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Clinical Analysis of Congenital Hypertrophic Pyloric Stenosis

Kum—Ja Choi, M.D.

Department of Surgery, College of Medicine, Ewha Womans University

Fifteen infants with congenital hypertrophic pyloric stenosis who underwent py-
loromyotomy at Dept. of Surgery, Ewha Womans Univ. Hospital for 5 years from

Sept. 1981 to Aug. 1986, have been reviewed.
The results were as follows.

1) Infants with congenital hypertrophic pyloric stenosis were 1.6% of the total

pediatric surgical patients.

2) Eleven cases were male and 4 cases were female. A ratio of male to female

was 2.8:1.
3) The age distribution was 11 cases(73.3%) between 4 and 6 weeks.

4) The distribution of birth rank in siblings was 7 cases of first-born infants

and 8 cases of second- born infants,
5) The distribution of type of feeding was 7 cases of breast-fed infants
6 cases of cow milk-fed infants.

6) The seasonal distribution was 6 cases in Winter, 5 cases in Spring, and each

2 cases in Summer and Autumn.

7) The number of cases associated with the other congenital anomalies was 3

cases.

8) Non bile -stained projectile vomiting was the most prominant symptom and

onset time was mostly between 3 and 5 weeks.

9) The pathognomonic olive shaped mass was palpable in 1l cases and the size

of mass was average 2.4x1. 4cm.

10) The results of Ramstedt pyloromyotomy or Koop* modification was excell-

ent without operative faults.
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Table 1. Age and sex distribution on admission

Sex
Age (week) Male Female (%)
1 0
2 1 1(6.7)
3 0
4 2 2(13.3)
5 5 1 6(40.0) }(73.3)
6 3 3(20.0)
7 1 1(6.7)
8 0
9 1 1{6.7)
10 0
Over 10 1 1(6.7)
Total 11 4 15(100.1)

Table 2. Distribution of birth rank in siblings

BRirth

Rank No. of Case %
1st. 7 46.7
2nd. 8 53.3

Table 3. Distribution of relation to feeding

Type of
Feeding No. of Case %
Breast—fed 7 6.7
Milk —fed 6 40.0
Breast & 2 133
milk -fed
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Table 4. Distribution of relation to season

Season (calendar) No. of Case %
Spring(Mar. to May) 5 33.3
Summer (Jun. to Aug.) 2 13.3
Autumn (Sep. to Nov.) 2 13.3
Winter (Dec. to Feb.) 6 40.0
Table 5. Associated anomalies
Ass. anomaly No. of Case
Vesicoureteral reflux 1
Polydactylism i
Tongue -tie 1

Table 6. Onset of symptoms

Age(week) No. of Case %

26.7
33.3 } 733

13.3

DA W N =
L -

Total 15

7) FEd A7

BB 430 Z23ol A FE 737 59 (333%) 0.8
7b Bora 337} 49 (26.7%), 5Z%7F 249 (13.3%)
%ol 9th(Table 6).
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Table 7. Symptoms and signs

Sx. and sign No. of Case %

Projectile vomiting 15 100
nonbile ~stained

Olive shaped mass 11 73.3

Visible gastric 4 26.7
peristalsis

Lethargy
Constipation

Diarrhea

[

Jaundice

Table 8. Laboratory findings and metabolic
changes

No. of Case %

Leukocytosis (over 10,000 /mm®) 4 267
Anemia{Hb -below 10gm ~100ml) 0

Serum electrolyte

hypokalemia(below 3.5mEgq 1) 2 133
hypochloremia (below 95mEq 1) 3 200
Metabolic change
moderate alkalosis (25 mEq - 5 20
35mEq/L of CO, Content)
severe alkalosis
26.7

(over 35mEq/L of CO, Content)

o E3ZF 35mEq/L o3t ALEFIFH H4
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37 (20.0%) o] it} % CO,Content 7} 25 mEqL
~35mEq/L 9 TFE ¢Z4EFE 1Y 4%E 3 %
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Suspicious

Negative

Las B o B R

Tumor Palpation

[~ RN RS

Positive
11

Table 9. Pyloric tumor size * and its palpation

N W s o+ N

15

No. of Case
* average length; 2.4cm, average diameter; 14 cm.

15
2.0
2.5
3.0
4.0
Total

Tumor length (cm)
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