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A Clinical Study for Gall Bladder Stones in Children
Ho Seon Eun, M.D., Seoung Yon Baek, M.D. and Ki Sup Chung, M.D.
Department of Pediatrics, Yonsei University College of Medicine, Seoul, Korea

Purpose: Gall bladder (GB) stones in children are rarely observed, and so reports of them have
been quite limited in Korea. Therefore, we tried to assess the epidemiology and clinical features
of children with GB stone diagnosed at Severance Hospital.

Methods: A clinical study was performed on 18 patients below 15 years of age diagnosed with
GB stone by abdominal ultrasonography or CT scan at Severance hospital from January 1999 to
May 2005.

Results: Concerning patients’ profile, their sex ratio of male to female in total 18 cases was 2 : 1
with the mean age of 614.3 years. 15 patients (83.3%) were asymptomatic. Inducing factors were
found in 14 children (77.8%) including ceftriaxone therapy in 6 cases (33.3%), infection in 4 cases
(22.2%), spherocytosis in 3 cases (16.7%), Down syndrome and abdominal operation in 1 case
(5.6%) respectively. Single stone was found in 13 cases (76.5%) and multiple in 4 cases (23.5%).
15 cases (88.2%) had the stones less than 5 mm in size, and 2 cases (11.8%) between 5 and 10
mm. 17 patients received conservative treatment, and one patient had cholecystectomy due to
Meckel diverticulum.

Conclusion: In this report, Pediatric GB stones are predominant in male children, without typical
symptoms, having inducing factors, single and small. Recently the diagnosis of them has been
increased because of the development of imaging study. But the reports for them were still rare
in Korea. Therefore the study for them is more necessary to find it’s clinical characteristics. (Korean
J Pediatr Gastroenterol Nutr 2005; 8: 194~201)

Key Words: Gall bladder stone, Children
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Table 1. Data of Patients with Gall Bladder Stone

Imaging

Sex Age study Size & No. WBC Hgb/Hct Ca/P Chol/TG AST/ALT T/D bil  Amyllip
1T M7 Sono <5 mm, S 6,500 12.5/36 0.8/42 142 32/38 0.2/
2 F 412 Sono <5 mm, M 4640 12.9/37 89/42 156 43/32 0.3/
3 M 6212 Sono Unknown, S 8900 13.2/38 10.2/49 165 68/31 0.5/
4 F 83 Sono, <5mm,S 13290 11.3/30 10.4/52 171 32/16 0.3/
CT
5 M 68/12 Sono, <5mm, M 11,950 135/38 10.3/4.1 246 189/51 0.3/
MRCP
6 M 51/12 Sono <5 mm, S 9970 9.0/28 9.7/71 245/285  57/89 0.2/
7 M 8 10/12 Sono <5 mm, S 7940 117/34  9.7/46 160/ 24/15 0.2/
8 M 12 4/12 Sono 9 mm, S 8,780 13.8/40 9.6/40 160 26/23 0.2/
9 F 133/12 Sono <5 mm, M 9,030 12.4/37 30/28 0.6/ 32/50
10 F 12 3/12 Sono <5mm, S 12,100 11.6/34 0.8/46 158 23/15 0.4/
11 M 6/12 Sono <5 mm, M 8,440 10.3/31 10.7/55 138 70/29 1.1/
12 M 38/12 Sono <5 mm, S 9,370 13.2/39 10.0/4.8 181/69 28/39 0.4/
13 M 2 Sono <5 mm, S 5250  9.8/31 9.3/47 144/ 29/18 0.4/
14 F 1212 Sono <5mm,S 12020 129/39 11.0/44 123 90/110 0.6/
15 F 46/12 Sono 7 mm, S 10230 11.5/39 9.1/50 168 2634/2005 0.1/
16 M 10 4/12 Sono, <5 mm, S 9,200 13.2/38 10.1/40 160 447/165 1.9/1.3
DISIDA
17 M 8/12 Sono <5mm,S 11410 11.1/32 11553 12 62/119 0.7/
18 M 9 11/12 CT, <5 mm, S 8,060 13.0/36 10.2/34 161 130/603 0.8/ 603/1,559
MRCP
2 cases
Table 2. Age and Sex Distribution of Patients with Gall 1case (11.1%)
Bladder Stone (5.6%)

Male Female Total
<1 yr 2 (11.1%) 1 (5.6%) 3 (16.7%)
1~3 yrs 1 (5.6%) 2 (11.1%) 3 (16.7%)
3~yrs 2 (11.1%) 1 (5.6%) 3 (16.7%)
6~yrs 4 (222%) 0 4 (22.2%)
9~12 yrs 2 (111%) 0 2 (11.1%)
12~15 yrs 1 (5.6%) 2 (11.1%) 3 (16.7%)
Total 12(66.7%) 6 (33.3%) 18 (100%)
AME F4ol AAtHFig. ). Y 4L FUzt
| ZFol7h 1o U (Fig. 2), d¥ el S/HEFE v

o
s Agke E;"‘;\E}(Fig. 3).

15 cases
(83.3%)

] Asymptomatic
[ Abd pain, fever, vomiting
1 Abd pain

Fig. 1. Clinical symptoms of patients with gall bladder
stone.
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Fig. 2. Sex distribution of symptomatic patients.

144
— 1 Asymptomatic patients
12 [ Symptomatic patients
o 107
5
5 87
[e
S 6
e}
Z 44
N =l
0 T T 1
<9yrs 9-12 yrs 12-15 yrs

Fig. 3. Age distribution of symptomatic patients.
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Table 3. Cause of Gall Bladder Stone

) Number of
Inducing factors .
patients
Spherocytosis 3 (16.7%)
Down’s syndrome 1 (5.6%)
Abdominal operation 1 (5.6%)
Antibiotics (ceftriaxone) 6 (33.3%)
Infection (EBV 2, 4 (22.2%)
Candia 1, Mycoplasma 1)
Undetermined 3 (16.7%)
Total 18 (100%)
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