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[ABSTRACT] As a recently identified family member of the heme-containing peroxidases in cardiovascular system, vas-
cular peroxidase 1 (VPOL1) can utilize NADPH oxidase (NOX)-derived hydrogen peroxide (H,0,) to produce hypochlo-
rous acid ( HCIO ) then greatly amplify the oxidatice stress, and it is implicated in the pathogenesis of several
cardiovascular diseases such as hypertension, atherosclerosis, myocardial infarction and pulmonary arterial hypertension.

This review aims to summarize the role and potential mechanism of VPO1-mediated oxidative stress in cardiovascular diseases.
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Figure 1. The structure and function of VPO1
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FE S I O LIS £8 35 B U LA B /) BRASE 7800 Uk 441
21 VPOL A B3 LR, fEREE o-SMA A T Al
WA O LA i A br i B 338 LA, VPOL Al i
{6 % HC10 , 2 37 Smad2/3 F1 ERK1/2 Wk 1k, i



930

ISSN 1007-3949 Chin J Arterioscler, Vol 29,No 11,2021

T RLET 4E AN A3 Ak SEFE AT RS O VPOL JE PR R PR
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R R VPOL 25 1 ifn P 1 5140515 5 100 L
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progenitor cells, EPC) DI HEZX SLAE A | k& R &
fFF EPC 1 NOX2 \NOX4 Fl VPO1 fY 3k i 2 4
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TE R RE J1 %A, R A siRNA B2R T3 VPOL Ay R
Jei , AT ARSI 0 R RS
LW, VPOL i3 1 S A0 0 8 RT3 5 BTG NF-xB
ERK1/2 S5 % , 2 5 i sl k-1 JUL 40 A o 34
L LA MEAE RN EPC B RE 25 AL A5 ot 72, e & 5 3L
PAH Bl 1L 48 A A O 3 FEA Y A A R RE
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WG % K% CVD 195 —EBE R K L
OV KL VPOL AT T BE IR K B P B2 40
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il X3k B ST FoxO1 Rk ML B MR 1L, i S5
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A1 I PR A2 2 RO PRS2 A1 S8R A e DL O
BIEAETY B AESE KB, AN A B R I
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$27R8 VPOL RIS Pl AN i85 f8 25 B 2 e
AR FE ARV XU T R 77
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SFAE A BB k1l S 7 Peng %7 &3 VPOL
TENFI/INER F B kIR 2H 2L ) 338 10 351G &7, VPO
Al i ¥ H,0,/VPO1/HCIO/ ERK1/2/KLF4 {5
3 SR T I AT T LA M R A A, S 5 3
ik I8 i) e A R

3 kR E

25 Lk, VPOL AE 0 I A8 2R B i S5 AL 1 il
FIH LY, 5 NOX HA P RIVE A, vl ks 4204k R 3
ROV A BOICK il 2 /iS5 VD AR S K
JE(E 2) :VPOL AIJiNE ApoB Fl ApoE A k&1,
PETT R 1M 5 A, 3 m CVD R XU ; @ VPOl
WA 8 %5 DDAH2/ADMA/eNOS 255 & 11 1% 1 | 5%
Wil NO 94 B, A5 N S i A1 EPC P8 T 38 L
KUIREZE AL VR, vl BB S & i L B PAH A5 i
EHEMMEER MG E; @VPOL i Al 38 i JIE
ERK1/2 .Smad2/3 NF-«B %515 5 43 14 i 1l 3 F
TR LA B AL WL £ 24 40 1t 3 Ak 3 5 A 7% s @
Ak, VPOL & W] 3E o fi2 i INK Al ERK1/2 1) @5 FR
e, 2504l fE T B RSES R, sy
FTHCSES R DI 2R =4
il VPOL [W3% 4k, n] 4E 2% PAH A& I & 56 CVD
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Figure 2. Relationship between VPO1 and cardiovascular diseases
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