1 (heme oxygenase-1, HO-1). %
W EALEE (superoxide dismutase, SOD). 2t H
IR E AL YIEE (glutathione peroxidase, GSH-Px) 4§
FEENUAPUAIEE /T 24 Nrf2-Maf & &9 5 145
4 ARE Jufha, MANRESLEDJE 3l 3%, 820 Nehd
Neh5 53305 B 7 I BERR IR 1 1) CH3 45 &,
RESEILXS Nrf2 LI PR 0161,
1.2 Nrf2/ARE {55 @EHIEXIFZEF

Nrf2 GERS 52 BIAN [RGB fE il ez,
TR TS LA S A SR 2 /Ko B MR LE-3 -
Wi/ (B B/BE A B IIE-3B (phosphatidylinositol-
3-hydroxy kinase/protein kinase B/glycogen synthase
kinase-3B, PI3K/Akt/GSK-3B) 15 Z B RHERIEIL
T H# (adenosine monophosphate-activated protein
kinase, AMPK) RERAREIEEE A UIEME 5T 1
(silent information regulator 1, SIRT1) BEALIEILHIE
Nrf2, FEAEHUARSERBKPIM12); Nif2 5 Keapl 45
EENAEAMUT A, Keapl Fifids Nrf2 [y HEL); 22
HFIE LR A FEE (mitogen activated protein kinase,
MAPK) {5 5ilERAENS IS Nrf2/ARE {5 5ilk, H
THAAE L HAE,  BARHU A
2 Nrf2/ARE {5 5i#85 DCM BBk H

DCM HIAINLEI+70 2 2% 1F99697 DCM HIE
FRLS, Nrf2 2511 DCM At 24 oL L

R RGENE OV SEA S AR T A P A

KA1 e UBE RS T, K A B ) 1 26 B
H# (reactive oxygen species, ROS) 5| & U EAL
RL 2 DCM R A K R i) 22 R R 03), Bt 9 3R B i
=[] ROS Re S CNUIERAS i@ s o i 8 E
g, WO IAN AR AN BT E 2R, 0 Co U L4 AR R R 5
RPN IR o0, Li SRSV IBE IR 1A B &
(streptozocin, STZ) 55 DCM K ECIE Nrf2 25
EKFREAS, P R R WR0E Nrf2 {5 538 8
RESEIE N N IFEFEIER] SOD HO-1. NQO-1 WIFRIX,
MITIREE ROS 8 B8 10Oy VLEH A 25 74 12 D Re 4% o

RIERPE T DCM KAEREEIAT . i
KB RZ IR F--B  (nuclear factor-kB, NF-«kB) {55
R, BRI E A A R a0 i PR AR o (tumor
necrosis factor-a, TNF-0). F4HMI/~Z (interleukin,
IL) -1B Fl IL-6, FECCHUALE . 4L FNET K D) hekE
3, InigE DCM Jifelel, FF5i% B NF-«B #1 Nrf2 il
BRI A AR TP PR BAR R R, Nif2
[RIR I B 25 5 PG NF-xB {5 518, s S A
EACRIHEE 07181, R, S Nrf2 {5 S IS RE g0
il NF-xB SAESRML, /b DCM AL A7)

OWLEF 42 DCM 0o il 25 58 55 72 31 28 F
BEEHIAE, S T A RIS DI 4EA )
RIEEIAARCO, FAL RSN, KRB
(transforming growth factor-B, TGF-B) iRk, ¥
TG H N Smads S FFEHEHAZ B AL, TR BhET
HEAAH IR 3Rk, (b LH LA 4402, T
FRHBPIE Nrf2 et 4% TGF-B/Smads B, K
DAL IERANET 7K D REfRAg 221,

O LA AL T s 3 4R B S5 A AN D BE AN o]
ek, WTFREYES DCM MR, AR,
RNE RN A5 R A T BN 2. W T R B E
REVEAE Nrf2 "] DASE ey B bk EL 0 B R -2/ T AH SR A
¥ Bel-2 Mk X &H (B-cell lymphoma-2/Bcl-2
associated X protein, Bcl-2/Bax) HI{E, MmO
VAR 8 P40 B8 T2 AR P42, S — 7 1H,
) Nrf2 38 ] P R R AR R A
(cystein-asparate protease, Caspase) ZZBE NV, T
TR R E K, RIS T/ER 027,
fEim S 2, W) Nrf2/ARE {5 Sl igiEs £ i
154 DCM [P0, RAEGRID IR DIRE .

Nrf2/ARE {55l # 6T DCM i #0E F AL
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Fig. 1 Regulatory mechanism of Nrf2/ARE signaling pathway on DCM

3 HZEET Nrf2/ARE 5 5@ KX E DCM
31 PAHBURS

2 B8R AR AL 2 S A IR AN [B] AT 43y B
2L mEL BEI. M. VRS, BoRE
IR FER ], A 808 s8I B0 Nirf2/ARE 13
SIS DCM O AR -
3.0 AR

(1) BEEH: BEH RS I B IR A ROk
gy, HAPUAEMN. Prg. PramiE T, PR Gl
e AR AR B L SR 2 BRAE AT BT O L)
R EH ST E R B OC, B BT
5 Nrf2 #Z 5 R 112300, Li SEBUR IS 581 H
T STZ M iR R & BA 7551 DCM /MR, Befg )
HLCOLAR T HEAR . RER AN i 4F 4 fh, Tt —22
ML 58 48 7~ 1 3 % I8 T 0E  Keapl/Nrf2/
AMPK i %, 11 HO-1. SOD 1 NQO-1 Z:Hi%
B FIFRIE, DAUAR O UL B 4 A0 S0 493 A 40 P
JHT.

(2) RHER: »HEREMNHEREBHHEE
R —Fh Bl sr, BAPUME . Pratb. siR K
OIMERTEHEERR, FHEZEX DCM RE
MU AR A RSO 98 SRR BV AR AT e S A

£ MAPK. Nrf2 {5 518 ) 5 A OC3, 1E mbis
SN He2 Hh, S R E @ HIH] MAPK
& T IEE I AESME 5 R0 (extracellular-signal-
regulated kinases, ERK). p38 MAPK. C-Jun &t
5 (c-jun N-terminal kinase, JNK) & A #EER1L,
B Nrf2, {23E HO-1. NQO-1 3R #e5% e B A
ik, AT ESE SAE A BN B O L4 D 453
i MAE DCM /MRARN LY, RHERER R
F AR R A 1 R TGF-B 8 /K, s/
O U JE AL a4,

(3) &M L ZEM e RIE T 2 REY L 2=
Kaempferia galanga LARZ W mBHRE KA &), BAH
P Bk BUMRE . PUBEIRE SRS £
PR EAE S, B 70 R 0 LD 25 e 2 2 4/ DCM
NEOLZLZUH Nef2 1 HO-1 [958 4 & mRNA &
15, #EPUEMRET SOD. ELEARE (catalase,
CAT) ¢ GSH-Px 7K, #il] NF-«xB 1% & J
PR OILAER T TNF-a. IL-6 IL-1p Fik, #Ei
S VA SR 2 ETR 75125, k4, Zhang S350
KHFAE FRREE STZ i DCM K RO /15
v, R IR Nrf2 oK 5 0E
PIBK/Akt/GSK-3B {5 BB VIA I, MM R FE O
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(4) REHER: KRBREREMRIAEIENL
G0, TAAE TR R AR, BAGUE .
U AN A R RS LR 25 B AE BT, Li
SEBINTIRIUR R K DCM O L5 % R ILAE
2 ANJTM: — 5T RE S B2 A O LH AT NF-
KB KA, FEFRS NF-xB A2 SORESEA 1L-18.
IL-6 FIHRZ A& & -1 (monocyte chemotactic
protein-1, MCP-1) 3Rk, 7 —J7 M Nrf2 #%
R R Tl AR HO-1. SOD. GSH-Px 1)
Fik, MIMAIETR AR . B4, Xiao 555
A1 Zhou ZEHOE FEIESE | A B B 3R I8 I W0 Nrf2 X
DCM L% (I R E I H. Zhou SO HE
WOE Nrf2 (1) R IR R R T B8N Sestrin2 o

(5) BRSO MY &R,
FEEEEOM I FER S —, BAHEZERHEN
Wk, RN B R IR . B BEIR
RSB A A ERBI2, 1E STZ ¥ 2) DCM /M
BRI/ FREVER R, IR BN R E I N Nref2 A1
HO-1 EHERIL, W OLUIAZH ROS FITH 1
(malondialdehyde, MDA [1)7= 42, AT &3O ILER
PHEM . I HaE I i sege Wl ah 1 S 5E i Bos
AMPK/AKt/GSK-3p 15 5iEi, 1A% Nrf2 JhEpsaE/
S LIRS

(6) HTRLFE: [TRLF RN JIEHFREH
KRG, HAR. PrEle. Pierdife.
FUMR . oS Ol ok I S5 2 B A 4. B TR AT
2 CRIAN B AKUNI2/HO-1 BT big R, feie
TR IR A & T SR S M A AR KR pyrin &5
H38&E 1 3 [nucleotide-binding and oligomerization
domain (NOD)-like receptors family pyrin-domain-
containing 3, NLRP3] HI NF-xB HI¥iE, A
RYER TR, ] DCM /NSRS, R A%
LRI,

(7)) GLPetF: Ltk —FrE 3R A A
Iz R R A, R FAR R AR
WYl . W FCR B 22 B REREAF D9 Nrf2 s 71, 12
BE Nef2 [FI4HA% A RS, 1895 Nif2 55 ARE 45 &
REJT, TR EHATTEAMNKFE0, AW b
LB AN ST AR At DCM BRALIE BH 4 22 Bk 1 18
s PIBK/AKYNI2 {5538, 32 Nif2 BERIL
K, i FE s O ROS HITEFRBE ST, 18042 b
5 3 I B S A O A IR T, 17 X IR A A 18T

A E A BS STZ #257 DCM /N BB [RIRE R TR
SR X DCM O B RER, ARSI
Bl SR N2 E, DN & 2 k% DCM (1)
PRy F AR TS Nef2 (At L.

(8) it WL REEZMbEAEY A —
sl e &4, BAPEN. PR, JiR. Bt
Jo3 BE AN ORA 0 07 55 24 B 91, Hendrawati 450501
MEFIXT STZ FHSH DCM KR4S T & & T
Jas UL Nef2 KR8 5, X 5N Nef2 3
SIEM R RS DCM O LG AT BERLED, T
Castillo ZE5135 7R 7 DCM K SUBLEY rhfil Bz 254 5h
Nrf2 S PSRN, BRI I 7 N b e 7
HO-1 1 SOD M3 %, $& & & I 25 Bk H Bk
(glutathione, GSH) FEAM APt H K (glutathione
oxidized, GSSG) MIEUAA, AT H il A fR s 12 Lo UL
B T, HaE RO IR
3.2 Wk

(1) FOFENEE: 70 AT O R
HAR B il B RAE9, COUF B2 —F Nrf2 3
), HiEEHn Nef2 56, REPUE R
SOD. CAT. GSH-Px, f## M HO-1. NQO-1. 5/t
HAILS I F20E (glutathione S-transferase, GST)
(115 FI 1 mRNA RiA, S 5584 yis-s,
Liang SECUTEAR Y L AMIFFL T % 003 P S XS DCM (1)
TRYAER  RIEE O3 N BE A BB 3G I Nrf2 [194%
R, $&m HO-1 M H RGN & LUtk
RE77, [FIRTS Nrf2 AHEAER ) NF-«B 4 E 8 2%
ZE|T R, NF-«B 8 A BRI, b %
JEK T TNF-o IL-18+ IL-6 %] mRNA %ik, MM
P O IE T, 2058 DCM OLEFZEL AT AR R

(2) #MENEM: DB NRM & RIR T S RHEY #b
HHaME Psoralea corylifolia L7 1) ik 40 &
Y, BAT ZZENETE, diE . PuME. Jik.
BebE. PRI PrEIE SRS, Ma B0 78k
LFE STZ 551 DCM /N R AN =y 515 51 H9e2 41
M, ke R BE % B 42 m O UL SIRTT 8 F K
F, B9 Nrf2 AR, 1 EhiE Ll SOD M GSH-
Px HITE M, RN 404 TGF-B1/Smad3 i@, FEAKLT
YA FIE KA AR EWIHIRIE, AT DCM 0L
B A

(3) FHURIR: SRR ZE MRS =31t
W, AT HREAEY R, BAPAk. Bt
PR PLde PUBEIRIA . PUpH S 20 BE FHIT. BIF 5T
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RIF IR B 1T SRR AR R RG9S
ARSI, I HAEATLH] L5025 A2 3 i o % s R 1
Nrf2 RAEGUNE R O AE B8, 7RG IER |, Li G55
WFFCUESE T SRR DCM [AAEE A R 1EH,
FER RIS 1Y O WL 2 Nrf2 F1 HO-1 (& H
FRiL, BT DCM K BVEJR & (glycogen
synthase , GS ) Ml H% 7 B B 1L B ( glycogen
phosphorylase, GP) FHKRHIR SRS FiEEE, M
U0 TRt i 20 AR 2L 51 R FRIRE PR R B L2
WL, W DCM SR -

(4) MERRR: MEARTRIZ H MR S U —Fh 1o
H=wi &Y, RAPME. PURss. JiR. ik
PRI W IR S 2 BRSO, Wang SFOURHF 57 3% B HE
ARG HEE Nrf2/HO-1 155 il BE Be % Jli2 R FR O
WU R o EH I HETIMEAR R PR3 DCM HI/EH
HERATREN Nrf2, Wfl, BRJ5ZESEO2E i AR A i
SCISESE T MORERRENS IS Nrf2, 3251 SOD &1t 2
i NQO-1 A1 HO-1 HE ik, M58 HIc2 A
Bk ROS [IREST, MRS S 75 3 1) Co LA R
i, JEHIEH PIBK/AKt /&3 RIiFARE(E 5@,
3.1.3 BHE

(1) KEMEAREE: KARADEERET A
INBHEYI R AR TR, BAPUEM. B
BEL RIMAE . PUEE . PR DU E L UM S
Z MR, BT R AR AR B R
TEEER T Nif2, RERE T STZ #%1 DCM K
FRMIE i % SOD Il GSH & &4, ik A
REAREHRS Nrf2 i s F R RE AR BLEE X DCM
PR3 1, Duan ZEOSUR IOK BREAR S H RE % i
Nrf2 fEZ R, DA MDA 1724,
LI AT R A P /" = 5 VA% NI = 2
(mitochondrial membrane potential, MMP) 14 fig 4
PAAAS . IXEeAEHIESE 1 OK A AR Bl i 4%
Nrf2 %F DCM B A R EH .

(2) =LEHER: =LREHERZEGTH =L
BB RASy, BHAZ YIS, AFO I
BRI PRI DUREIRE . BufiRg A ALl
AR =-EEH R PL Nef2 A /EH#E S, Xt
DCM ., B BRI B T3 S R P i S50 P s R he
Y A R4 E 6768, Zhang 2R H =-E 2T R
XT DCM AR HLHIAE T (e R 2k o 1
FILRENS BRI ROS 1728, HE 30T Akt/GSK-
3B (5 5HEE%, #E% Nrf2. HO-1. NQO-1 EA#

15, Pk e AR IR 2472 4)) (advanced glycation end
products, AGEs) 55 [)Co IV SR o

(3) REHEH: MEEF ARG R LI
BRI, HADR. JUDE. Pierdite. s
T8 S G R T A 2 B R AEL), WE TR B AR T B ]
LB STZ kA miflE PR IR I DCM K B O LA
Nrf2 [ 1 mRNA Rik, X Nrf2 i 0 e
BRGNS, G R SOD vk, FiF
MDA W1 H3RIE, MIMEEE DCM FALRE, fRe
OINRE. TELZ LI H A0,

3.1.4 Wk

(1) BEMEE: BREZ M RRZHEN
SIRT1 Wil Ma 7RI SIRTI KRR/ AR
it DCM KRR, BRI S ARG, BEACH R
O EALOIIT)RERRRT, T HeE SIRT1 Xhid 4
A A G BRI 32 A4 S TR - 1a. (proliferator-
activated receptor gamma coactivator-1a, PGC-1a) 2
AR, REBSIE S Nrfl . Nrf2 (UFRIEHN, 5
PiEALE ¥ HO-1. NQO-1 i1 SOD #5354 & mRNA
ik, B DCM UL 71,

(2) HEAZET: H S ) AR B ) R IR e
KA, PrEAGIE ISR T B 2R, (HAE L)
FAABLo R AZ BT S Nrf2/HO-1 3@ 1, $Hil] NF-
kB A% 5 b L Kb 2 RER T IL-6. TNF-o0 7
A, AR b 510 HOC2 4 I S Ak S5 %
RAFOILERSE RS,

3.5 EVmEE MYEEMAE D 2 NEEEY N
354 S O [ IR AR A T AR U — R AR e, HoAT R
P TC PO RO NIER IR, IR
TR AU ML AT I SR Lo A e S U4
KWLM R D Reg et N2 B4, Boh
H RPN S 5 NQO-1 At & (bl 1, 3t
MHAHLAL ROS HIFRER, KE MMP, B4 fEm
WA STZ 75511 DCM KR 48U RO 4737 o
3.1.6  HiAdE

(D THEER: TEERZ MICAEALANE
R, AETEMEYMZHEY T, BARRMG
A ERE . Li UL T T HIRRAENE
DCM J7 M5 BAE T, AN T &R aEM (e it
Keapl 5 Nrf2 f#5, #1493 Nrf2 351k, [RIEF#{K IL-6+
TNF-o. IL-1B &5 RAE R 7 B %K, I B AW
TGF-B/Smad £F4E A5 518 8% 1) 57 3 B0E , AT 53
STZ #5H] DCM /M HJ ORI RIEMZE



PER 2022618 B53% B 1 Chinese Traditional and Herbal Drugs 2022 January Vol. 53 No. 1 e 255+

b4 45 -

(2) KiEMy: KEEMY & MK IR A HE IR 76 P Rk
5y, BADPUMIE. PiEl. MLy, PR, A
il AR 25 25 3AE U7 . B9 R IR B 1y v o o O
SIRT1 LAA &4 db/db B FRIF /N BRI CoUAs453, 1
SIRT1 J& % 3 [ Nrf2 [ _F 345 8 (U8, 2R 1 Lian
SEVRIIAE R R T DCM /MR, KM HE
5305 O UL Nrf2/ARE 15 S 1@#, #I0 HO-1 & A
FKik, WS EAR ROS, MIMINH NF-«xB i
1k, BARIRERN T TNF-a- IL-6+ IL-18 [f] mRNA %
%, PRI K AL SORES 5 . FH Uk RT DA
Ky ] REiE i IS SIRT1/Nrf2 8% 3% DCM.

(3) LEZHE: ARZHERA RN FEEMERL
5y, BEPUMIE. JrE. OUURP. Pik. B
WS ZGEAE 0, B 5T AR B AL 2 B8 PR IC
db/db /I~ B IBE AP I 50 /N B2 0 3 O LA
Mudbifss, FHHLHRITE T 205 2 pEReas i o WL4n i b
Keapl £ 13K 1A & mRNA #3%, #0065 Nef2, #E—2
HENE R EPUEAL R T HO-1. NQO-1 [ ik,
B MDA & 8, I8 A RO T U O AR 181521,

g5 L RTA, SRS A @ S Nef2 RAEPT
FACERIB i fe 2, T, BHERMm LN E
VIR D o AL S TE B0E Nref2 /R FFLE] |
% EA% N, 8t AMPK. PI3K/Akt. SIRTI Z&%A4
155 R 545 58 % P05 Nrf2.

32 BRPHERHIHAES

BT kR 2 L h 25577 L Nrf2 88 sRTT
DCM FIAHIRAI T D, AR BRGSO A
JB§ B R0 Ao
320 FRAUPURL  SALROR Y B R R
BHAEYIZEM RS, BAPUEN. BRI 3 Mg,
YL P RAT S BE MR, Liu B9 5TIE
ST RHERIY DCM BARYER, Hw TR
HEURL A8 % 38 I80% AMPKUNR2 JEE%, $2E0 L
PLEALR T SOD. CAT. GSH [I/KF, MiiekE
DCM KRR 5 22480, PRARIRE, 75 Mgk
S, PR O -

322 BHEROAL BERONSHATES. A
S NTEE. W A E. WEEE. KA
SHMRM R, EERTIHRIT AR E RO A
CMUUREZEES], I FRAIE S H DCM A8 1R 47 97 251861,
BF 983 B B2 ORo0 AL Tl b 75 3 HOe2 Al
YU T B B D, ROS & & 4K, Nrf2, HO-1 /Y

HEFRILEERIN, TR O LA R P R A R
it IXFRIH B PO LB BUE Nirf2/ARE 5%
AR AE DCM LR 1 871,

BCAT ™18 FHZ0RE 4 1) R 2552 5 R 1R T A
Pl BA R LS, TR IE R B AR DCM
WA R 2505 R AR R . BARK
BRARAREFEEN N2 ¥WEhEH, HET
Nrf2/ARE 3 ¥ & 3P A A AE F I 25 52 5 01 51 B
/b, TR 24 48 7 i e 22 40 43 IO AT B R0 Nrf2 #4
HA R M2 Bgeh 255 Fh it 2 224
BV 44 DCM IS FDRIEEFE, 48R AN A %
53 AR BEAR S T7 (AR R A FrR AT I

2 K A BUR Sy R Nif2/ARE 15 538 5 1) T
TER I 1.

4 5B

DCM 2 5 PRI B WL ()0 I RRE 2 —, T
EK DCM [ RIR B F T . IR 2 R
il LB B S I AR 55 SR VAR T DCM, {H T
FORPRHLE 2. RS, RFRR, safithys
BRIV IR FEAS RSN BE R B3 ORI R R %
tho T H B 25 B AR R T FARAS HEBUIB v AE . A
AT DARRAR IR, 530 1 TR JT 1 il 24 58 )
TIELE DCM IR JE « Nrf2/ARE 8% & 2 LA
ORI B EEIAT, S 5.0URET: . OULEE
J AT YRS DCM B RE . RIE T Th R 2510 K&
LA TS o vT 8 2 IR A0S Nrf2, AL
AL F0 JORE R N B AR T, AT ZE2% FF
IR HE RIS T O A5, LGS Nrf2 Jy#E )
13T DCM BIIIAR 1 24 B — & I R AT 5%

BRI A P R 71 SI2 B8 IE 52 2 1 U 8L T
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#*1 HHET Nrf2/ARE 55 EE DCM HIfER
Table 1 Effects of traditional Chinese medicine on improvement of diabetic cardiomyopathy based on Nrf2/ARE pathway
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