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Randomized Prospective Controlled Study of Intravenous Gamma-Globulin
Products in Treatment of Kawasaki Disease

Hiromi Muta, Masahire Ishii, Akiko Hirose, Jun Furui, Yoko Sugahara,
Wakako Himeno, Teiji Akagi, and Hirohisa Kato
Department of Pediatrics, Kurume University School of Medicine, Kurume, Japan

Purpose : To compare the efficacy and safety of various intravenous gamma-globulin (IVGG) products in
patients with Kawasaki disease (KD). Methods | We studied 142 patients with KD who were within the first
9 days of illness. Using a random number table, 50 patients were selected to receive freeze-dried, sulfonated
product {product A), 56 patients were selected to receive pH4-treated product (product B), and the remain-
ing 36 patients were selected to receive polyethyleneglycol-treated product (product C), The doses of IVGG
(2¢/kg or 1g/kg) were determined by Harada's score. All patients were treated with IVGG in combination
with aspirin or flurbiprofen. Results : There were no significant differences among the 3 groups in regard to
age, gender, Harada’s score and initial days of IVGG. The incidence rate of patients who needed additional
IVGG was similar in all groups (product A 26.0%, B 21.4%, C 30.6%). The incidence rate of coronary artery
complications was also similar in all groups (product A 10.0%, B 8.9%, C 2.8%). There were no significant dif-
ferences among the 3 groups in regard to adverse effects (product A 0%, B 1.8%, C 5.6%). Conclusions : We
concluded that there are no significant differences among 3 IVGG products in regard to their efficacy and

safety.
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Long-term Echocardiographic Follow-up Study of Aortic Regurgitation
after Closure of Ventricular Septal Defect
Hiromi Muta, Masahiro Ishii, Jun Furui, Kimiyasn Egami, Wakako Himeno,
Yoko Sugahara, Teiji Akagi, Hirchisa Kato, and Toyojiro Matsuishi

Department of Pediatrics, Kurume University School of Medicine, Japan

Purpose: This study aimed to evaluate changes in aortic regurgitation (AR) after the closure of ventricular septal defect (VSD)
with aortic cusp prolapse.

Methods: We reviewed 56 patients with VSD and associated aortic cusp prolapse. The mean follow-up period was 95.1%53.5
months. Twenty-four patients with aortic cusp prolapse underwent closure prior to the development of AR (group A), while the
remaining 32 patients had both aortic cusp prolapse and AR at the time of closure {group B). AR was graded according to the level
of the jet detected by color-flow Doppler echocardiography.

Results: Among the patients in group A (without AR before closure), 23 patients (96%) did not develop AR. Only one patient (4%)
progressed to mild AR. In group B (with AR before closure), AR disappeared in 15 patients (47%) and improved but did not disappear in 10
patients (31%). AR remained unchanged in six patients (19%) in this group, and in one patient (3%) AR progressed from stight to mild.
Conclusions: Not only patients without AR but also those with slight to mild AR showed improvement in the grade of AR with
simple closure of the defect. We concluded that simple closure of the defect could prevent the onset and progression of AR.
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Fig. 1 Classification of severity of aortic regurgitation by
color-flow Doppler echocardiography.

Group A: prolapse (24 cases)

23 cases

AR mild

Group B: prolapse + AR (32 cases)

/

Fig.2 Changes in aortic regurgitation after closure of ventricular septal defect.

Prolapse: prolapse of aortic valve, AR: aortic regusgitation

] BRNREREFEEE S18% K65

—327—



619

Table 1A AR{-)before VSD closure(group A)

No. Ageat Follow-up Last VSD V8D Pre- Location Operative Present
opsration period follow-up diameter closure operafion of VSD findings . AR
{month) {month} time (mm) method Qp/Qs {Kirklin) '

{month)
i 167 €8 235 6 patch 1.6 I - nong

2 2 46 48 75 patch 31 1 - none

3 99 104 203 15 patch 16 I - none

4 183 - 83 266 8 patch 1.1 1 - . nons

5 107 128 235 5 patch 1.1 I - nene

3] 103 129 232 7 patch 1.0 I . none

7 28 229 257 4 patch 1.6 I - none

8 196 61 257 12 patch 14 I - none

9 193 149 44 10 patch 1.7 I - none

10 B 126 132 5 direct 1.5 I - none

11 116 101 217 15 patch 1.1 i . none

12 31 134 165 10 patch 1.1 I - none

13 196 29 225 5 paich 1.1 1 - none

14 79 93 172 5 direct 1.0 o - none

15 105 48 153 3 patch 12 il - nore

16 29 15 44 9 patch 15 I - mild

17 24 231 255 10 patch 1.9 I C - none

18 213 96 309 14 patch 1.8 I - none

18 92 93 185 10 " patch 1.5 I - none

20 29 61 90 7 patch 1.6 I - none

21 125 89 214 12 patch 15 I - nong

22 a0 105 185 15 patch 2.3 I . none

23 159 108 268 5 direct 1.1 i - none

24 150 67 217 12 " patch 1.0 I RCC adhesion  none

AR: aortic regurgitation, VSD: ventricular septal defect, Qp/Qs: pulmonary to systemic flow ratio, RCC: right coronary cusp
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AIRTARAREE (slight-mild) T - 729552551 (86%)
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BEROAETTo TV A, #TETIZARD moderate T o723
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Bz 2w T HEHES L7 (Table 2). ARA'mildbl EFRF
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&, mildEl EDARDFEIE LT 7 (p=0.007). FHTEFE
%, PSR, Qp/Qs, VSDDHLEE, ARBREORYF
IR FARY &3 LT AR

E R
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7oVSDIED26% I A R B OAR% 28, VSDEISHHATH®
LT USARDEFTEH b TRV E LT SY.
T 7:Sim b OB CRAFTITICARD RERFOER b 2
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Table 1B AR{+)before VSD closure(group B)

No. Ageat  Follow-up Last VsD V8D Pre- Location  Operative AR Present
operation period follow-up  diameter  closure  operation  of VSD findings before AR
{month)  (month) time {mm) method Qp/Qs {Kirklin) operation
{month)
1 153 76 229 11 patch 1.2 I - mild mild
2 75 189 264 7 patch 1.0 I. RCCadhesion mild slight
3 178 62 240 5 direct 1.0 I - mitd none
4 i16 132 248 8 patch 20 I RCC adhesion  mild none
5 43 131 174 8 patch 1.6 I RCC adhesion  mild slight
6 169 21 190 15 patch 1.2 I - mild slight
7 115 69 184 3 direct 1.3 )| - mild slight
8 65 122 187 - 10 patch 1.3 I - mild slight
g 43 168 211 5 patch 1.2 I - mild slight
10 18 139 157 8 patch 13 1 - mild none
11 26 126 152 8 patch 1.0 i - mild none
12 a7 127 214 7 patch 13 I - mild none
13 29 50 79 4 patch 24 1 - slight nona
14 98 25 123 13 patch 1.2 1 . slight slight
15 30 42 72 5 patch 1.2 1 . mild nong
16 61 227 288 15 patch 20 I - moderate  moderate
17 94 48 142 B direct 1.1 I - mild none
18 240 3z 372 10 patch 1.3 I - mild none
19 38 123 161 12 patch 25 I - mild nong
20 1s4 13 177 15 patch 1.0 I hyporgphy Moderate  mild
21 €6 110 176 8 patch 1.1 I - mild none
22 132 97 229 8 paich 1.5 1 - mild none
23 247 80 327 10 patch 1.1 I - mild none
Aneurysm
24 147 15 162 28 patch 2.2 I of sinus mild mild
of Valsalva
25 177 &7 244 7 patch 15 I - stight mild
26 75 48 123 8 patch 1.3 1 - rnild slight
27 102 128 230 10 patch 1.5 I - mild mild
28 150 149 299 15 patch 1.4 i hypgrct-)rgphy moderate rmild
20 54 138 187 8 patch 14 1T ypeieohy M none
30 82 19 111 10 patch 14 I - mild slight
31 132 115 247 17 patch 186 I+1I - slight none
32 147 48 195 6 patch 14 I - slight slight

AR: aortic regurgitation, VSD: ventricular septal defect, Qp/Qs: pulmonary to systemic flow ratio, RCC: right corenary cusp
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Table 2 Factors in residual acrtic regurgitation

Improved {n=21) Residual (n=6) P-value
190 at operaton 95.4465.8 129.5239.8 p=0.242
AR severity at pre-operation . )
(mild:moderate) 21.0 a3 p=0.007
Mathods of VSD closure . .
(direct:patch) 318 0:6 p=0.455
Qp/Qs 1.3+04 1.6+05 p=0.226
pameter of 80426 1554656 p<0.001
Location of VSD{I : II) 18:3 5:1 p=0.659

AR: aortic regurgitation, VSD: ventricular septal defect, Qp/Qs: pulmonary to systemic flow ratio
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