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The role of endogenous vascular elastase in coronary artery reconstruction in
Kawasaki disease

LIU Yi-Ling, WANG Xian-Min, LI Yan, SHI Kun, GUO Yong-Hong, YANG Yan-Feng, CHEN Ting-Ting. Department of
Pediatric Cardiology, Chengdu Women's & Children's Central Hospital, Chengdu 610017, China (Wang X-M, Email:
wxm6910@163.com)

Abstract: Objective To investigate the role of endogenous vascular elastase (EVE) in coronary artery between
reconstruction among pediatric patients with Kawasaki disease (KD). Methods  Sixty children who were diagnosed
with KD between January 2012 and April 2013 were selected as the case group, and peripheral venous blood samples
were collected on days 0-11 (pathological stage 1) and days 12-25 (pathological stage II) after the onset of disease;
another 60 children without KD who visited the hospital due to acute fever during the same period were selected as the
control group, and fasting peripheral venous blood samples were collected in the acute stage of fever. For both groups,
serum levels of EVE and interleukin-6 (IL-6) and plasma vascular endothelial growth factor (VEGF) level were measured
by enzyme-linked immunosorbent assay. For the case group, ultrasonic cardiography was used to detect coronary artery
lesions (CALs) at the first, second and fourth weekends. The correlations of EVE level with IL-6 and VEGF levels were
evaluated by Pearson correlation analysis. Results  Serum levels of EVE and IL-6 in the case group in pathological
stages I and II were significantly higher than in the control group (P<0.05), but plasma VEGF levels in stages I and II
were significantly lower than in the control group (P<0.05); in the case group, EVE and IL-6 levels were significantly
higher in stage II than in stage I (P<0.05). In pathological stage II, KD patients with CALs had significantly higher serum
levels of EVE and IL-6 but significantly lower plasma VEGF levels compared with those without CALs (P<0.05); KD
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patients with coronary artery aneurysms (CAAs) had significantly higher serum levels of EVE and IL-6 but significantly
lower plasma VEGF level compared with those without CAAs (P<0.05 for all). EVE level was positively correlated

with IL-6 level (=0.915, P<0.05), yet negatively correlated with VEGF level (r=-0.769, P<0.05). Conclusions

EVE

may participate in coronary artery reconstruction in children with KD. To interfere EVE activity may reduce and

prevent CALs.

[Chin J Contemp Pediatr, 2014, 16(4): 389-392]
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