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Cancer therapy-related cardiovascular dysfunction and coronary microvascular dysfunction: research progress
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[Abstract] The risk of cardiovascular diseases is significantly increased in cancer patients receiving chemotherapy
or radiotherapy. Recent evidences suggested that cardiac dysfunction and subsequent heart failure are mainly caused by
vascular toxicity rather than myocardial toxicity. However, not all of the vascular toxicity of cancer therapies can be explained
by obstructive coronary artery disease. In the past few decades, it has been found that myocardial ischemia may be caused
by structural or functional disorders of the complex vascular network that cannot be seen by coronary angiography, known
as coronary microvascular dysfunction (CMD). There is growing evidences that cancer therapy-related cardiovascular
dysfunction (CTRCD) and CMD have many common pathophysiological mechanisms. This paper elucidates the relationship
between CTRCD and CMD from the pathophysiological perspective, providing reference for exploring new diagnostic
methods and treatment strategies of cardiovascular diseases.
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1 CTRCD

CTRCD J& $t M 83 36 97 Ja 0 3000 o0 il 487 9%
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2 CMD

SEEIR BN DK TG 0 H B sl Dk 6 R LA A AR
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(L) PIRE A A 55 2B 3O WL T 1 5 B0 WL
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%5 IR 25 1 (low density lipoprotein, LDL ) 34 %
I 40 i T S 30 4 R 9K R FL i (angiotensin-
converting enzyme, ACE) ik | i Angll
DUAT 422 )5 A R DR BB R 5 I 4 s R T il R
TS ATt bR 5 ok S A A £ B B 5 ) Tl 24



° 1138 -

BB 20204 10 H, 6 41 4

SIE MR AL

33 ARk MR BUR O HUESE . BN A Al
LA A FE A ) DG B SR, BT IR IR T
A By AT DL | A I R T I T R i A A FE
PR AR et e AT e S B0sh Bk o A JE
Ji, DT 5 1 R MO AR M5 dfe 1t 2 L
S AL E IR 2 R RS R, BRI IR o
VEGF {55 5 i #1001 245 49 o, 2 384 1 5ed bR 50 ok o A
T X o e IR Bl bk 5 I 4 P4 2 ( microvascular
occlusion, MVO ) J& F CMD [y —Fp2 A, n] 2
O WU INESERE, (0 IR IE R &P 52 B T, %)
WG A AR > Bl - PR A
RERREAG . I/ AL R AR T 18 45 52 2% A LA FH
[Fl 28 17X —JE A CMD, i A5 iX SE AL 72 1R
KRB S5HeMIEGYT 5 m 48 EEAA 5C.

34 BRIWEE RIICEZEZFRA XK
[ F MR B K T i R I SR s, B0
ok b B e e al AR S e T FE R L. X S
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