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A Case of Intrahepatic Cholestasis Following with Adult
Respiratory Distress Syndrome
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Third Department of Internal Medicine, Faculty of Medicine,
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A 58 year old man with arthralgia had been treated with antiinflammatory drugs since
November, 1987. On March 1988, he was admitted to a local hospital because of jaundice. On
April 18, exploratory laparotomy was done to look for the cause of continued jaundice.
Macropathological and micropathological findings of the liver were compatible with those of
intrahepatic cholestasis.

On April 29, he was transfered to Kyushu University Hospital because of persistent jaundice.
Physical examination showed jaundice, tachypnea and low grade fever. Laboratory examination
showed elevated level of serum bilirubin, marked hypoxia and endotoxemia. Plain chest radio-
gram revealed ground-glass appearance in bilateral lung fields. He was diagnosed to be compli-
cated with adult respiratory distress syndrome (ARDS). Glucocorticoid therapy and oxygen
administration were started immediately. But pulmonary fibrosis developed and he died of
respiratory failure. Histological findings of lung necropsy specimen were compatible with those
of ARDS.

These data strongly suggested that endotoxemia and reticuloendothelial dysfunction due to
intrahepatic cholestasis had played important roles to develop ARDS.
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Fig. 1 The specimen of the liver biopsy on the
exploratory laparotomy. Hepatic archi-
tecture is normal. Bile pigments accumu-
late in bile canaliculi and hepatocytes.
Neither degeneration and necrosis of he-
patocytes nor infiltration of inflammatory
cells is seen.(H. E. X 210)
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Fig. 2 a) Plain chest radiogram on admission.
Ground-glass appearance on bilateral
lung fields is noted.

b) Plain chest radiogram on the 52nd hos-
pital day.
Pulmonary fibrosis is noted on bilateral
lung fields.
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Table 1 Laboratory Data on Admission
Urinalysis Blood Chemistry
Bilirubin (+) Total protein 5.7 g/dl
Urobilinogen — Alb 55.6 %
Peripheral Blood a,—gl 7.0 %
RBC 374%10* /cmm a,—gl 10.3 %
Hb 11.7 g/dl £—gl 9.8 %
Ht 38 % v—gl 17.3 %
WBC 14800 /cmm T. Bil 24.8 mg/dl
St 7% D. Bil 19.3 mg/dl
Seg 79 % GOT 106 TU/L
Ly 8 % GPT 86 IU/L
Eo 1% LDH 469 TU/L
Mo 4 % ALP 491 TU/L
Platelet 22.8X10* /cmm y—GTP 29 TU/L
ESR (1hr) 65 mm T. Chol 173 mg/dl
Coagulation Factor TG 554 mg/dl
PT 11.9 sec ChE 97 IU/L
APTT 32.6 sec Amylase 61 TU/L
Fibrinogen 394 mg/dl BUN 20 mg/dl
HPT 65.6 % Creatinine 0.9 mg/dl
FDP <10 pg/dl FBS 106 mg/dl
Serological Test Na 137 mEq/L
CRP 7.4 mg/dl K 4.6 mEq/L
RF (=) Cl 100 mEq/L
ANF (=) Arterial Blood Gas Analysis
LE-T (=) PH 7.53
AMA (=) Po, 31.2 mmHg
ASMA (=) Pco, 27.6 mmHg
Endotoxin 0.075 mg/dl HCO,;~ 23.0 mEq/L
HBs Ag (=) BE 0.4 mEq/L
anti HBs (=)
(=)
(=)
(=)

anti HA
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Fig. 3 CT scan shows mild hepatosplenomegaly.
Dilatation of the intra- and extra-hepaic
bile ducts are not seen.
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* continuous positive airway pressure

Fig. 4 Clinical course of this patient.
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Fig. 5 A lung necropsy specimen. Alveolar
walls are thickened due to fibsosis with
infiltraion of inflammatory cells. Alveoli
are also focally replaced by fibrosing proc-
ess. (H. E.x<100)
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