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Clinical Significance of the 9»T¢-HIDA Cholescintigraphy in the Neonatal Jaundice:

Nan Jea Park, M.D., In Soon Kwon, M.D., Jung Sik Kwon, M.D. Myung Duk Kim, M.D.
Myung Chul Lee, M.D., Bo Yeon Cho, M.D., and Chang-Soon Koh, M.D.

Department of Internal Medicine, College of Medicine, Seoul National University

Twenty-nine patients with neonatal jaundice were evaluated with #mTc¢c-HIDA cholescin-
tigraphy to elucidate its clinical applicability. Scintigraphic results were interpreted by the:
degree of early hepatic uptake and the presence or absence of radioactivity in the G-I tract.

The results are as follows;

1) In 18 patents with neonatal hepatitis; 8 of 11 patients with decreased hepatic uptake
and all 5 patients with good hepatic uptake showed G-I radioactivity. But, the 2 remainders.
with poor hepatic extraction were not available for evaluation of neonatal jaundice due to

patient’s poor hepatic function.

2) In 9 patients, confirmed as biliary obstruction; all showed no G-I radioactivity but 3 of

the 9 showed poor hepatic extraction on scan and they were not available for evaluation.

3) All the 2 patients with postoperative cholangitis showed G-I radioactivity on ®mTc-

HIDA scan.

4) Relationship between histopathologic findings and %mTc¢-HIDA scan; Among 5 patients
with biliary cirrhosis 3 showed poor hepatic extraction, the remainders showed decreased

and good hepatic uptake respectively. But, the 2 portal fibrosis without cirrhosis and 4 chole-
stasis showed decreased(4) or good hepatic uptake(2).
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Table 1, Distribution of the patients

Content

number age(days) M/F
Dx.
Neonatal hepatitis 35-220 11/7
Biliary atresia 36-146 4/3
Choledochal cyst 47-142 0/2
Postoperative cholangitis 150-312 1/1

Total

16/13




Fig. 1. Poor hepatic extraction. No. G-I radioactivity. But prominent both renal images (Dx: Biliary
atresia),

Fig. 2. Decreased hepatic uptake and delayed excretion(Dx: Neonatal hepatitis).
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Fig. 3. Normal hepatic uptake without G-I radioactivity (Dx: Biliary atresia).

Fig. 4. Normal hepatic uptake with visible G-I radioactivity (Dx: Neonatal hepatitis).

Fig. 5. Normal hepatic uptake with visible G-I radioactivity. (Postoperative Cholangitis follow-up Scan).
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Table 2. Secan findings of the Neonatal Hepatitis

Hepatic uptake

Poor Decreased Good Total
Number 2 11 5 18
G-I radicactivity (No.) 0 8 5 —
Total serum bilirubin(mg%) 8.3-11.8 7.6~21.1 2.6-9.2 —
Serum SGOT/SGPT (IU/L) range 127-160/28-70 61-406/22-206 75-226~140 —
Age(days) 50-220 35-125 46-130 -

Table 3. Scan findings of the Neonatal Jaundice caused by Obstructive Factors

Dx. Biliary Postoperative Choledochal
Scan findings atresia cholangitis cyst
P D G P D G P D G
Hepatic uptake (No.) 3 2 2 — 1 1 - 2 —
‘G-I radoio activity(No.) ¢ 0 0 — 1 1 — 0 —
“Total serum bilirubin
(mg %) 8.7-30.5 9.2-10.4 7.8-15.1 ~— 7.3 6.3 — 8,6-11.1 —
‘Serum SGOT/SGPT 141-199/ 38-120/ 44-206/ — 84/40 47/26 74-79/37-39 -
(IU/L, range) 47-96 15-70 19-90
Age(days) 65-146  51-63 36-66 — 95% 150 125* 312  — 47-142  —

* Age at operation

Table 4. Pathology of the Liver and Scan Findings

liver findings

cholestasis portal fibrosis biliary cirrhosis
scan findings
poor hepatic extraction — — 3
decreased hepatic uptake 2 2
good hepatic uptake 2 — 1
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