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The Clinical Features of Chronic Neonatal Hepatitis: Non-familial,
Non-metabolic and Non-A, B, C Viral Hepatitis

Ji Ae Park, M.D., Chang Hun Lee, M.D.* and Jae Hong Park, M.D.
Departments of Pediatrics and *Pathology, College of Medicine, Pusan National University, Busan, Korea

Purpose: Neonatal hepatitis is the major cause of neonatal cholestasis and may be divided into
infectious, metabolic, genetic, and idiopathic neonatal hepatitis. Non-familial, non-metabolic, and
non-A, B, C viral neonatal hepatitis is known to have made satisfactory progress, but little is known
about its chronic clinical features.

Methods: Clinical and histological assessments were carried out in 34 cases with chronic neonatal
hepatitis [elevated serum alanine aminotrasferase (ALT) level for more than 6 months] except for
A, B, C viral hepatitis, metabolic, or genetic neonatal hepatitis, who were admitted to the Depart-
ment of Pediatrics, Pusan National University Hospital, from January 1998 to January 2004.
Results: Males were more common (70%). Jaundice (100%) and hepatomegaly (44%) were frequent
manifestations. Peak serum ALT levels were most commonly below 300 IU/L in 41.2% of patients
and peak serum direct bilirubin levels were most commonly between 1.0~5.0 mg/dL in 50% of
patients. Ten cases (34%) of 29 patients had positive serum cytomegalovirus (CMV) IgM or urine
CMV polymerase chain reaction. Serum ALT level was normalized within 1 year in 11 (37.9%)
of 29 cases, and within 2 years in 9 (69.2%) of 13 cases. Serum ALT level was elevated persistently
over 2 years in four (30.7%) of 13 cases. Histologic findings such as portal or periportal activity,
lobular necrosis, portal or periportal fibrosis were more severe in patients with persistent ALT
elevation over 2 years than in those showing normalization of ALT within 2 years (p>0.05).
Conclusion: When the elevation of ALT level sustains over 1 year in non-familiar, non-metabolic,
non-A, B, C viral neonatal hepatitis, an assessment of the severity of liver injury and a careful
monitoring about chronic liver disease may be required. (Korean J Pediatr Gastroenterol Nutr
2006; 9: 242~248)
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Table 1. Characteristics of Patients

Table 3. Laboratory Findings

No. of cases (%)

No. of cases (%)

Sex
Male 24 (70.6)
Female 10 (29.4)
Age at admission (wks)
<4 8 (23.5)
4~8 20 (58.8)
>8 6 (17.6)
Gestational age (wks)
<38 6 (17.6)
38~42 24 (70.6)
>42 4 (11.8)
Birth weight (kg)
<25 6 (17.6)
25~42 22 (64.7)
>42 6 (17.6)

Table 2. Clinical Manifestations on Admission

No. of cases (%)

Jaundice 34 (100.0)
Hepatomegaly 15 (44.1)
Splenomegaly 6 (17.6)
Fever 5 (14.7)
Acoholic stool 4 (11.8)

o, 2k vt 7} 15 (44. 1%)01]& VeI 7 9 o]
Z EF0, 2d, FEEA W HELo g Yeyt

(Table 2).
2. At AA

3 ALTS #31X&= 300 IUL v 9ko] 41% %91,
300~599 TU/L®] 20%, 600~899 IU/L®] 15%, 900
IU/L ©]/o] 235%% HlnZ 18 EXE R
g4 AAY YIF £X9 HIA= 1.0 mg/dL
uj ko] 34%F 3L, 1.0~5.0 mg/dL7} 50%2 7HF %
23l 5.0 mg/dL ©]o] 69 Z 18% % Th(Table 3). 34
o] o} F npolej 2 HAME 299 oA A 3EHA

il, 71 %5 cytomegalovirus immunoglobulin M (CMV

Peak serum ALT level (IU/L)

<300 14 (41.2)
300~599 7 (20.6)
600~900 5 (14.7)
>900 8 (23.5)
Peak serum direct bilirubin level (mg/dL)
<1.0 11 (32.4)
1.0~5.0 17 (50.0)
>50 6 (17.6)
Table 4. Clinical Outcome
A Fol]ow—up B: Normalization No. of cases
periods of ALT level ('B IA) (%)
(yrs) (yrs)
>1 <1 11/29 (37.9)
>1 18/29 (62.1)
>2 1~2 9/13 (69.2)
>2 4/13 (30.7)

IgM) ¥AdolAY 2% CMV polymerase chain reac-
tion (PCR) 4391 A7} 10% (34.5%)01 ATk, The
vlolgl & AAbd A= 5 sS40t BH 25
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Table 5. Histological Findings of the Liver

Normalization of ALT

Persistent ALT elevation

within 2 yrs (n=3) over 2 yrs (n=4) p-value

Activity

Portal/periportal 1.3x0.5 1.8+x0.4 0.966

Lobular 1.310.5 25109 0.875
Fibrosis

Portal 0.7£05 1.0+0.0 0.762

Periportal 0.7£1.0 1.0+£1.0 1.000
Others

Ballooning 0.7+£0.5 0.5+0.9 0.821

Cholestasis 0.7£1.0 1.0£1.2 0.750

s 7F A 27AE HS3glshd]
S 73T 21 o] ALT X7} A&H o=z
A AfolA W A, R FH E9S, 1
29 €5, W Ak e T AR o
o] RO thid Fhol 7t HojA FAEA 9
= 11 THp>0.05)(Table 5).
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