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WFFERR R O (3530) : We identified 5 miRs, miR-93, miR-877, miR-92b, miR-182 and miR-296-5p,
which were highly specific to the acute phase of Kawasaki disease. In particular miR-93 likely

controlled the expression of VEGFA and probably has an important role in pathogenesis.
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Table 1. Demographic data of KD patients and two control groups

Kawasaki disease Febrile disease Healthy controls
(n=4) (n=6) (n=6)
Age at onset, months old 3-47 (15) 8-49 (21.5) 12-40 (24.5)
gender, Male/ female 2/2 3/3 2/4
CAL, +/- 0/4 0/6 0/6
CRP, mg/dI 2.97-7.91 (4.63)* 0.05-3.14 (1.68)* ND

White blood cell count,
3

14300-18300 (16010) 5100-24100 (9900) 7230-13060 (9155)

/mm

Neutrophils, % 44-86 (44) 20-78 (51) 31-59.5 (36.5)
Lymphocytes, % 10-52 (40.5) 20-75 (41.5) 47-64 (53)
Monocytes, % 2(2) 2-21 (6) 3-11(5)
Platelet count, x10*/mm’ 33.2-47.4 (38.4) 24.2-44.0 (27.2) 25.3-42.7 (33.35)
Na, mmol/I 132-136 (133.5) ND ND

AST, 1U/L 22-140 (64.5) 24-63 (32) 29-51 (44)
Duration of fever, days 3-7 (6) 2-7 (5) ND

Demographic data of each group shows there were no significant differences between the KD
patients and the control groups except that CRP levels were higher in the KD patients. P values were
obtained using a two-sample t test or Fisher’s exact test. ( ) indicates median, * indicates P<0.01, and

ND indicates no dat
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Table 2. mRNAs related to differentially expressed miRs

up-regulated mRNA

down-regulated mRNA

miRs Gene Symbol re ost-1 fold Gene Symbol Pre ost- fold
(Protein) P P change (Protein) P change
Wit
miR-93 (sarcoglycan 234 4.2 0.18 . & 92.4 170.7 1.85
zeta) protein 2
homolog C)
.FNDC3B. C100rf140
(fibronectin (chromosome 10
type Il 661.8 363.9 0.5494 . 6.3 13.4 2.1
. open reading
domain frame 140)
containing 3B)
TSHZ3
(teashirt zinc ICK (intestinal cell
finger 604.5 406.9 0.6731 (MAK-like) kinase) 12.6 3.2
homeobox 3)
W
Y 956 408 0.427 domain 6.8 15.8 2.3
member D (S. .
L containing 7A)
cerevisiae))
VEGFA
(vascular CYBRD1
endothelial 72.6 28.8 0.397 (cytochrome b 42.3 72.8 1.72
growth factor reductase 1)
A)
RUNX1T1
(runt-related
transcription 2.3 8.8 3.8
factor 1;
translocated to)
miR-182 BNCZ_ 33.5 14.6 0.435 ?
(basonuclin 2)
NOTE: Targets of miR-92b, 296-5b, 877 have not been identified.

Among the many RNAs whose expression was altered in the KD patients, several have been reported

to be regulated by the miRs that were differentially expressed. Examples of these are listed here.

All miRs = 847

Figure 1.

(sample data/control ) ratio

pre postl

=B=-mik 182

- miR-877

=« =miR-92b

- miRk-93

post2

=k +miR-296-5p



A. miR-93 B. VEGFA C. relationship
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| miR-93 ldownregulation results in the activation of the VEGF-A cascade
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Figure 5.
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