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Table 1. Age and Sex distribution
Age(wk) Male Female Total
e 1 1
1 2 3 0
2 4 12 1 13
4 6 0
6-8 1
58 2 0
Total 32 3 35

Table 2. Gestational status

Gestational ape No. of cases %
Full term 33 94.3
Prematurity 2 57
Total 35 100.0

Table 3. Birth weight

Birth weight(ke) No. of cases %
(25 3 8.6
2.5-3.0 5 14.3
3.0-35 19 54.4

> 35 8 228
Total 35 100.0
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Table 4. Matemnal parity

Parity No. of cases %

1st 20 65.7

2nd 10 28.5

3rd 1 2.9

4th 1 2.9
Total 35 100.0

Table 5. Incidence related 10 feeding

Kinds of feeding No. of cascs %
Breast 23 65.7
Milk 9 257
Mixed 3 86

Total 35 100.0
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Table 6. Body weight percentile at admission

Percentile No. of cases %
0- 3 10 28.6
3 10 1 2.8

10 25 17 48.6

25-50 7 20.0

50-75

75-90 0

9W0-97 0

97 -100 0
Total 35 100.0
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Table 7. Age at onset of symptoms

Ape(wk) No. of cases %
1 7 20.0
1 2 11 31.4
2-4 9 25.7
> 4 8 22.9
Total 35 100.0
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Table 8. Duration of symptoms

Duration(wk) No. of cases %
1 17 48.6
1-2 8 22,9
2 4 8 22.9
> 4 2 5.6
‘Total 35 100.0
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Table 9. Symptoms and physical findings

Symptoms and

physical findings No. of cases %
Projectile vomiting 35 100.0
Peristaltic wave 15 429
Palpable mass 13 37.1
Weight loss 12 343
Constipation 3 8.6
Jaundice 1 2.9
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Table 10. Serum electrolytes

Electrolytes(mEq / L) No. of cases
< 135 10
Na* 135 150 25
y 150 0
{ 3.5 9
K* 35-55 26
Y 55 0
{ 98 14
cr 98" 110 18
> 110 3
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Table 11. Radiologic study

Method No. of cascs %
UGl 4 114
UGI and USG 8 229
USsG 23 65.7

Total 35 100.0

Abbreviation: UGI, upper gastrointestinal series.
USG, ultrasonography.
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‘Table 12. Pyloric dimensions by ultrasonography

Dimensions(mm) No. of cases
{4 2
Wall thickness 4-6 16
Y 6 13
¢ 10 1
Diameter 10 15 22
15 20 -1
> 20 0
¢ 10
Channel length 10 15
15-20 18
y 20 9
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Table 13. Associated anomalies

Anomalies No. of cases

Right inguinal hemia
Torticollis

Tongue tie

2
1
Ventricular septal defect 1
1
Malrotation 1

1

Gastroesophageal retlux

Total 7
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— Abstract -

Infantile Hypertrophic Pyloric Stenosis
— Report of 35 cases -

Young Soo Huh, Gyu Rag Kim

Department of Surgery
College of Medicine, Yeungnam University

Taegu, Korea

Son Moon Shin

Department of Pediatrics
College of Medicine, Yeungnam University

Taegu, Korea

Infantile hypertrophic pyloric stenosis(IHPS), which occurs three of 1,000 live births, is a major cause of

nonbilious vomiting of early infancy but its etiology and pathogenesis are still obscure. The operation of

pyloromyotomy as described by Ramstedt in 1912 remains the standard of care for the treatment of [HPS.

From January 1993 to October 1996, 35 infants with IHPS were surgically treated and the following results

were obtained.

1.

woN

h A

10.

Thirty-five patients comprised 32 males and 3 females, and the ratio of male to female was 10.7:1.

. The most prevalent age group was between 2 weeks and 8 weeks.

. Of 35 infants, first born babies were 23 cases(65.7%).

. Breast feeding was in 23 cases(65.7%).

. The body weight percentile at admission was lower than 50 percentile in all 35 cases.

. Onset of symptoms was predominantly between 1week and 2 weeks in 11 cases(31.4%).
. All had a history of nonbilious vomting, generally projectile in nature.

. In the measured scrum electrolytes, hypokalemia was noted in 9 cases(25.7%), hypochloremia was

observed in 14 cases(40.0%).

. In the prcoperative ultrasonography, the average muscle thickness, diameter, and length of the pylorus

were 6.2mm, 12.1mm, and 17.9mm, respectively.

Among 35 cases, significant sonographic criteria of IHPS, muscle thickness of 5mm or more, were

noted in 26 cases(83.9%).
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11. A total of scven associated anomalies were noted in six patients.
12. All 35 cases were treated with Fredet-Ramstedt pyloromyotomy.
13. There were postoperative complications of wound infection in 2 cases.
Intermittent nonprojectile vomiting was presented in 8 cases(22.9%) after operation, but one of them

was relieved in 13 days and the rest were relieved within one week by adjustment of oral intake.

Key Words: Hypertrophic pyloric stenosis, Infantile



