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[ ABSTRACT] Aim  To evaluate the value of soluble suppression of tumorigenicity 2 (sST2) and interleukin 33
(IL-33) in cardiovascular impairment in children with Kawasaki’s disease (KD). Methods A total of 282 children

with KD admitted to the Department of Pediatrics of Hunan Provincial People’s Hospital from December 2013 to January
2017 were selected, including cardiovascular involvement group (n=35) and cardiovascular uninvolved group (n=247),
and 50 healthy children were as control group. The levels of plasma sST2 and IL-33 were detected in 3 groups of children.
Changes and correlations of sST2, IL-33 and conventional inflammatory markers C-reactive protein ( CRP), erythrocyte

sedimentation rate (ESR) and white blood cell count (WBC) were analyzed in KD children with coronary artery lesion.
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Statistical methods were used to analyze data. Results The levels of plasma sST2 and IL.-33 in the cardiovascular in-
volvement group were significantly higher than those in the cardiovascular uninvolved group and the control group (P<
0.05). CRP, ESR and WBC in cardiovascular involvement group and cardiovascular uninvolved group were significantly
higher than those in control group (P<0.05). However, there were no significant differences in CRP, ESR and WBC be-
tween the cardiovascular involvement group and the cardiovascular uninvolved group (P>0.05). After intravenous immu-
noglobulin therapy, the levels of sST2 and IL-33 were decreased significantly in cardiovascular involvement group (P<
0.05) , while the levels of sST2 and IL-33 did not change significantly in cardiovascular uninvolved group (P>0.05).
Pearson correlation analysis showed that the levels of sST2 and 11.-33 in KD children were positively correlated with the Z
value of echocardiography. Logistic regression analysis showed that sST2 and IL-33 were independent risk factors for cardi-
ovascular injury in KD children (P<0.05). ROC curve analysis showed that sST2 and IL-33 had high diagnostic value for
predicting cardiovascular injury in KD. Conclusions The levels of plasma sST2 and IL-33 are correlated with the de-
gree of cardiovascular injury in children with KD. The analysis of sST2 and IL.-33 is helpful to evaluate the degree of car-
diovascular injury and predict the prognosis of children with KD.
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Table 1. Comparison of sST2, IL-33 and routine inflammatory markers in each group

| n sST2(pg/L) 1L-33( pg/L) CRP(mg/L) ESR(mm/h)  WBC(x102/L)
KD 1
D32 R 35 84.40+24.99 466.44+62.04 50.01+14.91 68.47+20.37 15.15£5.73
DR Z R 247 49.36+14.57 261.06+53.38 46.31+16.26 62.94+16.93 14.34+6.38
hayiiea) 50 26.28+10.36 182.24+42.64 16.34+7.27 17.23+8.68 9.34+4.62
P A 0.020 0.010 0.020 <0.001 <0.001
P, {H <0.001 <0.001 0.350 0.710 0.230
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i 8 HH I Hh i R TE S A A8 B % KD 8L

IVIG J697 1 JRIAS 4 sST2 F1 1L-33 /KF, 7 b H 5
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(r=0.346,P=0.042) 2 IEAHX;1L-33 5 CRP (r=
0.428,P=0.039) .ESR(r=0.342,P=0.016) LA &
WBC(r=0.463,P=0.032) JRE IFAH X,
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Table 2. Comparison of sST2 and IL-33 levels between the cardiovascular involvement group and the cardiovascular unin-

volved group before and after IVIG treatment

sST2(pe/L) 1L-33(ug/L)
) n — - Pl — - P{H
TRITHI WwITE TRITH WwITE
OIS 52 B 35 84.43+24.99  52.73+13.82 <0.001 466.44+62.04  282.64+40.38  <0.001
OIS A 37 B 247 49.36+14.57  42.92+14.22 0.280 261.06+53.38  224.63+49.53 0.410
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% KD B IL IVIG V397 1 JEIFE Y sST2 F 11.-33
IR M SR T TS A5 YO 104 458 405 72 B2 48 A

200.00F
150.00F °
- 0°
> o
§1oo.oo- o © G
b cemtd, o o
@ % .8 8
50.00F wou® 0 % 8
®g
0.00F . . . _ ,
0.00 200 400  6.00 8.00
Al

1. sST2.IL-33 K ES5@8HE O B1E Z ERIHEXME

IL-33( u g/L)

sST2 IL-33 K FE 5B R L ahE Z (R IEM K (r=
0.746,P<0.001;7r=0.641,P<0.001; & 1),

700.00

600.001

500.001

400.00

300.001

200.00

100.00F

400 600 800

VAL

Figure 1. Correlation between sST2 and IL-33 level and Z value of echocardiography
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Table 3. Logistic regression analysis of cardiovascular injury

related factors in children with KD

MIKHE B SE Wald P OR 95%CI

AE 1.144 1.517 1.360 0.312 5.538 0.295~12.065
P51 0.920 1404 0.495 0.630 2.670 0.176~19.229
sST2 0.411 0.201 6.556 0.012 1.065 1.021~1.362
1L-33 1.522 0.969 6.776 0.009 1.026 1.015~1.497
2.6 sST2,IL-33 Fitill KD SEHAE RSB R G R NME

ROC M4k 7, sST2 IL-33 *F KD (> Ifil 5 57 4
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Figure 2. ROC curve of sST2 and IL-33 predicting KD car-

diovascular damage
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Table 4. Value of sST2 and IL-33 predicting acute coronary

artery injury in KD

EEL2N AP HA  Cu-off . BUE  HHE
sST2 0.863 62.46 0.924 0.807
IL-33 0.831 357.29 0.907 0.823
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AT RIS | 3 1 e AR 20 kA s e 7 | P 2 O LA
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B Z HEIEA G, 28] sST2  1L-33 /K-F-5 KD 0 IfiL
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