A Rare Association of Amoebic Liver
Abscess and Hepatitis E:
Case Report
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ABSTRACT

Amoebiasis is a global disease, which is caused by the protozoan Entamoeba histolytica. This infection affects nearly 10% of the
population of the developing world. Hepatitis E predominantly affects young adults in the age group of 15-40 years. Both these
infections are usually related to contamination of water. We are reporting a rare case of co-infection of amoebic liver abscess
with Hepatitis E, in a patient who presented with complaints of high grade fever, yellowish discolouration of eyes and pain in
the right upper abdomen. In this patient laboratory investigations showed significantly elevated liver enzymes and conjugated
hyperbilirubinaemia. Ultrasound scan of the abdomen revealed a liver abscess. Amoebic serology was positive. He was treated
with 'Ceftriaxone' and 'Metronidazole'. Due to persistent elevation of liver enzymes, a viral hepatitis panel was sent which showed
Hepatitis E IgM (ELISA) positive. With treatment, his symptoms resolved and the elevated liver enzymes normalised.
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CASE REPORT Investigation OISO On admission On discharge

. . X range
A 28-year-old male patient, a restaurant waiter by occupation,

. . . . : . Haemoglobin (gm/ 13-17 (men), 156.6 14.8
presehted vy|th oomp!amts of high grade feverl le[h chills gnd rigors, db) 12-15 (women)
yellowish discolouration of eyes, severe pain in the right upper
" . WBC count (/L) 4000-10000 15300 7600
abdomen, nausea and vomiting and loss of appetite since 15 days.
Platelet count (/uL) 150000-400000 252000 276000

He also had a history of significant alcohol consumption for the past
five years. After physical examination, he was found to be febrile, LFT
with icterus, and had tender haepatomegaly. There were no signs of
chronic liver disease or liver failure.

T. Bilirubin-10.5 mg/dL (N-0.1-
1.0); Direct Bilirubin-8.6 mg/dL
(N-0.0-0.3); Total Protein-7.8 gm/
dL (N-6.0-7.8); Abumin-4.1 gm/dL
(N-3.5-5.5); Globulin- (N- 2.3-3.5)
3.7 gm/dL; AST-993 IU/L (N-8-40);
ALT-2555IU/L (N-8-40); ALP-
1571U/L (N-30-100 for men)

T. Bili-1.8 mg/dL;
D. Bili-1.6 mg/dL;
AST-22 IU/L; ALT-
110 IU/L ALP-141

His Laboratory investigations {Complete Blood Count (CBC) and o

Liver Function Tests (LFTs)} showed neutrophilic leucocytosis with
significant elevationsin Aspartate Aminotransferase (AST) and Alanine

Aminotransferase (ALT) along with conjugated hyperbilirubinaemia. Absolute eosinophil 30-350 300
He had normal blood glucose and pancreatic enzyme levels. Blood |- %°u™ (hb)
cultures were sterile. Ultrasound scan of the abdomen revealed an Random Blood 79-140 89

sugar (mg/dL)

abscess in segment VIII of right lobe of the liver. Due to continuing

pain abdomen, ultrasound guided drainage of liver abscess was | HPATC (%) <57 46
done and subsequently the aspirate showed no growth. Laboratory Urea (mg/dL) 7-18 24
investigations are shown in [Table/Fig-1]. Amoebic serology (ELISA) Creatinine (mg/dL) 0.6-1.2 1
was positive. Patient was initially treated with injection Ceftriaxone. Serum Amylase 30-125 45 UL
Intravenous Metromd‘azole was gdded in view of positive amoebic Serum Lipase 10150 47 UL
serology. Due to persistent elevation of liver enzymes, blood sample : : : .
Blood culture Sterile after six days of incubation

for a viral hepatitis panel, was sent, in which Hepatitis E IgM (ELISA)
was found to be positive. He was treated symptomatically with (AET%%“ Serology - Positive
intravenous fluids, paracetamol and analgesics for the same and
counselled regarding proper food hygiene and sanitation following | VI Markers :eBngi(SEEU'SgX)'_(ﬁ'jff;gif;ive;
which he showed clinical improvement and was later discharged. Hepatitis A (IgM ELISA): Negétivey
On follow up after four weeks, his bilirubin levels had decreased and Hepatitis C (ELISA): Non-reactive,

a follow up ultrasound of abdomen showed no residual abscess. Leptospirosis (IgM): Negative, Scrub
There was also a remarkable improvement in AST and ALT levels.

Negative, Widal test: Negative

Typhus (OrientiaTsutsugamushi):
DISCUSSION

Amoebiasis is a global disease caused by the protozoan Entamoeba

Abscess aspirate
gram staining

No pus cells; Culture: No growth
after 72 hours

Ultrasound of the

Well defined hypoechoic lesion in
segment VIII of right lobe of liver

histolytica. This infection affects nearly 10% of the population of abdomen , ,
the developing world, where over crowding, poor sanitation and :ﬁf,if;%gsféi;?'o om suggestve
economic backwardness are common. This infection is transmitted
mainly through faeco-oral route [1].

[Table/Fig-1]: Laboratory investigations.
Elisa: Enzyme-linked immunosorbent assay, WBC: White blood cell, LFT: Liver function test,
IgM: Immunoglobulin M
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On review of past case reports, we found that there have been
reports of amoebic liver abscess with hepatitis A virus co-infection
but very few case reports with hepatitis E virus co-infection [2-4].
There are cases reported on co-infection of Hepatitis A and
Salmonella with amoebic liver abscess, but no recorded literature
has been documented with co-infection of hepatitis E with amoebic
liver abscesseven though the mode of transfer of infection is
common in both [5].

Also, jaundice in amoebiasis is a rare entity. A study by Dutta DV et
al., demonstrated that cholestasis was one of the important causes
of jaundice in amoebic liver abscess, where patients had raised
conjugated bilirubin levels [6]. These patients were diagnosed late
and had more severe complications. Debnath CR et al., in 250
cases majority of patients were male presenting with complaints
of upper abdominal pain, high grade fever, vomiting, nausea and
loss of appetite. On examination, tenderness in right hypochondriac
region was the predominant signs associated with hepatomegaly
[7]. In another study by Nigam P et al., which included 236 patients
[8], the incidence of cholestasis was 29% with alcohol as one of the
important aetiological factors. It also showed that patients with large
single or multiple abscesses in the inferior surface of liver had higher
incidence of jaundice. Many other studies have also demonstrated
the same findings [9]. In this respect, jaundice in a patient with
ameobic liver abscess should be carefully interpreted.
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CONCLUSION

As demonstrated in the present case, the jaundice present was
not explained by the position of abscess. So in such cases a co-
infection by another pathogen should always be considered. Another
interesting aspect to be noted is in a patient with amoebic liver
abscess, a non responsiveness or delayed response to treatment
should raise the suspicion of another concurrent illness like hepatitis
E. The course of illness maybe prolonged in such instances with the
prognosis being excellent if patient is diagnosed early and treated
appropriately.
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