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Conservative Treatment of Bile
Ascites in a Neonate
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Ascites of a greater degree which is not
associated with generalized edema, 1s a
rare occurrence in a neonate(1). Till now,
less than 50 cases of bile ascites have been
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reported in the literature. Once the diagno-

sis is made, operation is mandatory for
exploration of the biliary tract. With the
advent of non-invasive imaging techniques
and better understanding of the entity, bile
ascites can be managed conservatively in
some cases which is being exemplified by
our retrospective observation in this case.

Case Report

A male baby was delivered normally
without significant antenatal events. He
presented at the age of 14 days with com-
plaints of abdominal distension which had
developed over 5 days and constipation for
2 days. Physical examination showed a
jaundiced newborn, weighing 2.5 kg with
significant ascites, umbilical hernia without
organomegaly. He passed light yellow stool
after admission and was accepting feeds
well throughout the hospital stay. Investi-
gative workup revealed a Hb of 12.5 g/dl,

TLC 9000/cu mm, (DLC P-55, L-40), the '

sepsis screcen was negative, total serum
bilirubin was 11 mg/dl (direct 4.6 mg/dl,
indircet 6.4 mg/dl), SGPT was 20 IU,
serum alkaline phosphatase 16 KA units,
serum VDRL was negative, blood urca was
30 mg/dl, serum crcatinine was 0.8 mg/dl,
and serum electrolytes were Na* 130 meg/
L, K* 3 meq/L and Cl-102 meq/L. X-ray
chest, X-ray abdomen and micturating
cystourcthrogram were normal. Abdomi-
nal sonography showed normal viscera and
biliary tract but septae were present in be-
tween the ascitic fluid. Ascitic fluid was bile
‘stained, containing 3.3 g/dl of protein,
plenty of polymorphs and bilirubin content
was 3.2 mg/dl. Gram stain and culture of
ascitic fluid were negative. The child was
given broad spectrum parenteral antibiotics
until the sepsis was ruled out. An
exploratory laparotomy was planned which
was refused by relatives. So ascitic tapping
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was done thrice with proper aseptic pre-
cautions at weekly intervals for the drain-
age. A significant decrease in abdominal
girth was noted and the child was dis-
charged with mild to moderate ascites at -
request. The parents did not turn up for
followup and incidentally they reported
after 10 month$ for respiratory tract
infection. On examination, the child was
anicteric without ascites and organo- -
megaly. According to parents, the abdomi-
nal distension cleared up in 4 weeks time
after discharge from hospital. Repeat liver
function test and abdominal sonography
were normal.

Discussion

Bile ascites in nconate is an extremely
rare condition. Caulfield in 1936, for the
first time, reported a case of “bile peritoni-
tis”(2). The term “bile ascites” in the place
of previously used term “bile peritonitis”
was introduced by Davies and Elliot-Smith
in 1955 because the condition is essentially
an escape of bile following the rupture of
‘some gomponent of extrahepatic biliary
system, forming a collection in the perito-
neal cavity(3). ‘

Most of the cases have their onsct at
the end of neonatal period(6,7) and the
clinical course is similar in most cases re-
gardless of the etiology(8). Bile ascites
classically presents with a gradual onset,
characterized by mild fluctuating jaundice,
acholic pale stools, fluid hernias and ascites
due to leak of bile from the biliary system
to the peritoneal cavity. The combination
of clay colored stool indicating  obstruc-
tion to the flow of bile with minimal jaun-
dice and slight bilirubinuria suggest that
bilirubin is escaping elsewhere instead of-
being reabsorbed in to the blood
stream(3). The bilious peritoneal fluid
indicates that bile has leaked in the peritoneal
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cavity. Bonde reviewed 4 cases of his own
and 41 cases from the literature. Among
these, 36 had perforation of the bile duct, 6

had anomaly of ductal system and 11 had

cholelithiasis(4). Thus, perforation of the

bile duct is the commonest cause. The site

of perforation is relatively constant at the
junction of cystic and common hepatic duct
in most cases. Johnston(7) pointed out that
~ relative constancy of the site of perforation
would argue a developmental lociis minors
resentiae which might rupture as a result of

raised intraductal pressure as obstruction |

was found in 60% cases. In patients where
obstruction was not evident, it is conceiv-
able that inspissated bile may cause transi-
tory obstruction which may resolve or lead
to raised intraductal pressure within subse-
quent perforation. Once perforation has
occurred, inspissation might no longer be

detectable. Lee and Mltchell(9) have also

supported this view.

Jaundice drew the attention to the biliary
tract pathology in the present case but
certain peculiarities of this case merit
attention: (i) Early presentation at the end

-of second week with sudden onset; (i)

Lack of the objective evidence of biliary
obstruction as reflected by yellow stool and
normal alkaline- phosphatase value; (iii)
Comparatively high serum bilirubin level
on admission which lasted for a short
period; (iv) Ascitic fluid analysis showed
high protein, polymorphonuclear predomi-
nence and significant bilirubin content; and
(v) Uneventful subsequent course and ulti-
mate outcome. The spontanéous perfora-
-tion of extrahepatic part of biliary tract is
the likely pathology in a present case. The
pathogenesis of bile ascites can be ex-
plained on the basis of latter part of above
mentioned Johnston hypothesis. The sec-
ond week of neonatal period is most vul-
nerable for bile inspissation with gradual
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maturation of liver enzymes. The bile
inspissation was a probable cause for spon-
taneous and sudden onset of ascites which
was marked by raised bilirubin level. The
hyperbilirubinemia subsided after a short
period without active intervention. The
fluid collection in peritoneal cavity in bile
ascites initially occurs as a result’of chemi-
cal peritonitis which is often painless in the

_neonatal period and infancy in contrast to
“adults. Some of the fluid is drawn from the

various peritoneal and intestinal tissues by
relatively high osmotic pressure of escap-
ing bile(6). These explain the ascitic fluid
picture(9). Retrospectively, with the un-
eventful course and gradual subsidence of
ascites without surgical intervention in our
case, one can reasonably assume that the
biliary leak would have healed with re-
peated drainage as refilling of ascites was
not there and the ascites showed definite
regression during the hospital stay after
repecated tapping.

HIDA scan is an excellent tool to
demonstrate the biliary leak in a case with
serum bilirubin level less than 4 mg/dl.
The first followup sonography is very
important in a conservatively managed
case as a choledochal cyst can be a long
term complication.
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Intraperitoneal CSF Pseudocysts
Following Ventriculo-Peritoneal .
Shunts
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During the last two decades ventriculo-
peritoneal (VP) shunts have been increas-
ingly used for the management of hydro-
cephalus in children. A wide spectrum of
complications have been noted after this
procedure. This communication deals with
intraperitoneal pseudocyst formation fol-
- Jowing VP shunts,
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Case Reports R

Case I: This 6-year-old girl had been
initially treated for congenital hydrocepha-
lus at the age of 45 days by a
ventriculoatrial (VA) shunt. Subsequently,
she underwent revision of the lower end at
2V: years of age and the VA shunt was con-
verted to VP shunt using the Upadhyaya
shunt valve - with placement of the
peritoneal end in the sub-hepatic space. Six
months following this revision, the patient
presented with complaints of headache and
non-bilious vomiting. On examination, the
child was irritable and a non-tender cystic
lump could be felt occupying the right hy-
pochondrium and epigastric region. There
was no guarding or rigidity. Clinically, the
shunt reservoir required very high pressure
to empty it. Routine laboratory investiga-
tions were normal; there was no lcucocyto-
sis. On abdominal exploration a large {luid
filled cyst was found situated between the
liver and stomach, its antero-inferior wall
being formed by the omentum. The perito-
neab end of the shunt was within this cyst.
The cyst was partially excised and as the
cercbro-spinal fluid (CSF) drainage was
normal the distal end of the shunt was
resited in the pouch of Douglas. The ex-
amination of CSF from the shunt and the
cyst was biochemically, microscopically and
bacteriologically normal. Seven years later
she is well and has not had recurrence of
CSF pseudocyst.

Case 2: This 5-year-old boy had pre-
sented with congenital hydrocephalus and
a VP shunt was done at the age of 1. month
using the Upadhyaya shunt valve. Four °
years later the child was brought to the
hospital with complaints of headache, non-
bilious vomiting, and lethargy for 2 wecks.
On examination there was a large non-
tender cystic swelling occupying most of
the right side of the abdomen. The distal



