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Clinical research on relation between blood lipids and coronary artery change in 40 children patients with Kawasaki disease

HU Hua-yan, XU Ya-hong, WANG Qiang, et al.

(Department of Pediatricss Maternal and Child Health Hospital of Jiujiang City. Jiujiang, Jiangari 332000, China)
Abstract: Objective To investigate the relation between the blood lipid metabolic change and the pathological change of coro-
nary artery in children patients with Kawasaki disease,and to discuss whether the blood lipid should be the monitor index on the
convalescent stage of Kawasaki disease, especially achieve the aim to cure the pathological coronary artery by intervening the blood
lipid early in the pathological coronary artery group. Methods Forty cases according to the Kawasaki disease diagnosis standard
were divided into two groups: pathological coronary artery group (20 cases) and normal coronary artery group (20 cases) were giv-
en echocardiogram and 6 tests of blood lipid including triglyceride (TG) , cholesterol (CHOL) , apolipoprotein A-1(ApoAl) ,apoli-
poprotein B(ApoB) , low density lipoprotein cholesterol (LDL-C) and high density lipoprotein cholesterol (HDL-C) in the acute
stage,and subsequently echocardiogram and 6 tests of blood lipid in 1-month, 3-month, 6-month, 12-month on the convalescent
stage; comparisons of results of echocardiogram and 6 tests of blood lipid were made. Results Metabolic disorders existed in both
of the acute and convalescent stages of Kawasaki disease. By comparing two groups,there was significance difference of higher TG
in the pathological coronary artery group of this disease ( P<TO0. 01) ;the statistical significance existed in CHOL increase, HDL-C
descent ( P<C0. 05) ;no statistical significance could be found in the abnormality of ApoAl.ApoB and LDL-C(P>>0. 05). The tend-
ency of two groups manifested that the control group was superior to the pathological coronary artery group in the recovering of ab-
normality of blood lipid metabolism. Conclusion The children patients with Kawasaki disease will have more severe abnormality of
the blood lipid metabolism when complicating with impairment of coronary artery. So we must monitor the blood-fat changing. At
the same time,it should be considered to promote the recover of coronary artery by food and drink guidance,changing living habit

and clincal early intervention.
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