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[ Abstract] Background Exploring the pathogenesis of Kawasaki disease (KD ) is of great significance for

the effective diagnosis and treatment of KD.Objective To investigate the cardiac functional evolution in mice model of KD.
Methods The experiment time was January 2020.Fifty BALB/c mice were randomly selected and divided into model group

(n=30) and control group (n=20) .First, the final liquid of lactobacillus casei cell wall component (LCWE ) was
prepared, and then the mouse model of KD was induced by LCWE.High frequency ultrasound was used to detect the indexes
of cardiac function in control group and model group at 2, 15 and 30 days after modeling.M—ultrasound was used to record the
left ventricular wall motion; the indexes of cardiac function including left ventricular end diastolic diameter (LVEDD) ,
left ventricular end systolic diameter ( LVESD ) , left ventricular ejection fraction ( LVEF ) and left ventricular fractional
shortening ( LVFS) ; one mouse in the control group and the model group was killed at 2, 15 and 30 days after modeling,
and the heart samples were taken out for pathological examination.Results The results of M—ultrasound showed that the left

ventricular wall motion of 6 mice (20.0% ) in the model group was slightly decreased 2 days after modeling; the left ventricular
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wall motion of 13 mice (44.8% ) in the model group was significantly decreased 15 days after modeling; and the left ventricular
wall motion of 8 mice (28.6% ) in the model group were still decreased 30 days after modeling.The LVESD and LVFS in the
model group were lower than those of the control group 2 days after modeling ( P > 0.05) ; the LVEDD, LVESD, LVEF and
LVFS in the model group were lower than those of the control group and 15 days after modeling ( P < 0.05) ; the LVEDD,

LVEF and LVFS in the model group were lower than those in the control group 30 days after modeling ( P < 0.05) .Pathological

examination showed that, 2 days after modeling, the structure of heart tissue was normal, and neutrophil infiltration could be

seen in the inner membrane and muscle wall; 15 days after modeling, the epicardium of the mice was highly swollen, with

a large number of neutrophils, a small number of monocytes, lymphocytes and other inflammatory cells infiltration; 30 days

after modeling, the left coronary artery wall of the mice was thickened, elastic fiber was discontinuous, epicardial vessels were

dilated, interstitial edema, lymphocyte infiltration and diffuse mild hyperplasia of fibrous connective tissue were observed.

Conclusion The LCWE-induced mouse model of KD can observe the cardiac function evolution of KD and simulate the effect of

KD on cardiac function.
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Figure 2 Pathological examination results of the model group
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Figure 1 Test results of M— ultrasound
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