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Abstract

Antiangiogenic drugs play a crucial role in the treatment of cancer by inhibiting vascular endo-
thelial growth factor signal transduction pathways in endothelial cells and preventing tumor ves-
sel growth and differentiation. So cancer cells cannot access nutrients to achieve the goal of tumor
suppression. However, with the wide application of these drugs in anti-cancer therapy, a series of
adverse reactions have occurred. The most important is cardiovascular disease, including hyper-
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tension, coronary artery disease, arrhythmias, heart failure, peripheral artery disease, valvular
disease and pericardial disease. The incidence of the adverse reactions mainly depends on the
type of drug, dosage, the type of cancer, cardiovascular diseases and concomitant therapy.
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1. 518

O LB 555 R fieh g A A thE L5 Bl P S BB E T R K R B IR, o o R S A R i i Rg vy Bt
PIAWTRERE, Tk B A A AR B G, A E TR N — Fh 3 A i i A8 oy — P8 i [ 1]

R R I TEAR IR, O VS RO BB B W 3 2 A E B DI R R . AR, U iayT il 8L
% Rl 1% 9 (cardiovascular diseases, CVD) R A=, BIEEIMIE. O S35 . whiRs k7% (CAD). 4MNE
FNIKETR(PAD) (REAH . IR AL A SE, X3 CVD & ORI N BFAE T ) = 2R H 2 —
[2]. BEE XS UL B AN INER ,  BEITATAE HH— 18 0 2 Fb—— e I 9% % (Cardiooncology) -

PUREYT FEO M FMERE T CVD MEANEHE, FHHI5E T H a5 0 ieae &3 KT S [3]
[4].

TERZPURIRIT N F RO S, @R R A IS 5] BRI 73R B3 2 B AR A
I ) A v L ) R AR 2R IS 70% [6]

2. & AR KB FHIHIH

M A RS RE A K OGP IR . VEGF 2 AE LT A NS g v 21 (10 BRI A2 RV DG B 15
S, I P B2 A KK T (vascular endothelial growth factor, VEGF) & N 2 e A5 o I 44 A8 B i) 8
EERAHF 22— VEGF F i -t/ A 4Lk VEGF-A. VEGF-B. VEGF-C. VEF-D. VEGF-E. VEGF-F
1 PLGF (la#t4:&KKF). VEGFs &4 VEGF 3Z{&(VEGFRs), HF#2kA% VEGFR-1. VEGFR-2 fl
VEGFR-3 [7]. VEGFR-1 #il VEGFR-2 fii T- N ¢ 4ififirt, VEGFR-3 Az Tk e 4ififirt. VEGF S5
Bif&(VEGF A, B, C, D, PIGF) 532K (VEGFR-1,2, 3)%¢ w45 &, VEGFR-1 25 T Ml 4 H; VEGFR-2 £
S AN sg s . A VEGFR-3 25 Tl A p; VEGF-E: WTERIIME Fr A+, HAE
V&S VEGF-A AL, AT EE ML 4 R 20 o 20858 et AR IR (¥ AR A T e, A i e
RGN, AE S0P ik 4 IEET AR LS PIGF R IA B B3 &1 .

o8 A P PR P48 T I R LSS W AN B I I A Y B R AT I 35 L SRS 20, iRl 2 AR
MRS, BGiR a0 s, — B gk A B Sudd Toom R B R AR, iR gk N L By
B, MR an i i ks VEGF, (kg A 4 g Smid BN ™, 76 VEGF PER, A N B2 4
60 53 J V5 A Y il Do e A L R U TBE ()T T A 500 T 3 ) L R SR Pt AN 56 3, {6 e 4
L.

M AR O e R R T i — AN E AT, BN B MR AR KA [8]. VEGF il B% 5 X
YERI[9], FHZGM3nIE I Ol R I nT oG8 LRSI TS, angs B FLIRRE . e 5 40 e

DOI: 10.12677/acm.2023.13102302 16441 I IR 22 it g


https://doi.org/10.12677/acm.2023.13102302
http://creativecommons.org/licenses/by/4.0/

e %

B e A R [10] o H I I PO B2 A AR R4 770 2 B 00 O =2, 04 B se BT AR R R R 5 77 (T
A2 4 A A RS ) —— F 2N ML P B A 3R

2.1. BwfEhF

YU VEGF .41 5 VEGF-A K #1454, BHik VEGF 5 4R VEGF S2AAM EAE, A %40
10 A A R A AR I B o DU ER $ Bt (Bevacizumab) 2 15 AN 7E 3 [ itk b i i) i 8 #E [ 2640
FoaE I A0 VEGF SR FHE Mg i 8 AR R AL, A 4 i JC VR SR U % AT B4 g 1 B 1. H R
A BRALAE T B40 VEGF/IVEGFR HIR 73 H e BE BUAA 250384 5 Fh, B4 3 Bl se B pifd: DUARER i
WS, HBEREPT, DLRPMEGE A BT AR . DURER SR X S A A
T — WO TR MRS B — 20T PN DR ER Pt 25250 eh, 3710 4% R MR 45 B Wi i
B g N T 2 A A7 I (PFS) Bl S AE 773 (OS) 1 XU L (HRS) ) meta 734 5 Btk r A EL, AT IR D4R
BREPTEZE ALK T PFS (HR = 0.66, P < 0.0001), tE3 43 | OS (HR = 0.84, P =0.0001), uFsL | 7EALIT
HIIN DU ER L7E PFS F0 OS J7 T A 78 24CR [11]. 35 Je BR L pi 5 DURER SRR, 7 B 4245 & VEGF-A
PO, AR BT B AR B A N R IEIE A . BLR N BB IPR IE T, (HEAEIRIT R A ¢
PERETEARE W BRI P PPN S 2 I A0 o5 3

2.2. BEEERAESHIEF

I S BB (TK, Tyrosine kinase enzymes) 1] 73 52 AR g 2 R B (RTK, receptor tyrosine kinases). 3
AR R I (NRTK, non-receptor tyrosine kinases) Al — 25 m] i R 1k 22 S8 R « 75 e I AR s S I Bk ik 1) U
S BE(DSK, dual-specificity kinases). RTK J&ESHESZ4A, ALHE LA N R A KR T 524 i /MRAT A4
KA 73214 (PDGFR). ik 5 Z 2 AR (InsR)ZK e Al ErbB ARk, H 53R f AL K K7 2 AR (EGFR) FILA
KA KR 7521k 2 (HER2).

VEGFR TKI Al H AR N7 BT ML A2, e —2RARR vk 2 8L APUm 251, v 5 =R
TGRS & T BR E RIS T BRI, T 108 BSOAS v 308 o0 ot 1 G R I B T, T 400 s P e R it 1
BELIST (5 Sl s S, MR 4n i, [ S0 IEF PR AR K . SR [12]. 7RI LHAEF, BRE
T S AT 1) T I HE R 5O 7 2 R B R i, Bl FOR AR . AR . S E s . T
YA PEEER . B I AT AN A /N B o

TEIEFEHOT, MEAREEENAK . SRS s 2 CHEBEER[13]. SR, 785
AL PR RIEAT, B2 ER BN AR 240 i A8 153 2 R BB o 00 ) T S R VA L I W 2 7
I7 K 22 BN 32 G0 7 1 e 0 — S S g () B D . AR, T e R Ut A o 77 ) JB ¥ 7= 2
# HIFE[13].

H 1 VEGF fE MUV A5 AL AT e b VR, #] VEGF 324K 1) TKI 5 2 R g &R, &
BRI E I QT [RIHAEK L /0 35 5 L7 HC T FEALO WIBESEAS , HoOR A 2 BHIC, F 2N TR HhIEe.
Bl B ey & JE55[14]. VEGFR TKIs 53T VEGF HufAZl, Kk, ] VEGF 2584 & el
J1Ft i o BT VEGF X P9 B 20 M A7 28 X B 22, DRIt VEGR Va7 23 PRI A K 4t i 1t e B ME AT P AR e )
NI 5 B B L SR o LB P 3 553 A R 7 R A AR I e 44 22 T BUMUAR T U FH HE 1. VEGFR TKI AH G 1)
HMA R IR B, A O0EDRekEng . I ATz E B, BRI, AR T R R R R .
MO IR T B £ P K, VEGFR TKI 5 I R I e e 26 F4 1 5% R Aot

—IIC TR B e CIF R A SR B, #F e BB T =A DhRgil % 5K PDGFRa. PDGFA X
EGFR [15]. H:H, EGFR S5.CoUUSEAE L 76 M0 38358 BB JE RSO U AL UL 28 1 R AEAFAE T 7E 59Tk, PDGFA
O MELF 4G RLC 5 AFEL ZE VM, PDGFRo S5O IFEFZEAY. o P FEE 5 188 o MO 75 25 DT AH O
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T S R A 4 ) 1) IV 2R 8 B S AR R IR PRI 9T PP BAT ANRT AL 3, (R PR AR i
ARFFE TR SE S Ao fE B NLRRAE R G v, SRR B ) 7R AR A 5 s PR 2 SR
PLR R A % o o ML BEMERFALEAE ) LN HE (1 W7 i 7% X 3(BCR)-ABL TKI F A7 AE SR i 1tk o I P B2
KT TKIs 52697 2 LAk MR 0, 5 SIS S ksRIL SR FDIHSC. Ak, TKIs /E i
BN B8 VR ST 38 5 0 I ZESR A QT [A) I AE K AR 5K

2.3, ZHRMESE B HNHF—EH A ME R B &

FAH N P B A 3R (B2 ) A2 A I A e 8] 5 P9 B AR (ES) B R B T o A B2 AT ER 2 H /)
B P BRI vh o3 L i iR A e RAB (N i O AN EERR) T Tt 32 BE A LA A B2 i e 1), L
T-RE T8 AN SRR S AL R B, PUMORE PEAE TSR, A RSB . H i SRR S KA
VEIBTEAIER PG 77 B SR /N P I8 368 3o 400 ) 106 PAY B A B R A8 A v I P9 B3 AL 5 i A 410
AL A A DR AR A, SRk B P A H

3. WMERRK
3.1 mIE

e ML i I P 0L PAY Rz A A R 0 1) 7)o DL PR ML AS R ROSE o L v T E VR 7 46 5 AT
TR [ R A, R0 I P 2 2 K DR U ) 700 DG v I R A AE TR G U R IR T SR O I, 250
A, 29 EERR, R R A e, B R LR YT S U AT T B [16] .

P N B Az K PR 7 25 0 A S v I () 3 A B 2 e R e A i O o R TARAMIE 9. sl asi i e A
K2 5HW ISR A, HT VEGF JiiAi5 S 10 & FIALH S VEGFRTKIs JEA—3: Py 7 DhREREHS
NO A=W FH B A RAE PRS2 400 I/ U 4 75 R LA 7 9K 7 22 18] F) 9 187 LA R 5 45455 [ 171 2 BhADATF 72 AN
AMERI, SR INPT VEGF 254 m] (2 3F P9 B 4 i 7 T2 5 B A I SE 37 e J1[18]

I P72 K DR 4001 71 A 9% P 1 TIPS ) R 08 38 11%~45%, —F BEE e T 254038780 | Sk g 2578
o I AT R A B 7V [16] 0 R0 2 INLAE P R AR A R 01 35 2 5 R AS R B 1 1t R 84k, 8 LT
URERBT. PR, RRIEBEAY. AR . EREBMI > 25 kg/m?) L4 (>60 %) B 2
A= R L ) v AU AN [19] o B3 7E B 3532 DA ER B P ia o7 Ja A s T (9 B LIS, —RRAEVR T T
U5 4~12 S A RAEFRER, TRER A PUEGE MU — MO AEE B ISR 24 )5 4~6 Jis HL iy IR PR AR XU LG
WS 2YF R R EARME . — IR 42,510 ZEF K 72 TE R F RIS F SIS, SXRg
FEG, L &9 %9 25.5%, RR: 3.59 (95% Cl 2.95~4.38). 757 DR Bk EAHIATT I 8.2% 1) f % rh
ML BT 0 (B0 3 20 4 R)inifil[E, RR: 5.17 (95% Cl 4.19~6.39). S#EZARHFEIR T BB ML,
2 VAT B B e S v LI Y R W R TE 22 (RR:6.2 EL 3.88) [18]. R, il s f % A T 45 ek o8d i
BRSNS, Fk, EP VEGF 16979, i SO A A 2 WA 8 16 97 77 R0 3 I R bR &

3.2. MmizH#E

A A 2 R LR PAY B 2R A B SRR 3 — AP E AN RO, R LA A B A A R 4 AR
TEIRIT R 1 A RIS RE 2R AR R, (AR — e p UL 1 e A ZE S 1 R I i I A A 2 B0 35
Ehfkie FEMER KA IE, BRI TE R IE O LR M BURESE . WIS R Ah INRESE ., SR PEmi A Sh R ik
AT RSO P S0 K ML AR TR R AR 2 B 5 A K LA TR S s S T i 2 R A HL Al i ok I A T
F[20] o ML A B2 AR PR 72 IV A 1 R SR B PR 1, 1 I B S AT A, FFRAE U R T A AR
DAL, IR PAD R A A DR S 7R T 2 B AR S2 403 3 B R B SE T RE 7, 32 1T 3 S50 P B D e R e A P I A
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PIRERRPG, DABRRER AR FIRIREE A, A0 AR AR s AR [21] . BRI, HUi i gy s AR K BRI A
R A AL FE P Rz 40 B BE BT RE 7 T B S 200 ), B AR T RS A G . — TN 22
T it 5 e AL 20,050 1) #E AN [m] e S AL 1 28 2 (DUARER A0 2E. 10,394 41l %o EZH 9656 1) 125 25 43 #r 4
e DUAR BT B RN KA R4 () XU e v (REOWT /& B FE[RR], 1.37; 95% ClI, 1.10~1.70 [P = 0.004]
M RR, 1.29; 95% CI, 1.12~1.47 [P <0.001]), 7£RH sl DR bt 7 R B 58 5 R AESIIKA R $
207

3.3. FEmihEE

FRMLAE L 1305 (CHF) & — P WAH = E A R4, 5 VEGF SRR MG, E&RE, H
NN RAEE LTEFRE R . TGN T 6935 4 N FHEFE B B IG)T I B R R R B, HE
B g CHF IR AE 2N 4.1%, =2 CHF KAZ3 1.5% [22] AR FAEA R AR, A2 T,
O FE ML O ) v A A G RE , 8 TRERIT T TRREIR O 70 3 v i R O ) 3
FIMERAFEELIN 9.7%, FEIAEIT THREIL T, 3EIET-HRLN 16%. 1M 2 K A4 78 1 o0 ) 3 38
FIfEl R &, & 8 & B Rl il X ML) S 87e ik O 5858 . BeAh, 55— ANEAE R 8 ] i
WA A KR 7 324K (PDGFR), X2 —Fh LRI OIS (S5, PDGFR-S {5 5 78 NS 5 (1O IE
MEA R REEEXREEMIERN, QUL PDGFR-A & R T 1-Co L4055 43 Wb i 8 A2 B g 7 (I &5
A2 B 70) B EEEE IR TR T, PDGRR- U JIE 45 5 PR R 5 /N BRTE LS B0 T 23 R AR O s 9 5 R0 33
[23].

34. IMBRKE

OFRE R R AT IIET 6 N, HRAERE T e IE, SEUELG K OHR T F L+ 90%
i EE, 5% b A% R . HLJR AT RERAEIRITIIHT 6 A, $FRRAESE D, T VEGFR
TRIT SRR S MR S 772 R4S, 451 G i s T v Al 22 O 35 T SR D RERRAS , AT B 100 55 sl i) R A [24] -
UEA, B2 SR ORI ARE T WA/EL ST Bk, Lol SRS . RS0 SRR A5
FEAL PR

4, g5ig

PUILE A5 B 2GR [ 36 ¥ ] S BEL T 67 Py B A DR 0 e 0 L A 78, AT 2 e £
AR, ERE IR S AR A AR DU, SR e B A AR SR, MSREGWIR R LI E A R
SN B FEAE IR TAE . Sl A m oA R RNAE B, HEETRRESIRBGMER, Hikpm
iR BB BTG . HAT, AT 2 R0 U AN RSO Sy OB AT EE X PR RO RE DT S T e A A€ 1)
LI AN, b R IO IS R RN R AR

&E 3k
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