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INTRODUCTION 

Hepatitis A is an acute, self-limited disease that
spreads predominantly by the fecal-oral route.
Transmission is generally limited to close con-
tacts. Three other epidemiologic sources have be-
en shown to be important in the spread of hepati-
tis A: exposure to children in day care centers, ma-
le homosexuality and intravenous drug addiction.
Hepatitis A characteristically has an acute, sud-
den influenza-like onset with a predominance of
myalgia, headache, fever and malaise (1). Hepati-
tis clinically occurs after this prodromal phase.
These nonspecific symptoms may sometimes ca-
use problems in differential diagnosis. Infectious
mononucleosis is an acute illness characterized
clinically by sore throat, fever and lymphadeno-
pathy; serologically by the transient appearance of
heterophile antibodies; and hematologically by a
mononuclear leukocytosis that consists partly of
atypical lymphocytes. The virus usually spreads
from person to person by close contact with nasop-
haryngeal secretions (2). The diagnosis of both di-
seases is confirmed by serologic tests. In this case

we describe a patient whom both hepatitis A and
infectious mononucleosis existed concomitantly.

CASE REPORT 

A 22-year-old male patient working as a discjoc-
key was admitted to our hospital with symptoms
of fatigue, myalgia, fever, nausea, vomiting, dark
urine, and loss of taste for cigarettes for 10 days.

The patient had type 1 diabetes mellitus from 19
years of age, for which he was receiving insulin
treatment. Alcohol consumption had been approxi-
mately 30-35 ml once a week for the past four ye-
ars, and he had smoked two packs of cigarettes per
year for about six years. He had no history of den-
tal treatment, blood transfusion or sexual activity
in the last six months.

On physical examination, temperature was 39°C,
pulse 84 beats/min and respiratory rate 16/min;
blood pressure was 110/60 mmHg. Bilateral poste-
rior cervical adenopathy was found, and they we-
re mobile and not tender. Tonsils were enlarged
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Hepatit A bafll›ca fekal - oral yolla bulaflan, akut, kendini s›n›r-
layan bir hastal›kt›r. Hepatit A karakteristik olarak kas a¤r›s›,
bafl a¤r›s›, atefl ve yorgunluk gibi semptomlarla influenza ben-
zeri bafllang›ç gösterir. ‹nfeksiyoz mononükleoz, klinik olarak
bo¤az a¤r›s›, atefl ve lenfadenopati ile karakterize akut bir has-
tal›kt›r. Virus genellikle yak›n temasta olan insanlarda nazofa-
rengeal sekresyonla bulafl›r. Bu vakada ayn› hastada iki hasta-
l›¤›n birlikte görülmesi ilginç bulunmufltur.
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Hepatitis A is an acute, self-limited disease that spreads predo-
minantly by the fecal-oral route. Hepatitis A characteristically
has an acute, sudden influenza-like onset with a prominence of
myalgia, headache, fever and malaise. Infectious mononucle-
osis is an acute illness characterized clinically by sore throat, fe-
ver and lymphadenopathy. The virus usually spreads from per-
son to person by close contact with nasopharyngeal secretions.
In this case the coexistence of both diseases in the same patient
is found interesting.
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and hyperemic. Scleral jaundice was prominent.
The auscultation of heart and lung were normal.
The abdomen was soft. The liver edge descended
1-2 cm below the right costal margin; the spleen
was not felt. The results of laboratory tests are re-
ported in Tables 1 and 2; alanine transaminase
(ALT) and aspartate transaminase (AST) enzyme

EBV VCA IgM and HAV IgM were both positive in
this patient. It was accepted that the cause of this
clinical picture was HAV, but that the next step of
the new finding was due to concomitant EBV in-
fection. Treatment with ampicillin/sulbactam was
stopped after the development of rash and the pa-
tient was followed by symptomatic treatment.

On the 15th hospital day his physical examination
was nearly normal and ALT, AST, and bilirubin
values had decreased and he was discharged from
the hospital. Two weeks later his physical exami-
nation and laboratory findings were normal.

DISCUSSION

HAV and EBV infections occur most frequently in
children and adolescents. IgG antibodies to EBV
and HAV can be found positive in more than 80%
of the population in Turkey (3). Clinically, hepati-
tis A has an influenza-like onset. Fever (up to
40°C) may be accompanied by chills, mild headac-
he, malaise and fatigue. Patients with hepatitis A
often lose their taste for cigarettes. Hepatocellular
enzyme levels, especially levels of ALT and AST,
are sensitive for parenchymal liver damage but
are not specific for hepatitis A. Atypical lymphocy-
tes account for less than 10% of the leukocytes. Di-
agnosis of acute hepatitis A is most commonly con-
firmed by detection of specific IgM antibodies (4).
However, in infectious mononucleosis, sore throat,
fever and lymphadenopathy are dominant. Liver
functions consist largely of self- limited elevations
of hepatocellular enzyme levels in 80%, and jaun-
dice is present in approximately 5% of cases in in-
fectious mononucleosis (5).
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Figure 1. Transaminase levels decreasing in time (days)

1st day 4th day Normal 
Ranges

Hematocrit (%) 37.8 34 37-47
White cells (per/mm3) 2300 4200 4800-10800
Differential count (%)

Neutrophiles 44 40 43-65
Lymphocyte 42 48 5.5-20.5
Monocytes 12 12 5.5-11.7

Platelets (per/mm3) 64,000 117,000 130,000-400,000
Prothrombin 10.3 9.6 11.3-16.1
time (second)
Partial-thromboplastin 23 27 24.35-31.25
time (second) 

Table 1. Hematologic laboratory values in the patient
with hepatitis A and infectious mononucleosis                

1st day 10th day Normal 
Ranges

Glucose (mg/dl) 234 291 76-110
Protein (g/dl) 5.6 6.6 6.6-8.7

Albumin 2.6 2.7 3.4-4.8
Globulin 3 3.9 1.9-4.5

Bilirubin (mg/dl)
Total 8.7 7.3 0.0-1.1
Conjugated 7.2 3.7 0.00-0.30

AST (U/L) 2277 203 0-32
ALT (U/L) 2587 331 0-31
ALP (U/L) 1094 1134 0-270
GGT (U/L) 647 337 7-32
Urea nitrogen (mg/dl) 18 20 10-50
Creatinine (mg/dl) 0.5 0.5 0.00-0.95
Na (mmol/L) 134 134 133-150
K (mmol/L) 2.6 5.1 3.3-5.1

Table 2. Blood chemical values in the patient with
hepatitis A and infectious mononucleosis on the 1st and
10th day                         

levels are shown in Figure 1. At this point we con-
sidered the case as viral hepatitis. Hepatitis A vi-
rus antibody IgM (Anti-HAV IgM), hepatitis B
surface antigen (HbsAg), hepatitis B core antibody
IgM (Anti-HBcIgM), and hepatitis C antibody (An-
ti-HCV) were searched. Anti-HAV IgM was found
positive. At follow up, all symptoms except fever
improved. Temperature increased to 38.5-39°C on
the third hospital day. Because of this peak in fe-
ver, ampicillin/sulbactam 375mg b.i.d was started
empirically. A maculopapular rash, especially on
the trunk, developed after a dose of antibiotic, and
splenomegaly was found as a new sign on physical
examination, which was confirmed by abdominal
ultrasonography. Epstein-Barr virus (EBV) infec-
tion was considered because of fever, splenome-
galy, cervical lymphadenopathy and rash after
ampicillin/sulbactam treatment. Heterophile anti-
bodies were negative, but serum IgM antibodies
against EBV capsid antigen (EBV VCA IgM) was
positive.



KARAGÖZ et al.104

REFERENCES
1. Koff RS. Clinical manifestations and diagnosis of hepatitis

A virus infection. Vaccine 1992; 10 (Suppl 1): 15-7.
2. Hoagland RS. The transmission of infectious mononucle-

osis. Am J Med Sci 1955; 229: 262-72.
3. Shooley RT. Infectious mononucleosis. In:Mandell GL,

Bennett JE, Dolin R, eds. Principles and practice of infecti-
ous diseases. 4th ed. New York: Churchill Livingstone, 1995;
1364-77.

4. Hoofnagle JH, Di Bisceglie AM. Serologic diagnosis of acu-
te and chronic viral hepatitis. Semin Liver Diseases 1991;
11: 73.

5. Sixberg JW. Infectious mononucleosis and primary Ebste-
in-Barr virus infection. In: Betts RF, Chapman SW, Penn
RL, eds. A practical approach to infectious diseases (5th

ed). Philadelphia: Lippincott, Williams and Wilkins, 2003;
269-77.

6. Vento S. Fulminant hepatitis associated with hepatitis A
virus superinfectious in patients with chronic hepatitis C.
J Viral Hepat 2000; 7 (Suppl 1): 7-8.

In this case, the existence of nausea, vomiting,
dark urine, jaundice, loss of taste for cigarettes
and positive HAV IgM was thought to be due to
hepatitis A. But persisting fever for three days up
to 39°C, lymphadenopathy, sore throat and pruri-
tic maculopapular rash with ingestion of ampicil-
lin/sulbactam, seen in 90%-100% of patients, led
us to consider infectious mononucleosis. As antici-
pated, EBV VCA IgM was found positive. Heterop-
hile antibodies were negative at the first week but
at the third week they became positive. In this pa-
tient, infectious mononucleosis and hepatitis A co-
infection was considered, because the incubation

period of hepatitis A is 15-45 days and for EBV in-
fection 30-50 days. In spite of differences in their
transmission routes, their incubation periods are
similar to one other. For this reason we thought
that these viruses were acquired at nearly the sa-
me time. Hepatitis A infection in chronic carriers
of hepatitis C virus may be more severe and more
likely to result in fulminant hepatitis A (6). But
there is no published data about the prognosis of
coinfection of HAV and infectious mononucleosis
in the literature. However, this case improved wit-
hout any complications. Finally, the coexistence of
these infections was found interesting.


