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Clinical & Nutritional Assessments of Long-term Survivors
of Biliary Atresia

Yong-Soon Chun*, M.D. and Woo-Ki Kim M.D.

Department of Pediatric Surgery, Seoul National University Children’s Hospital,
Department of Pediatric Surgery, Inje University Pusan Paik Hospital*

To assess the clinical and nutritional status of long-term survivors of biliary
atresia, history taking, medical record review, physical examination (height,
weight, MAC, TSF), blood tests (LFT, prothrombin time, platelet count, prealbu-
min, calcium) and liver needle biopsy were performed in 12 patients in whom
Kasal procedure were performed more than 10 years ago at Department of Pedi-
atric Surgery 1n Seoul National University Hospital. None were below the 5th
percentile in height and weight. TSF was above the 75th percentile in all pa-
tients and showed good subcutaneous fat deposition. MAC was above the 5th
percentile in all patients. Serum prealbumin level was abnormal in 2 patients
with abnormal liver function and revealed visceral protein malnutrition. Serum
calcium level was decreased below normal range in 4 patients with abnormal
liver function. One patient had mild ascites. Five patients had abnormal liver
function and 7 patients showed clinical manifestation of portal hypertension.
Liver needle biopsy was performed in 5 patients and no cirrhotic change was
observed. Although some patients who have survived for more than 10 years
after Kasai procedure developed protein malnutrition and vitamin deficiencies,
growth and development and nutritional status were generally satisfactory. Five
patients(42%) showed normal liver function and no portal hypertension. In con-
clusion, Kasai procedure is satisfactory as a primary treatment in biliary atresia
but significant portion of long-term survivors had abnormal liver function and

portal hypertension. Continuous and careful follow-up is necessary to determine
when liver transplantation may be indicated.
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Fig. 1. Growth patterns.
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Table 1. Age and Sex

Age No. Male Female
16 2 2
15 2 1 1
14 1 1
13 1 1
12 3 3
11 1 1
10 2 2
Total 12 5 7
Table 2. Nutrit:.ional Status B
Vil e At
Height 10 - 97 63.2
Weight 10 - 97 64.0
TSF 193 = 97 95.0
MAC 10 - 97 88.2

TSF . Triceps skin fold thickness
MAC:Midarm circumference
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Table 3. Prothrombin Time, Albumin, Prealbu-
min and Calcium

No. %
Prothrombin Time > 80% 10 83.3
Serum albumin > 3.3 g/dL 12 100.0
Serum prealbumin > 18 mg/dL 10 83.3
Serum calcium > 8.8 mg/dL 8 66.7

Table 4. Fingings Related to Portal Hyperten-
sion

Number of Patients

Yes No
- Esophageal varices 6
Splenomegaly
Thrombocytopenia* 2 12

*less than 100,000/mm?
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