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1. Summary
Public health priority
Priority Classification

Public health response timeline

Data entry timeline

High

Act as soon as possible,
generally within one working day

Within one working day

Case management
•
•
•

Respond to probable and confirmed cases within one working day
Enter probable and confirmed cases in the Notifiable Diseases Database within one working day
Advise that while infectious, the case should not:
o attend preschool or childcare
o provide personal care to others
o have sexual contact
o share utensils, towels or personal items with others
o prepare food or drinks for someone else, or
o work as a food handler.

Contact management
•
•
•

Inform all contacts about the symptoms and course of illness, the risk and means of transmission
to others, the period of infectivity, and the need to notify the Public Health Unit (PHU) should any
symptoms develop.
Arrange post-exposure prophylaxis (PEP) as soon as possible for susceptible contacts, if within
two weeks of contact.
Encourage the maintenance of careful personal hygiene and hand washing practices, particularly
before serving and eating meals and after toileting or changing nappies, at all sites where there
has been potential exposure. Emphasise cleaning of the toilet seat, toilet door handle and using
disposable paper towels after toileting.

2. The disease
Infectious agent
The hepatitis A virus (HAV) is classified as a hepatovirus of the Picornaviridae family. It is a
non-enveloped, single-stranded, linear ribonucleic acid (RNA) virus.1 HAV displays a high degree of
genetic conservation and only a single serotype of HAV exists. Overall there are six HAV genotypes
consisting of three that infect humans (I-III) and three simian (monkey) strains (IV-VI).2, 3 As the human
HAV strains are closely related antigenically, immunity induced by a particular strain is believed to
provide protection against all relevant human HAV strains.4

Reservoir
The reservoir of HAV is humans, and rarely chimpanzees and other primates.5 There is no knowledge
of human susceptibility to simian HAV.6, 7 HAV is resistant to low pH, heat and freezing temperatures.
The virus can persist in faeces, water and soil for a prolonged period.1, 5

Mode of transmission
Hepatitis A is transmitted almost entirely by the faecal-oral route. Transmission may occur through:
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•
•
•
•

Ingestion of food that is not further cooked after being contaminated at any point during cultivation,
harvesting, processing, distribution or preparation (usually by an infectious food handler)8
Consumption of drinking water that is not treated after contamination
Consumption of faecal material transferred from contaminated surfaces or the hands of an
infectious case, and
During sexual activity.

Children under six years of age are particularly effective transmitters of hepatitis A, as they are less
likely to develop symptoms while infectious.9 Concurrence of diarrhoea allows transmission to occur
more readily.
In Australia, outbreaks have previously been linked to but not limited to:
•
•
•

Consumption of fresh and frozen berries, frozen pomegranates, contaminated oysters, mussels
and other shellfish, semi-dried tomatoes, lettuce and shallots
Settings such as childcare centres, residential facilities for the disabled, and Aboriginal and Torres
Strait Islander communities (especially prior to the introduction of funded vaccination for
Indigenous children living in remote areas), and
Groups such as infectious food handlers, men who have sex with men, people who use / inject
illicit drugs and homeless youth.

From 2009-2014, 53% (829/1,562) of notified cases in Australia were in people who had acquired the
infection during overseas travel.10
Blood-borne transmission of HAV is rare because hepatitis A viraemia is transient and does not last10
as long as faecal excretion and the concentration of virus in blood is low. Nevertheless, transmission
of hepatitis A through blood and blood products has occurred, in particular among haemophiliacs
receiving factor VIII concentrates.11 Blood-borne spread may be a mechanism of transmission among
intravenous use of drugs among people who use / inject illicit drugs, but poor hygiene has also been
implicated.12 Saliva has not been shown to be a source of infection.
Figure 1: Stages of hepatitis A illness and length of each phase
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Figure 2: Clinical, virological and serological findings in uncomplicated acute hepatitis A13

Incubation period
The incubation period averages 28 to 30 days, with a range of 15 to 50 days.5 See Figure 1 and
Figure 2.

Period of acquisition
The difference between the minimum time from exposure to the virus and development of symptoms
(15 days) and the maximum time from exposure to the virus and development of symptoms (50 days)
is the period of acquisition (or exposure period). This is commonly used in outbreak case definitions
and for separating locally acquired from overseas acquired infections.

Infectious period
Cases are considered infectious from two weeks before the onset of prodromal symptoms to either
one week after the onset of jaundice (if it occurs), OR two weeks after the onset of prodromal
symptoms (if jaundice does not occur). Peak titres of HAV in the stool, and therefore maximal
infectivity, is highest one to two weeks before the onset of jaundice (or peak alanine transaminase
[ALT] in the absence of jaundice) and faecal shedding usually has decreased significantly by
7-10 days after the onset of jaundice (or peak ALT).5, 14 See Figure 1 and Figure 2 above.
Faecal shedding of HAV may continue for several months in infants and children, in the
immunosuppressed and in cases with prolonged cholestasis or relapsing illness.14, 15 Faecal shedding
and viraemia have been reported to persist for longer than previously supposed in immunocompetent
patients (with a median period of detection after disease onset of 81 days and 42 days respectively).11
Positive faecal HAV results may not be indicative of viable virus or an infectious state especially at low
counts;16 however a high level of faecal shedding (occurring for a median period of 36 days after
symptom onset), can be infectious as demonstrated through the successful inoculation of virus into
animals.11 For this reason, it is important to advise patients to exercise good hygiene and precautions,
even after the apparent infectious period is over.

Clinical presentation and outcome
The likelihood that symptoms will follow infection increases with age. Jaundice occurs in only a small
proportion of infants and young children, but appears in a majority of adults.
Hepatitis A Version 3.1
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The usual clinical presentation of HAV infection in adults is acute onset of prodromal symptoms
including fatigue, malaise, anorexia, nausea, vomiting, fever and abdominal discomfort, followed a few
days later by dark-coloured urine, light-coloured stools, jaundice and pruritus. The two most common
physical findings are jaundice and hepatomegaly.17 The prodromal symptoms usually diminish when
jaundice appears. Jaundice typically peaks within two weeks of symptom onset and there is gradual
recovery thereafter.17 Approximately 70-80% of susceptible adults and older children have
symptomatic HAV infection.18 Symptomatic hepatitis occurs in around 30% of infected children under
six years old, some of whom become jaundiced.18
Three atypical clinical manifestations of HAV-associated illness are recognised: prolonged cholestasis,
relapsing hepatitis and extrahepatic disease.15 Prolonged cholestasis causes jaundice and pruritus for
up to three months. A relapsing form of hepatitis is observed in up to 20% of patients and follows
apparent full recovery. HAV infection can also rarely trigger autoimmune hepatitis and extrahepatic
disease such as a fading rash, arthritis, glomerulonephritis, neurological or blood disorders.15

Persons at increased risk of severe disease
Older persons, the immunosuppressed, people with chronic liver disease, liver transplant recipients
and those with chronic hepatitis B and C infection are more likely to have severe manifestations of
hepatitis A illness making prevention of infection in these groups particularly important.1, 4, 19, 20
Mortality is highly correlated with these risk factors. The case-fatality rate of hepatitis A varies from
0.1% among children <15 years of age to 2.1% among adults aged ≥40 years, usually as a result of
fulminant hepatitis.1 Fulminant hepatitis is a rare consequence of HAV infection and has a high fatality
rate without liver transplantation.21

Persons at increased risk of infection
The people with increased risk of infection include those who are unimmunised and:
•
•
•
•
•
•
•
•
•
•
•

Are household or sexual contacts of infected persons
Travel to or live in countries where hepatitis A is common (all countries of the world aside from
Western Europe, Australia, New Zealand, Canada, the United States, Japan, the Republic of
Korea, and Singapore)22
Are exposed to overcrowded, unsanitary areas with inadequate sewage treatment
Use illegal drugs, whether injected or not
Are men who have sex with men (MSM)
Are sex workers
Are attendees or employees of childcare facilities4
Are residents or staff of residential care facilities
Are carers of, or persons with developmental disabilities5
Have clotting factor disorders such as haemophilia (and need regular blood products)5, 14
Are associated with a prison or remand centre.

Disease occurrence and public health significance
Hepatitis A was probably endemic in many parts of Australia up to the first half of the 20th century but
the incidence of infection has subsequently declined as for many other developed countries due to
improved water supply, hygiene and sanitation.22 A reduction in prevalence creates susceptibility to
illness in older age groups which are also at risk of more severe disease.1 An Australian study which
examined cross-sectional samples of stored sera taken at three time points over a 20-year period
(from 1988), showed a general increase in seropositivity with increasing age.23 A seroprevalence study
in Australia in 1998 estimated that 38% of the population had evidence of previous infection (varying
from 70% in people aged 60-69 years to 10-20% in persons aged less than 20).24 The prevalence
rates of hepatitis A have steadily declined since then. The majority of the community is now vulnerable
to infection should exposure occur.
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In 2017, there were 216 notifications of hepatitis A infection Australia-wide at a rate of 0.9 case per
100,000 population, with the majority of cases occurring in New South Wales, Victoria and
Queensland.10 Most cases are sporadic and acquired from overseas travel, or due to small outbreaks
linked to household or other close contact with infected cases. Foodborne sources may be an
important cause of sporadic cases with an unidentified exposure.8, 25
Australia had an outbreak of Hepatitis A emerge in several jurisdictions in 2017 with predominantly
locally acquired cases in men who have sex with men (MSM). Most confirmed outbreak cases were
male adults with the majority reporting male-to-male sexual contact during their incubation period.
Other outbreak cases have occurred in PWID and some homeless individuals. Outbreak cases are
genetically very similar to a widespread outbreak of hepatitis A in Europe, also associated with MSM.
There is underreporting of hepatitis A illness to health departments due to mild or asymptomatic cases
not developing characteristic symptoms, some patients not seeking care, and clinicians not notifying
all cases to surveillance networks.25, 26 These difficulties may be compounded in hard to reach risk
groups (such as intravenous use of drugs by people who use / inject illicit drugs).26, 27
Hepatitis A has been endemic in many Aboriginal and Torres Strait Islander communities in the recent
past with notification rates of up to 22 cases per 100,000 population, attributed to environments with
poor sanitation and inadequate safe water supply.28 A vaccination program for Aboriginal and Torres
Strait Islander children was introduced in north Queensland in 1999, resulting in a 92% decrease in
the number of reported cases in all children in the period 2000–2003. As a result, the national
government funded a vaccination program for all Aboriginal and Torres Strait Islander children aged
≤2 years in Queensland, South Australia, Western Australia and the Northern Territory since 2005,
which contributed substantially to a decline in notifications.4, 28, 29 In 2014, Indigenous status was
known for 96% (222/231) of hepatitis A notifications, of which four 4 cases identified as Aboriginal or
Torres Strait Islander.10
Outbreaks from common source infections are infrequent but have the potential to dominate regional
incidence patterns and require intensive public health efforts to control.5 an outbreak due to HAVcontaminated clams in Shanghai, China, in 1988 infected >300,000 people.1 In 2009, a multistate
outbreak in Australia due to imported semi-dried tomatoes led to a doubling of national hepatitis A
incidence from the previous year (to 563 cases or 2.6 cases per 100,000 population).30 In 2015,
outbreaks in Australia and New Zealand were associated with imported frozen berries.29 More recently
in 2018, 26 people were affected by a national hepatitis A outbreak linked to imported frozen
pomegranates.31 The risk of similar outbreaks in the future remains, due to the importation of foods
from HAV-endemic countries.32

3. Routine prevention activities
The prevention of hepatitis A rests largely on the provision of disinfected potable water, adequate
hand-washing facilities, safe sewage disposal, hygienic handling of food throughout the chain of
production to consumption, and vaccination of selected cohorts.
Hepatitis A vaccine is highly effective and recommended for people at greater than background risk of
getting the disease or severe illness (refer Section 2: Persons at increased risk of disease). The
expanded vaccination program since 2005 in Aboriginal and Torres Strait Islander children residing in
the Northern Territory, Queensland, South Australia and Western Australia has contributed
significantly to a decline in notifications.4, 29
For more details on immunisation and at risk groups, refer to The Australian Immunisation Handbook4
(immunise.health.gov.au/internet/immunise/publishing.nsf/Content/Handbook10home~handbook10part4~handbook10-4-4).

4. Surveillance objectives
•
•

To prevent further transmission of infection from cases
To implement timely exclusions in high risk cases
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•
•
•
•

To prevent disease in exposed contacts especially those at risk of severe illness
To rapidly identify and control common sources of infection in outbreaks
To monitor the epidemiology of hepatitis A and inform public health policies including the
development of better prevention and response strategies, and
To report on progress towards national strategies and evaluate the effectiveness of public health
programs and other interventions aimed at reducing infection.

5. Data management
Within one working day of notification, enter probable and confirmed cases of HAV infection into the
jurisdictional notifiable disease database. Ensure that information on Aboriginal or Torres Strait
Islander status of cases is collected and entered, and that the place of acquisition and source of
infection is entered when known.

6. Communications
Both confirmed and probable cases should be notified within one working day.
Notify the State/Territory Communicable Diseases Branch (CDB) about each case, including the
person’s age, sex, date of onset of symptoms and/or date of diagnosis, laboratory status, suspected
source of infection, risk factors for contracting the disease, severity of illness, and any links to other
cases.

7. Case definition
The case definition may have been updated since the publication of this guideline. Please check the
case definitions webpage on the Australian Department of Health’s website
(www.health.gov.au/internet/main/publishing.nsf/Content/cdna-casedefinitions.htm) for the latest
version.

Confirmed case
A confirmed case requires either laboratory definitive evidence OR laboratory suggestive evidence
AND clinical evidence OR laboratory suggestive evidence AND epidemiological evidence.

Probable case
A probable case requires clinical evidence AND epidemiological evidence.

Laboratory definitive evidence
Detection of hepatitis A virus by nucleic acid testing.

Laboratory suggestive evidence
Detection of hepatitis A-specific IgM, in the absence of recent vaccination.

Clinical evidence
Child less than five years of age
OR
Acute illness with discrete onset of at least two of the following signs and symptoms: nausea; malaise;
abdominal discomfort; loss of appetite; fever
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AND
Onset of dark urine or jaundice or alanine transaminase (ALT) ten times the upper limit of normal.

Epidemiological evidence
1. Contact between two people involving a plausible mode of transmission at a time when:
a. one of them is likely to be infectious (from two weeks before the onset of symptoms to a week after
the onset of jaundice), AND
b. the other has an illness that starts within 15 to 50 (average 28 - 30) days after this contact
AND
2. At least one case in the chain of epidemiologically linked cases (which may involve many cases) is
laboratory confirmed.
Case definitions can be found on the Department of Health’s website.

8. Laboratory testing
In patients not recently vaccinated for hepatitis A, diagnosis is largely established by the presence of
IgM anti-HAV antibodies in combination with clinical and/or epidemiological evidence of HAV infection.
IgM antibodies usually become detectable before the onset of clinical symptoms and persist for ≥4
months in most persons (refer Figure 2).1, 33 Probable cases with negative IgM results from early
specimens should be retested in four to seven days. Routine testing for IgM antibodies in
asymptomatic people is not recommended due to the high rate of false positive results in those without
an appropriate clinical presentation.34
Anti-HAV IgG antibodies are markers of prior exposure to the disease or immunisation, and they
persist for life after infection. Although useful for identifying persons who are currently immune to HAV
infection, they are not a useful indicator of recent infection. Post-vaccination serologic testing for
seroconversion does not provide meaningful results.
Although non-specific, abnormal liver function tests (LFTs) are useful in supporting a diagnosis of viral
hepatitis, and are used in conjunction with jaundice to establish clinical evidence of HAV infection, and
are a sensitive marker of severity.12, 17, 35-37 An acutely raised ALT can be a marker of infectivity as it
peaks and falls in approximate alignment with HAV RNA levels.8, 11
Nucleic acid testing of blood and stool, both qualitative testing and genotyping, is definitive for
diagnosis14 but is only available in a few reference laboratories.33 Genotyping is essential for
investigating common source outbreaks and public health surveillance.14, 30 The PHU should arrange
for the primary pathology laboratories to forward all positive non-travel acquired serology specimens to
their State/Territory or national reference laboratory for genotyping to allow rapid epidemiological
investigation. Travel-acquired positive specimens can also be forwarded for genotyping at the
discretion of the jurisdictions.

9. Case management
Response times
Begin the follow-up investigation within one working day of notification of a probable or confirmed
case.

Response procedure
a) Case investigation
Hepatitis A Version 3.1
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The response to a notification will normally be carried out in collaboration with the case’s treating
doctor. Regardless of who does the follow-up, PHU staff should ensure that action has been taken to:
•
•
•
•
•
•
•
•

Confirm the onset date and symptoms of the illness
Confirm results of relevant laboratory tests, or recommend the tests be done
Find out if the case, or relevant care-giver, has been told the diagnosis before the interview
Inform the treating doctor of case investigation and management of contacts
Review case and contact management, ensuring that relevant exclusions have been made
Determine the likely source of infection
Assess the number of contacts requiring prophylaxis, and
Ensure proper control measures are taken to prevent further spread.

b) Exposure investigation
Information regarding history of prior immunisation and of exposures during the period of acquisition
(15 to 50 days before onset of symptoms) should be sought, including travel (by the case or
household contacts) to countries with endemic hepatitis A. If the case has not travelled to a country
with endemic hepatitis A, obtain information on the following risk factors:
•
•
•
•
•
•
•
•
•
•
•

Household and sexual contacts who have had an illness consistent with hepatitis
Illicit drug use whether injected or not
Anal intercourse, sex work, or male-to-male sexual contact
Restaurants or social gatherings where the case has eaten or worked
Consumption of raw or partially cooked, fresh or frozen fruit or vegetables, or ready-to-eat food, or
shellfish
All sources of drinking water and ice that were used
Recreational water exposure
Exposure to sewage, or failed sewage disposal systems
Attendance or employment in child care services, a residential or aged care facility, or a
correctional facility by the case or household contacts
Hospitalisation, and/or transfusion of blood products, or
Whether the case is a health care worker (HCW) or food handler.

Recognising foodborne transmission using routine surveillance data may be difficult because cases
may have difficulty recalling food histories during the two - seven weeks before illness. Cases may
accrue gradually, a food item (such as in a delicatessen) may be contaminated at one end and not the
other and, therefore, may not infect everyone who consumes it. Foodborne outbreaks may be widely
distributed across states or even nations making it hard to pinpoint contaminated ingredients, some
exposed persons may have unrecognised HAV infection, and others may have pre-existing immunity.8
c) Case treatment
Treatment is the responsibility of the case’s medical practitioner. There is no specific therapy for HAV
infection so care is mainly supportive. This includes bed rest, antiemetics, fluids, and avoidance of
hepatotoxic substances including alcohol and paracetamol if possible.17, 36, 38 Up to 20% of cases may
require hospitalisation and cases with fulminant hepatitis may require liver transplantation.17
d) Education (refer Appendix 3: Hepatitis A Fact Sheet)
The case or relevant care-giver should be informed about the:
•
•
•
•
•
•

Nature of the infection
Mode of transmission
Period of infectivity
(Low) incidence of severe disease and complications
Safe hygiene practices
Exclusions and their rationale
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•
•

Process of PEP for those who may become exposed, and
Hygienic practices, particularly washing hands before preparing food and drink, and after going to
the toilet.

e) Isolation and restriction
While in the infectious period which can be defined as:
•

from two weeks before the onset of the prodrome to at least seven days after the onset of
jaundice; OR

•

from two weeks before the onset of the prodrome to 2 weeks after the onset of symptoms if there
is no jaundice; OR

•

for asymptomatic cases, estimated using the timing of contact with the source if known (such as
contact with an index case or consumption of contaminated food) and with consideration of the
laboratory test results.39 If infectious period cannot be estimated, consider convening an expert
panel to decide.

Cases should:
•
•
•
•
•
•
•
•

Not donate blood
Not prepare or handle ready-to-eat food or drink for consumption by other people
Not have sex
Not provide personal care to others
Not attend childcare, preschool, primary school or work that could put others at risk
Be isolated as much as is practicable if living in a residential or aged care facility, or correctional
facility, and ideally be placed in a single room with ensuite, or have a dedicated bathroom
Not share drugs or drug paraphernalia, and
Not share utensils, towels or personal items with others.

f) Active case finding
Where cases are identified in settings such as child care facilities, schools and residential care
facilities where transmission might be expected to occur, work with health care providers and
administrators to identify other possible infectious cases. Refer to Section 11: Contact Management
and Section 12: Special Situations for more information on case finding.

10. Environmental evaluation
Viral survival characteristics
Person to person transmission or via fomites are common modes of hepatitis A transmission. HAV is
resistant to degradation by environmental conditions, a property that allows its maintenance and
spread within populations.40 The virus can remain infectious for at least one month at room
temperature on environmental surfaces, and transfer on fomites may be important in some settings
(e.g. on toys in child care centres).8, 12 HAV remains on hands for ≥4 hours, and water rinsing alone
reduces the amount transferred to lettuce by 10- to 100-fold.8 HAV has been found to survive in
experimentally-contaminated fresh water, seawater, wastewater, soils, marine sediment, live oysters,
and cream-filled cookies. It is resistant to heat (survives at 700C for 10 mins), acid treatment and
freezing, but can be inactivated by formalin and chlorine.41, 42 Hypochlorite-based disinfectants and
cleaning products can neutralise the virus.

Water sources
Drinking water is a potential source of HAV infection if there is opportunity for faecal contamination
particularly from a failed sewage disposal system.8 Water contamination is also important for shellfish
which can filter several litres of sea water daily and bioaccumulate HAV to much higher concentrations
than surrounding water (up to 100-fold).8, 43 Outbreaks from shellfish consumption may result from
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inappropriate or illegal harvesting near known sources of sewage, and from discharge of sewage from
fishing boats.
Where an unexpected cluster is reported, an evaluation may include review of water treatment
procedures, bacteriological quality, sewage disposal systems, waterbeds where shellfish are
harvested, and polymerase chain reaction (PCR) testing of shellfish samples. Specific methods to
detect enteric viruses may be necessary as water and shellfish with low coliform counts (a common
measure of faecal contamination) have been shown to contain viable HAV, and on occasion have
caused outbreaks of hepatitis A.8 Chlorination is an effective method of controlling HAV in drinking
water sources.

Food contamination
Produce might be contaminated by the hands of infected workers or children in the field, by contact
with HAV-contaminated water during irrigation or rinsing after picking, or during processing.8 Common
methods used for microbiological quality control of food do not reliably detect virus contamination.25
Providing sanitary facilities for field workers, using chlorinated or safe water to rinse produce or for ice
for packing, and keeping children away from areas where food is harvested, may reduce the risk of
contamination.8

11. Contact management
Identification of contacts
The purpose of public health intervention/ contact management is to reduce the risk of further
transmission and clinical disease among those people who were contacts of the case during the
case’s infectious period. In countries such as Australia with low prevalence of immunity to HAV,
explosive epidemics of hepatitis A can arise from solitary sources.44 Key contacts are those people
whose work or lifestyle can expose many others to the virus, and those at risk of severe disease. Key
contacts therefore include:
•
•
•
•
•

Food handlers and workers who handle ready-to-eat food anywhere along the cultivation to food
preparation pathway
People who share illicit drugs and drug paraphernalia
Sex workers
MSM, and
Childcare workers and HCWs.

Persons aged >50 years, the immunosuppressed, and those with chronic liver disease (particularly
due to hepatitis B or C) are at higher risk of severe disease.

Contact definition
The following is a general list of persons considered to be contacts if they were exposed to cases
during the infectious period (refer Section 2. Infectious period):
•
•
•
•
•

Immediate family, household members and sexual partners, including people who stayed and
shared the primary household facilities with the case
Persons who consumed ready to eat food or drink prepared by the case
If the case wears nappies, persons who provided direct care to the case
If the case attends child care or preschool, other children and adults in the same classroom or care
group, or those who share the same toilet may be considered house-hold like
Those who shared intimate personal items or drug equipment with the case.

To determine the time period for contact identification for asymptomatic cases, refer to Section 12.
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Prophylaxis (see Appendix 1)
In the absence of reliable self-reported or documented evidence of past infection or immunisation,
PEP should be offered to contacts within two weeks of onset of symptoms in the index case to
household contacts and other contacts with ongoing or intermittent household-like exposure.
Intermittent household-like contacts
Scenarios
1. A childcare worker with confirmed HAV infection worked every day for the two week infectious
period prior to the onset date of prodrome symptoms (onset date). Children in direct care of this
worker were "intermittently exposed" during this period only on the days they attended the centre.
PEP should be offered to these children as soon as possible, and
•
•

no later than 14 days after onset of prodrome symptoms in the childcare worker, if the last
contact with the worker is on or around the onset of prodrome symptoms, or
no later than 14 days after the last contact with the childcare worker if the only contact with the
worker is prior to the worker’s prodrome symptom onset (refer Figure 3).

Figure 3
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2. A sexual contact of confirmed hepatitis A case, who doesn't live in the same household as the case,
had intermittent sexual contact during the case's infectious period.
PEP should be offered to the sexual contact as soon as possible, and no later than 14 days after
onset of prodrome in the case (refer Figure 4).

Figure 4

The available interventions for contacts include normal human immunoglobulin (NHIG, also called
gamma globulin) and monovalent inactivated hepatitis A vaccine. Traditionally, PEP for hepatitis A
contacts consisted of administration of NHIG, but in recent years, use of vaccine has gained favour.22
High quality clinically relevant evidence indicates that monovalent hepatitis A vaccine has similar
efficacy to NHIG for PEP, at least for people aged between 1 and 40 years.45, 46 The vaccine also has
the advantage of conferring long-term immunity, being readily available, and being more effective at
interrupting longer lasting outbreaks with possible multiple exposures.9, 19
For asymptomatic cases, refer Section 12.
a) Passive immunisation
NHIG is a preparation of pooled antibodies and its use worldwide is declining due to insufficient
concentrations of anti-HAV IgG, high cost, and limited duration of protection.1 However, in Australia
adequate concentration of anti-HAV IgG is ensured. Supply of NHIG is by local arrangement within
each jurisdiction. NHIG should be given in a single intramuscular injection at the following dosage:
Weight

Dose (0.02 mL/kg)

<25 kg

0.5 ml

25-50 kg

1.0 ml

>50 kg

2.0 ml

The dose is effective for one to two months but can be tripled to 0.06 ml/kg if required, to offer longer
term protection for up to 5 months.47 NHIG may not prevent excretion of HAV, so those given NHIG
may still transmit the virus, even if they do not develop clinical illness. The administration of NHIG can
interfere with the immune response from live virus vaccines such as measles, mumps and rubella
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(MMR), and varicella, and the childhood immunisation schedule in particular may require adjustment.
For detailed advice, consult latest edition of The Australian Immunisation Handbook.
b) Active immunisation
A single dose of monovalent hepatitis A vaccine gives protection to most recipients within two weeks.
A two-dose course six months apart is recommended for long-lasting protection. Persons given a
single dose for PEP should be advised to complete the course through their general practitioner (GP)
as the vaccine is not subsidised. Combination hepatitis A/B and hepatitis A/typhoid vaccines are
useful for pre-exposure prophylaxis in selected individuals but are not recommended for PEP due to
reduced vaccine HAV antigen levels. Not all vaccines are licensed for children aged down to one year
of age making it important to check details in The Australian Immunisation Handbook. Note also that
recent immunisation may confuse the interpretation of follow-up serology.
c) Antibiotic prophylaxis
None.
d) PEP recommendations
Group

Recommendation1

Healthy contacts aged 1-40 years for whom vaccine
is not contraindicated

Monovalent hepatitis A vaccine only2

Healthy contacts aged ≥ 12 months for whom
vaccine is contraindicated

NHIG only

Contacts aged <12 months

NHIG only

Contacts aged ≥ 12 months with chronic liver
disease or immunosuppression

NHIG and monovalent hepatitis A vaccine
vaccine3

Healthy contacts aged >40 years

NHIG and/or vaccine (see discussion below
and conduct risk assessment in conjunction
with contact’s GP)

1

These recommendations apply to contacts within 14 days of exposure to an infectious case who have no selfreported or documented evidence of past infection or immunisation. Prophylaxis is not indicated for contacts of
sporadic cases in school or work settings.
2

Monovalent inactivated hepatitis A vaccines are generally considered low risk for use in pregnancy; the risk of
immunisation in pregnancy should be weighed against the risk of contracting hepatitis A.

3

Monovalent hepatitis A vaccine and NHIG can be administered simultaneously at different sites on the body
without significant interference in the long-term level of seroprotection.

There is variation in recommendations from public health authorities in comparable countries
regarding the effective upper age limit for hepatitis A vaccine for post-exposure prophylaxis, and also
regarding recommendations for those with chronic liver disease or immunosuppression. The United
States of America recommend an upper age of 40 years for hepatitis A vaccine, and use of NHIG in
contacts older than 40 years, based on randomised controlled trial evidence.37,48 Public Health
England recommends preferential use of vaccine over NHIG up to age 60 years.39 The Public Health
Agency of Canada prefers vaccine over NHIG for any age over six months.
The evidence base for these varying recommendations is the same. There is evidence of increased
risk of severe disease with increasing age.49 There is also evidence that the rapidity of achieving
seroprotective levels after one dose of hepatitis A vaccine decreases with age, with seroprotective
levels reached after 15 days in 74%, 54%, and 30% of individuals aged 40-49, 50-59 and 60-69 years
respectively.48 This compares to 92% seroconversion after 15 days in individuals younger than 40
Hepatitis A Version 3.1

page 16 of 32

years.50 It appears that some of the move to preferring vaccine over NHIG is concern about
decreasing potency of NHIG products. This is not a consideration in Australia, as the Australian Red
Cross Blood Service (ARCBS) does not release NHIG unless the antibody levels in the final product
are ≥100 IU/mL [V. Hoad personal communication September 2017].
Nevertheless, many adult contacts >40 years in Australia would receive an additional benefit of longerterm protection from vaccination compared to NHIG. It is also likely that most adults 40 to 60 years
who are otherwise well and are not at high risk of severe disease will mount a sufficiently rapid
immune response to the vaccine to prevent disease. In such cases, PHUs may wish to undertake a
risk assessment with the contact and their GP, and consider using vaccine in otherwise well adults 40
– 60 years of age in preference to NHIG. Alternately, vaccine and/ or NHIG can be administered
simultaneously at different sites on the body without significant interference in the long-term level of
seroprotection.36
Provision of NHIG is recommended for the immunosuppressed and people with chronic liver disease,
due to a delayed or weakened immune response from vaccine alone and the risk of serious disease.9,

14, 51

There is international consensus that in pregnancy the theoretical risk of inactivated vaccine to the
fetus is low.1, 14 Live attenuated hepatitis A vaccines (currently available in China) should not be given
to pregnant women.1 The risk of vaccination in pregnancy should be weighed against the risk
associated with HAV infection. An immunity check on pregnant women should be performed prior to
immunoglobulin administration.
There is conflicting evidence whether NHIG is effective >14 days post exposure and whether it
attenuates the severity of hepatitis A infection.9, 45 PEP is not indicated for contacts of sporadic cases
in the school or work settings.5
e) Immunity screening
Immunity screening (using IgG levels) to avoid the needless administration of PEP is practiced in
various Australian jurisdictions for groups with a high likelihood of previous infection (those who have
spent many years in an HAV endemic country or are aged ≥ 40 years). Testing is undertaken early in
the 14 days window of opportunity in exposed individuals to allow for later administration of
prophylaxis. The decision for testing should be based chiefly on the expected prevalence of immunity,
the cost-benefit, and the degree of risk in interfering with provision of subsequent PEP.14 There is no
reported harm specific to administering vaccine or NHIG to immune persons.
Education
Provide contacts (or parents/ guardians) with a Hepatitis A Fact Sheet (refer Appendix 4), including
advice on the risk of infection and the need for PEP particularly in at-risk groups. Counsel them to
watch for signs or symptoms of hepatitis occurring within 50 days of exposure and seek medical
attention early if symptoms develop. Parents of infants or young children should be reminded that
jaundice may not occur in the young. Advice about careful hygiene should be given, particularly about
hand washing after going to the toilet and changing nappies. It is especially important that food
handlers monitor their symptoms after contact with the case and seek medical attention promptly if
symptoms are detected. Contacts such as food handlers and other high-risk workers who are likely
exposed to hepatitis A (e.g. ate a salad prepared by the case), should voluntarily exclude themselves
from settings that put others in potential exposure to HAV infection.
Isolation and restriction
According to current legislation, contacts are not subject to enforced exclusions and cannot be treated
as cases. At best, contacts can be advised to voluntarily exclude themselves and to curb high-risk
behaviours or work practices until the incubation period ends or, if they become cases, until their
infectious period ends. Individual risk assessment should be utilised to inform contacts of the
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likelihood of infection and the threat they pose to others. Timely PEP will minimise the probability of
contacts becoming cases.

12. Special situations
Asymptomatic cases
Suspected cases believed to be infectious but asymptomatic, such as children <5 years old should be
managed with observation, PEP of contacts if indicated (e.g. as for contact management in child care
centres), and with good hygiene practices. Standard precautions should be used by direct contacts for
the suspected period of infectivity. Deranged LFTs can be a marker of infectiousness but they are not
always altered in mild disease. It is important to seek expert advice on which laboratory tests (serum
IgM, serum PCR or PCR testing of stools16) can be used to confirm asymptomatic infection in an
outbreak setting. The general aim is to manage contacts based on an individual risk assessment.
A case in a child care setting
Because most HAV infections in young children are asymptomatic, illness among staff members or
household contacts is often the first (and only) indication of child care centre outbreaks.12 The
exclusion period for a diagnosed case should be considered. Asymptomatic cases with HAV
undetectable by PCR on stool can safely return to child care. Others that may remain PCR positive in
stool should be assessed on a case by case basis.
For a single case, hepatitis A vaccine or NHIG needs be administered only to classroom contacts of
the index case while they were infectious. Written advice should be provided to parents and staff
caring for children in other groups.
For an outbreak, hepatitis A vaccine or NHIG should be administered to all previously unvaccinated
staff members and attendees of the childcare facility AND members of households who have children
(centre attendees) in nappies.
An outbreak occurs when:
1. HAV cases occur in two or more children or employees (without another plausible exposure
source);
OR
2. HAV cases are recognised in two or more households epidemiologically linked to the centre
(without another plausible exposure source).
To quickly identify new infections, the PHU should institute surveillance for hepatitis-like illness among
households connected to the centre for 50 days after onset of the last case; usually done by letter. All
such households should be provided with basic information about HAV, and be instructed to contact
the PHU immediately should compatible symptoms develop.
The critical role of good personal hygiene (especially hand washing) should be reviewed with childcare
centre staff. Staff involved in food handling, should not be involved in changing nappies during the
same shift or day. Affected centres should be discouraged from accepting new children for 50 days
after onset of the last case, unless hepatitis A vaccine or NHIG is given before admission. Transferring
children to other centres should be discouraged during this period. All surfaces and toys in affected
classrooms should be cleaned and sanitised daily. Toys that can’t be washed should be temporarily
removed.
A case in a school, hospital, or work setting

Hepatitis A Version 3.1

page 18 of 32

Hepatitis A PEP is not routinely indicated when a single case occurs in a school or work setting and
the source of infection is outside the school or work setting. Similarly, when a person who has
hepatitis A is admitted to a hospital, staff members should not routinely be administered HAV PEP.
Careful hygienic practices and standard precautions should be emphasised. Appropriate PEP should
be administered to persons who have close contact with index patients if an epidemiologic
investigation indicates HAV transmission has occurred among students in a school, among patients or
between patients and staff members in a hospital, and circumstances suggest that further protection
over and above improvements in hygienic practices is warranted.
Where the index case is a HCW (infected via another source) a careful risk assessment is required to
assess the risk to other HCWs and patients, including: an audit of infection control practice,
investigation of the type of care provided (feeding, toileting, etc.), food/bathroom facilities shared with
other HCWs, and the potential infectiousness of the case (diarrhoea at work, stage of infection). PEP
may be required for non-immune staff and patients.
A case in a food handler (see Appendix 2)
Food handlers are not at increased risk for HAV infection because of their occupation, but are
noteworthy because of their critical role in common-source foodborne HAV transmission.14 Roughly
8% of the working population are food handlers and around the same proportion (8%) of all hepatitis A
cases occur in food handlers.8, 12 Most food handlers with hepatitis A do not transmit the virus to
others. The public health response is based on a careful case-by-case risk assessment, which may
require on-site visits (by environmental health officers and jurisdictional food safety authorities),
independent verification of hygiene practices, and detailed process and document review. The
evaluation should estimate the number of potentially exposed individuals and their risk of severe or
asymptomatic disease, as well as cover media and political considerations.
Risk assessment in food handlers should incorporate the following principles:
•
•
•
•

Make every possible effort to obtain accurate information
Exercise considerable judgment about the accuracy of information received, especially the
consistency of hygiene information received from different sources
Consider the facility’s food inspections records while under its current management
Determine whether the manager has had food safety training and applies it through employee
training, supervision and hazard control systems at the facility. Good practices include:
o Management supervising and inspecting food handling practices of all shifts on a routine basis
o Training that addresses personal hygiene and supervision of hand washing practices
o Management has a routine practice of evaluating employee hygiene practices, such as
washing hands upon entering a food preparation area and on leaving a restroom
o Hand washing facilities are checked frequently each day for adequate supplies, and
operational records are kept
o High risk food handling tasks of ready-to-eat food are designed so that direct handling of food
and cross-contamination are minimised
o An effective management policy is in place to encourage employees to report illnesses and not
to work with symptoms that could indicate a communicable disease (e.g. diarrhoea or
vomiting), and that sick leave and exclusion records are well maintained.

Consider follow up of patrons if the food handler, while infectious, directly handled food that was not
subsequently cooked prior to serving AND had diarrhoea or poor hygienic practices AND patrons can
be identified and provided with PEP within two weeks of exposure. Use of PEP should be considered
in institutional settings where multiple exposures among patrons may have occurred. PHU staff must
work in close collaboration with the jurisdictional food safety officers in managing the risk to other staff
and patrons.
a) Risk to other food handlers and patrons from a food handler diagnosed with HAV
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Food handlers can transmit HAV to patrons and co-workers through contaminated food, and possibly
utensils or surfaces. If the investigation shows that other food handlers at the facility are at risk
because they either ate food prepared by the case, or because they shared toilets or washing facilities
with the case, then PEP should be provided to those who are unimmunised. Where other cases are
suspected among food handlers, blood should be collected (with consent) for testing.
b) Risk communication – patrons
It can be difficult to identify all people who may have been exposed to food prepared by a case. It is
therefore important to evaluate the degree of risk to patrons by assessing the risk behaviours of the
case. Where a risk is identified, there are two primary reasons to alert patrons:
•
•

To provide PEP to potentially exposed individuals and prevent illness in them
To warn and educate persons who may be already incubating the infections (and their doctors)
about their exposure, in order to facilitate rapid diagnosis and to prevent a subsequent generation
of cases. (Public announcements can be worthwhile even if it is too late to offer PEP to exposed
individuals).

These measures can be readily applied in a setting where at-risk groups are easily located, such as a
school, childcare centre or private home. For restaurants and sandwich shops it sometimes becomes
necessary to notify those at risk through the news media or other forms of public announcements. The
food service facility operators should be counselled about their responsibility to protect the public’s
health and the need to cooperate in public alerts.
c) Risk communication – general public
After a careful risk assessment, the PHU should alert the general public about a food outlet or
infectious food handler (through the news media) when there is evidence of infection in other food
handlers or patrons at the site, AND there are significant concerns about food safety breaches AND if
patrons cannot be easily contacted within two weeks of exposure. Suspected common-source
outbreaks unrelated to food preparation should be clearly communicated. The PHU should consult
with the state/territory communicable disease branch (CDB) staff, food safety officers and media units
before going public. The CDB may convene an expert panel to advise in difficult cases.
d) General principles for decision-making (refer Appendix 2)
The pivotal decision points for contact management of a HAV-infected food handler relate to:
•
•
•
•
•
•

Whether the food handler was working during the infectious period and had contact with high risk
ready-to-eat food
If patrons or staff had repeated exposures
If the food handler had good hygiene practices and was free of diarrhoea during the infectious
period
If the current management has good food service training and there is an effective hazard control
system in the facility
If patrons/ contacts can be identified and contacted within two weeks
If there is evidence of infection in other food handlers or patrons.

Good hygiene standards include: the case always uses gloves or utensils appropriately; changes
gloves when food preparation is interrupted; meticulously washes hands after toileting and before food
preparation; has access to adequate and clean toilet facility; management has undertaken approved
training and implements an approved hazard control system; hand washing facilities are clean, wellstocked (with soap and disposable towels), accessible and well-utilised; food is adequately heated or
refrigerated and not left out for extensive periods; and surfaces are regularly cleaned and sanitised.
High risk situations arise when there is a history of multiple exposures by staff or patrons and where a
facility’s or a food handler’s hygiene standards are questionable. In these circumstances, consider
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communicating the incident through the media, offering of PEP to contacts, and implementing
exclusions.
If there is evidence of infection in other food handlers or patrons, irrespective of hygiene standards in
the facility or staff, re-evaluate the risk to the public and undertake a thorough investigation of the
premises. This would include corroborating evidence with a range of stakeholders, review of illness
registers and past inspection/audit records, search for council orders or fines and complaints to
council, and the sending away of multiple specimens for testing.
Low risk scenarios for ongoing transmission from an infected food handler are ones where there is no
evidence of hygiene breaches (cross-contamination issues etc.) and no evidence of transmission of
HAV infection to others. PEP should be offered to other food handlers even in this situation to prevent
secondary cases in critical staff and because food handling staff may have consumed contaminated
food.8
In all instances, other food handlers at the establishment in question should be evaluated to determine
whether any have, or recently have had, HAV, and if it was locally acquired. Past inspection records
should be reviewed and interview statements should be corroborated. The potential for breaks in
proper practices should be carefully evaluated. The PHU and food service managers should monitor
food handlers who are at risk of HAV for one incubation period (50 days) after their last exposure to
the index case.
Opportunities for PEP are often missed either because the infected food handler did not receive a
diagnosis of HAV infection until after transmission to patrons had occurred, the case was not reported
to the local public health authorities, or reported food handling practices incorrectly indicated a low risk
of transmission.8 PEP should not be offered to exposed persons after secondary cases have begun to
occur because the two week window of opportunity for effective PEP will have elapsed, unless other
infected food handlers with later symptom onsets have been identified, or prevention of tertiary cases
is being considered.
e) Outbreak investigation
There is a different approach to investigating outbreaks of HAV illness from: (1) a localised point
source and (2) a widely distributed food. In the latter case, it may be necessary to undertake
hypothesis generation of transmission pathways through trawling questionnaires and other tools; to
communicate with neighbouring public health units, jurisdictions and national bodies; to test food and
water supplies; and to test epidemiological hypotheses through analytic studies (case control and
cohort). A detailed discussion of outbreak investigation is beyond the scope of this guideline. In both
scenarios prompt action must be taken to determine the:
•
•
•
•
•

Likely source of transmission (e.g. water, distributed frozen food, shellfish etc.)
Size of the outbreak
Likely number of affected people and their risk of transmission to others
Type of facilities affected (e.g. residential and aged care facilities, supermarkets, restaurants)
The best means to curb further spread.

Depending on the affected population and setting, control strategies may also include:
•
•
•
•
•
•
•
•

Active case finding
Genotyping and sequencing of HAV detected in clinical or food samples
Exclusion of cases and suspected cases from at-risk work
Closure of affected facilities or food outlets
Trace-back of suspected food sources
Sending alerts to doctors in the community
Conducting media alerts to the wider community
Taking other measures such as the community-wide promotion of vaccination.
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Locally-acquired cases in men who have sex with men
Cases of HAV reported in MSM with no history of overseas travel during the incubation period should
prompt careful questioning to identify sexual contacts who may have been the source of infection, or
who may have been exposed to the case while he was infectious. Specific inquiry should be made
about visits to public sex venues, use of mobile phone apps to find sexual partners, and all other
regular and casual sex partners during the periods of interest.
Partners who can be identified within two weeks of contact with the case while infectious should be
assessed for symptoms of HAV infection and offered PEP if not already immune. If high risk settings,
or persons at higher risk from HAV, are identified, consideration should be given to:
•
•
•

public alerts (targeting MSM community media), emphasising vaccination and risk reduction
practices, hand washing after toileting, before eating, before preparing food or drink, after handling
condoms and sex toys/equipment, and after sex
signage or campaigns in public sex venues
clinician alerts, emphasising early detection of cases and routine vaccination of MSM
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Hepatitis A Fact Sheet
Hepatitis A Public Health Unit Checklist
National Questionnaire on investigation of hepatitis A cases (link on website).
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15. Jurisdiction specific issues
Links to State and Territory Public Health Legislation, the Biosecurity Act 2015, and the National
Health Security Act 2007:
health.gov.au/internet/main/publishing.nsf/Content/cda-state-legislation-links.htm
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Appendix 1: Algorithm for the management of household contacts of cases of acute hepatitis A.
Modified from the 2009 UK guidelines, Appendix A, page 17.

9

Household contact of case of hepatitis A
with no history of hepatitis A vaccine or
laboratory confirmed hepatitis A

B
> 14 days post
exposure (All contacts)

A
≤ 14 days post
exposure

A1
Chronic liver
disease or HIV
infection or
immunosuppressed

A2
Previously
healthy

A2.1
Aged <12
months

A2.2
Aged 12
months to
40 years

A2.3
Aged
>40 years

A2.1
Vaccinate
carers
AND/OR
exclude
infant from
childcare
AND
NHIG

A2.2
Hepatitis
A vaccine

A2.3
NHIG
and/or
vaccine

A1.1
NHIG
Because of
reduced and
delayed immune
response to
vaccine and risk
of severe illness
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B1
Non-food
handler

B2
Food handler

B1.1
Health
and
hygiene
advice
only

B2.1
Risk
Assessment
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Appendix 2: Algorithm for case and contact management of food
handlers with acute hepatitis A and prepared ready to eat foods.
Food handler with acute Hepatitis A
AND was working during the infectious period
AND had contact with high risk ready-to-eat
food

A
Food handler did not have good hygiene
practices or had diarrhoea while infectious and
working,
OR facility manager did not receive food service
safety training nor uses a hazard control system

A1
Patrons cannot be easily
identified within 2 weeks
of exposure

•

•

•
•
•

A1.1
High risk
Exclude index case
and educate staff and
management on
hygienic practice
Notify patrons through
news media if on-site
transmission has
occurred or premises
inspection confirms
poor hygiene practices
Offer appropriate PEP
and fact sheet to all
exposed contacts
Advise contacts to
minimise at-risk duties
or behaviour
Maintain strict hygiene
practices

•

•
•
•

•

B
Food handler had good hygiene practices and no
diarrhoea while infectious and working,
AND facility manager received food service
safety training and uses a hazard control system

A2
Patrons can be
identified within 2
weeks of exposure

B1
Evidence of infection in
other food handlers or
patrons

A1.2
High risk
Exclude index case
and educate staff and
management on
hygienic practice
Offer appropriate PEP
and fact sheet to all
exposed individuals
Advise all contacts to
minimise at-risk duties
or behaviour
Public announcement
to prevent a further
generation of cases
as required
Maintain strict
hygiene practices

B1.1
Moderate to high risk
Risk to patrons should
be re-evaluated
Search for common
source and send
specimens for serology
and genotyping
Investigate illness
register and premises for
hygiene breaches
Exclude from work all
cases who are food
handlers or who provide
personal care
Offer appropriate PEP to
identifiable at-risk
patrons, staff and their
close contacts
Maintain strict hygiene

•
•

•
•

•

•

B2
No evidence of infection
in other food handlers
or patrons

•

•

•

•
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B2.1
Probable low risk
Transfer case to less
risky role or exclude
until end of infectious
period
Offer appropriate PEP
to other food handlers
(if they ate ready to
eat food handled by
the case or shared
toilets or washing
facilities) and to
contacts with
repeated exposure
PHU and food service
managers should
monitor at risk food
handlers for 1
incubation period (50
days) after last
exposure
Maintain strict hygiene
practices
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Appendix 3: Hepatitis A Fact Sheet
Hepatitis A is a contagious viral infection of the liver. It is spread by ingesting contaminated food or
water or by direct contact with an infected person. Vaccination prevents infection.
What is hepatitis A?
'Hepatitis' means inflammation of the liver. It can be caused by chemicals or drugs, or by other
infections (e.g. bacterial, fingal, parasitic) can cause hepatitis. The hepatitis A virus is a common
cause of infectious hepatitis and unlike B and C is not easily spread through the blood. Infection
with one type of hepatitis virus does NOT give protection against infection with other hepatitis
viruses.
What are the symptoms?
Symptoms include feeling unwell, tiredness, fever, nausea, lack of appetite, abdominal discomfort,
and occasionally joint pains, followed by dark urine, pale stools and jaundice (yellowing of the
eyeballs and skin). Jaundice, dark urine and pale stools do not occur in all cases.
Illness is usually mild and lasts one to three weeks. It is almost always followed by complete
recovery. Occasionally it is more severe and symptoms can last longer, particularly in people with
chronic liver disease. Small children who become infected usually have no symptoms.
Hepatitis A does NOT cause long-term liver disease and deaths caused by hepatitis A do occur but
are very rare. Occasionally people are hospitalised for the disease and can have relapsing
symptoms after the disease has seemed to have cleared.
The period between exposure to the virus and the development of symptoms is usually about four
weeks, but can range from two to seven weeks.
How is it spread?
Infected people may pass on the virus to others typically from two weeks before the development
of symptoms until one week after the appearance of jaundice, or until two weeks after the onset of
symptoms if there is no jaundice (about four weeks in total). Caution is advised even beyond this
period as the virus can be shed in stools for longer periods.
Large amounts of the virus are found in the faeces (stools) of an infected person during this
infectious period. The virus can survive in the environment for several weeks in the right
conditions.
Hepatitis A is usually transmitted when virus from an infected person is swallowed by another
person through:
•
•
•
•
•

Eating contaminated raw, frozen or undercooked food
Drinking contaminated water
Transferring the virus onto hands and eventually mouth after handling soiled nappies, linen or
towels of an infectious person
Sharing personal items such as toothbrushes
Direct contact (including sexual) with an infectious person.

Outbreaks of hepatitis A have been traced to:
•
•
•
•

Person-to-person spread
Sexual contact especially among men who have sex with men
Drinking water contaminated with sewage
Eating food that has been contaminated at its source such as vegetables, berries and shellfish
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•
•

Eating food contaminated by an infectious food handler
Child-care centres, nursing homes and prisons.

Infection with hepatitis A continues to be a problem for people travelling overseas, especially
people visiting developing countries where hepatitis A is common.
Who is at risk?
Those who have not had hepatitis A or who have not been vaccinated against it, are at risk of
catching the disease.
How is it prevented?
Vaccination
A safe and effective vaccine is available against hepatitis A, but may take two weeks or more to
provide protection. It can protect someone exposed to the virus if given within two weeks of
contact. A two-dose course six months apart is recommended for long-lasting protection.
Vaccination is recommended for the following higher-risk groups:
•
•
•
•
•
•
•

Travellers to countries where hepatitis A is common (most developing countries)
Men who have sex with men
Child care and pre-school workers
The intellectually disabled and their carers
People who use / inject illicit drugs
People with chronic liver disease
People with haemophilia needing regular blood products.

What else can be done to avoid hepatitis A?
Everyone should always wash their hands thoroughly with soap and running water for at least 10
seconds and dry them with a clean paper towel:
•
•
•
•

After going to the toilet
Before eating
Before preparing food or drink
After handling objects that may have been contaminated with body fluids, such as nappies and
condoms.

What can be done to avoid infecting others?
If you have hepatitis A, as well as washing your hands thoroughly, you should avoid the following
activities while infectious (your doctor will advise, but typically you are infectious until at least one
week after onset of jaundice or two weeks after the onset of symptoms if there is no jaundice):
•
•
•
•
•

Do NOT prepare food or drink for other people
Do NOT share eating or drinking utensils with other people
Do NOT share linen and towels with other people
Do NOT have sex
Wash eating utensils in soapy water, and machine wash linen and towels.

All people who have hepatitis A should check with their doctor before returning to work or
school.
The following people have increased risk of passing hepatitis A on to others and must
check with their doctor before returning to work or school:
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•
•
•

People who handle food or drink
People whose work involves close personal contact, such as child carers and health
workers
Children who attend child-care facilities

How is hepatitis A diagnosed?
Diagnosis is usually based on the patient's symptoms and confirmed by hepatitis A antibody
testing on the patient’s blood. Occasionally, hepatitis A DNA testing (PCR) may also be used for
diagnosis on blood or faeces samples.
How is it treated?
There is no specific treatment for hepatitis A. Rest, good nutrition and fluids are recommended.
Avoiding alcohol will reduce the stress on the liver. Household contacts and sexual partners of an
infectious person may need to be immunised. Vaccination may prevent illness if given within two
weeks of contact with the infectious person.
What is the public health response?
Doctors, hospitals and laboratories must confidentially notify cases of hepatitis A infection to the
local Public Health Unit (PHU).
Public Health Unit staff will work with the doctor, the patient or the patient's family to identify close
contacts at risk of infection and arrange for those at risk to receive information about the disease.
PHU staff follow special guidelines for managing cases of hepatitis A in people who attend or work
at a child-care centre, and in people who handle food for sale.
Public Health Unit staff will also investigate outbreaks of hepatitis A to identify the cause of the
outbreak, control its spread and prevent further infections.
For more information:
Contact your health practitioner or local Public Health Unit.
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Appendix 4: Hepatitis A Public Health Unit Checklist
Contact the patient and their doctor to:
 Obtain patient’s travel history
 Obtain patient’s risk exposure history
 Obtain patient’s previous hepatitis A vaccination history
 Identify likely source of infection
 Confirm onset of symptoms (if any)
 Confirm results of relevant pathology tests
 Ensure that the patient is aware of diagnosis
 Ensure that contact tracing has commenced
 Refer contacts that have been exposed to the hepatitis A virus in the preceding 14 days for
post-exposure prophylaxis

Contact the laboratory to:
 Obtain any outstanding results

Confirm case:
 Assess information against case definition

Other issues:
 Report case to the local jurisdictional health department
 Enter case onto Notifiable Disease Database
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