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Abstract

Diabetic heart disease is one of the serious complications of diabetic patients. Recent studies have
shown that cardiomyocyte lipid toxicity caused by diabetic lipid metabolism disorder may be a
key factor in the occurrence of diabetic heart disease. Lipid toxicity can induce myocardial in-
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flammation, oxidative stress, insulin resistance, myocardial fibrosis, microvascular dysfunction,
resulting in apoptosis, myocardial fibrosis and diastolic dysfunction, leading to diabetic heart dis-
ease, can eventually progress to heart failure, leading to increased mortality in patients. At
present, the specific mechanism of cardiomyocyte lipid toxicity leading to the development of di-
abetic heart disease is not clear. Therefore, this article reviews the role and possible mechanism
of lipid toxicity in the pathogenesis of diabetic heart disease, in order to provide reference for ba-
sic research and clinical diagnosis and treatment.
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1. 3]

2 BUBE R (T2DM) A2 52 e N SR JE i o LRI PR AR A% i 2 — 48 B o B JR 93 Bk B (International
Diabetes Federation, IDF)4tit, Tttt 3] 2030 5% K 8 Rk 2 5.5 44[1] [2]. BE R =& — 2 DA U 9
FEIEI AU PR ,  BHBR 5 2R 4 WA B B 3% A P B 51 S [3] [4], T2DM i N R HAJE B R R RN, BEA
R, WIS 2 RGHA, ok, B B RSB ENEE, ORI sk ThEE
0, SOEHETHE RO U 0 Lo I3 5] B8 PRI 1 52 52 ma A4 5 B — R A0 A JF e, Foh i
Ja B B0 I EE g (HF) [6] [7]. SFek b, 2B IR BRI mMA O 28k &5 7013
YR RIRAT[8] o B PRI P o IR0 1D 5 SR PR JR 3 AR VAR T i et bR 20 ko i B A 8 6o R
OB [9] [10]. TR TER, RO IR AR L - = 4, R EAHEIR S = HT. JE
B AR, JORE RN ZRR A T R S 25 2 Fhig 2 S BN O WL B 545 [11] [12]. SR, FefQif 3l
1 D o LA PR i B 4 T R A 2B W PR 5 o 7 P SE Bt AT S B [13] o i 2 2 5 50K JR 5 ko BEE975 RO ML 1)
B, ARSCFEZNCLF AT AT IRR .

2. BRRFER{ S

AR o R PR S8 R A 3R L, R PRV o Mo 2 (AR N e, I M PR A A P 3 g
W L AGEAF BIME, TR A BB AL U P ARV RN o R 2k (KRR A A2 AR R AE AN R i s AL 2R L 2 o
R AR, BEREESON BRI BRI BRI RS R IR T H 2 B D RERRAS (5 = 1% AR I 3R AR
PURNA K, Jaa5 P AR i 2 SR TURIBE & B A0 45075 1S i PR o JEE T 93 10 e FF) B A 9 [ 140
PRI (14 i P PR B MY S A8 o 70 480 2 WA /L, o T I T R P S5 ORI LAk 2 TR IR AN [15], 38K
KE R LR FEE 1 CoEDBE,  ELAE IR R St B o, T 07 R A 58 PR R0, IR M PR SR A R
FE N B FEAR[16] 0 7] i et 52 A i i LU A H i = e TR ARV RAE R b, RIS, AR R 2 — I 2k
H AR 2 B th 2 30 s e H i I B 0 C (PKC) A3 A6 51 R 2 SRR PUA AL ML AL o
T KT, AR PKC BSE IR O LRSS T AKE TEERRAR . MR 2 S BRI T RE
BEAGAAALR, CO- T2 I G TT A A 35 1, X LR WA 22 Wt e 2 189 Lo JULAR i BNPmRNA SRIEH
B2 e B R AL T REAN A K RE[17 ] WF T B BB AR S LA IR J0T TR S AL R 888 I O AN B R O U
Wi, EEVFZREOLT, KTt s S WSRO AEDIREZ VA 5, Bt LABETU 48 R RR A AL b R A A
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I Lo IS5 (4038 73 [18] [19]
3. LA RaEE R R IHPERS

IEEEOT, Ll 60%-~90%[1 ATP HIRII R AL =4, 10%~40%[H] ATP K [ i %1 B LA K /> =
PR F A G SRR A A [20] o O WLAE RARBI U 2 O I MR IE 2 —, BRSO, o5
FEVRIN O UL ATP AR B> T 30%~40%, T ATP A= ik /b 5.0 WLAE BEACEH R I 028 A 56 [21], HF
Je ARSI BRI (1 e AR R 0 i LA M B R AR, A AR RIDR 2 = RE EORIE. 75 HF 1
F), A RSN R AR S NN, DAAMERR TR AL LR R RE R . BT HF IR, O LGE )
Ui 29 B 7 P P R PR 2 PR, ISR PPl B MR TR VR B2 T v, IR R e 2 i — 20 I R AR AL AL O UL
221

AU B AT PR T RE , & 1 IR 2 R AR T RETE = BE 5 75 SR I A SR 28 B an O rh o2 0 21, 40l ATP
T E RIS AR IS EE AT I OXPHOS MLl & i, ZALEIA, T bR i, BT KEEAN ATP
MERE ATP %, OIS AMNEIRE ATP /K, HIEFOIEFEL, s iolf ci® OXPHOS Hl
ATP KFREAK, FECOIEThEERFMK[23]. BN O EE I IR I R R bk B A L3R 1T 50%~70% 1 Re . 1R
W8 TR AR A, OO URT DAl A AR 2 A P g o U7 46 206 & BB VR v e B RUR,  DAOREE ATP HIfasE
A TR, X R R R S AR S S R, SR, 7E HF b, BB RS
SNBSS R B RIEE R R S5, OB ATP SRHTRER, UM AR IR AL 98
/AN R E 2 W A IR R IR D B AR R B SRR R A M o RIS AP 9T R I R 2R A 1 A (ROS) 22§ 58
LRI T RERREAS, JRIEIE B E ATP (77 A2k 75 5O JULAH B 1) 40 i D) e B g [24]

4. EFIRNERZAHESZREBLINARZ RS AT

JES p AR S 2, B R AR, R ARACUT . A AN BB A b AT e
AU, MK B, IR B AN 2= AR T 2 R S R AME S B IR LS/, BT ReEE
fifar, pAMS R, SEUEER R A R .

T2D [ fa N R — R AERE, MURE RS e MR, Ba kAR, JF H T AR 414
HES IR, SIS MR TR (FFA)K B T s o<, FRA (3 v e & S 804 2 A 4UR4N i 4= & IE
73, WG INIAR AR . AEEAEA MR s FRA R RN, 33 5 EHERRAS TR A CE BRI,
JFF FFE AR B ) PR A DO ], 30 FRA $REG, B4 B FRA FIRE & e B NARRR T 38 B At ey, I
YERNSALRIIUORR, P AERRE . REEME T TS RE 5155, PRI 1S, FEURR RABAMN
W, HEERI ThBEREAT[25] [26] [27] [28]. S RHLHUALCNTIE B 2 ARMHE 5 ARG IETE RN
HF RJBHIEZHRER29], S RIPIHI T TS SIMBE S6 EFIRGS, &R R & S BUEH IR
AR AN B A BT TR, AT S50 mTOR/S6 #HE 1L . RAAS HIMIE A& F T Angl T [ B
NADPH 4L EE T T SRR, A RO 5 1O (R 55 INK AT S6 ) 5L 5 3 IRS-1 1 222 1R
T T A AN 5 2 AR 5 () o 40 M DR 7375 5 P e B B AR B S6 S IR TiE AL, o AL IO B B 3%
HPUE A Z 0 AMOK 5%, 1X/2 mTOR/S6 ¥l 1) £ 5K . mTOR/S6 Wl (1) 47 £ 1k B i th 2>
SHUA SN BL(ER R, AR INK BTG o i 2 At 5 AR B2 R 4 A 98 o R B 5 g o o T A AR
KIS EBUREE, X VURRE F7 1 )55 -5 1 4 PR e A B AT ISR LA FH g — 20 OO G L 45
14[30].

5. SR
SEUML ISR Eh FR PG Ao NS 1 5 OB R A B 25 L 31 AR 1, R SRR L9265 B ROS [31]. ROS &%)
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T B R A, TEAHAR N 8 M B R A5 AE: SR ROS AT A B 18 R G0 2 [A] AN T4 A2 N 2
ThAgRRS A =B R N, 5 AN Sh Bk o A8 1k 500 i i B 495 [32]

LRR AR AN ROS fH5 B ERE[33]. O WURMIACE LIS S LR RIS B AN Th RE ks, RHL
NERRLAR R R Ak 5 H AR R (ETC)TE M AN ULAL, Ri3E ETC 444> I ROS 724 . b4k, Zikifk ROS
[k ETC K&, WilRWiERI p AL, BT BEAEAUHE IR = A A M B0 1 ROS. (O LAH i 38 )
ROS F=E [ LI S ZFEH, B4R ONLEE IR g, AR SOEMIETT, &l fMFs &
AR JFAE M LA R ORI T, e S BUO IR S5 MR D) Be iR [34]

LR 2 T A AT AL BT LU B ROS, (HAEREFRFTIRAS T, ROS H~ AL B it Hw
Brfie 71, B ROS BEJE XN IEPEAEY) 7> T (B 45 DNA. & R AASURT AR 57 )i St B s, fe it
LRI B 2R A P A SR T [35] o L RLAA Th RERERS 2 W FRI He 2 HF R 8 i 1 B K]
Rz ONANHIE T 2R A AL B RR AL P2 A2 20 0% ATP, HE IR B (DL kiR 28 ATP
7 AR TR SRR M T W8 D) 35 B DT R A A, DAZE RS IR IR AE 8 RE S L S o XN AR R T L B IR AL A2,
HSPEAE AR EE P2 A 2 1) ROS. ROS HIs I i AL BEER L, TR ZRifk DNA, il ca®fa
Ao LRIk DNA #4551 mPTP FFi, (BT Ca®* i fi) ek O IF M - (FRE F R4 IS0 1) 45 . I 3
CGAS-STING (31 GMP-AMP & [il§(GAS)FIT-HE 2 B K (1) cGAS Rl FM) 4, Zekifh DNA 45 v] R £
HiE 2 T (R FE PR B AE T (05 - SN mPTP 04> J3 ShaRFEIE R T AL BT DLIX S 8 4 S 3k ki ik
DiReksns, m24F3 HF [36].

6. BESRE

LR ERIIR, PRI Co LR TR A SRR L LA L g AR B | T e T 5 2R AR 5 32t
SEC IS S5 R R PR PR o HFE 5 ZE PR S AL, B PR o R FE M PR A TR L B i R R 3, th
PRI B RAESC TSGR 22—, FE e PR A R Lo MR 2 1) 1 22 LR AT RERSON T AR 77 DCM )
IBERL R, ARV EZ W

SE K
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