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Abstract: Diabetic cardiomyopathy is an independent, specific cardiomyopathy, closely related with heart failure and
high mortality. Cardiovascular complications related to hyperglycemia induced cardiomyopathy and pathophysiology
of vascular disease, changes of myocardial structure, the signaling pathways, and alteration in inflammatory cytokines,
leading to myocardial fibrosis, myocardial hypertrophy, cardiac hypertrophy, heart failure and arrhythmias. The paper

mainly reviewed several signaling pathways which studied more on the pathogenesis of diabetic cardiomyopathy, to

explore the various signaling pathways in the development of diabetic cardiomyopathy.

Key words: diabetic cardiomyopathy; signaling pathways; pathogenesis

B FR 955 0 LI (diabetic cardiomyopathy, DCM)
5P E 1972 47 1 Rubler 55 1 Je i 0w 1E b
PRIGAST I RRE H 13T CH 8, FH B #Tp% I K 2=
A HRAT L Z T E ). Ramachandran F1 Snehalatha!”
WEFER IR, Wl PRI O U 2 B8 R AARAS N — 27
IO LR AS . 1989 4F, Bouchard 25 P N FH#E 6 o0
P R I TR PR R R O, AL E A
g R A AR R R P ) S ORI 2013 4, Statsenko
28 DRI FEAESE 1 B PR B AP AE AL D= R R &7k
DIRe &I (AEIF) Wi Tises 4, IFNARXRZ S
H G KON EE R A, Falcao 1 Leite-Moreira™
W, ERE. AU RE 4852

ANIEIRAE . O IEE BRI AE . BRERIRPT. A
R AR T- Y R EE MR T, 25 T
PRI Lo IUI A AEAUA Ji o AR SCRILAE JLAE A 5B IR
O IUR R R A RIS S I8 I T AT 4508
CLSYTHE 95 0003 PR U AR, A B T L i A
P

WHsHEA: 2014-06-25; fEEIEHA: 2014-07-31
EE&WMAE: EXAARFESDIHG701022); LRAE
HHE AR E R AR A 42 (BS2013SW008)

*@{E1E&: E-mail: myling501@hotmail.com; Tel (Fax):
0531-82612443



103

FEL, A BRI LU A DA 5 HE T 1085

1 BERHUAISESRENEL

R B 0o UL 2 R AE 2 R AR H I35 L
ZAEEETE. REEE M RAR T RE R B 8. P53 Al
A0 a2 C IR 2 (synthesis of cytochrome C oxidase
2, SCO,) & L A I Il i 26 ) 1 5 1R 7, AW R
T Lo LI AR B 2 — o Kl PR TR 1 v M R A
N, WSO LA PS3/SCO, 155 R4, Hngk
KR FE AR, I8 i 1 28UA% 1) ek P AE A I Joia e
I, BlRROEThEEA 4 P

N T HERF O LR RS, B8 PR B O UL
J B- B bR R S AR O, AR AR fE .
Ji VR W A Y TR O TR A I R 1P AR B
i, Az SO NUE AL S SR, W
B H B 1A p38 Al 73 L IR i A B 1 U AN B
B 27, e

PEPRIFIRAS T — RIE SHEBEROE, S50
JVLZH S TR BT 21 kA, dnde SbE B s m i, H
78 W 45 Dokt 3R MR 4 B A MAC R A 2 T BUML A D e
YA LR I B E AL 2 —, S A K
F -B,(transforming growth factor-B,, TGF-B,) ] 7K *F
IR R 7, Uk i AU R -1 BT PR O LA
i N LE T TGF-B, B-&1k, Jilid HAZ 5 KRG Hl
BRSO IL (T4 ) 413D 53 WA e SR 41 4 T 5 8 PR
SR R B IR F kB (nuclear factor kappa B,
NF-kB) & 12 W A2 1E 0 PR 0 LR K AEFNR JE, 5
AR RAE. N AERBThRER . OULIE R AN
U EFOIML D s EYE BB R BYEE, &
REAN O- FEEAL, HBIBCO MV SR A4 40, {2
HR A S 0 S 2 S RS
DLUR T Co LA M IE 3 B AR B D) e, X LB R
AP R BRAE BRI E T o B BRI LT[R B 5] A X AE
RGP, RIEEMER, FHEE— D
RGP
2 BRI S EH
2.1 Nrf2-ARE{ZSiEg

U Ak [ B2 76 (antioxidant response element,
ARE) & T A i i (SOD). 7 it H ik S-
Mg (GST) ORI LA 5 v iR 20741, &—
i3I DNA- B3 7456 750, w2 Mg
SRR E YD, TG T1AH AR = B AT A L
B LR Rk, AP gIA LR hhe ", NF-E2
FHIRE T 2 (nuclear factor erythroid-2-related factor 2,

Nrf2) fE N — M A, s & | SR S
i ARE FF 1, 33k i o} FL 3 PR S M A 1A 1 1 D 20
H AT Nrf2 R 772 R 2 40 f S8 Ak 3 i . $idb ok
SV T R FEREBEVE F o Nrf2 [R5 78 40 i X W s
BUBE T TR IATEH . Nef2 B F LAprEe
RIZRIAIRE ST, Nif2 (F0E ST AT i 2 A o
(1, H R, A5 SR R 5 Nrf2-ARE 38 BT 705D
Yoh &5 U B8 B, e I R S8 7 O 1 4 455
Nrf2 2B 15 2 0 PRI I RRE ) S LR o He 25 1)
WEFC R B, b I i 14 4 (reactive oxygen species,
ROS) % i 4 0 WL4H M, 5 & B8 IR i 0 DL
Nrf2 J K] e 5 oK Bt RIS dfm bl S 68 8 - st v AE AR 4
N 1) B0 PR O Ve A A2 A J@, DRI, Nrf2 @ i
ARE U SBOCEEETRTER, A nTReFH ERE R
O VLI EFE o

ML ERA A B 1 (heme oxygenase 1, HO-1) B ##
R 3K H 32 (heat shock protein 32, HSP32), s&—7#f
ZEZMHARFE RO NBE L, &M AR5
AT HO-1 [k, HO-1 %S AN
() —Fh e by & U9, Shao 48 " BF S KB, Nrf2 &
H R 0eE FiZ AL i 42 ) bt 8 22 B HO-1 RIS ]
IR, AR 1 ARE R /N S S SR A
HO-1 158 3 72 8 i 0 Nrf2 (5 -5 @ % A S 1.
Yet &5 U5 B, HO-1 f) 3 B 3834 At o0 ILZH 23 ik
i/ FREER RS ER, HO-1 PR HL R ]
GRS ALS O IE DDA PRIk, HO-1 52 Nrf2-ARE @
MHEENPLEAE A 2T Nef2- JréE it
S TeAY ARE 18 2% A2 AR P A A B S 47 1) o
e

S SO 2 DCM R I ML 58 18T 7 1)
W HLEAL R, TERRE E A, BORTEIT DCM
BrH bR HO-1 2 AR A —Mf 24 1) i S8 A0 R0 g
R4, M7 DCM KA R R I B 2O IE R R+,
T Nrf2 S0 & 40 B B A R S s 2D 3R . [ BH
HO-1 f2& 75338 3L 6% Nrf2-ARE 34211 & %5t DCM
PO AERIER, XFBhE DCM B HEE E
2.2 Wnhnt/p-catenin{5 =B %

B-catenin J& £ $iL Wnt i i 7 5 B (1) i P4 250
1, BHENMZEESS T 4MF 1/ ke
58 [R ¥ (TCF/LEF) RNk R 17456, R E
SR RIE P Wit 5 518 2 5 1B % A E T,
Wz 5MENE K. SIHEE . BIRBEIRE. O
JULAE B 255 B AR 1, BY
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Wnt 1% 543 H -1 (Wnt-induced secreted prot-
ein-1, WISP-1) & Wnt {5 58 #% 7% 14 J5 1 T Ve i 5
Kl —. 2007 4, Colston & P Wit %], WISP-1
Z 5 EHGIEE, Il O BRI 88 2 4EA0 I &
AR PR TR B, 5 IE R W IRA M b, IR
I R BR 2SR IR B 3 =, O BEFREOEn, O ALR
2R & B3, O U T Es 1 B LT 4k i 2
2Rk 4155, O L B-catenin Al WISP-1 3 ik 34 Jinl,
FE7~ Wnt/B-catenin 15 5 10 B 72 HE R 99 175 5 1000 LA
PP gBeE, T Re SRR RS S A ONLIE R 0L
YA R A K.

B-catenin ;& Wnt {5 ‘5 ¥ T i B% (1) N UiF T .
Wit {5 5@ A% A 1 IO , BT M A i 25 B-catenin
7K P9, IEE RS, M5 N B-catenin 5% % Fi
PSR, BJST N I ES B-catenin KAF ARG o
2 Wnt [H 752K 85 4, Wnt {555 S0 R & %
ity 4 g -3B(GSK-3B) # 41|, B-catenin A AE 4 1E
KA R, &) B-catenin BN EIZ S H 5L
gEh, (RHEgIGGE . K, PB-catenin /KT H 1
7R Wit {5 5@ B 05 . Wat/B-catenin {5 518
PELECo IR A R R F 52 B8R 2 1 9¢7F . Hahn
2 It K B, B-catenin i 2 ik T ) OHT AR KR
O VU EA 3658 . ik, i SO RAE K .
Bratis %5 " W 50 R B, BEIR I FONUER L
LA R AR, Bl PRp R B0 LB R A AR 4E 4L,
(R R HE (0 A B 1 18 v RO UL 2 il 2 TR 2 2 )
By, L B-catenin FIEME &, HEan Wat {55 1@ #%
INS 508 R T 0O LR A%

WISP-1 {2}y B-catenin (1) T if$E 3L K 2 —, W]
RN SE, N FAMBEH, (2RE4Eusb &
B RIS SE, WA N RAR A 4R AR
F YR T #7. Colston 2 P 2 1& WISP-1 1] fi
BEJFEAREE TR A O WA G 58, R R O LT 4
S o 184 B AR R A R, O UEE B R, L R GE
WISP-1 J H A2k F &%, WISP-1 AlfgiEid & & &
SRS, MR NIER, 51 WISP-1 {55
Wog, FECOUGEMALI,  REF 24 M 3G A= RO UL
YA R, RN Rt — B 5. e
i) Wnt/B-catenin {55 538 i A T iF I 55 K] WISP-1
IZRIL, BT WE R 0o WL 15 76 SRS ) — A B LR
i 557
2.3 TGF-B,/Smads{E 518 %

TGF-, % H T Smad 85 %5 7 OILE] R

LR YA AT UL 5 ()55 BRI 7

TGF-B, #2&1# 2 [F 2 200 LR 4E A6 1) L 7] o A
Wiz —. 1IE%CFEF, TGF-B,. T LA TIT 2 i i
ARG, WP B A S M R R - R
7K 2 & 4t (renin-angiotensin system, RAS). % {t M.
BRIEE AR Z R RN, 44 N TGF-B, ik i,
53O LT 4 200 i 1) L T AE A M 7 A, RS
G UEEREA. BEAZRERER ™. LU
HeA S FEFERE A TGF-B, S H T Smad2. Smad3
HARIE B EME- R4S, TGF-B, feit
Smad2 H1 Smad3 B FE 1L, JEBE Smad4 = ZE4K, 1%
HEWHE# 2 MMAZ AN, 5 Smad A% DNA 75
gid, WhMRLA e e e m . TR
JE A CTGF (36 R # 5 . ZE e B R B, B SR
O L K B0 IE Smad3 23k B 5 39 B0, 17 Smad7
R, IR TGE-B, A5 AL LEF 4 4k ] ¢
Smad3 Ji%, # Smad7 FHIWr, ¥ TGF-B, 257
DAL LR &, JF H 5 Smad3 A1 Smad7 £ ik
KA Ko NERA 4 TGF-B, /v 5 (1) 5 A
FIK DL MR Smad3 [P A7 A, fE Smad3 Kk PR 6k [
ANERHR, N B OO ILER 4 AL R B2 AT R 60%, i
Smad3 & U ILEF4EL R R b AN ] A g R 2 P

B PR IPIRAS R0 IF TGF-B,/Smads 38 #4035 5
O LEA I R A RIBEVIMG. HATOILLT4E
v = B 6T F B IR AWFFT TGF-B,/Smads
5T e I B O A AE B R O LT 4R AR
A B R O U FRR TT 32 (T AT RS A5, T
e 7E ¢ BE IR T [H Wr TGF-B,/Smads {5 538 &%, K x
TR PRI O LT AL, . B8 O D REAR B OCHE A
2.4 NF-xBESEI%

NF-«B (L T2 fdiffit, WERRRE, o
T RAE RN EZAEW], NF-«xB A BLEE IL-1.
TNF. IFN 5 RVER 7k, X e 1 feod ok
T LAt NF-xB 5% % 1305 B2

NF-«B {5 5 1 % IF) W0E 5 08 R -0 1L 55 9 A2
MIRAEGEVIRER, Fe W IRIE M8 I R IE AR AL
AR 22 A 5 I 1) B R (R BR YT L R RO R
PR I R AN B B AR AR R R AL B S, A R
HAMEIEAL =) (advanced glycation endproducts, AGESs),
EATT S4B b RE 5P 244 (receptor for advanced
glyca-tion endproducts, RAGE) 45 &, Bk =%
% (ROS), ¥ iF NF-xB [f] #% A # £z, 4k 1 5 3)
TNF-o S8R R TR, & FEC0MmE N A
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P A R T UL M 3 B, R 3 T W PR 0 I
EIRAB I

H AT A, DCM KL 5 %0 <. Feng
2k BN P R MyD88 3 [ ) K SR 47 L WL . -
PR SR I, mikk MyD88 JE A (1) K R 5
A R A, O USRI AR /N O DhRETE Bk
3L D LA A R % A R R T AR R
Y i #a A BE  -1 (MCP-1) 5 48 g fa] 26 B 4> F -1
(ICAM-1) ik, #a%ilidmifk MyD88 1l LAy /b 0
AILER I, - FEEEVERT O AL NF-xB 14k, ik 3 AL -
SRR H 1. Bk, NF-«xB 130 755
PRI O LR AR i B AR, #F R &% NF-xB
PG IR R — R PR D7), W PR O L
HI7 Va2 EAE A .
2.5 PKCIE2EE

5 F ¥ C(protein kinase C, PKC) /21N iz
TFAEM — 2Rl | R R R . WEHR. MR
AKX 2l e wneEs C, A RN
5 (B ), TGS PKC, JE
MR (I 22 ) SRR R, AT AR R
I SR B W41 B Y 22 B oh g B 2011 4E, Yin & Y
WE 7S R B, o B0 1 PKC ] S 00 AR & R4
YELb [ R A, B PKC 1 57 AT 75 5 A0 4E 22 0o L
R JE RO LAT Ak 1) R A

e IUREAE OO LR L I P LA . P9 B4
JEL P B B Sk B 3, HET S PKC. 5
Ah, Ca® R EEIRE . W R, N EAEKR
TRNEE N 725 @ WS PKC RER, HThg
WLt 2 I8 R T 4u B sz 4, Ji o i iR 7K
R B B H 0% PKC. 7ERERFTIRES T, LWL
PKC (24 G ARG . 1998 4, Koya Fl King "
WFFCINAT, W PRI B 0o UL PKC M 5 2 457 25 i s,
A G PE AR . Sil 25 P WF R, R R KR
O UL PKC Vi PEAERURL A 70 (A, Atz 40
B4 RSN, A A m L PKC RIA
W%, Lin % PV 70RI, BRI K RO AL cPKC,
nPKC 3% M L H o rp oyl v 38 o, T SR 4 T2 AR
b, AR PKC £ 248 i 5 8 FR 755 B IV 200 i e
A HLINRE AR 3%, PKC & 380 1) J5 KR AR 1S
2, TIRE LR R IA S 2 5 b oAt 2 AL T
5T PKC WA 751k, Guo 2 " B 5t RN, HEMR
Ve 2 5 S MBS IR 4%, 1E 4~8 A RS, O UL PKC-
a. -B, -B, mRNA B B3 %, It H kK PKC-B, K

W PR 0 ML B ) E BRI R . Giles 25 MY B 5T
WoN, & IKE O L PKC-a, PKC-8. PKC-¢ ik
W2, RZHEHTINHA, & i L PKC-B, i
JeRIRIE 2 o XKLL S5 AN A] g 5 S K BROBE R
T E R AL RRERT R, 2 B R HUAH 2 PKC 1
Tk S HTBEREE R JTEARIE K, HAT LIS 2R
&, R PRI i IR R 25 AT A0 L PKC 3R T4 3G Jin 5
ARG, I 5| AR PR Ip Co VLIS (4003 B AR B AR AL,

[FFE, %X PKC BIVE J7 B 1% N DCM R JT
s AT AT o PKC #5728 N TR IR
TR R I R RO, BN Iz BT 380 % # RIME
FAATS 5 WG AT 55 o
2.6 PBBK/AKT{ZS&IE

Tl 5 9k ILE 3 3% % (phosphoinositide-3- kinase,
PI3K) K Ji& & — F5 FF 7 1t 19 e 1k 5% Bs 1t AL A
(phosphatidylinositol, PT)3 {7 2 3 ig 1L, r=/EHf
B ASMEE B RE Y P I . 22 / TR BRI
fiff (serine threonine kinase, AKT) i # F % 1 7%
PBK 463N AP 1E B4 S, AKT A TiX —d ik
IO, HIReRR 7 A A i R BRI . T
JA AR T A, IS ME AR v
TN GE fAR 2B M S 2 B AR B S B AR

PI3K A i i3 i % BE LR HL . W LA e S0
FSC 2R 36 . PISK 18 K 72 1% 146 VF 2 B A f ) g
SR, 2 Al bR PI3K i K,
RAFFAEYED R W 2% W R PI3K 145 IE
H P850 7EHH R I K B RIE TR, AT
OO AR SRk DhRE N, o] BE S RE PR O UL
AR,

P AR G 2% (Visfatin) G RS ZFEEH, 5
BE R R R B, ARAERE R 0 M58 7 T R A FH
AHE ., PI3K ¥ FIgfA RS R R E 2
BHREZ—, & Visfatin K IERNE S RZAEH K EE
#4152 — . Hausenloy 25 "V 50, O LT HEVE 45 403 F
&I 25 T Visfatin 7] A 209D O VU FE AL, 39
Tt ILFE 4 4805 I S . Choi %5 ™ B 58 R I,
Visfatin AR 30 LA G 52 SR BRI - FRREE A 450
P, FExp 0 i A8 B DR 4 FH AT B AR 8T AR A FH 4
P 2 TR R A I ). Adya &5 U R ST R B, H0
PI3K J&# i 7] ik /b Visfatin i S 19 M N AK.
HFHEZE W B9t Bor, PIBK A 808 FR %R K RO
WA R AL BEAS, (RE 1 W8 R O L B R AR e s
FIRE, R K RO ALY Visfatin KI5 N, 1F
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6%

¢ Visfatin 5 7 ¥ RGO R ERE, HE
B Rt — 2B 5T

W TR 93 00 ULIS 1) R A R R AT AE 22 Bl 5 1 it
ARk, A5 S E B EEA BT, NAZSURM, 1
PRI R . O VLGB FEAS 5 NF-xB 15 538 i i
AR S AL & R P2 W) (AGEs) B8 0, AT 521 .0 LT
A S O LSS M ER AR, PKC 15 58 B A 5 ) 2R (1 s
C(PKC) KA, i % 7k 2 11 H 2 08 i s
PKC {55 R 4% S 44 M A KR 7RI, ek
WLEF 4tk . v LFE 75 5 TGF-B,/Smads 15 5 18 i#% 1
TGF-B, SEAH A T 5o Rk, AT LA In£F 4k 20 2L
AR IR 21k . 4h, miibEisE SN R RS
W, AW PI3K/AKT {5 5 3 B LE M PRI O JULET 4EAL
T R AR A

3 4iE

Zr BRIk, BEPRIEIN, HLARE L 2 R A
fE5@e, e O NLani &L m e 4ide, et
WUV JEREY 5K, B E K AL 3 s A
A, P ERRAREE AEVE EAAR a. BEIRIE L L
TR A R BA BT B VF 2 R FI R R A
FERIT, AT T AR 7S PRI U, B A B R
T L 7 S O T RERESE, KR AB AR ORTE T 7T
o
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