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Abstract Objective  To explore the onset characteristics of coronary artery lesions caused by Kawasaki disease and their
changes in 2 years after onset. Methods A colour Doppler echocardiography was performed on 356 patients with Kawasaki disease
in Guangzhou Children’s Hospital from January 2001 to December 2004. The ages of patients ( 242 hoys, 114 girls ) in acute stage
were 1 — 123 months[ ( 26. 3 +21.0 Jmonths ) . The patients were divided into three groups according to changes in coronary
arteries: coronary arterial dilatation( n =72 ), small or medium coronary aneurysm( n =36 ) and giant coronary aneurysm group( n =
11 ). The patients with coronary artery lesions were followed-up hy echocardiography in 119 cases and ATP stress
echocardiographyin in 48cases. The differences of febrile days before diagnosis and the changes in coronary artery were compared
respectively among three groups . Results  The coronary artery lesions were found in 147 patients( 41. 3% , 147/356 ) by
echocardiography, including 48 cases with coronary aneurysms (13.5% ,48/356 ) and 99 cases with coronary arterial dilatation
(27.8% ,99/356 ) . The incidences of coronary artery lesions were 38. 1%( 40/105 ) in patients aged <1 y, 40. 4%( 67/166 ) in
patients aged 1 —3 y; 40.7%(22/54 ) in patients aged 3 —5 y; 58. 19%( 18/31 ) in patients aged >5 y. The incidence of coronary
artery lesions in patients aged >5 y was significantly higher than that in patients aged < 1 y ( P <0.05). The febrile days before
diagnosis in the giant coronary aneurysm group were more than that in medium or small coronary aneurysm group and the coronary
arterial dilatation group ( 18. 4 +12.0 )days,( 12.9 £8.2 )days,( 7.4 £3. 6 )days,P <0.01 ) |. By echocardiography, 69 of cases

(69.7% ,69/99 ) with coronary atery lesions were found in acute stage, 27 of cases ( 27.3% ) in subacute stage ( 11 =21 d from
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onset ),3 of cases ( 3. 0% ) in convalescence (21 — 60 d from onset ). 27 of cases ( 56.2% ,27/48 ) with coronary arterial
aneurysms lesions were found in acute stage, 15 of cases ( 31.2% ) in subacute stage and 6 of cases (12.5% ) in convalescence .
119 patients ( 81. 0% ,119/147 ) were followed-up. During two years follow-up, the coronary artery lesions were recovered in all
patients In coronary arterial dilatation group and in 77. 8%( 28/36 ) patients of medium or small coronary aneurysm group. In giant
coronaty aneurysm group, the mild or moderate regressions were found in 8 of 11 patients; the aneurysms turned to dilatation in 3
cases; the right coronary artery stinosis was observed in 1 case, which was conformed by coronary anglography. 48 of 119 cases
were given ATP stress echocardiography. The results revealed that in coronary arterial dilatation,small or medium coronary aneurysm
and giant coronary aneurysm group, the incidences of wall motion abnormalities were 14. 8% ( 4/27 },58. 8% ( 10/17 Jand 75. 0%
(3/4 ), respectively , and the rates of decreased coronary flow reserve were 22.2% ( 6/27 )in patients with coronary arterial
dilatation, 38.19%( 8/21 ) in patients with coronary aneurysm . the rate of decreased coronary flow reserve in coronary aneurysm
group was significantly higher than that in the group of coronary artery dilatation( P < 0.05 ). Conclusions Most of coronary
artery lesions caused by Kawasaki disease were transient. The glant coronary aneurysms may exist for longer time. Echocardiography

1s helpful for finding the coronary artery lesions and monitoring their changes. Stress echocardiography is useful for the follow-up of

Kawasaki disease.
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356 ), FAREN KD B & A % 27, 8% ( 99356 ); TEAR B kB
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Tab 1 Incidences of coronary arterial ectasia and aneurysm

in different age groups[ i % )]

Coronary artery lesions

Group/years

CAD CAA Total
-1 n=105) 24(22.8) 16( 15.2) 40(38.1)
-3 n=166) 44026.5) 23(13.8) 670 40.4 )
-5(n=54) 16( 29.6) 6(11.1) 22(40.7)
>5(n=31) 15(48.4 ) 3(9.7) 18(58.1)
Totall n =356 ) 99(27.8) 48(13.5) 147( 41.3)

notes: CAD: coronary arterial dilatation; CAA: coronary arterial

aneurysm

2.3 AFETERBKAR FEBRIS T A R BRI 3 kR
R Eel WAk 2. BORAVER SRR HE B ILI IS TR
KRBT TR B IR A 1 0 18 43 51 ¥ 2 s T iR Sk 3k
BT /NVEIR B IR P 2 <0.05 X 3£ 2 ).
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Tab 2 Comparison of the febrile days before diagnosis and
the time when coronary artery lesions were found in

different groups (d)

Febrile days Days CAL found

Group . . . .

belore diagnosis from onsel
CAD( n=99) 7.4£3.6 9.3+4.8
medium or small CAA 12.9 £8.2") 13.1£8.2"
(n=37)
GCAA(n=11) 18.5 £12.0%’ 18.5 =12. 0%’

notes: same as tab 1. CAL: coronary artery lesions; GCAA: gianl
coronary arterial aneurysm. 1 )vs groups CAD, P <0.01; 2 )us groups

medium or small CAA and GCAA,P <0.01

FER S TR A B ILTEIR S KR AR 69. 7% ( 69/99 ) &
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Tab 3 Changes of CAL followed up by echocardiography in
different groups n/N % )]

Follow-up CAD CAA GCAA
duration/m"’ ( medium or small )

-6 66/72(91.7) 14/36(38.9) 0/11
-12 71/72098.6)  23/36(63.9) 0/11
-24 T2/72(100)  28/36(77.8) 0/11
-36 - 29/36( 80.6 ) 0/11
-48 - 30/36( 83.3) 0/8
-60 - 0/2(83.3) 0/4
-72 - - 0/3

notes:n/N: Recovery cases / Follow-up cases; CAD: coronary arterial
dilatation; CAA: coronary arterial aneurysm; GCAA : gainl coronary

arterial aneurysm;1 ) m:month

B1 EXREBRIENERILBELEBMRENESR
Fig 1 Results of echocardiographic follow up in giant coronary arterial aneurysm group

notes: A:Bilateral mulliple gaint coronary arterial aneurysm at acule stage; B: Mild regressions of gaint coronary arterial aneurysms al convalescence;

C:Bilateral multiple gaint coronary arterial aneurysm at acute stage; D:Wall thickening in both of coronary arteries and right coronary arteriy stenosis

two years after onsel

2.5 #YiumEF LI ERGESE 119 FIE R sk
IE F PR A9 KD BILT A 48 Hi( 40. 3% ,48/119 YT =
B AT O SRR, B 32 . & 16 I £ 4).
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Tab 4 Results of stress echocardiography in follow up of
48 CAL cases[ { % )]

Wall motion

Group Decreased coronary

abnormalities {low reserve

CAD (n=27) 4 14.8) 6(22.2)
CAA( medium or small ) 10( 58.8 )" 5(29.4)"
(n=17)

GCAA(n=4) 3(75.0)" 3(75.0)"

notes: CAD: cownary aterial dilatation; CAA: coronary arterial

ateurysm; GCAA: gaint coronary arterial aneurysm;1 )P <0.05
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