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Clinico-pathological Conference

A young male with anorexia, fever and jaundice

POSTGRADUATE INSTITUTE OF MEDICAL EDUCATION AND RESEARCH,
CHANDIGARH

THE CASE
A 34-year-old male presented to the Postgraduate Institute
of Medical Education and Research, Chandigarh, in
April 1992 with a history of anorexia for 6 months and
fever and jaundice for the last 20 days. The fever was of
moderate grade and accompanied by chills and rigors,
while the jaundice was cholestatic in nature associated
with dark urine and clay-coloured stools. He had also
had bleeding per rectum for 6 days-initially dark blood
followed by bright red blood; the average blood loss was
between 50 and 150ml per day. Three days prior to admis-
sion he developed abdominal distension and a mild pain
in the left upper abdomen and epigastrium. His relatives
had noticed that for the last 15 days he had been sleeping
excessively. His alcohol intake for the last 12 years had
been about 250 ml per day.
On examination, he was drowsy, pale, jaundiced and

had mild pedal oedema. His pulse rate was 120 per
minute, blood pressure was 90/60 mmHg and respiratory
rate 24 per minute. There were no peripheral stigmata of
chronic liver disease. The abdomen was distended and
tense. The liver was palpable 5 em below the right costal
margin with the upper border of.liver dullness in the fifth
intercostal space and a liver span of 17 ern. He also had
two ill-defined masses, one (6x3 em in size) in the left
hypochondrium and the other (3x2 em in size) on the left
of the umbilicus, which were smooth, mildly tender and
resonant. Shifting dullness was present, the bowel sounds
were diminished and the nasogastric aspirate was clear.
Breath sounds were absent at the left lung base and there
were no adventitious sounds. The cardiovascular and
nervous systems were normal.
Investigations revealed a haemoglobin of 6.7 g/dl and a

total leucocyte count of 30000 per cmm, with 85%
polymorphonuclear leucocytes. The red cells were micro-
cytic and hypochromic, and the polymorphonuclear
leucocytes had toxic granules and an excess of immature
forms. The total serum bilirubin on the first day was
3.5 mg/dl with a conjugated fraction of 2.5 mg/dl, while on
the second day it increased to 6mg/dl with 3.5 mg/dl being
conjugated. The serum glutamic oxaloacetic transaminase
(SGOT) was 25 IV, serum glutamic pyruvate transaminase
(SGPT) was 12 IV and the serum alkaline phosphatase
was 9.4 KA units. The total serum protein level was
4.8 g/dl with an albumin of 2.3 g/dl. The serum sodium,
potassium, urea and creatinine were normal. A random

blood sugar result was 125 mg/dl and the serum amylase
was 160 Somogyi units. The prothrombin time was
13 seconds (control 13 seconds), and the kaolin partial
thromboplastin time was 30 seconds (control 30 seconds).
The chest X-ray showed a left-sided pleural effusion
(Fig. 1), while the abdominal X-ray showed a mass in the
epigastrium and left hypochondrium pushing the bowel
loops downwards, hepatomegaly and paralytic ileus.
Abdominal ultrasonography showed a hypoechoic fluid

collection in the region of the tail of the pancreas. The
pancreatic body and head were normal. Anterior to the
fluid collection there was another complex mass of

FiG 1. Chest X-ray showing left-sided pleural effusion

heterogenous echotexture abutting onto the left lobe of
the liver (Fig. 2). There was hepatomegaly with normal
intrahepatic biliary radicles. The right dome of the
diaphragm was normal and so was the right kidney. The
spleen was normal in size but had irregular margins. The
collections were drained, under ultrasound guidance,
through the stomach and the liver. The first abscess (in
relation to the pancreatic tail) yielded 320 ml of thick
pus and the second (near the left lobe of the liver) yielded
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FIG 2. Ultrasonogram showing two abscesses, one in the tail
of the pancreas and the other abutting on the left lobe of
the liver

20 ml of pus. The fluid removed was yellowish in colour
and showed pus cells with a few gram-positive cocci.
After admission, the patient was transfused with

2 units of blood and administered parenteral vitamin K,
ranitidine, ampicillin, gentamycin and metronidazole.
However, a few hours after the abscesses were drained he
went into shock and died. Aerobic and anaerobic cultures
of the pus removed were sterile.

CLINICAL DIAGNOSIS

Alcoholic pancreatitis with infected pancreatic pseudocysts
and alcoholic hepatitis

DIFFERENTIAL DIAGNOSIS
DR M. K. GOENKA:The main clinical problem in this
patient was the origin of the abdominal abscesses. On
ultrasound examination, a malignant tumour may occa-
sionally mimic an abscess if it is primarily cystic in nature
or because it has undergone necrosis and may even yield
pus-like material on aspiration. However, the overall
clinical picture in this patient including his age makes the
diagnosis of a tumour unlikely.
The abscess, located by ultrasonography, was in the

lesser sac and therefore might have arisen from the
stomach, transverse colon, pancreas, left lobe ofthe liver
or spleen. The most common cause of an abscess in this
region is a perforated peptic ulcer, but in the absence of
severe abdominal pain, this would be an unlikely possibility.
A splenic abscess is rare and may occur in a pre-existing
haematoma, or in a patient with a haemoglobinopathy or
a systemic infection. As the spleen was entirely normal on
ultrasound examination, I do not consider this diagnosis
likely either.
Could this abscess have originated from the left lobe of

the liver? The ultrasonogram showed it to be abutting
against the left lobe but this picture would also be
obtained if such an abscess were within the liver itself. An
abscess in the left lobe might be amoebic or pyogenic in
origin or due to an infected hydatid cyst. Of these the most
common would be an amoebic abscess. Fifteen to twenty
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per cent of these occur in the left lobe of the liver and this
diagnosis would explain the fever and dull abdominal
pain. Jaundice, which can be either cholestatic or
hepatocellular, is known to occur in 20% to 30% of
patients with amoebic liver abscesses, particularly if they
are multiple, large or located on the inferior surface. In
the present case, however, jaundice could also have been
due to alcoholic hepatitis. The gastrointestinal bleeding
might have originated anywhere from the duodenum to
the right colon and might have been due to rupture of the
abscess into the bowel or as a result of an amoebic ulcer
or amoebornain the right colon. The left-sided pleural
effusion was possibly sympathetic in nature or due to an
empyema resulting from rupture of the abscess into the
pleural cavity. The absence of any organism on gram

o' staining and culture also favours an amoebic aetiology.
Thus an amoebic liver abscess, remains a strong possibility
and although an infected hydatid cyst behaves like any
other liver abscess I would put it low on my list of
possibilities because it has a characteristic ultrasono-
graphic appearance.
It is rare to develop a pancreatic pseudocyst without a

history of acute or chronic pancreatitis or trauma. The
serum amylase was also normal. However, if it was indeed
an infected pseudocyst, the pleural effusion might have
been sympathetic or due to an internal pancreatic fistula.
The gastrointestinal haemorrhage could be explained by
erosion of the cyst into the bowel or the pancreatic duct.
Rupture of a pseudo aneurysm formed as a result of
erosion of the wall of an artery by activated pancreatic
enzymes could also have caused the bleeding.
Since he died immediately after aspiration, I think he

might have had an injury to a major blood vessel or to the
liver during the procedure. Other possible terminal events
may be a rupture of the abscess into the pericardium or
rupture of a pseudoaneurysm.

DR GOENKA'S DIAGNOSIS
-? Amoebic abscess in the left lobe of the liver
-??Infected pancreatic pseudocyst
-Alcoholic hepatitis

CLINICAL DISCUSSION
DRK. S. CHUGH:I would like Dr Das to clarify whether

on ultrasound examination the abscesses were outside the
liver and in the pancreas or formed part of a large abscess
within the left lobe of the liver?
DR K. M. DAS: The abscess was abutting against the

left lobe of the liver but I am not sure whether it was
arising from within the liver. A large abscess is sometimes
difficult to delineate by ultrasound examination.
DR SHAlLA:I saw this patient in the emergency depart-

ment and thought that he had chronic alcoholic hepatitis.
I could not define the mass clearly because of his tense
abdomen but thought it might be an enlarged spleen.
DR KARTARSINGH:This patient had a 6-month history

suggestive of chronic liver disease and the final illness was
not acute in onset. I think it is most likely that he had
alcoholic liver disease with a superadded malignancy.
Such lesions account for 16% of all so-called hepatic
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abscesses. The pleural effusion might have been due to
the rupture of the abscess into the pleural cavity and the
jaundice due to septicaemia.
DRN. M. GUPTA:I think this patient had a liver abscess

with a pleural effusion. A second possibility could be a
gastric tumour which had undergone haemorrhage and
necrosis.
DR K. S. CHUGH:I would like to know how commonly

hepatoma is superimposed on alcoholic hepatitis without
going through the stage of cirrhosis. This question refers
to the comment made by Dr Kartar Singh.
DR M. K. GOENKA:As a rule hepatoma occurs only

after cirrhosis has developed. I am not aware that it can
develop directly after alcoholic hepatitis. Since 300 ml of
pus was aspirated from the abscess it was unlikely to have
been a necrotic tumour. It was a frank abscess.
DR K. S. CHUGH:This patient was a chronic alcoholic

who developed an abscess and gastrointestinal bleeding.
A mass was detected in the left lobe of the liver which
appeared to be an amoebic abscess. The second possibility
was that it might have been an infected pancreatic pseudo-
cyst. The other possibilities which have been considered
include a subdiaphragmatic abscess, a gastric tumour or
other malignant tumours in that region. Dr Goenka feels
that terminally the patient had cardiac tamponade follow-
ing rupture of the abscess into the pericardium.

PATHOLOGICAL DISCUSSION
DRV. R. SARODE:Two rubber catheters were noted in the
region of the right hypochondrium. The peritoneal cavity
contained a large amount of blood mixed with pus. The
liver was enlarged and weighed 2500 g. There was a large
abscess measuring 10 ern in diameter in the left lobe of
the liver extending to its superior and inferior surfaces
(Fig. 3). Two needle puncture wounds were seen on the
anterior surface of the liver located 2.5 em away from the
abscess. The abscess had ruptured superiorly through the
diaphragm into the left thoracic cavity (Fig. 4) and did not
contain pus but consisted of necrotic liver tissue. It did
not involve the porta hepatis and was unlike a pyogenic
abscess because there was no surrounding fibrous
capsule. The remaining liver parenchyma showed a
nutmeg appearance. Fresh smears made from the abscess
showed the presence of numerous trophozoites of
Entamoeba histolytica which were round or oval in shape
and surrounded by a clear space produced by the cytolysis
of tissues caused by enzymes liberated by the protozoa.
The cytoplasm showed vacuolation, an abundance of
glycogen and there was a small central nucleus (Fig. 5).
Ingested red blood cells were also seen within the cyto-
plasm. Microscopic examination of the abscess wall showed
predominantly necrotic liver tissue with a paucity of
inflammatory cells, absence of neutrophils and tropho-
zoites of amoebae (Fig. 6). There were small satellite
micro abscesses in the liver parenchyma adjacent to the
main abscess (Fig. 7). The surrounding hepatocytes
were atrophied and showed evidence of intracellular
cholestasis. In addition there was centrizonal haemorrhagic
necrosis of the liver parenchyma, which we attributed to
shock. There was no evidence of alcoholic liver disease.

237

FIG 3. Serial slices of the liver showing a large abscess
(10 ern) in the left lobe of the liver

FIG 4. Superior extension of the abscess into the diaphragm
with rupture

FIG 5. Smear preparation showing one trophozoite of
Entamoeba histolytica with cytoplasmic vacuolation and a
small nucleus

FIG 6. Wall of the abscess showing trophozoites of Entamoeba
histolytica, each surrounded by a clear halo (periodic-acid-
schiff stain, PAS)



238

FIG 7. Small satellite abscesses in the liver parenchyma (H&E)

FIG 8. Abscess in relation to the body and fundus of the
stomach. Arrows denote the abscess wall

FIG 9. Large intestine showing ulcers in the caecum,
ascending colon and rectum

This abscess had extended inferiorly to involve the
stomach wall in the region of the body and part of the
fundus. However, it had not ruptured into the stomach
(Fig. 8). It had also extended into the tail of the pancreas
and spleen.
The entire large gut from the caecum to the rectum was

inflamed (Fig. 9). Ulcers ranging in size from discrete
pinheads to larger confluent ones were seen situated
mainly in the caecum, ascending colon, hepatic and
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FIG 10. Ulcers covered by heaped up necrotic material and
blood clots

FIG 11. Microphotograph of colon showing a flask-shaped
ulcer with minimal inflammation (H&E)

FIG 12. Wall of colon. Trophozoites of Entamoeba histolytica
within the lumen of a venule, arrows denote the parasites

splenic flexures and rectum. These were covered by a
greyish-white necrotic material (Fig. 10). A part of the
caecal wall was thin and friable with the serosa covered by
a thick yellowish exudate, indicating a sealed perforation.
Some of the ulcers were covered by blood clots suggesting
that they were responsible for the episodes of gastro-
intestinal haemorrhage. Smears made from the ulcers
showed numerous trophozoites of Entamoeba histolytica.
Microscopic examination revealed the typical flask-
shaped ulcers of amoebiasis produced as a result of the
lateral spread of necrosis and undermining of the adjacent
mucosa (Fig. 11). The larger ulcers were covered by
a basophilic necrotic material which contained few inflam-
matory cells. Trophozoites of Entamoeba histolytica were
seen at the margin of the ulcers, infiltrating between the
muscle fibres and within the vascular channels
(Fig. 12). The terminal ileum was dilated but uninvolved.
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FIG 13. Abscess at the base of the left lung

FIG 14. Microphotograph of an abscess in the brain showing
trophozoites of Entamoeba histolytica (arrow)

There was an abscess at the base of the left lung which
had extended directly from the liver (Fig. 13). This too
contained numerous trophozoites. The pericardium and
heart were uninvolved.
There were also numerous abscesses in the cortex of the

brain located mainly in the left temporal, orbital and
parieto-occipital lobes. Microscopically, these were
characterized by areas of coagulative necrosis, inflamma-
tion and the presence of parasites (Fig. 14).

AUTOPSY DIAGNOSIS

- Amoebic liver abscess, left lobe of liver with rupture
into the left thoracic cavity involving the base of the left
lung. Inferior extension of the abscess involving the
stomach wall, tail of pancreas and spleen

- Diffuse amoebic colitis involving the entire large gut
with transmural extension

- Amoebic abscesses in the brain
- Massive intraperitoneal haemorrhage caused by

iatrogenic liver injury
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CONCLUDING DISCUSSION
DRV. R. SARODE:An amoebic liver abscess commonly

involves the right lobe, while left lobe involvement is seen
in 20% to 40% of patients. 1,2 Ruptured left lobe abscesses
involve the pericardium more commonly than the lung.
Haematogenous spread to the brain is usually a terminal
event and is fataI.3 The presence of jaundice in these
patients is not an unusual phenomenon. In a study by
Datta et al." from this Institute, 28% of patients with
amoebic liver abscesses had jaundice as their presenting
feature. These patients had a poor prognosis with a short
duration of illness, frequent errors in initial diagnosis and
a high incidence of complications. The cause of jaundice
was attributed to obstruction or destruction of the biliary
radicles by the abscess. 4

DR K. S. CHUGH:This patient is likely to have had
plenty of trophozoites in his stool and a simple smear
examination would have provided the diagnosis if
amoebiasis had been suspected.
DR S. K. MEHTA:I would like a clarification from

the pathologist. I take it that the spread of Entamoeba
histolytica infection to the brain is haematogenous but
were these separate abscesses in the liver, behind the
stomach, under the diaphragm and in the lung; or was
there a single abscess in the left lobe of the liver with con-
tiguous spread in this area? Jaundice in amoebic abscesses
is postulated to be due to compression of the bile ducts but
a normal alkaline phosphatase is unusual in such patients.
DRV. R. SARODE:There was a single abscess in the left

lobe of the liver with extension inferiorly into the stomach
and tail of the pancreas. The abscess had ruptured
superiorly through the diaphragm into the left pleural
space and had also involved the lower lobe of the left lung.
DR B. N. DATTA:Notwithstanding the normal alkaline

phosphatase level, the jaundice must have been obstruc-
tive in nature because the patient gave a history of passing
clay-coloured stools. The abscess must have compressed
one of the bile duct radicles. Since the compression is by a
soft structure, the jaundice may wax and wane. Another
pathogenetic mechanism of jaundice in amoebiasis is liver
cell necrosis developing during the invasive phase of
amoebiasis. Areas of necrosis could have coalesced to
form the large abscess. Dr Sarode has shown that such
multiple foci were present.
DR K. S. CHUGH:May we now go back to the radio-

logical features. It is clear to me that the ultrasound
examination failed to outline the abscess properly.
DRK. M. DAs: It is well known that a large abscess may

not be clearly delineated by ultrasonography. In this case,
I could not be certain whether the abscess was arising
from within the left lobe or near it. A large part of the left
lobe and the entire right lobe were quite normal.
DR S. KATARIA:Ultrasound diagnosis has many

problems. As the sampling area is very small, it is difficult
to define the relationship between various structures
in one area. Large lesions should, therefore, always be
subjected to a CT scan. The ultrasound could only con-
firm the presence of the pleural effusion seen on the chest
X-ray but did not tell us anything about the underlying



240

lung. Lesions lying close to the surface are easily missed
on ultrasonography when a sector scanner is used. If the
interface between adjacent structures is not clear,
ultrasound examination is not very helpful.
DRK. S. CHUGH:In this case, the lesion was not only on

the surface but involved the substance of the liver.
DR K. M. DAS:What I meant was that the abscess had

not replaced the entire left lobe.
DR S. KOCHAR:I would disagree with Dr Kataria.

I think ultrasound is more useful than a CT scan which
cannot usually distinguish between an abscess and a
tumour with necrosis. A diagnostic aspiration under
ultrasonographic guidance is essential in such lesions. In
this case, the pathologist did not find any free pus in the
abscess or in the pleural cavity. Unfortunately Entamoeba
histoLytica was not looked for in the aspirated pus.
. DR K. S. CHUGH:May we now take up the question of
the therapeutic approach-aspiration versus surgical
drainage.
DRS. K. MEHTA:There are proponents for both proce-

dures. The choice depends on the stage at which the patient
arrives. In early cases surgical drainage is preferable. The
present patient came to us at a very late stage and was
unfit for surgery.
DR K. S. CHUGH:May I now ask the opinion of

Dr Chhuttani who has seen a large number of such cases.
DR P. N. CHHUTTANI:In this very hall we have often

discussed the variety of ways in which an amoebic liver
abscess can present. Some years ago it had become a
dictum that every patient with pyrexia of unknown origin
should receive anti-amoebic therapy. Could this man
have been saved? I think not. If he had arrived 24 hours
earlier I think surgery might have helped.
DR B. K. SHARMA:Though the discussion has been

dominated by gastroenterologists and hepatologists, I
think hepatic amoebiasis is too common a disease to be
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left to these specialties. We have all learnt from experi-
ence that this disease can present in many guises. I think
there is still a place for surgical drainage and this patient
might have benefited from surgery.
DR K. S. CHUGH:Yes, I think today's message is that

we should always keep amoebiasis in mind and act quickly
to treat it effectively.
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