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CASE REPORT 

Hepato - Renal Syndrome 

by 

;c.u. MUGIYO. I.G.N. WILA WIRY A alld SUMARMO 

(From the Departl1lmt of Child Health. Dr. Ci{)to MallgunkusllIno GeHerai 

Hospital Medical School, University of Indonesia, Jakarta) 

Abstract 

Herein we report a case of he{"'to·rellal syndrollle, the diagnosis established 

was based all chrollic hepatic disease accolllpanied by impairment of re"al func­

tiol! and histopathologic clumges. 

Clillical pictures alld histol'lIflwlogic eX","iMtiol of the liver sholVed that 

tire hepatic disease was lilt obstrtlctiVt! jalllldice due to cOIIg.?lIital lIlalformation. 

On. the olher hand, clinical pictures. lahorutvry eXWl1illalioll, rt.!l1ogram, light 

microscopy ·alld electroll lIIicroscopy of the kidllev slrowed tlrat II,ere were severe 

illlpairmellt of ren.al fUIIClioll alld tubular c/ranges logetlrer wilh focal interstitial 

fibrosis. 
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Introduction 

D uring the past three decades. many 
investigators had described characteristic 
renal glomerular alterations in a variety 
of acute and chronic liver disease. Anu­
ria and uremia had been observed in fo· 
ur cases after cholecystectomy, diffuse 
cortical necrosis of both kidneys with se­
vere oliguria followifig a crushing injury 
of the liver, were reported by Bell (1950), 
and this report was confirmed by other 
authors (Heptinstall, 1966, Kaplan and 
Drumond, 1975). 

In viral hepatitis, by an immunologic 
mechanism the renal alterations were 
oliguria, anuria, uremia, proteinuria, he­
maturia and may be renal failure could 
occur. Anatomical alterations were tubu­
lar defect, membrano-proliferative glome­
rulonephritis, focal glomerulonephritis, 
epimembranous glomerulonephritis (Bri­
di et aI., 1972; Myers et aI., 1973; Knie­
ser et aI., 1974). 

These renal disease were also observed 
in some kind of congenital hepatic dise­
ase such as polycystic of the liver, small 
liver, chronic bile duct obstruction and 
congenital hepatic fibrosis, (Anand et ai, 
1975; Dobrin et aI., 1977; Better et aI., 
1972). 

Callard et aI. (1975), detected the glo­
merular lessions in 9 of 10 patients with 
liver cirrhosis. 

The pathogenesis of renal alteration 
in hepatic disease such as chronic active 
hepatitis or others remains unclear up to 
DOW. Knieser et aI., (1974), note that the 
renal alterations in hepatic disease were 
due to hyperimmunoglobulinemia_ Ka-

plan and Drumond (1975), suggested that 
the rcnal alterations may be due to the 
toxic substances normaJ.ly detoxified by 
the liver. 

Case report 

An Indonesian female, 3Y2 years old, 
with a body weight of llkg, was hospi­
talized for the second time. The first 
hospituliza�ion was in 1974 because of 

congenital bile duct obstruction and her 
parents refused surgical intervention (I Y2 
months old). On this second admission, 
deep unconscious.ness (coma) was obser­
ved, with marked jaundice, convulsions 
occurred one hour before admission. On 
physical examination ascites and hepa­
tosplenomegaly were observed, the ce­
rebra spinal fluid was normal. 

The conventional treatment was insti­
tuted with glucose 10%, tutofusin intra 
venously. antibiotic and corticosteroid 
were given immediately. On the fourth 
clay of hospitaLization she was aae:t but 
still icterus and oliguria were detected. 

On further investigation severe impair­
ment of the liver function was observed 
(with direct bilirubin of more than 6 
mg% and indirect bilirubin of more than 
4 mg%), the liver enzymes increased and 
the histopathological examination sho­
wed cellular infiltration and severe obs­
truction of the biliary system. 

In the first three weeks of hospitaliza­
tion there were oliguria and high blood 
urea and creatinin content, low clearen­
ce of ureum and creatinin. The reno­
gram revealed severe impairment of the 
left renal function and slow excretion of 
the rigllt kidney. Pathological exam ina-
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tion of the renal specimen (obtained by 

needle biopsy), showed evidence of slight 

glomerular dysfunction together with tu­

bular changes (examined by light mic­

roscopy and electron microscopy). 

HBAg examination was negative and 

immunological examination revealed ele­

vation of IgM (700 mg%) and IgA (154 
mg%) with normal values of IgO (1570 
mg%) and BIC globulin (150 mg%). 

Discussion 

The term hepato-renal syndrome was 

known as any kind of liver disease such 

as congenital or acquired. acute or chro­

nic, infection or traumatic due to acci­

dent or surgical intervention. which wa� 

followed by the alteration of renal fun­

ction with or without the presence of 

histopathologic changes of the renal tis­

sue. 

Our patient presented with features of 

characteristic congenital chronic bile 

duct obstruction in association with al­

teration of the renal function. There were 

elevation of blood urea and creatinin 

with low clearance. and renogram exa­

mination showed severe impairment of 

the renal function, in which slight glome­

rular dysfunction and tubular changes 

were noticed on light and electron mic­

roscopic examination. 

Her primary liver dLcasc manifest�d 

as presistent jaundice, elevation '.>f �erum 

liver enzymes, severe impairment o[ the 

liver function, and histopathological exa­

mination revealed marked cellular infil­

tration and obstruction of the bile duct 

system. 

The pathogenesis of hepato-renal syn­

drome is up to now uncertain. Better and 

Messry (1972), stated that the effect of 

chronic bile duct obstruction was the al­

teration on renal handling of salt and wa­

ter, manifested as low sodium excretion, 

low water excretion, oliguria, hypotonic 

urine, increase of urine osmolality and 

decrease of the concentration ability of 

the kidney. Kaplan and Drumond (1975) 
stated that the possibility of renal fun­

clion disorder was due to renal vascular 

vasoconstriction caused by a vasoactive 

compound normally detoxified by the li­
ver. In cases of chronic active viral hepa­

titis, Mycrs et al. (1973) ,Knieser et a!. 

(1974), Andre and Andre (1976), Lassen 

and Thomson (1958), stated that in such 
cases the evidence of hyper-immunoglo­

bulinemia was considered as the cause 

of the alteration of the kidney. In this 

case the hyper- bilirubinemia may have 

toxic effect and produce cholemic neph­

rosis as stated before by Lassen and 

Thomson (1958) and Kaplan and Dru­

mond (1975). 

On the other hand the hyper-immuno­

globulinemia in this case was also con­

cerned as the cause of the entity as sta­

ted by some authors, Callard et aI. (1975) 
Dnd Dubrin et al. (1977). Unfortunately 

we were unable to demonstrate the im­

munoglobulin deposit in the renal tissue 

with immunofluorescence technique. 

Conclusion 

This patient presented with congenital 

chronic bile duct obstruction, accompa­

nied by alteration of the renal function 
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FIG. 1: Tire p(lfiellf, (J little girl 0/ 3V:! years old. 
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FIG. 2 and 3: The electron microscopic examination, with m,agni/icatio.'t 

3,500 x and 16,800 x. 
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with renal tissue changes. We are of the 

opinion that the renal disorder was cau­

sed by hyperbilirubinemia and hype rim­

munoglobulinemia due to the chronic ai· 

\'cr disease. 
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Two glomeruli were examined. The 

mesangium is unaltered but some capil­

lary loops are widely patent while others 

are collapsed. Some podocytic processes 

are fused. The peritubular capillaries are 

dilated while the tubular cells posses 

prominent lysosomes. There is evidence 

o[ slight glomerular dysfunction and to­

gether with the tubular chal1ges. 
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