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Analyses on risk factors and prognosis for coronary artery lesions secondary to Kawasa-

ki disease
WU Xiao-yun, QIAN Yong-ru TIAN Jie, BAI Yong-hong WANG Qiao, QUAN Xue-mo (Department of Cardiology, Children' s Hospital of Chongging
Medical Unwversity, Chongqing 400014, China)

Abstract; Objective To investigate the 1isk factors and prognosis on children with coronary artery lesions (CAL) secondary to Kawasaki dis-
ease (KD). Methods Clinical data including test results therapeutic methods and prognosis were analyzed retospectively in 403 patients with KD.
Amorg them, 382 cases were without CAL (group A) and 21 cases with CAL (group B). Results Their sexes and ages were not statistically sig-
nificant (P> 0. 1). But the duration of fever, mean value of platelets (PLT), erythwcyte sedimentation rate (ESR) and C-reactive protein( CRP) in
group B were higher than those in group A(P<0.05). About 30% patients had abnomal CK-MB, ¢Tnl, ECG or UCG in acute phase. About 85.
08% cases of group A received intravenous immune globulin (IVIG) within 10 d from onset, while 28.57% in group B. CAL were observed on ech-
ocardiogram in 19 patients 5 cases developing coronary artery dilatation( CAD) recovered in short time; In 11 cases with coronary artery aneurysm
(CAA), 9 cases recovered or improved; 3 cases with giant coronary artery aneurysm( GCAA) rebounded difficully. Conclusion  Tong time of fever
and no IVIG treatment were the main risk factors of CAL secondary to KD} high values of PLT, ESR and CRP presenting concurrently. Some patients
with KD might develop ephemeral myocarditis pencarditis or endocarditis. CAD and CAA could recover or improve, GCAA appeared to have a poor
prognoss.
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Tab 1 Comparison of background data between group A and group B
Group A Group B
n % n % . 3;:.11‘;“{E = 1d.0mm

Sex

Male 252 65.97 15 7. 437 1
Female 130 34.03 6 28.57% Fig1 Aneurysnrlike expansion of left coronary anterior descend
Age branch in short axis view of mitral valve
<ly 46 12.04 2 9.52%

1~ 5y 287 75.13 16 76.19°%
=5y 49 12.83 3 14.29%

#. P> 0.05 vs pair comection group
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Tab 2 Comparison of duration of fever; average value of PLT, ESR
and CRP between group A and group B(x £ ) 2
Graip A Graip B Fig 2 Left and right coronary artery aneurysms in aorta short axis view
Fxplanatoyy variables
xts n Xt n [

Duratin of fever (d) 7.3£1.9 21 12. 6+3.4 21" 2.4 /Uﬁ lrﬂ ax

Platelets (X 109 1) 396.3484.5 21 483.24109.7 21* 5~7d( 10 D
Erythrocyte sedimentaion 83.449. 1 a1 106. 3420, 4 a1 * (IVIG) 1g° kg71

rate (mmfh) (ASP)30 ~ 50 mg'kg " d !, ,
Crreactive protein (mg /dD 50.6432.5 13 88.6-540.5  [3*
24~ 48 h
*. P<Q 05 vs pair-connection group VG ASP 3~5mg ng,] cd
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