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Hepatitis A is an acute, usually self-limiting
disease of the liver caused by hepatitis A
virus (HAV). The incidence of hepatitis A is
closely related to socio-economic develop-
ment and sero-epidemiological studies show
that prevalence of anti-HAV antibodies in
the general population varies from 15% to
close to 100% in different parts of the world.

An estimated 1.5 million clinical cases of hepati-
tis A occur each year. In young children, HAV
infection is wusually asymptomatic whereas
symptomatic disease occurs more commonly
among adults. Infection with HAV induces life-
long immunity. In areas of low endemicity,
hepatitis A usually  occurs as single cases
among persons in high-risk groups or as out-
breaks involving a small number of persons. In
highly endemic areas, most persons are asymp-
tomatically infected with HAV during childhood
and clinical hepatitis A is uncommon. In coun-
tries of low and intermediate endemicity, adult
disease is seen more often and hepatitis A may
represent a substantial medical and economic
burden.

Transmission occurs primarily through the
faeco-oral route and is closely associated with
poor sanitary conditions. The most common
modes of transmission include close personal
contact with an infected person and ingestion of
contaminated food and water. The virus is shed
in the faeces of persons with both asymptomatic
and symptomatic infection. Under favourable
conditions HAV may survive in the environ-
ment for months. Bloodborne transmission of
HAYV occurs, but i1s much less common.

The average incubation period is 28 days, but
may vary from 15-50 days. Approximately 10-
12 days after infection, the virus can be detected
in blood and faeces. In general, a person is most
infectious from 14-21 days before the onset of
symptoms, through 1 week after the onset of
symptoms.
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Hepatitis A

Antibodies against HAV develop in response to
infection and sero-prevalence can be used as a
marker of viral transmission in a community.
The lowest seroprevalence is found in the Nor-
dic countries (about 15%). In other parts of
Europe and Australia, Japan and in the United
States, 40%-70% of the adult population has
demonstrable antibodies to HAV. Practically all
adults living in developing areas of the world
have serological evidence of past infection.

The risk of developing symptomatic illness fol-
lowing HAYV infection is directly correlated to
age. In children aged < 6 years, HAV infection
is usually asymptomatic, with only 10% develop-
ing jaundice. Among older children and adults,
infection usually causes clinical disease, with
jaundice occurring in more than 70% of cases.
Therefore, highly HAV-endemic regions are
characterized by asymptomatic childhood infec-
tion, with only the occasional occurrence of
clinical hepatitis A.

For practical purposes, the world can be divided
into areas of low, intermediate and high en-
demicity, although there may be regional differ-
ences in endemicity within a country. In areas of
low endemicity, the disease occurs mainly in
adolescents and adults in high-risk groups (e.g.
homosexual men, injection-drug users), and in
certain subpopulations (e.g. closed religious
communities). Some of these groups may also
experience periodic outbreaks of hepatitis A. In
areas of low endemicity, occasional food and
waterborne outbreaks of hepatitis A occur.

In areas of intermediate endemicity, transmis-
sion occurs primarily from person to person in
the general community, often with periodic out-
breaks. In these countries many individuals es-
cape early childhood infection, but are exposed
later in life when clinical hepatitis occurs more
frequently. In these areas, most cases occur in
late childhood and early adulthood.
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In areas of high endemicity, where the lifetime risk of infection
is greater than 90%, most infections occur in early childhood
and are asymptomatic. Thus, clinically apparent hepatitis A is
rarely seen in these countries. Countries in transition from
developing to developed economies will gradually move from
high to intermediate endemicity and hepatitis A is likely to
become a more serious problem in these areas.

Although hepatitis A is mostly self-limiting and rarely fatal,
the disease may represent a substantial economic burden, par-
ticularly in countries with low and intermediate incidence
rates

The pathogen and the disease

HAV is a member of the Picornaviridae family that includes
both the enteroviruses and rhinoviruses of humans. Being the
only species member, it constitutes its own genus named hepa-
tovirus. HAV is a non-enveloped (naked) virus of 27-28nm
diameter without morphological features differentiating it
from other picornaviruses. Four structural proteins encapsu-
late the RNA genome. Neutralization sites for anti-HAV anti-
bodies are mainly contained in 2 of these proteins. Although 6
genotypes of HAV have been identified, there appears to be no
variation detectable by serology in these neutralization sites.
The virus is relatively stable at low pH and moderate tempera-
tures, but is inactivated by high temperature (almost instantly
at 85 0C), and by formalin or chlorine.

The clinical course of acute hepatitis A is indistinguishable
from other types of acute viral hepatitis. Symptoms typically
include fever, malaise, anorexia, nausea and abdominal discom-
fort, followed by dark urine and jaundice. The severity of dis-
ease and mortality increases in older age groups. The conva-
lescence following hepatitis A may be slow and is character-
ized by fatigue, nausea and lack of appetite. Complications of
hepatitis A include relapsing hepatitis, cholestatic hepatitis and
fulminant hepatitis. Fulminant hepatitis occurs in approxi-
mately 0.01% of clinical infections and is characterized by
rapid deterioration in liver function and a very high fatality
rate. Chronic infection with HAV does not occur. No specific
antiviral therapy is currently available.

The aetiological diagnosis is made by the demonstration of
IgM antibodies to HAV (IgM anti-HAV) in serum. Detection
of the virus or viral antigens in the stool is of limited value for
routine diagnosis.

Protective immune response

Protective antibodies develop in response to infection and per-
sist for life. The protective role of anti-HAV antibodies have
been demonstrated by the protection against hepatitis A re-
sulting from passive immunization with serum immunoglobu-
lin. The effect of mucosal immunity on HAV infection is not
known.

Justification for vaccine control

Although usually a self-limiting disease without serious seque-
lae and with a low case-fatality rate, human suffering may be
considerable. In addition, direct and indirect medical costs
including the infection control measures involved may impose
a considerable economic burden on society. In countries where
clinical hepatitis A is an important health problem, immuniza-
tion is likely to be a cost-effective public health tool to control
the disease.
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Hepatitis A vaccines-Techniques for growing HAV in cell cul-
ture have made it possible to generate sufficient amounts of
virus for vaccine production. Several inactivated or live attenu-
ated vaccines against hepatitis A have been developed, but
only 4 inactivated hepatitis A vaccines are currently available
internationally. All 4 vaccines are similar in terms of efficacy
and side-effect profile. The vaccines are given parenterally, as
a 2-dose series, 6-18 months apart. No vaccine is licensed for
children aged < 1 year.

Three vaccines are manufactured from cell culture adapted
HAYV propagated in human fibroblasts. Following purification
from cell lysates, the HAV preparation is formalin-inactivated
and adsorbed to an aluminium hydroxide adjuvant. The fourth
vaccine is manufactured from HAV purified from infected hu-
man diploid cell cultures and inactivated with formalin. This
preparation is adsorbed to biodegradable 150 nm phospholipid
vesicles spiked with influenza haemagglutinin and neurami-
dase.

A combination vaccine containing inactivated hepatitis A and
recombinant hepatitis B vaccines has been licensed since 1996
for use in children aged 1 year or older in several countries.
The combination vaccine is given as a 3-dose series, using a 0,
1, 6 month schedule.

Hepatitis A vaccines are all highly immunogenic. Nearly 100%
of adults will develop protective levels of antibody within 1
month after a single dose of vaccine. Similar results are ob-
tained with children and adolescents in both developing and
developed countries. The protective efficacy of the vaccine
against clinical disease was determined in 2 large trials.
Among almost 40 000 Thai children aged 1-16 years the pro-
tective efficacy was 94% (95% confidence intervals: 82%-99%)
following 2 doses of vaccine given 1 month apart. Among ap-
proximately 1 000 children aged 2-16 years, living in a highly
endemic community in the United States, the efficacy of 1 dose
of vaccine was 100% (95% confidence intervals: 87%-100%).
Although 1 dose of vaccine provides at least short-term pro-
tection, the manufacturers currently recommend 2 doses to
ensure long-term protection. In studies evaluating the dura-
tion of protection of 2 or more doses of hepatitis A vaccine,
99%-100% of vaccinated individuals had levels of antibody
indicative of protection 5-8 years after vaccination. Kinetic
models of antibody decay indicate that the duration of protec-
tion is likely to be at least 20 years and possibly lifelong.

Post-marketing surveillance studies are needed to monitor
vaccine-induced long-term protection and to determine the
need for booster doses of vaccine. This is especially true in
areas of low endemicity where natural boosting does not oc-
cur.

Contraindications to hepatitis A vaccination include a known
allergy to any of the vaccine components. Hepatitis A vaccine
may be administered with all other vaccines included in the
Expanded Programme on Immunization and with vaccines
commonly given for travel. Concurrent administration of im-
mune serum globulin does not appear to influence significantly
the formation of protective antibodies.

Source-Hepatitis A vaccine,available from http.//www.who.i n t/
immunization/wer7505Hepatitis%20A_Feb0o_position_ paper.pdf

Compiled by Dr. Madhava Gunasekera of the Epidemiology Unit

Page 2 |



(=)
<
()
=
S
<
o
>
o
=
S
N
N
<
s

siedsH [esip=,snyedaH A ‘Jons4 snydA|=,4aA84 | ‘Buiuosiod poo4= ,uosiod 4 ‘18A84 JUBJUT=,18A84 J ‘SOIqeY UBWNH =,SAIqeY H'JedA Sy} J0j SISED SAjeINWN) = g "88Mm Juaund ay) buunp papodal sese) = ¥
ssaus}e|dwo) ., 99z:98M Jualnd sy} Joj papiroid ejep syun Buodal jo JaquinN "€ syun Bupodal jo Jequuinu [ejo] €10Z  JOqUIBAON G0 10§8q JO UO PAISISI SUINSI O} SI9Ja) Ssauljawl] =],
(@oyM) saseasiq ajqealunwiwo) jo suin}dy A¥asp :99inog

»sfov ] 1 Jolm o] e 9o Jol s JofzJojorJoja]t| e Jo]z]olar]e]ver o]
j6e |19 | e Jol e [tleaJz] v jojwms]a]u |r]osefs] s o] o Jofes oo |sior] ]
o || ¢ ol e 1 sa vl ool folssel s [v]mlo] e fe]s Jojac]e]wr o]
s oo | oo [c] v o] oo cleo]efolweofme oo lr] ¢ Jolafofror]r]se]ev]
[t ss | ss ol oo |efoe el v Jolos el s Jofuew]oclol oe [1]o[r]er]or]sse]er]
e ] ¢ ol ol e r]lofolofolvole [t]alol s Jolvjofon]e]en]c]
ov oo | st [o] 5 |0 8 [olclol T [ol ¢ o[ [o]e [of or [0l clo[se[T]m[0]

Page 3

02th-08th October (45t Week)

0o ] ov| v Jol s ol o JoloJol¢]olorfoflsifolse]o] s Jolelolw]olm o
ajee] o o] ss ]| wi o]t Jolafolwels] 6 Jofena]ae]s]orjofsee|a] e
sz | sc| ooe ol us | v | o |r]oJoles]eles [ojeor elve]ol s Jolec ol [y
eefce]| o Jo]aoeeloolwe el [r]oe]rfaec]o] o Jre ofess]e]s]e
s jes| s |1]orJo]serfolofolwmfvfe efour]ale]ali[nojew]|e]w|s
oz o2 | s o] e st |r]oJojurfv]refr]ee ar]o o] o Jole]ofost]o|me]a
0| «] @ [v)a]v]a |viavie|via|via|via|v]afvialviae|v|)a v |

rted by Medical Officers of Health

Iseases repo

Selected notifiable di

Table 4




WER Sri Lanka - Vol. 40 No. 46 09th— 15th November 2013

Table 1: Vaccine-Preventable Diseases & AFP 02t November- 08t November 2013 (45t Week)

AFP* 01 00 00 01 01 | 00 | OO 01 00 04 01 90 68 + 32.03 %

Mumps 00 05 01 01 02 | 01 01 00 00 11 21 1347 4021 - 66.5 %

Rubella 00 00 00 00 00 | 00 | OO 00 00 00 - 27 - -

Tetanus 01 00 00 00 00 | 00 | OO 00 00 01 01 22 12 +83.3 %

Japanese En- 00 00 00 00 00 | 00 | OO 00 00 00 - 66 - -
cephalitis

Tuberculosis 03 00 00 02 12 | 00 | 0O 18 37 72 226 7088 7711 -8.1%

Key to Table 1 & 2

Provinces: W: Western, C: Central, S: Southern, N: North, E: East, NC: North Central, NW: North Westem, U: Uva, Sab: Sabaragamuwa.

RDHS Divisions: CB: Colombo, GM: Gampaha, KL: Kalutara, KD: Kandy, ML: Matale, NE: Nuwara Eliya, GL: Galle, HB: Hambantota, MT: Matara, JF: Jaffna,
KN: Killinochchi, MN: Mannar, VA: Vavuniya, MU: Mullaitivu, BT: Batticaloa, AM: Ampara, TR: Trincomalee, KM: Kalmunai, KR: Kurunegala, PU: Puttalam,
AP: Anuradhapura, PO: Polonnaruwa, BD: Badulla, MO: Moneragala, RP: Ratnapura, KG: Kegalle.

Data Sources:

Weekly Return of Communicable Diseases: Diphtheria, Measles, Tetanus, Neonatal Tetanus, Whooping Cough, Chickenpox, Meningitis, Mumps., Rubella, CRS,

Special Surveillance: AFP* (Acute Flaccid Paralysis ), Japanese Encephalitis

CRS** =Congenital Rubella Syndrome

AFP and all clinically confirmed Vaccine Preventable Diseases except Tuberculosis and Mumps should be investigated by the MOH

Dengue Prevention and Control Health M essages

Thoroughly clean the water collecting tanks bird baths, vases and other
utensils once a week to prevent dengue mosquito breeding.
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