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Table 1. Demographic characteristics in IVIG-responsive group and

IVIG-resistant group in Kawasaki disease

IVIG-responsive  IVIG-resistant

Parameters P
group (n=64) group (n=13)

Median age(months) 30.5+22.5 32.6+25.3 0.227

Gender ratio(M:F) 2.0:1 1.6:1 0.639

Hospital stay(days) 10.6+3.3 14.1+6.0 <.01

Febrile period(days)” 5.9+1.8 6.3+1.6 <.001

*; days with documented fever before initiation of IVIG treatment
M: male, F: female

IVIG: intravenous immunoglobulin

ARk del HAL A, dAAgk, daw, A8y I S:(erythrocyte
sedimentation rate, ESR), C ¥r&A4 W@ (C-reactive protein, CRP),
ofA~nl=ZEE ofm| 7] o] & A(aspartate aminotransferase, AST), <&y
olu|=7] Ho]ldA(alanine aminotransferase, ALT)S && Y Fre
HYamad vhea ) Bt Atoldl SAISHA Afol7h ISl

g dFW sk HYgIEEY WEIedA 4.0+0.4 UL, =&TOlA
3.6+£0.6 IU/L o= WAggIeEd S3rodA SAA R FodtA wekom(p
<.05), ¥ YEF TEE WYIEEA wkgTolA 137.9+3.6  IU/L,
o] &HAl
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ol FASEH o= ou] A =UTH(P <.05) (Table 2).

M
olo

Table 2. Laboratory values in IVIG-responsive group and IVIG-resistant

group 1n Kawasaki disease

IVIG-responsive IVIG-resistant

Parameters P

group (n=64) group (n=13)
Hemoglobin (g/dL) 11.7%£1.2 11.2+1.3 0.262
Platelet count (count/uL) 416000£173000 342000%150000 0.131
Erythrocyte sedimentation

63.4 £ 37.4 71.7 £ 48.0 0.567
rate (mm/hr)
C-reactive protein (mg/dL) 7.0 £ 7.0 79 = 6.9 0.684
AST (IU/L) 46.5 £ 33.2 78.0 + 87.7 0.226
ALT (IU/L) 50.5£56.0 99.0 £ 129.0 0.212
Albumin (g/dL) 4.0+0.4 3.6 £ 0.6 <.05
Sodium (mEq/L) 137.9 £ 3.6 135.5 £ 3.9 <.05
Kobayashi scores” (mean+SD) 1.1 £ 1.4 3.4 £ 29 <.05

*; scores calculated by the methods by Kabayashi et al.”
AST: aspartate aminotransferase, ALT: alanine aminotransferase

IVIG: intravenous immunoglobulin



o) F olgAvlel ANag LGPl WP A

=Y
)
1o,
of
R
2
o
f

frolgh zol7h JUATHP = 0.915). ST HEE Al o Fe] FAAL
el gt Apolzk Ilem (P = 0.163), HEZ HEE= Al o ko] Apol7} fIATH(P
= 0.176).

obFd7el WMEdA = Al o bl FAACR Fogk Aeolrb AP =
0.259). 37 HIEL Eowold FAHS=R AguAl xkem(P < .01),
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HiE HEe BewolA AR FolstAl Skth(P <.05)(Table 3).



Table 3. Percentage of neutrophils and lymphocytes in IVIG-resistant group

and IVIG-responsive group duringacute phase and subacute phase of Kawasaki

disease
Parameter Acute phase
IVIG-responsive IVIG-resistant Febrile control
P
group group group
WBC count
13400+6000 1420045400 13500+7300 0.915
(count/ p L)
% of neutrophils 55.4+20.0 67.0+18.5 56.2+21.0 0.163
% of lymphocytes 32.1+£16.4 23.1+16.9 33.5+16.7 0.176
Sub-acute phase
IVIG-responsive IVIG-resistant Febrile control
P
group group group
WBC count
9300+4300 11400+7700 8500+2500 0.259
(count/ p L)
% of neutrophils 30.1+12.4 45.0£21.5 38.7+£15.8 <.01
% of lymphocytes 52.8+13.6 41.5£19.2 47.0£15.0 <.05

IVIG: intravenous immunoglobulin
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Table 4. The serial incidence of coronary arterial dilatations in

IVIG-responsive group and IVIG-resistant group in Kawasaki disease

Time of IVIG-responsive group IVIG-resistant group e
Echocardiogram (%) (%)
On admission 7/64 (10.9%) 5/13 (38.5%) <.05
On 6 months 2/60 (3.3%) 1/11 (9.9%) -
On 1 year 1/40 (2.5%) 1/10 (10%) -

IVIG : intravenous immunoglobulin
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Abstract

Predicting Factors for Refractory Kawasaki Disease

Young-Sun Do

Department of Medicine

The Graduate School, Yonsei University

(Directed by Professor Hae Yong Lee)

Background : About 10-15% of Kawasaki disease (KD) is refractory to
intravenous immunoglobulin (IVIG) therapy. This study was designed to
investigate the predicting factors for refractory KD.

Methods: We reviewed retrospectively the clinical records of 77 patients
with typical KD admitted at Wonju Christian Hospital from January, 2005,
to December, 2008. The wvariance of laboratory and demographic
parameters between the IVIG-responsive group and IVIG-resistant group
were analyzed. Thirteen patients with urinary tract infections were
randomly recruited as a febrile control group.

Results: Among 77 patients diagnosed with complete KD, 13 patients
(16.9%) were IVIG-resistant. The febrile period and hospital days were
significantly longer in the IVIG-resistant group than IVIG-responsive group

(P <.001, P <.01). Serum levels of albumin and sodium were significantly

_19_



lower in the IVIG-resistant group (P <.05). The Kobayashi score could
differentiate these two groups (P <.05). Fewer lymphocytes was observed
during the subacute phase in the IVIG-resistant group (2 <.05). Coronary
arterial  dilatations (CADs) were observed in 10.9% (7/64) of
IVIG-responders and 38.5% (5/13) of IVIG-resistant patients (P <.05).
Conclusion: The percentage of neutrophils and lymphocytes in patients
with KD, in addition to known predicting factors for refractory KD, may

help predict IVIG-resistance in patients with KD.

Key words: mucocutaneous lymph node syndrome, risk factors, coronary

arteries
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