MG HE R 2019 45 9 H 28 40 455 6 W Adv Cardiovasc Dis, September 2019, Vol.40, No.6 <030

IV e g s ORGPl 1L 4E PN K D RE RO 5 1E

WA X487

(1. RHEHRKXFE, =8 29 650500; 2. LHEHKRFF—WEER ST NF, =& L9 650032)

[HE] ¥R EREERZAP DI, ABRFIRFE AL, NEARB RN Wm0 B m K e TLRE . LFRHI
TAH XN 7 E N LA S RBALFBRF TR, BIDFREZLEET DL, KX SHAARGEEA L, odiAF
09 B R RAT IR TRk . SRR ShRKIR A MK, B R A P IRRE . WA AR SR A e EAX I, FLATN MRS o N R T A T

By oy Tl B AT it e T A LR
(KB R AERE; hEmRE
[ DOI] 10.16806/j.cnki.issn.1004-3934.2019.06.025
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[ Abstract] Vascular lesions of Kawasaki disease(KD) mainly involves small and medium arteries,especially coronary artery.

Endothelial dysfunction is the main cause of vasculopathy in KD. In recent years, a large number of studies on the vascular endothelial

function test of KD have emerged. KD mainly harms children, thus most of the studies are non-invasive tests including flow-mediated

dilatation, peripheral arterial tonometry, carotid intima-media thickness, pulse wave velocity, and cold pressor test. This paper reviews the

progress of non-invasive examination of vascular endothelial function in KD.
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