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Abstract

With the development of medicine, chemotherapy has been widely used in the treatment of nau-
sea tumors, and has been recognized as an effective means in the treatment of malignant tumors.
The subsequent complications related to antitumor therapy have become a common concern of
doctors and patients. The most significant complication of chemotherapeutic drugs is cardiotoxicity,
which can lead to decreased ejection fraction, arrhythmia, hypertension, and myocardial infarc-
tion, all of which can have a significant impact on quality of life and patient outcomes. This article
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reviews the cardiotoxicity associated with various anticancer drugs, and further studies the possi-
ble mechanisms of cardiotoxicity of anticancer drugs, providing valuable insights for early identi-
fication of chemotherapy-related cardiotoxicity and management guidelines.

Keywords

Chemotherapy, Cardiotoxicity, Research Progress

Copyright © 2023 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 5|8

2 30 2K, BRERYT AYED e IR B OIS R R E PR A1 ] BRI AA S R S s AT
INRIEGUIRE I T IR AR . HUMIRE 9 OR B F ACRE T, O MV IR ACRE M AR A SR JU AR 2] 4
ORS00 7 IR LR b E R R v, o VORI DA /0 33 9 R BLINIAL ST A 0 Lo ML JF ACRE 3] SRITHE
[FG T AR T BUMRIGR YT I0UE, A7 T BedE— DR O i R4t

2. T HPHE X OIS —ARLE
2.1. SHNHEESERTISEK

R (ROS) I MR IRHUA AR LR 258 T AN T L 1A B AR S0 H 7 1 RERS R
FAERIRJE ), HMREZ, HhE A fERE AR AR, UiEBEAE A, BEA
ik ST H AL DR SRR et oy B B i, anid Al SRR, AR A AR
PRI, A SRR 4] [5]. S EIXMACE AR A R LR, R AR AR B A s R
T A AR PAY T )5 v P AU LA oY . ROS AR 3R 2 7 SR L i 15 S 2 (4 4, 41 DN
FlF. HAR. Zohifk, JFATREFBSEIC[6]. BT AT ROS ATRER ™ ARITER, BILA JUEL &R
Gy n] A B I LA T A [6] . LR AR B rh A7 7 — R R BL AL &1, FOR BRI AL B
BeAt, AL TR b 2 B H IR S A B R Bk D i T S S A A D TR S A Wl T g/ A
RN E 7] AEATTIERES, ROS SO MEH LIRS VIAE K (ST RE kLRI n, &
17 2E ¥ 3222 ROS A2 AP ES (8] [9]. TN ROS Hi T~ 3 K M s il PR (4w 2% s DRIk, 72 4F
EATRIZRLAR B8 5 % B H 57 PIRIFEE[10]. BEAh, A B T-H R 2 ) B 2 HT S RG0S B I 1)
HIERS TRk D o T R — R AE B B T 8k RGN T E S b B 07 B8RSR . FAE A i fR
AN R FALBE TS PR AN 11] . DRIBE, (OB  Z 20 SR A AR RE R o VRO — R AN AR 7
2, DV BT AR AE XU T 5 5206 L S A 1 8]

22. WERRTFRESESESRE

BARBWERREA AT G g, (B0 JOAE 2 Xt 2% B AL ST AR [12] 0 A8 1 SO0 W] LA I 8 1 e
AT REGEAFAE . JUAP R PEGIAR 54 IL-1B A IL-6 7] DASZMA &% B AR BR D RE . 7RO M8 R, O
S T TE D RE I AR 5 JORE T A K R MR L TR 1A 5%, AT 3G I o B 2R IR SE(SCD) R U2 [13] [14]
Romolaran %5 NAEW] 15 RAERR S INATBE - ZZEANSGETE(MERG)INHRIA 5, S QT AN, 3h
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TEHAIREK(AP), 2O R H (Undim AR ) M mT BEMEIG N[ 15] [16]. & Fi@I&E L SERCA2, CAWMA T
Cavl.2 (L B Ca> S BIE M —Fh2KA) 5 TL-6 R IL-1 ACT RIS R [17] [18]0 1 X 2 JORE 1 R B, TL-6
filkk — RIVEBN KA ONTIRE, MEKIAREE I, [FIRE I FE 2 bl A G2 4 Rt 8 A0 45 4 2H 27
A RGN T AR R B R . Fis2 b, IL-6 A IL-6R M8V RIE T S5 gpl130 HIFFLEK Ik, gpl30
YA KESES, B KR E 23O U6 AR 19]

2.3. §EHBE

BLE LN SZ BRSSP YE DL R s S B 4546 5. Bl v S 85 4 /M E 5
SERTRCRIG I . DRI, I8 IE AT D B OB A T R S ECO IR R, RN RAGT I S0 IE R AL
il — o —LefbyT 259 B3 O IE A SRR S o B indbyT 299088 i T ROS JKF, X AT BE S 84S
FEER[20]. 7F Sag 5 N\ F— B 70, B0 25 K48 i 7 K SO LA A (5 R 2%, Ji B IE ROS. /b Na™/Ca™
TR IFRIERTIEARAA[21] B R S MO R & 58 I B S I RRE[22]. thAh, RAT
T kR A ] PR S S R e O AR L . SRR RIS AT, O S ATT R DGO I 1 FATL
o BRI, Lo LAH M S5 5 4% 0T DUVE bt e 249000 IR 55 M ROV PE VR Y7 3 sl EAT ik — 2B B 7

24. EKEFES

AR AEAE R A0 B IG T AN SE AR D IR AR . I N B AR KR (VEGF) it 2 — M7, &
Z 5 ML OV ARG E SR B AR . RAENLHI M AR e 4 7%, VEGF ChE R I 78
ik b P R AT AR ) S BB IBOR YT IS AR, N R AT AR R — SR U I/ NBCRG BT AT SR 5 . DNA & R
(A MR, 2 M B KR [23] [24]0 AR, IV AR BAMHI IR AR K, A BT 3 ) J& B Aoz b 3k
KIE R T B s N B AR 097 T iz SV g i R A SR B, L ehe « i AN 45 B B JehE . AR
TEFEZ BT VEGF 29901697 K12 70% 0 B b, Bk H(aHTN) C oA O iF 2V 1 B 2R R [25] [26] [27].
A0 R DR 00 W B AT R I HAth A A DR R R B AR KR 7 2 AR 3 FI(EGFR) o 7R/ RBFFFL R, X 2
AR B = 5 0 BES R R AR A 712 A0 0%, HRARIE,  17% 1 B fE R 2 A3V T AR IR 2R 25
TRYT I I E S O S 3R [28]. RAEPUERKGE SITIEREA MRS, eSS — = AP,
PRUH T i R ORI AN 2 88 . SE A T AR AEAS S AL, XS B TR Bl %o O I ) R 5 e PR B 254
BEAT BB FE, A BT SO AT B8 2 (R TS A0 A 355 T &
2.5. EBIRBIBKEIE

SEEAR B BKAEIR 571 53 (LB & S8 MRRVE FR Y0, DAGERR O T H 20 A BT R R AE A7 B8 70291 k4L, 0
AR B A FRIGAR BE 0 T bR Sl K 1) S B0 T 1 O 70 2 IR VRS R R O I S BE RN Co
R R 2L [30]. AR I MLIRAE JL 23 Bh A SRR Th W sl 2 B, & ™ s gm0 E W 4e 77, SBCOHH &
AR ZLE T ORMN B R )E VR k2> o AR SHJE RS AL AR B, R I AT DA A2 5 0o 80 (M 5L I G R 2% i)
AR E A0 SO (55 SN SR RREE) o ESRIMATE LT, X S Im PRAEIR AT BE A2 w8 ST Bt fAN a] g
P (STEMI), X ATREFECOIIRIECO B E ERR T ST Bt msME A B Q %) [31]. BhlkskFEmE{L
72 BUS RS IR B I F A SRR ) e R R AT SR R R, s BEARIE . =
REMAE . AEREARE, LR SUR IR T, s MR ZBEL ) MERR S, XNE AT
SEER L5 P 20 Fk ks A AR A BREBR (1) T B o BRE B2 R 5 P 0 28 P 3 1 A T - S50 9 AR 7 52 98 Hh B
[32]. HIT 255 7L IRBIBK S FEREAL AT 5 . U259 DUy 259 A R e 4 1) 712 5 80 IR 30 ik
P (1 WS 259, TTRE 2 Bl T8 58 B 10 SO R J5 i) i Wi A/EFH - VEGF il 7102 59 — 2Ry B
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T R IR SRR P ZE RO SR IALIT 259 . VEGF £ A B2 Dhfg il B 24 A (33]; 1K 48 5 0%k o b L
TR BRI [Fa) RH 25 6 P RE X e A A8 0 ML e R A 358 o ™ A R i . 2 — 2B AT SRR
KRS R, RIS ER R R ET D)z

3. ILIEB YRR ITAY
3.1. BIRKHHY

ROV IR ER . I e i L RN 2 o) L B R 3 RUTR T A 2 — . TR R 25
Y1t 2 AL AL AR 0 AN A B 1T AOVE, Bk DNA REBERNZ, SEEmET . BIRKHEE
L] DNA, FHIE DNA F1 RNA A E[34] [35]. BEREEmRIN T 20 fElk, SEOETEER
FEAE L SRR R A R R AL LT B ORI T2 [36] [37] BUORZRZG455 S 10 0o IR 253 1k 1) R R AL AN 5 41 2
EATLAE M, TP K FRAL, DU 5525 ROS S 4. P % 2l i ik
DNA/RNA & BERIINZRAAR KT, IR ER - SRE &Y, Lhifks RKILT ABCBS #iz & 1 Kk
BT IXFE SR . XFE S SEOEER ROS 74, MRS RET[38]. KRtz 4, H
H B S B H,0, 51ES 1045 2R 7 & BOR R % 3 1O IE SRR 7 — FIHLHI[37] [39]. RAFER L FE
W&, HTHRIT SPEREYH M O e A2 bk AN B s . SR, T I R R IR A E R F RO
PERTREZ B B0 . AP A1, NADPH S AGEEE K B 14 8 B 0y 14 ok 72 42 ROS, TR —F
FRAEE A E T ROS [40]. XFT2E R PIWF AL AT A UER, Nox2 NADPH S ACES AT L@ il ROS
FIFEAERAE BE O IEE Y . SR, Lubieniecka 2% A\ K Bl POR & — £ &M P450 JE K, 4wt —Fp et 7
M NADPH ## 2.0 E AR, FIkS5Ra% KR5S LVEF BEM5¢41].

3.2. BE=ERIAERHIHI

B, FEBE. BiEE e MRS B R R IREMEHHFI(TKY, XE—Ryusdiy, HTi6
SEVERIANAL A I B TE IR PR 55 . B 2 BRVMEE 2 — PR B RR TR L AN ATP #5748 210 11 ot o B IR ik
BEI W, IXFRE I A BRI B AR A BERR G [42] . SZAREE Z RIS (RTK s) 77 76 T 40 M S AC A4 45 & X (1 4 i
FEEH T A A2 AT R AT U A7 AE T AP P o TKs 9 32 E2E F ML )2 3 5k 40 B 4/ A0 0 P 15 5 S 1 T
PR A () S (5 5 3 [43] . TKI i S 1O BE SR EEALE S A M, HEFERBNE. BT TKs 1
VEGF/VEGFR2 #FHWT, ok i —Me WEIER, HRAZR I 47%. VEGFR W#77 — 2 & 14,
HAMHI T RE S BN S T RERERS, SESMNE L0, R, TR e 32 A R i B ke i i e
B, s 2 S B0 R J0d K S 800 /) 3 .

3.3. HER2 $U[a)3497

N2 e A KR 7 324K 2 (HER)HE [F1IA YT F2 40 20%~25% HER2 + FLARSE 1045 22454 - HER2 #E[A1A )T
e B 2R E LI e R pUR . B2 BRSPS HER2 AN AME/IRLE &, W LUB T IE HER2 &
FI I [RIVEAG R BRLIST HER2 15 5% F[44]. 5 —7J7 T, M ZERAEHUIHHT(T-DM1) & —FH 5k T mr 25
Yo REHHLHIMATER, (HERTT RN T-DM1 AR, JHEMmAaRrdiE, SRR
DM, X Je —FP HAT UG FEAE FH 40 B PEBUCE R [45]. R, HER2 $E[RVAYT R AEHURG FEAI ST ML
ARAER . RN HER2 4738 5 80 K R h AR K H 75 5% S E AR E[46]. BRILZ AL, BEERFRIRES 52 7k
3 (ErbB2) il it ] LARFAIG 4 52 NOS [3RIE, MIMTEC AN A 774 38 £ (1AM PE ROS [47]. Bk W Fh
WA SECONAEET . ¥ T/ HFER Y HER2 B a7ay7 BA OIEEEME, B0 PR EE A& Wil 22 O
Sy, U Y 8 T R R 2
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3.4. EEEEAHNHIF

B BRI H 7P 96077 2 &P BEIR (MM) A1 2 40 P bk E087 « PTs 385 4006 2 (1 A4 1 20s 2B 1
IK PR IV S Sk 0 1) R P PR AR, AN 5 SR TO[48]. 88 AR A AR LE 41 L PN AR 3 J5ORT 0 B U T A 5 (B
NF-kBactivation)ill it 2 & [ [ 2 vh 2O E F[49]. W& K@ B N IkB /KF-X NF-kB i1k & 4%
HFIER[50]. #E4h, BT NF-kB &2 51— A A RSB R RS E SO E . RIEEKERH
B O IEEEYE, TR AR R AR ELP JE IS5, AT REE BT IR R T AL, S BT = R
PR 2295 AR RIS AR A O I B[ 50] o

4. WITHMER LHBENERER

AT A O JIEET 1 (0 R A 2 32 J LA IR R BRI, L3S T S F O 2 20 8T FRERif ). Fls . M
FIFFCAD R 0 B S . b, O MU & AR B A7 SR T EEE H[S51]. Dawn
S N — T SR B, B B2 0 B R I6 T 10 T L6 T s 58 2 R Ak 0 3 08 1) IR 5 ) R 4 4 ol 7o
58%H1 27%. AMATERI, 5 65~70 % HIBEMEL, 80 2 DL L i g 0 ) 28 38 i KUK 58 K [52].
B4k, Hequet 25 A (53 — THUIF 7 ol E e 5 K 55 1 AR B vy ) e PO T 22 2 0 D o LS % 8 £ i 6 DR 3%
[53]e BT AT SR ONETEIESL, 845 1T St(SK0 52 ) RIER A IR 38 (W AN AR & 7 20) ot o L5 11 XL
BrR 2. Rk, AT SR ARSI R — R 2 7 I $iEk vk (R . T AT TR AR R LA SR YT R
AT BEZR AP VPG o 33X ] UARHE AN ARG EAT RS I A B, mT LA RE A8 R0 S A7 3 B A 2
MRS o

5. &t

ORI R—AL T 2N BB I RE, EIRYT IR B N AG R AL . AR U R T
F10) £ 5 00 Z0URL AT R Ao JUE S A ) ARG, S5 P8 i Ak o X el 75 S 1 AR AR RO ML SR TSR
Jiv i 6T 75 8 VA RCRT F B CoME T AR ST 07 6 IR OO 2 B A RS, iR B SR 2R I PR 1 DL 1R (it
XL . 5 B DT TR O 2T RSN, DU AR R . BEE R AL R T AN e
JEEANWHEDE, B OB 290 O A TR R AR B, DUETT A R I I e 3 MR A 07 72
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