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Research progress in pathophysiological mechanism and clinical
diagnosis and treatment of hypertension associated with
vascular endothelial growth factor and its receptor inhibitors

ZHANG Li, XIA Binfeng, HUANG Huihui, WANG Ru, KONG Min, YIN Xia
(Department of Cardiovascular Medicine, First Hospital, Jilin University, Changchun 130021, China)

ABSTRACT Cancer therapy-related cardiovascular toxicity (CTR-CVT) is gradually becoming a critical
factor affecting the prognosis of cancer survivors. Vascular endothelial growth factor (VEGF) and its
receptor inhibitors (VEGFIs) , developed as novel anti-cancer drugs targeting VEGF, are now widely used
in clinical practice. They can extend the survival period of the cancer patients and improve the prognosis of
the patients. However, the hypertension induced by VEGFTs, as the most common CTR-CV T, may limit
and impact their use and leads to severe cardiovascular diseases (CVD). Tt is essential to closely monitor
blood pressure in the cancer patients treated with VEGFIs, conduct early assessments, and optimize the
management to achieve the best anti-cancer efficacy and minimize the risk of CTR-CVT. This review
discusses the clinical manifestations, pathogenesis, diagnosis, and treatment strategies of VEGFIs-related
hypertension, in order to provide better guidances for managing and addressing VEGFIs-related hypertension
for the clinicians.
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UTAER, iR A U R, B BB R 2
Yz oA g5, LU N A KI5 (vascular
endothelial growth factor, VEGF) {5 5% 3l %N
B O ) B BT B BT MR 25 ) VEGE B H 32 0 41 41
7 (VEGF and its receptor inhibitors, VEGFIs) ¥
C W TG IR o 78 m e [ i, B R
Hh — 2R Y Bl R 0 A B, IR R )T K
Ho B BERG2s (European Society of Cardiology ,
ESC) T 2022 48 & A 7 5 8 g O s 2 F g
I & T M R UT A OG0 i 4 FE M (cancer
therapy-related cardiovascular toxicity, CTR-CVT)
XM, B KB CTR-CVT J& 5 0 e =
A7 i PR T B TR 3R, BOR B 22 1) g = A
ST CTR-CVT R Mg 52 %, P E TR iR
S5 5 | S P 0 A S T 52 00 Xof T 4 47 e R R0 1 g
FRECEE . RO W R T
B2k CTR-CVT KUK PEAl J5 vk KoM I 9 1 104 B ORE
W, 5 A d R B M B BT R R T R A0 I A
45 )sy . fERIH VEGFIsVRYT R T, & ik &
9 e 22 AL S T B A CTR-CV T KU 386 10 A = B
Wi e VEGFIs 35 A A7 4380, s i e
B BLE AR TR B, BEBURZEREZET S M
F T v R B K WA v i i sl 48 ) BT A R — 2D
Wt B A 4 5L 41 ¢ Bk BF Y (genome-wide
association studies, GWAS) W] iz )&, ML
AL T U6 7E PR U 5 VEGF Ts AH JC P & 1 Y
B2 RAESE o I AF Ok [ Y AR X VEGF s A 56
P e L T 5 2 i 1o T BRORE MGG, T XS G R A
PRAL A B AN 4, BN AN EE SR IR A
VEGFIs # 5 & i e i 2R i e b . &
R S BT TSI, VEGF Is A 5GP i 1fiL SR
MR R B . K HLH . ST R 2
Wi FT2G A KU PEAG VAT SO B RS AT R A
DU g o i A8 B i 988 BF B A T G b VA T RS B
VEGFTs 1 e g i R §2 it 2%

1 VEGF # VEGFIs

VEGF J& —Fh e i 8 £ R 5 5 8, el
ERG . WERGEHE/NERIE L B LT L6
b R EEAEH Y . VEGF K% i VEGF-A,
VEGF-B, VEGF-C. VEGF-D Hlii &4 K HF

(placental growth factor, PLGF) 5 # 4 8 H 41
[ AL Rl R R I e O O I 1 s A
VEGF, HA:W800 322 iR 2 Fh 32 0 i 20 18 T
(receptor tyrosine kinases, RTK), Rl VEGFR-1#0
VEGFR-24r & . VEGF 52 K455 5 #0240
W VEGF 5 5 2006 S, 3R 2R 8 AR n, 4%
467 30 25 1 K e A A T i B SRR, e
AR B, hse Y W] VEGF
TV Y IR 75 118 6 5 41 o R AR iR 1Y £ 9 0k
5 T A B SC AR T

BEXT iR ALED, DARH Ik i N R A0S AE .
E7 R e 1R S AN L (1= 1 S o | R T 82
B3 M b & S8 R 9 VEGFIs 1% A B it i 77 445
R AT A Y . IR I VEGFLs £ 2445
Wik 55— NI VEGF & VEGFR B K4 T3
SREPCA, W DA BT R T B g DR BT AR
SRy 55— 5 L o R 24 it B A ) A o 1 e il
LR AR 1) 25, Tl R AL M 4l g ) — 2k
BT, DUARRL BT R — b AR AL PR B 1gG L Bl
&, @5 VEGF & 35 F 7 45 6 & 35 Hbt b 1F
FH s 58 2R/ 1 A8 52 1A B 1 IR I 7R R
Tn % 2 IR 4 B HD I F) (tyrosine kinase inhibitors,
TKIs), FEi@id 6l VEGFR MR KA KK F2Z
A A5 21 JB P TR IR TR AR R 4R R I R A
TKIs XAl 43 o Z 48 5 TKIs (KPS . hams
Je . Rt E . e e MBI e ) K gl
TKIs CGHARE R MO S JE) . HEl VEGFTs ) iz b
FH T 2R 30 SR IR VR TT , INEE RS TR 2S E
e R VEFUNR R . R AR L /)N AN A i
FHR MR8« B S . O 53088 RS 0T Bk 40 MR 5, JF
R B TR

2 VEGFIstA¥XMEsMmE

#99 UL R B VEGF Is 377 AP i I8 e 22 190 1
EARSFAE, T = R S I PR RO AN
e AE R, VEGFIs A 56 8 i s 19 52 P A A 3%
B
2.1 VEGFIsAa¥ K& hEWRHFHLHic L =
el ] 7. T8 A 5 5 9 e F 5 BT A Y KT R A
J7 AR O UL AN RO R IE AN AR ) (Common
Terminology Criteria for Adverse Events, CTCAE)
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SESCT YU AT M O R LR v g, HRTE HH 2
CTCAE 5. ORiA o bR AL AT PEAR I K-
M BE A BT X IR YT 2L R B I He i B 1 A g il S
G S BB A (R R0 DA R RN PEAR o R Y 43 2
FRfEr, 19 i R I 4s = 120~139 mmHg
o &7 5K Ik 80~89 mmHg, Iy B o BE2F T 7
2 9% w8 IR 52 SR WU TR 140~159 mmHg 547 5K &
90~99 mmHg, RE#i#Fsk (=24 h) fEARPEE 7K
JE Tt 5 >20 mmHg 5% I FE >>140/90 mmHg, %X}
29 @ LR B E T T LA 2R s 39 I R X
AL GG =160 mmHg 5% & 5K JE =100 mmHg, %
XF 3 G e I K B T T LA R WA TR YT Bk —
HarAbinyy s A B K E A s B, WU i
FE P s P e 22 T BE RN R i S
W58 R 4 g it R, DR T LB SR .

2.2 VEGFIsH#HREhEHHHEE VEGFIs
FH O R kAR 2R FE R BFs Y R
WY . A7 e I s s sk At il A8 s i s, TR
Sy 5 | R v I B B AR e i R i EE . VEGFIs 4
DR M e Il He 0 & AR TR BAR 25 W A R AF R R 22 57
WK 4y F VEGF Uik AR b, k5 & ik &
AR Ry 21 % ~43%, Horh 3G 4 9 ik kAR R
H6%~10% Uy i K4y F VEGFR i i 5 58
P, HAE SR & A R R REAL, N
11%~38%, Horh 3R 4 9w 1 i & A= %R 6 %~
16% "5 Xt F VEGF 4 48 7 BT A PG 2, i 2 & i
JE & A T8 35%0~50% , HiH 3 90R 4 44 5 il R
KRN 1A% ~22% ", XTIy F TKIs 2254,
LR R A R AEE R K2 5, Hoh B g e
SRR L E AR T R g e Y A
oM LR Y R AR R A R, A B 22% ~
84% . 42%~70% . 28%~68% M 32%~57%, H:
o3 R 4 G I R ) R AR R G B R 5%0~24%
18%~34% . 10%~13% M 5%~8% ; i & $i Ik
Je et g e R e L LA A e T R R T
B R R kAR A AL, AT
3G LR B & A RN 4% ~31% . 20%~45% .
18%~30% Ml 23%~33%, 42 I JE # & A R h
5%~7%. T%~19%. 3%~10% M 7%~15%.
RO iR T T] —Fh 259, AN [R) 5 i R R B AR AE R R
2 5. HONG % ™ e 2 A st 3. 4
1% =60 % K H Ik TKIs 245 936 97 2 8 & (= Il % /9 70
SEAER N E, BREEASEAS e LA AN Y i e 2 A 4l

J2 e IR0 EE A 5 — IO ST S B DR R L e
e AR SRS TTR 25 . I RN R B Y 255
VEGFIs H 56 : g i i 9 % A &

VAN %5 " &4 %f VEGFTs A 561 & 1L f 4 1F
112 W &K Logistic BIH 4387, 45 R PR . L E
TEH ML GRS R, B2l 45 <7140 mmHg
(1 mmHg=0.133 kPa) , &4k 4F ik Jk <<90 mmHg
1 A8 & Az VEGF Is A DG i 100 Fe A% JXURSS: BT 4 5
M EERAG T B /N ERUER <760 mL-min~'*1. 73 m™*
J& VEGFIs M &% & il &0 1 — A fE R L, )
A % D BB i 52 5 VEGF Is A 56 M = 1l &
A Wi B

VEGFIs #2217l & A4 F iR 97 i i
TR B, HEZ BB TR RN EH, A
SO S vT i, PR VEGF Is 45 24 5008 i
Wi ks A Mm% 2 VEGFIs M EM: s ik 2 28k
Bprb R, RIS A R i AR
il 0 T b B T R, ™ e i I 45
VEGFIs H#/>. #F58 ¥ BiR: VEGFIs M6t &
M5 220 D RERERT . 0 730 | AR T R RN i
M, O ETT AL LA IE R QT (corrected QT
QTe) FERKAE CTR-CVT ML NG I & 4 & RAT %
VIR, WFoT " Wow o Lok iR R 0 DL AR
PUJG o e B R = T B, (HEFE T 225
>, Lk ® R CTR-CVT W fE K H 1)
it — LR

QUINTANILHA 4§ " £ %+ 398 il #: 27 U1 £k #t
PUIRIT 00 IohJg f5 2 AT I 3R B I oy AT, A5 AR
o MEAENE 2. VEGF-A F L 40 it 2 Kt 4>
F 1 (vascular cell adhesion molecule-1, VCAM-1)
KA 5 3 G v i R XU 3 A ARG, H =
EP OSSP I 1
VEGF-A #l VCAM-1 7K ¥ a] LLAE 2 587 19 4 ) °F o
R/ VIR S A U 7 B S =3 N2 S O e
QUINTANILHA % "' %} 1039 i 4% 52 DA% P4 36
I7 I U B A AT R AL ) GWAS 254 0 Hp, 2%
R oR: KCNABL JE H b iy BB 17 R 2 & %
rs6770663 (A>G) HA G E L (P=4.16X
107°), Horpr G 48 5 (8 5 & il e & A KU 18 i A
K rs6770663 5 DA BT S 1Y L K AR AR AR
KB [ HfE e (odds ratio, OR) =1.81, P=
7.73X107°], T e E A B B R 51077,
I GWAS 25 25 43 B 4 i PR B0 D1 A% B8 40355 = 10
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r i EAR G T2, o PR Al 25 ) A 4R A
THINZS%E .

3 VEGFIs#HXxMESMmMEL KL

VEGFIs i & & i (1 5 51 B i A 58 4 )
B, H R0 A R e 22 Bl AR BRALE 2R A1 R Y
50, H R ANLH A e 45 — A LA (nitric oxide,
NO) A/ . W E 1 (endothelin-1, ET-1)
SrUBEE AN O B g AL L AR O L B R
FIP 210048 B 5K R -IE I8 & 48 (renin-angiotensin-
aldosterone system, RAAS) #if%5.

3.1 NO A m I M4 W B A0 e JE IR ST
A3k VEGF 5 VEGFR-245 &, 1 i 3#00 #4515 it
WL 3-#4 i (phosphositide 3-kinase, PI3K) /& H
P B (protein kinase B, AKT) iF H, fff )l
— H b A A B (endothelial nitric oxide synthase,
eNOS) J[RIFe sEhgfm, {2 NO R mchg i, DL4E
FRM AW AV DRUE N B AR TG 5 T oK A8 T 4 5
I R 2 o WA VEGFIs 5 NO 3@ g g 4
eNOS #5 PEFEAR, NO Bk, i % &F 5K J) g Ik
55, MIMSEEGE MR 2 IEREEIE R
VEGFTs A7 M o LR B9 8, 1 3% NO K H AR
W ACEREAL, 2SS A, i EREAL . R,
i 8 T E AZ A AE  A TE BE G I eNOS K
R NO =28 . LTAE 1 UOR) A 3 B ) 4 R
T DL ARG AR Ok v i e R st AR S, 4
WR B rs9381299 fY M H SLC29A1 KB KN,
SLC29AT AT LA i 5 ] 15 it H K 7 B9 i 4% e iz
H A 1 (equilibrative transporter-1,
ENT-1), ENT-1 £AKFThm, BRHE KRR,
PR BT 1% rs9381299 Y SLC29A 1 5 & 3k £ 3 5%t i
DAL S 51 R B NO RIS S ok, 1l 48 &F koA~
B I o BB A, S S Sk — 2D Y B DR Y 4
HE B

3.2 ET-1K-F4%& ET-1/2HHiC 8 5A %m0
MW AR T, HA Y2200 & N R Z KA
(endothelin receptor A, ET,) M N K X ZIKB
(endothelin receptor B, ET,) %, HPET, &
ZivA =R a2 O S s o e SR i (=R
W VEGFIs iF, NO Gl # i 40 i 1 7] iF ET-158 %
WS, JFE o BT, 91 A R o wods . o
g7 O R W . R VEGFTs B I 3¢ ET-1 7K F B 2
w, HAEHR SRS —%, 5 VEGFIs &
A, UESE VEGE Is A O & 1 -5 9 B2 4 i

nucleoside

il

SR ET-14 ¢, 8 B HjH B AAALE w6 ok 58 4 0
3.3 Wb EAHEA GO R E
N, R S R R EE RN . VEGF
T 2 455 26 20 1M R /0N Bl Bk I 1 52 M D7 T 4
YEM . B VEGFTs Al 51 Sl 4 /g, B/ 3l ik
R 0 0 7 2 T B ARG L 48 X 450 ) 02D 5 ) 7 D
5, I BEL A o) S A o e vy, e ) S SR A % T
RS/« OO BF B et S A0 o i 77 BEL O 35 om, S Bl
JETHm . BFE U R B2 VEGFIs VR YT 19 &
LA T AR RAS ] AL B B A I A ) R
%, EB] T O A B A AE VEGF Is A 1 = 1l &
RAER -

3.4 BB B A FALN AR HLIR N A A R
Az B IR BRBE 085S, S BUE PR (reactive
oxygen species, ROS) &M, 5lRA . Fik
JOE P I RN e AR AR AL T 2R L RS B0l A T e B A
117 5 Ji Sy e I P o S R 3 it 7R e e R vy
TR #E R (nicotinamide adenine dinucleotide
phosphate, NADPH) %k i /& & Py 5 22 (1 7= 4 1l
HROSHM, - EBANETMTEALa%EL
ol 5 i AL A AR K R DIRG9 ROS, ROS i &
7 AR R R Wl /D R i ) R B A 0 DGR L i gE
# W . VEGFIsi@ ol # it NADPH & Ak B 16 o4, 51
AR AN I, ROS HER, KEMEAL
WENOL G - A AW AR, W4 NO ™ 4E,
5 | I A 5 Bt T i

3.5 BHYH VEGF) ZERETHEMAL . o
58 9 R W . VEGF {55 38 I 76 4 £5 B /N ER 45 74 T
RESCREMERNAR Sy B A HE/EH . B/ ek 4
T4 F L) 8 5¢ 8 = 2RO T Uk b R, BB R [ P 1 Ak
MU Hh 6 40 I PN B A B2 | RIS R 2 AR N S
Z AR, Ri gz, L3RAMAE N . W
JE R VEGE KE85r f 40 LA B, D353 i B /N
R A MG . A A B VEGE I3 i 55 4 ik
1y 7 2 g ok BRI 5 N B 4 i K35 19 VEGFR-2
SiE RAEMER, X HERRE/INBR N K AN Y o0 B M e
UE L B ThRe BAT AR . B NS B A
A By VEGF nl il b [ 70 W61 A2 /N80 4 i A B
HAE, AERRE R B AN W S5 MY Re R,
AR LEAE Y BF ST Y UESE . W VEGFIs 7]
TR B /NI P B A A 0 0T S SO I A P o
L e IR AR R AR R A, AT L BH BT R i 2
MRwEIR AL, SEUEAME TR, BEIRIE I B
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SERMEIF R g R, B VEGFIs 25| 2 i %
TUENO =AY, ET-1KF T, 51 5 i %
W e LB L R U RN AL R AR . ET-1 K
o T AT LSk A T R A AR L R S B
JINER 5 05 F0EE R Kt R O Y. 8 E R
VEGFIs A 5% & i 5 25 DR [ 9 5 35 1 A B
W, TEH—

3.6 RAAS¥E 3 RAAS 1 4 5 PR AR i
J V- 18 AR B T, fHAE VEGF Is M 56 5 iR
FVER BRI AEE G BF9E 0 R . SEIRYY
XTHRZH AT VEGFIsHCA TS R4 Lhdg, B VEGFIs
W6 IT A /0N BURT 3 IR R I A S 5k 2 T K B T
o THIJS %5 1 SF X &7 JE 25 e A S v it 6 8 o 1k
Fror#r, S5R SR BEEEKET S BRERIT 2 A
Jei A R T A . GENNARI-MOSER %5
Mo R . VEGE 0] DU i s [ & W s, e ik
S R [ D 7 A AR AR RAAS . KAPPERS 4§ 1
WF5E & B . I T 5 5 0 2K B 28 RS ] R /S G 6
B Rt T RAAS 7E VEGF Is AH 5625 5 1L 7R H ()
VEFRAR T TR BB 78 R 2R

3.7  EECRME R AURE I A AR A R
w2 Mg R E T . ERERET, BAER
Jo o, B RIS RN B R G A R B, 1A T E
il RN N AR b S R R e i - = RO 1 T
T, SRR T DR AR AE R B RS sz it
P, 3@ &k 53 W VEGFE-C 8006 B2 R bk 48 248 1, JF
il i VEGF-C/VEGFR-3 15 5 14 Sl i 41 5 itk e 4
Pok A eNOS ik, FEALETE @k ffmr 4855 i
FEfasE Y. #FgE Y KB N VEGFIsJ&, BRI
T VEGF {5 5@ #, BHLAF#k 0 4 O 5 803k
TR i B A

3.8 A 4 4N UFEES B T (calcium ion,
Ca™") KTl fig 5 VEGFIs M 06 H: & 1 (19 &
R A SCHR T TV LA P O B Cal O R T A
W 4 9 G HE B 2, VEGFIs 1] DL 48 Ca® i 18 15
PE L 51/ Bl Bk CF W LA I Y 3 Ca® KT
o | R O A W 4 A R T . ST Y R VEGFIs
R DG v LR 5 A e R I A AR B A B
SEAAL,  FZ SR R Y T FMLS FF: i 2R T
fif 1 (soluble FMS-like tyrosine kinase-1, sFltl) £
ik, VEGF 23Kk, FIRg2EH T sFIel Bl 1
VEGF il %, 5l# VEGF % 7 [ N Kz 40 il 2 GE b
i, S B I

4 VEGFIstfEXMBEMESHMEFINER

I EAE N VEGFIs I6 97 A Rt i 46 45 e H 5
B IG T 45 J5 TS (0 AR PR 2 H A A 9 0 #R S )
B, BEgT T R i AT LR VEGF s Bt i
JEIT R, W VEGFIs J& B i, 45 245 ) 1 e
MR E, M VEGFIs B B 42 8 m /E .
LOMBARDI& " &8 N H DR R bL k1T —2h
I7 IG5 ML S R RS T e e, =24
oI R 5 O JC #E R R fF W (progression  free
PFS) M & A A # (overall survival,
0S) FERK B FEMIE, =29 I i & A S ok sr
9 F0LJS PR 2R, R I ] AR M S AT A5 LA TR ) &
Wy BRAE A i Fe e s i R FR T e AR Kk
2% E IR B EEPFSMOS LR &2,
OSUMI % "7 %} #5252 VEGF Is 1897 B B 45 5
B FEOIR I TR AT AN, RA
I R e R A B U /D£8R PES B W AE K .
58 R . VEGFIs{RYT G W4 7t 8 =20 mmHg
o & 7k R T+ =10 mmHg 5 5 5% 1F i A ] B
WA . DUFFAUD % ' & 8. iamk A e %
R fe ML B A 28 5 I PR 45 JR) JEOGHK . @ 1 PFS
5 OS HIWr, F & MR i kRS AR BTG T 4R
ETRI T S

5 VEGFIstfHXMEBMENEERIEST

5.1 BREELZFFX OMEPHE (cardiovascular
disease, CVD) 5HMygEAEILRF MG KNE, W@
AEWE MRS R . R LAE . OB BRE . IEJRE
W R SEE 0 5 0 S B R AR Y. RRUE e AR A
BY O I 4 f& B B 2 (cardiovascular risk factors,
CVRF) S# CTR-CVT &R B IE, R
FEAREAR CVRE . ¥ RE . O BRI . 42 ahEh
WAR (B H<<6g). MR AR M ) M e
AL IS B 5 28 DL ARIEE > 1R & RO A B T i
FRIT . MATREME CTR-CVT &A% ™, Wik,
s AR G 7 XN MR Bl VEGFIs iR Y7 AT IR ih, 5t
P IREIGIT I e A
5.2 VEGFIs # 57 37 8 CVD K K3 4% | B 2 86 3F
A e B AR B IH IR B2 A AR PR G T T IR
HU, T 4 3R] AR e s, TR A8 R IR IR T Y R
7E, KRGV EE AR, HAEERERE, £
LU Semg , WP ™ & CTR-CVT &4 %,

2022 4F ESC fif 98 .0 JUE S5 45 w4 7 0 0 ) 3

survival,
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U Py 2 - [ B o0 U Je R 7 2 R 20 I A5 2 1k KU, 2
)2 (Heart Failure Association-International Cardio-
Oncology Society baseline cardiovascular toxicity risk
stratification, HFA-ICOS) K [& ¥ 45 T. B ¥ 17
CTR-CV'T BJIA 7 A0 RS PEAG o AR B 45 ma £ 1L,
"X R VEGFTs 36 97 (9 88 2 JE 47160 7 /i Ak 2
CVD KB4l , BRI . OXFREAE CVD i o ik
FVPAl L O s o O UG B RE VR T AH OGO D BE
Bafis, O WURESE | 28 Je AR 3 ik A AR Y7 5UE AR 3)
Jik 55 B RS AE . R B0 SO I Bl K Il R s A
e KU PR R 5 W A T 8, G R e K il A T B
it 9E B QT =480 ms P mXBHZ ; 450 ms<<5
PEQTc<<480 ms, 460 ms<<Z £ QTc<<480 ms M .L»
HRE, o pEEsh, OBl B0 shid e
OB W SF VR Ry RS R 24 . OXF LVEF #
FEVPAl . LVEF<<50% 3l KUK K%, LVEF &
50%~54% PF Ry EE KUK IR 245 o @ X0 A5G
A bR AR YA TVRAL B LS R 1 T e A R A
BORK, A1 35 B AR BK (brain  natriuretic  peptide,
BNP) I 2 5 2K s fixi #1 84 BK AT & (N terminal-pro
B type natriuretic peptide, NT-proBNP) 7K F &
PER R XU PR 143, COXF AT RO Il 38 fa I R 38
HEATPPAL , AR =75 2 B Il R T e KU R R
W 65~74% | MEYEEN . EAR . &R IE
SR DR DF- Ay o JBE AU PRV 143 . @ % B A 2 % SR
PEATVEAS , BEAE IR T BCRR 2 25 W) D1 Ay v XU PR 3R A
R AR A7 A Wy 50O\ B8 TS v o7 S B Sy v R XU PR
145 . ©XF 2R3 77 XU 2R e AT AN, B i Bk
AT AR L AT B, BPR BT RS2 (body mass index,
BMI) >30kg-m ™ R H R F R 1 5. ikl -
W 6 X B ] VEGFIs # #4797 §f CTR-CVT ¥
fili o AR S 2 S TE AU PR 2R B B XURS: R 3R 147
Hhfe g Ok b R KU R R B 2~4 )5 i fEE X
Sy v BE U LR R =5 43 B A A B — 2 i KU
A MmO BAEE — s R R .
ARV AR i o2 Ry CTR-CVT o £ 3K o i 1) J8 3
HEIUAT He 2 28 i 7 0 2 PO B il LA A 3 R
B CVT Ll AR i 0 E G 27 % 501 A0 G 3R
WU O LR SR B, NL7E VEGFIs iR
7 Z B L 5 X v i AR N 45 T 0 DT RO I
W, IE A EAE S H) CVRE; XF TR S A e
U IR B DIRE DT, A B CTR-CVT A i Bk
AZ AR H) CVRE, N g O M 25 & ) B2 A

FPEAL A E VEGF s 2 75 7 hdi i mifs il s

TEJF i VEGFIs R Y7 A, d5c A H AR i e 1 4%
il 78 <<130/80 mmHg, JG ¥k ik £ ™ 4% 1 1L & 5 16l
(IS TN B 7 =0l A o N A o | A N
£ <<140/90 mmHg; X} F A CVD. B IR IE 3k
R B, ™ <<130/80 mmHg ¥ H #x
PEAT R, LLE O VEGFIs ¥ 97 0 Ak T e fE 0 i 4
R

VAN & fF 58 & B k58 D BROE
F <60 mL-min~'+1.73 m~* & VEGFIs #f & ¥ & 1l
JESEOR L il TN S B R B = I R TR S
2 B TV S 2 e B R 1 R O, e
PO b3 36 7 TR R AT S B T RETEAS , DAY E S
5 S 2 e b 98 25 4 1
53 VEGFIs#% 57 PHMEERR A% aHE

2018 4F ESC/ESH & it 45 #L 5 mg 42 . b
Jo R B I R =>140/90 mmHg 5 &F ik K &R
J7 HT B =20 mmHg B, W S B8l 4k B R G
JT o 2022 4F ESC Bl 0 AER e W BB S
£ =160 mmHg #1 () #F 5K & =100 mmHg A},
I 72 N A B K R B 3 g B0 ) 77 (angiotensin
converting enzyme inhibitor, ACEID) il &K% Il
ZAKBL A 7] (angiotensin I receptor blocker, ARB)
A SN E 2 5 T8 G BH 7R (calcium channel
blocker, CCB), WIAHZRME . 25 H Rk % H F
&, AT RIRYT s A0 R A K ik 160/100 mmHg,
A ST ACET 8¢ ARB HLZGIRYT, Il Hs 4% Ml A A i
JnH A M EZE CCB. ACEIL = ARB A AL AT P4
PORLERE RO M AN R FE R R A, R RERS L
HVEGFIs 8 E AR EAEAK, BEK
B2 MR BRENDUS, A MEZ CCBiA AT
A 2 AT R a0 A A e KU L L T e O RO
s O E O Y AR R R I R A g T
ACEIL, ARB il & EIEZ CCB ¥ Wom 4 1 [#
FERER .

A LR O Z S R A AR B s, wT
PN B A2 AR B R (R 2 b 55 ) L AR R R
O ERS) . IR ER S 25 ARk Y.
TPk R A7 M B 7 AS KRR b, 32 S g o
IR BB . B P RAAS RGO K
FIREAG O U 4 1 R AR AR, BT R A 5 2%
BORYER, ATREAR RO i 350 & A K, e
FLIE 5 8. S o 5 e AR o o A B 30 LA
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B E . A VEGFIs MM & i ferp, 25 18 B 32 44
BH ¥ 771 7T 5 Ak NO {5 538 % JF B i & &F sk 15 1
PR AT VRS — 2 FH 245 A E R OC T B AZ PR BEL I 51
5 VEGFIs A 3¢ & 1 i I R 58 820, A 2R
R . WALIANY 4§ 77 58 om . AR5 AR
A B B R AR, AT 4 R 2 R AR
9.9 mmHg, &F 5K HF ¥R 4. 8 mmHg. #FJR
R AT G . K B o i 5 35 LT 58 BNP
FER T AR S — 2k FH 2, A el 20 4 i R
X} VEGFIs A O PE #h U = i A —EE M, K
W R B 5 4 R RE 0 R 2R DR 24 G A S E R
2 L o ) 4 ) PR R IR S e T R R TR AR
SR PRI 2 0 o P R R R U R, R MEYA
MR IEREE 25 2 — o #F5E T WoR . A E
Al 0% 335 0 Bz 9k 6 AR R K A AU, PRk Rz R
95 B B e T RE AR T 1 v I B O 3k e fi
A VE

TR R W -5 P00 ) (PEHLIRAESE ) vT LIAE by
R FEIR YT MR e £, (0 H F i JC 2 B8 IEdE R, B
b 3R 97 e 8 45 BR L I ET-1 2 AR S5 P 25 . i
X F AR AL BESE CCB, 4 R0 K A /R B
4, A5 VEGFIs 36 4 £ 45 4 4 il 4 % P450
WA 3A4 (CYP3A4) () [8] T 47 A5, 5%
VEGFTs 16 JIFIE P 89 23 i A1, A i 245 & 2 T i Al
BN 25 Wi A d R A RS, N R A

TN g < = S e I L
J£ =180 mmHg % &F 7K /=110 mmHg B}, N #ER
o BT 45 1 5 | R o T R A B R 25, O I R AR
il 76 <<160/100 mmHg B 7] 5 Ji 80 $T g G 7
I B2t o XTI R I A, Y
Pl #E<<130/80 mmHg.
5.4 VEGFIs#&F e EE® 1% VEGFIsIA
IT MR =2 A, 6N R [ BE3S vl R s BOR [] A JiE
L T & o B AR T e O UL, H 3R LG R
P25 6 F R IR T A DG M I T (Bl A 7R B v
B R SR A B O S R T,
TE 45 B Be 1 75 %5 U1 I 1. . 2018 4F ESC/ESH 15
IS RS A 7R B AR YT R ) A By
BN 1R ENE, a5 2~3 & 1K
BEIME, 45— Aol il kA RS, W)
FEE A PRPEAL B DG 1 R o ZEBE MR WM (home
blood pressure monitoring, HBPM) &% 8l 2 Ifi F ¥
il (ambulatory blood pressure monitoring, ABPM)

AE % BT 52 Ml S B B8 i R K P, B CVD &R
FACT N, B W VEGFIs iR 97 1Y Mg 2 77
# &k HBPM 8 ABPM HEAT J5 25 /9 1L 34, JF
7 15 38 0 T 3 5 AH S T H 0 A

6 BHESRE

Zi L RTik, VEGFIs ) iz N 8 245 & T 40
Ji 9eg 97 A, AHL e il R AR A R WL CTR-CVT,
A RE 23 R A A0 e G R 51 & M E CVD, H
U R B 32 S W R R T T A SR A R e
ORI R ARAS B AR 25 . VEGFIs M 2 M =5 1fi &
YA 9 2L AE B AL ) AT 38 2o 5 DR 43 B 4R TR 22 e [
UEHE o IR AR 2 ) 9T 00 s b S T
VEGFIs 57 25 (%) HoAh PR 5 1 75 2 — 2P i 58 . R4kl
JEIK X VEGF Is A OG5 1R ) 52 0 i oA 52 42 B
B, (R Fr AT i B VEGFIs YA 97 B9 B R 47 1l %
W o i VEGF Is A &M 8 1 1 51 22 5 0T RE >
PEWM R Z IR m bt Mg 25 it 2% . TEIRTT Wik
£ I, ACEL., ARB A & MIEZE CCB Haj 2 # ik
SHA RUFITRL, AR T 2 09 E RSO
TP HA B 25 W) W6 YT BOR . X T VEGFIs AH OGP
I, O PRRR bR R B 0 N AR AR T A LA R
PE, #E VEGFIs IR YT 19 45 > B B 1 25 U0 W I ifi
JEREERE R, R RS VR S A AL PR SRR
e RBREH > CTR-CVT &4, okt Mg 16 y7 &
H RO ML R, P REIR T RIS RAERCR

PR R

AT A A WA 7R 25 2R

fEE AN

A Z I SO Sk R L IR CRE B, B
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