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Serum interleukin-6, tumor necrosis factor-a and
adiponectin levels in Kawasaki disease

Jung Ahn, M.D,, Han Gyu Kim, M.D,, Sejung Sohn, M.D. and Young Mi Hong, MD.

Department of Pediatrics, Ewha Womans University, School of Medicine, Seoul, Korea

Purpose : Adiponectin is an endogenous modulator of vascular remodeling that suppresses vascular inflammation. However,
the role of adiponectin in Kawasaki disease (KD) has not been elucidated. The purpose of this study is to investigate the
correlation between serum adiponectin level and several parameters, such as interleukin (IL)-6, tumor necrosis factor (TNF)-a,
lipid profile, and C reactive protein (CRP), and to clarify the association between adiponectin and cardiac function.
Methods : Twenty-two KD patients (22 patients in acute phase and 20 patients in subacute phase) were enrolled in the
study group. The control group consisted of 31 subjects (13 febrile patients and 18 healthy children). Both groups under-
went blood sampling and tissue Doppler imaging (TDI).

Results : CRP was significantly increased in the KD group compared with the control group. There were no significant
differences in serum TNF-a, IL-6, and adiponectin levels between groups. However, a negative correlation was found
between adiponectin level and CRP level or platelet count. Systolic myocardial velocity and A myocardial velocity measured
by TDI were decreased significantly in the acute KD group compared with the subacute KD group and control group. Positive
correlations were found between adiponectin level and systolic myocardial velocity or A myocardial velocity.

Conclusion : In acute KD patients, low adiponectin level was related to severe inflammatory reactions and decreased left
ventricular functions. (Korean J Pediatr 2010;53:41-47)
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Table 1. Clinical Characteristics of the Study Population

KD group Control group

variables

Acute phase Subacute phase Febrile Afebrile
Age (Years) 3.8+2.2 44+1.7 2.6+3.1 32+1.4
Sex (M/F) 14/8 13/7 8/5 6/12
Hb (mg/dL) 12.2+1.0 12.1+0.8 11.9+0.9 12.2+1.0
WBC (mm®) 9,031.5+3,026.9 10,621.1+£5,161.0 10,476.9+4,453.7 8,016.7£2,211.0
Platelet (x 10°/mm?®) 319.5+108.4 342.9+67.3 361.0+134.3 340.3+68.6
ESR (mm/hr) 21.9+18.2 27.9+27.7 20.6+23.0 21.9+13.0
CRP (mg/dL) 26419 4.0+2.7" 1.6+1.6 0.2+0.2

"P<0.05 vs afebrile control, TP<0.05 vs febrile, non-febrile control
Abbreviation : KD, Kawasaski disease

Table 2. Lipid Profile in the Study Population

KD group Control group
Variables
Acute phase Subacute phase Febrile Afebrile
T. Chol (mg/dL) 141.1£34.2 142.1+£35.1 125.5+21.8 146.3+23.9
TG (mg/dL) 78.5+31.3 99.9439.2 67.0£31.6 82.6+37.1
HDL-C (mg/dL) 453+13.9 42.4+10.9 44.8+7.8 50.0+£11.8
LDL-C (mg/dL) 82.5+24.5 82.7£30.3 72.5+18.8 84.1+£16.9

Abbreviations : T. Chol, total cholesterol; TG, triglyceride; KD, Kawasa

Table 3. Serum Tumor Necrosis Factor (TNF)-a, Interleukin (IL)-

Control Groups

ki disease

6, and Adiponectin Levels in Kawasaki disease (KD) and

KD group Control group
Variables
Acute phase Subacute phase Febrile Afebrile
TNF-a (pg/mL) 15.6£17.0 15.6£5.5 11.8+6.4 5.8+29
IL-6 (pg/mL) 37.1+£68.5 37.1+£9.3 25.5+35.1 0.6£0.5
Adiponectin (ng/mL) 21,555.1+£12,168.9 21,555.1+£11,090.4 22,522.1+£9,712.3 18,973.2+7,484.6

Abbreviations : TNF- @, tumor necrosis factor—a; IL-6, interleukin—6;

>44

KD, Kawasaki disease
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Fig. 1. Positive linear correlation between serum TNF-a and IL-6
levels; TNF-a, tumor necrosis factor; IL-6, interleukin—6.
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Table 4. Echocardiographic Findings in Kawasaki disease (KD) and Control Groups

KD group
Variables Control group
Acute phase Subacute phase
EF (%) 72.7£7.0 69.3£5.6 70.1+5.7
Base Systolic velocity (cm/sec) 6.3+1.57 7.0£0.9 59+1.4
Base E-wave velocity (cm/sec) 11.4+2.5 11.0£1.9 11.3+£2.3
Base A-wave velocity (cm/sec) 43423 43+1.8 5.1+1.3
Abbreviations : EF, e]ectlon fraction; KD, Kawasaki disease
"P0.05 vs control TP<0.05 vs subacute phase
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Fig. 2. Linear correlation between adiponectin level and WBC.
WBC, white blood cell.
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Fig. 4. Linear correlation between adiponectin level and ESR.
ESR, erythrocyte sedimentation rate.
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Fig. 5. Linear correlation between adiponectin level and CRP.
CRP, C reactive protein.
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