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Abstract: Tyrosine kinase inhibitors ( TKIs) are targeted anticancer
drugs that block signaling pathways like EGFR, VEGFR, and BCR -
ABL. While they have greatly improved cancer patient survival,
frequently cause cardiotoxic effects such as left ventricular dysfunction
and life — threatening arrhythmias—problems that pose a growing
challenge in clinical practice. The mechanisms behind this toxicity
include on - target damage, off — target effects, and electrical
disturbances in the heart. Newly discovered mechanisms—such as
metabolic reprogramming, non - coding RNA regulation, and the gut
microbiota — heart axis—have also been linked to TKIs - induced
cardiotoxicity. This article aims to systematically review the mechanism of
TKIs - induced cardiotoxicity, provide directions for future exploration of
the emerging mechanisms of TKls — induced cardiotoxicity, and provide a
theoretical basis for the development of new intervention drugs.
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Je e ERPARE AR S BN O EREPE 5 0] S ARORE A
TR 25 SRR G, I HEA Ve O I IKURS: 1 J8 35 B )
MU ERERE S, b R 5 3R R I DR 52 B AN 1A
HEPEARIRTT XU o
4 TKIs SHORESHER S FHLE
4.1 ERBIER G
4.1.1 VEGFR {ESi@EH0#

VEGFR — TKls 3128 1] 155 P e A 4 PR 7 52 44
O g L A R, DT i FE BT B R A8, A RO
M5 RGN AR R 5 . AR BRZSR, VEGER {7
530 % R TS PI3K/ Akt/eNOS 42 4 1 P Bz 40 g
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BCR - ABL - TKIs S E00MEREVE (M AEHLH o b
Hb BV e MR RLAR Je i i R T A B RO R RE
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7, L5 bR kR AR BB AR O — 10 Xt 6T e
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RS T, O LA B & A AR 15 o 2 7 5 B RE i
A B 5 ] s A 4 A RNA ( miRNA ) 58 33 25 W0 74
2 5T KR AN O G BRI 3R s, A I
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