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Influence of vascular endothelial growth factor (VEGF) and
endostatin on coronary artery lesions in Kawasaki disease
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Ji Whan Han, M.D. and Joon Sung Lee, M.D.
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Purpose : Recently, there has been several studies to clarify the pathogenesis of Kawasaki disease
(KD) and the relations of VEGF and endostatin that act on vascular endothelial cells to the coronary
artery complications. In this report, we measured serum levels of VEGF and endostatin in acute and
subacute phases of KD to assess the change of these levels and the relations to the development of

Methods : Twenty six patients were diagnosed and treated for KD between January, 2001 and July,
2005 at Kangnam St. Mary’s Hospital, the Catholic University of Korea. They were divided into
those with and without CAL. Serum levels of VEGF and endostatin were measured during acute
and subacute phases and compared to those measured in healthy and disease control groups.
Results : Serum levels of VEGF were increased in KD but no differences were noted in KD with
and without CAL. Serum levels of endostatin were decreased in the acute phase of KD, however they
were recovered in the subacute phase of KD, regardless of CAL. The VEGF/endostatin ratio was
increased in KD. KD without CAL showed a relative decrease in this ratio during the subacute phase.
Significant positive correlations were found between serum VEGEF and WBC count, VEGF and ESR,
VEGF/endostatin ratio and ESR in the acute phase of KD.

Conclusion : Analysis of factors influencing the vascular endothelium such as VEGF and endostatin
will help to clarify the etiology of KD and the pathogenesis of CAL. (Korean ] Pediatr 2007;50:
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Table 1. Characteristics of Patients

KD
DC HC P value
KD total CAL (-) CAL (+)

Patients (n) 26 18 8 19 5
Age (mean+SD, months) 4127 40+28 48+25 53+52 68+53 P>0.05
Range of age (months) 2-107 2-107 10-86 1-163 12-142
Male:female 13:13 9:9 4:4 14:5 1:4 P>0.05

Abbreviations : KD, Kawasaki disease; DC, Disease control; HC, Healthy control; CAL, Coronary artery lesions
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Fig. 1. The serum VEGF levels of DC, acute and subacute
phases of KD groups were higher than that of HC (HC vs "P<
0.05). There was no significant difference in VEGF levels
between CAL (+) and CAL (-) groups during acute and suba-
cute phases.
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Fig. 2. Serum endostatin levels during the acute phase of KD
decreased more than that of HC and DC (HC vs “P<0.05, DC
vs "P<0.05). There were significant increases in endostatin
levels during the subacute phase (f P<0.05). No difference was
noted between the CAL (-) and CAL (+) groups during both

acute and subacute phases.
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Fig. 3. Serum VEGF/endostatin ratios of DC, acute, and suba-
cute phases of KD were higher than that of HC and DC re-
gardless of CAL (HC vs “P<0.05, DC vs ' P<0.05). No diffe-
rence was noted between the CAL (-) and CAL (+) groups
during acute and subacute phases. The ratio decreased during
the subacute phase compared to the acute phase in non-CAL
(* P<0.05). However, the ratio did not decrease statistically
significantly in the CAL (+) group.
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Fig. 4. There were correlations between VEGF and WBC count
during the acute phase of Kawasaki disease.
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Fig. 5. There were correlations between VEGF and ESR during
the acute phase of Kawasaki disease.
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Fig. 6. There were correlations between VEGF/endostatin ratio
and WBC count during the acute phase of Kawasaki disease.
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