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Abstract

The main burden of cardiovascular disease is the world of human disease, cardiovascular disease
upward trend in the future will continue for a long time, with the improvement of the morbidity
and treatment of tumor, cardiac insufficiency caused by antitumor drugs is increasing, the heart
will not that would give for disease control and prevention of cardiovascular disease in heavy
burden. The early toxicity of heart is diagnosed by laboratory and imaging examination. This ar-
ticle reviews the heart failure caused by anti-tumor drugs from the aspects of metabolism, early
diagnosis, early prevention and drug treatment, so as to provide reference value for the diagnosis,
treatment and prognosis improvement of patients with such cardiac insufficiency.
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1. 5|8

O LRI A A TN B 1) R B AHH 1) 2060 244 4k S iy 2 BB 4, AR K EL 0 7 2
U5 (Heart failure, HF)7& g1 244 (8 AN FH I 1 1, 10K 22 BB 8 250K Rk BIME Tl PR X[1] £
ABSE, AT L A R EAE T PR EE R, BB ARG T 1k R A A M A7 B ) (B 2%
&N, ARTREAE VR ST T SR R0 M B R AN RER AR 2] A ST AT 254 SR 0 D BEAN 4
(5B 25T Ut R REAT 4338

2. LIHEERERIRINIFEEL

O LA B R AR OV 4G M E ZA) ), Bl =8 Ak KW ERBCRRI A . e AR
SRR O VL2 B A ) 55 T FE U 25 6 10T R (FA) RO & 0%, XA IR 0 nld it g 4k Bk
PERERACUR A ST A E A, (R30I 0 E, BRI 152 FA VEAEIRZD T (3], EAEZR 1 5B B
AT I A AL A BUE A BE N (4] A R 1) 2 61 26 BV FEAE O ) 3B A 55 — B BRI N[5, 70 2 32 2 3038 ik
o FEAR R OHES, PR A G G a WA b R E SCEEER, Mt a AN =R
FRIGIN, TMAE HF I Thae sz 8, HEMEM AT FA 0105 %0 00 A0 b TR B R I SR s e DT B & .
FEO I T, BRAIE BN 2B, A N AR VS S B S LR R, XN DA g 10 I
e HH6].

WAL, FEC LB ML ANC S A0 AN BN A o, — 2R AR AR K 2 1 (UCP) B 3R 08 R A A R e g,
41 UCP2 M1 UCP3, CUdiiR[7]. R—KIGHERBME»EH R, AMT ATP G, JCHZAE FA K
P A A A SR 4 AP RRIRRIE DL E .

3. LI TEBAAE T T R
3.1. (LREEERIBLIATT

Singh ZEf 7T HRIE[S], LIT 51 AT-L B (Chemotherapeutic cardiomyopathy, CHIC)&# 3, 7E CRT f4
AN 6 NMHJE, &3 T ONERFEAIRYT (Cardiac resynchronization therapy, CRT) I 8¢ 1T ZLiERGE, 720
EHF 115 F(Left ventricular ejection fraction, LVEF)ALOIEEIR S, [EIXTUFITF, 83%HIEEFHER T HE
WRZYNRTT, JFHABIET R RN, WG — e 2T, O )32 i i Az By 13.8 4R,
LVEF 3% .
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3.2. 1A MRI

OJIE MRI (cMRDAE A LA, CARRIEOREZ R . cMRI 7EC A B 5 2R 77
R B AR TE, BRI E 2O LV)MA O SR EMINEERN ShrdE, X TH2slaseirsn
NI RERERG B, cMRI AT 832 W, JF AT AT 4145 % DLHERR AR LW [9] [10]. A
R R WSROI REA 2 BT 254, AESSURT L RO BT R 29 n i Z BT, IR T
PR A AT 51 S Th BEAN 4. UTEER, cMRI CORZHRI T1 I BRI E A SR 255 5 ) oL ET 4 AL,
JFHERE LVEF R %, lustberg fEMMIIBE SR DI 11], ERBARLAGWIAIT G, UL T2 MEZEEREAET
53, R AL T2 ARG N B s SOAEAZ AL, BRI HEREE LVEF f9°F B, T2 22405 3 2 R AR SG R [12],
EEIISEe g = KIIREY . BEAh, CMRI &R REAR IO LR G O 095 AR e R R/ Bl S5 5 15 I )
Tl .

3.3. BELEIE

2o s B — M OE B HATr A 2 Jrik, 2 H Al LA Sh REMEIN AV B BB X TIEE ROl
BEVE, T DASE R T B T AR AT I, (8 A HLC U R, S T RIIBE VTSt . LVEF &
H il 55 2 T RO AR D RERIRFR , (HHARE AR AR, 40221 8) & A 805  BE A ERER A& (Spot tracking
imaging, ST =4E(3D) 3 IS4, W RESLBVASN AL, DU RD By o JIE 5% 7 1 AE 52 B KB 22 1Y
RUE[10]. =B A LA GDE L IEME AR A &, BB R X LVEF B (8] 193240t 47— 251
M b B, 5 gEB A LS EILE, 3DE Refe it EMERR ) A = AN A R H 2G. STI AEXS 4% (A5
RBAT ST R ER LR, SRR, BA R HER, HE 58S MUK AR, JF HR
)73 AT BR[13], 5 H H % T IR AT E RO Fo b . B A A5 0o sl B 4 BRI 17 32 (Global longitudinal
strain, GLS) CHHETEAE N — M B, DABRERA AT HH 50 /1 22 S A4 91 Th RERRERS XU ) 838, GLS s HI R
PEEREAFF RN, RERSZML. WEEMERARRR S s, BRI CABEE RIS . VoA A S 2 1 AN TR
TMAZ[14]0 5N S s BBEAT LI RE IR, NAEH Al — S HLERBEAT AR I, DU IR Z R R, O A
)R AP Bm] — ] S A A FRE S ALEs . B S804 A= .

34. IWEHE

34.1. AIEEER

JULES 8 1 D o i BE AR P S AR A T C ) i W e AT ST LA 2 (1 A8 mT AR IR 9T 45
SR 0T ol RS EAT AR B 53 J2 LA 3 (1 50 1 n 4 = AR OK AT REAS & tR e Do S T RE RS, oI A
MR AERAREAR. S — 0, USSR AN, R R A N R, A R e A DU
K& e 0 D) BE RGN B O E AR [12] [14] [15]0 SRTAT, FEAGYT i A9 R A ] B g e ) 1 LS 28 1 Y
Ak, AIER T AR BT S NS & BRI J1 A AN .

3.4.2. FESARK

OFEAEYIFR EY U0 n-7 3 B %499k (N-terminal pro brain natriuretic peptide, NT-proBNP)FI L5 2 (4 7F
ol R 259 51 iDL T Ve D AIESE[15]. 2k NT-proBNP M /0 A =Rk, ARk,
FHMG 72 NEFRE BB L K BURFEERE N, 7E Shuang AURFFTH([15], BEINF] M3 NT-proBNP £ 4 h
%35 h NIRETRE N, ARG BT, H R I S2EE % NT-proBNP (1) W A 3F 4 ) FH 245 )5 48 h. 1] Geeta
FORB12], 32 mAlE SR8 BIAR AWM EFE IS EA 1(cTal)s PEEA T(cTnT)M C MEH
(CRP)MKEEFI R T, 1 BNP. NT-proBNP 7K T iy A B B (R AR e, e b ] B30 A Wb
YI7KF B B 2 B AR AN e 12 W 70 S S 4 B AT 7K Dh R I LA 5 o
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3.4.3. HitisMIm B

£ hao 7T H[16] & BILERT 2 2 (Doxorubicin, DOX)i% 5 /8 O ZE LAY H microRNA-375 (miR-375)
FaREI, I HLTFARIMETRN H9c2 K RO ULANI RN R RO gs 5B 2 403 5 miR-375 [FRIA
B, LS T miR-375 FIHIF G, O/ RAR N B NT-proBNP. cTnl. cTnT. LB T i FE R w4
i, Ixuegt FONERA TR AT OV EE R AR R S Bl BEACEE N OIS R BN ER RN
SUM ORI, SRR, R AT AE B S O P A R [ 17], SRR ERATIFE R VR 7 i A b EEAR
PREEH, INsRARE . Shao HIRFFT R IN[18], Toll BESZAR(TLRs)& M4 KA T, 7E DOX 18J7 I
OEThReRERG B, TLR2 A1 TLR3 437 BiAFINE, X AlEeden TLR2-TLR3 KA/t DOX #5F 1.0 /)
TER TR, SRR BRATE TLR2 4057 T GEXT O FECE B A R E M . 76 S. F. HE 78 i &3
[19], m-Fif 52 085 11 1) g8 SN 5 7E IE R O AT 2R JLP-ASAT L, {HAE DOX 5 S (1 32 38 K 5O T 14 B
AREARPHIRAE, m-BlZAEAE DOX 7S5 13 Ol AR RIA AP F OIE 3 T 6.1
%, [FER TR DOX #6I7 )5 | JiJ5 LVEF 5E4KFRRE %R, HE DOX {5 8 Ji J5 1418 . %
fiko [FIFE, m-Fi] )7 324K mRNA 7£ DOX AL )5 1 AR WA, 11 m-Fi] J1 32k mRNA & DOX ALb2H )5 8
JARZETE, RO m-F F 2R E AR S LVEF (7 R R AR O (y = —0.68) .

O IE BRI (9 L35 A= Wb S AAE D O R B PR AT (R 7 BA SR X, BOREA T LARE 25 5 HilfE
FEI e VR TT B () PRI T I A, 5 o] REE i A v A N0 B (A B e AR

4. L NIRBREETT
4.1. ME A5 PR

FRE PN WABHIR 7R, 04 I 78 559K 3 4% 40 B 411 771l (Angiotensin converting enzyme inhibitor, ACEI).
A TR 3R 2 AR BRI AN B OS2 ARFEA ), S UE B RERE PR O A B BABIBE T2 AR 28, R b
TEHER A0 A R 1R 2 00 25 Th e B (1) sk Y 7 TR %20 o AR R AE 28 — IV & A = Je P Ga i, It
FREAEH —4F, e TP 7 G o O B D) ReREmG AL O E FAF KK R - 78 Gupta BIBFFEH[21], H2RHMK
YNEIT B E AL N, IR AL T RO ARG T, SRR ZE T2 BT, Va7 6 AN H eI
O E AR E K2 T vy, AR 2RI = S R, ISP 4L LVEF i, WA BE# NI T,
(R 2R N IR, X —55 R, TR IR WIa YT 1) AR vh A A AR AR 5 3 A B
PO IhREA S — 2 MR ER « 7685 — BlE R RIE H [ 15], AF TN G 7 AR AR F % 2% NT-proBNP
W R, 0 6 N H IMFRFSHGYT , AU SR 2, 55 %0 BEZHAR LL , AR IR 45 (1) NT-proBNP FE1IK T 34%.
Geeta {75 HAIG AR SZEG R BA[12], SEFCIE /R ATk S5 cTnl A1 ¢ TnT Bz, X F A iF s G BA H EmEH
WHP RO IR DIRE. RAE LT LEA 1) A VAR EIE A K-F I W) S 5e e, T PR 25 4)%F LVEF
B YRR, SR, FEIRTHEIA R BE Ui EOE < 1, AR A58, AU B S ek e 56 4T R
TEST ISR DN T B N . 7E Beokhout FAF 7T [22], WIAFBIAH S IEE R, I XG5 ¢Tnl. proBNP
B KPTER,  AEXHE P b TR H 2 Bk AT E R ORI RE R 2 FREV T, AR R I D T
it Z 2k T g RO T RE R A SCEEH o [RIE SRy X ¢ Tl proBNP [7KFEICB B, 75—
TR FE e 7~ R 4E MLY% B IR TT AT REE 28 T 2% LVEF FEu b OREH 5L, (B an R & R B0 Th REFE RS I K
I IF46 ACEL¥RYT, LVEF 584tk B OMEF PR w] e 2 SEBL[23]0 (LA BRI, KBTSl
28 PN 4y B 37 AT BEAE TS 2 0o 5 Dh RE Bl R A 25 /EH

4.2. AARTRERGETFIEL)
AL B BT FDA fit#E e ——MuO IR 7, E1ITHTFIimE a4y s oS, &
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R MERE G T, — BRI R A O R 2, R 290 - B E ST A B s
TSR 24]. SERRIUERETRT DOX 53 ) DNA XUERTZE, o DL B iR gt 1 Ry 1 HI[25].

4.3. H{Z549

PR 2540 BT SO O I B3 LA b 2 — 2 Ve MRS =, Sl O i fs . R EBEER AR
R MPUEAER, EPF R R E R RGBT R R SR NRAAE ., I ERE ., OEIKBEK, Xt
CVAN AT PRI R F [26] 0 7R BT 78 i R I, 2 22 500 R 254015 5 160/ B UL SORE S B A B i
MR, 4R S ZE0 0 L SRS I 32 ZEHLHI W] B -5 o A 1 1 A 4 B 980E I N A E[27 ]
A /> B AR A [R50 5 4 T B8 SR A I 5] AT T P T RS B RO B,
PUAAL AL IECRAPVER], FIEAE 100 mg/kg I PR 1E B 12 [28]. Xia IR FEHEH, FEF A2 a] A
FIFEE MO R TS . OO UG PE . 2 0005 B A 40 R G BRI P 7y T 403 B 25 0375 5 1) /N B T A
B, JF HUEA 2 — MR E R, 75 22008 AR B B R [29] .

5. ZRERE

Wt TR A0 R v, DU RE 2 A Ao P R o e B M, e A B P M R R ) LS
PSS 252 RE . E2 TSRO AE SR AL B R TR TR A
MR A A R s i, (Bt — 0 7 5 RO B & 6T, i NI o 285 e . H i
K2 Bt TR RE BIBE . Bty ANFEARBORITTT, s Z ARIIRE U AR SRR s (i s ok, AR S
SRR . BRI, 0 TR 25 5 B00 Dh REAN 42 B TR IG5 07 T 75 HEAT B 2 KRR A A
WETT. BEAh, FEARRIATR B 2 A>T WL LR S PR 2 22 55 SE IR R TR 2D R PR A AR R T B
WS R A AR DR GR ST T B NIESREE R 2 W, B T IRIVEA B SN
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