v

F

+

—r—

3~

HEFATITIS E -~ VIiRuUsS FﬂﬁxFiF(EZF?ES
R S SN, 0

I HEFATOSFLERNMOMEGAL IC
—

FaAaT IENTS
S ————————

THESIS
SUBMITTED IN THE PARTIAL FULFILMENT OF

THE ™MASTEFR DEGREE IN

CLINICSL. FATHOLOGY ! ’,,*._,_,;

R i

EY
SAM IR ITEFRAHIM AHMED KODIERAOA

M.EL L E. Ch. —

SURERVISED RY /
; —FAOF - DR \:\

\1

T

R

\

OSAIME El. SAYED SEL I™M \-—._..Jﬁ?"

st p e © e LA -
FROM. OF Tt INTCAL i(«THﬁ DG
AN LM Pl Ty OF MEDICINE

FI1I=OF - DR .
EO

AERED EL - I<Aakirman EL—ZAYabDI

M —— vy v )

FRZFS. OF TROF ICAL MEDICINE T
AT M Falo T OF MELITINE '
1
DR. HEEREAS SEDEREY R '
-
LECTURER OF CLINITAL PATHOLOGY
AIN SHAMS FACULTY OF MEDICINE _-

- .
FACIN YY OF MEDICINE 7;3
AIN LS IINIVERST T Y P

1 383 R
3 - T e

Central Library - Ain Shams University




" Sl ' W e, "
. .. A & Moo
P — I - i vme iy
| 1 B
ot
!
P U
| ) . L Lo .
O [T S T A M T
" [ ST S ;
) . ‘ .
| | v
e .
" B - .
' , ,
- “w. K
T ~
T, , N
R
%
h '
w o } 1
" _
R SRR — R —— — S e

i
pahal 3=,
-t - -
YT . 225,

Central Library - Ain Shams University



m
/‘- -
.
ST

::L% 1 :éf %
-— = [ i
,f:EE = 5::_'::

L ‘\ |

Central Library - Ain Shams University



g e

“ M“ wm w Ewm - m ‘ o i
sxm;m mm to mm. mm " mm .

mf of muuu Pathblm, mm ty' of wajum, |

¥ van c,muwmp gratitade to Huor.
H. m u—mﬂ u-zsum‘.  Prof. of Tropival.
Hedﬁcﬁm. Ate Stigwis Feengty of Meicime, For Mis
mt mxp and sinme fn”w ap.

T mr" aroat mwum goes to M m m |

Lectuner Y c!imcal ratmuow, Ain smms .

W‘f”ﬁf """" m m m WW.& dhd

cmsunt help amd M her ra.!ua.ble sludmce.
Also, T would 1i1ke to thank DR FADYA ABU
BASHA, the head of Rlood Bank, Ain Shams

Specialized Hospital for her sincere effort to

‘bejp us to folfi] thjs work especially the

practical part.
I also thank my collieagues and all who

assisted me in this study.

Central Library - Ain Shams University




CONTENTS

* INTRODUCTION AND AIM OF WORK - - ——— _ - _ __.___
* REVIEW OF LITKRATURE - —----— o _________
- ¥Viral Hepatitis -----——-- - ________________

- Mode of transmission of Hepatitis B virus

- Hepatliis B virus ------—--—_«_____________

- The virus family ------_-_____________

- HBY structure ------—-_____________.____

- Hepatitis.B surface Antigen [HBsAg --.
- Hepatitis-B Core Antigen [HBcAg] and Antj-
Hepatitis.-B core [HBCAD) - - — = ——« oo ___

- Hepatitis.Be Antigen [HReAg) and an tibogy
[HBeADb] —----eo .
- Post-Transfusion Hepatitfis ----—--—_ . ____.
- Delta virus ----—-oo . ______ _______
-~ The spleen - --——o . ____________. S
- Chronic liver disease apd HBV - oo

~ Concomritant Schistosomiasis and HBEs Antigen-

Central Library - Ain Shams University

e

10

10

10

13

14

156

27

39

S0

73

a0

at

a4



I'I\I\l"‘\Il.il..lh|||.|uilm'yrv
LA
b . e by A CRTTOEE
Lo ¥ Vit
MR Wil
R \
|

AR

0 b
i

A

[P e o

Central Library - Ain Shams University



TNTRODUCTIOIN AND ATM OF WORK

Introduction

when serological tests for hepatitis B virus [HBYV]
markers were developed hepatitis B verus was identified as
the main cause of viral hepatitis in normal population. In
Egypt, the frequency of hepatitis B surface antigenaemia
among the normal population varies from [1.5%] to [3.7T%] 1in
urban and rural areas, [Noomon et al., 1273]. Among
schistosomal patients this fregquency was found to be 4. 27
{El1-RaziKky et al., 1979); 15, 9% [Nooman et al., t978); 20.57
[Issa, 1979]; 22% [El = Zayadi 1983). In fact scistosomal
patients are imore l1ikely to retain the hepatit;s B surface
antigen [HBs Ag] for a longer period than the normal

population if they are exposed to HBV. This was attributed

to the immunological status of the host, [Nooman et al.,

7.
o~ ”

¢+973]. However, current evedence shows that cell-medjated

imrune mechanisms appear to play a Key role in the
resolution or persistence of HBY infection, {zucherman,
1981,

In Egypt, » 1it’s Known that schistosomiasis plays an
important role in hepatosplenomegaly. But, at the same time,
there are many other causes of such a case. S0, we think
it°’s important to widen the scope in search of the fregquency

of HBV among hepatosplenomegalic patients in general
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Alm of work :

It was our aim to through light on:
The frequency of HBYV marKers among Egyptian patients

suffering from hepatosplenomegaly.
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VIRAY FHEPATITIS

Knowledge of viral hepatitis has expanded greatly in
the last ten years and several excellent monographs on the
subject have been published, {Krugman and Groche, 1978; Vyas

et al., 1978 and Sherlock, 1981).

Hepatitis is a severe viral disease of man that is
actually increasing 1in incidence as a result of changing
s50cial conditions and lacK of effective vaccine [ZucKermnan,
1978]. In general, "Hepatitis®” literally means inflammation
of the liver, but practically 11°s an injury of hepatocytes
that initiates inflammatory reations. Indeed, the injury is
what is measured with the various hepatic tests and probably
15 responcible for rmany of the clinical synmptoms.
Inflammation mway persist in and around the portal tracts
after hepatocyte injury has subsided, and then it represents
"self perpetuation” which may be related to 1imxuncologic

ciculatory or wvarologic factors, (Popper and schaffner,

19701},

Many viruses are EKnown to cause hepatitis. These
include viral hepatitis type A ([infectious hepatitis,
epidemic catarrhal Jaundice, short-ioncubatjon hepatitis]
caused by hepatitis A virus [HAV],; viral hepatitis type B

[Serum or transfusion hepatitis, homologous serwn jaundice,
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long-incubation hepatitis) caused Dby hepatitis B virus
{HBY]; viral hepatitis type non-A, non-B caused by one or
more nen-A, non-B heptitis viruses, [Hooinagle et al., 1985;
Hollinger and Dreesman, (9867 In addition, there is a new
liver disease, viral! hepatitis type D It's cansed Dby a
recently discovered agent designated hepatitis D virus
THDV ). Generally speaking this is a defectlive virus which
requir:.s the presence of infectious HBY for its own
replication [Rizzotto M, 1983, Other viruses that may
occasionally be irplicated 1in hepatitis include humran
cytomegalovirus [CMV], Epstein-Barr virus. rubella virus

yellow fever virus, herpes sinmpiexXx virus, and some
enterovivuses [Hellinger, 1986; Aida A El Azimr et al
1987]. The great majority of clinically significant
hepatitis infections are due to the first three hepatitls

viruses mwentioned above [shanson, 1382°

Epidemionlogics) and clinical festures-wviral) bepatitis Lrres

A B, and ncn-A, nn-B

It’s evident that hepatitis B, so-called serumn, and
hepatitis A, previously called infectiouvs hepatitis, are
separate and distinct entities. The evidence 1s Dboth

clinical and immunologic., [Praince, 1968).
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4-20 weeks

2-20 weeks

- Principle

age distribnp-

tion

chiildren,
young adults

young

- Seasona]l

inocidence

throughout the

Year but tends to

tin auvoumn

- Rout of
lnfection

predominantly
fecal -oral

- Occurance
of virns in
» blood

*Jin Stool

»in prine

»In sSalivea

-2 weeks before
to <1 weeks after

Jaundice

-2 weeks before
to 2 weeks after

Jaundice
-Rare

~-Rare [saliva)

-Clinical §
Laboratory
Features
Onset

fever >38 ¢
Duration of
transaminase
elevation
Emmunogl -
oulins

[IgM levels)
Complications

Mortality
rate [icteric
cases]

HBs Ag

usually abrupt
common early
2-6 weeks

Elevated

Uncomsson, no
chronocity
< Q.57

insidious
185§ COmIon
2-6 + months

Normal to
elevated
Chronocity in

5-107
< 1-2 7

Present

[avg, 11 - 4) [avg, T—- 2]
adult 7
throughout throughout
the year the year
parentral, predomrinanthy
sexual contact parentral
Months to Months to
Yyears yYears
Absent Prcbably
absent
Absent probably
absent
Frequently unknown
Present
usually Insidious

less commron
2-6 +wmonths

Normal to
slightly
elevated
Chronocity
in 30-507
0.5-17%
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- Immnnity

Homologous Yes Yes ?
Heterologous No No No
Duration probably lifetime probably life ?
t ime
Gamma Regularly prevents prevents jaun- ?
globulin Jaundice dice only
prophylaxis if gamma
globulin

is of suffi-
cient potency
against HBY

[ Hollinger anad Pienstag, 1985)
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MODE OF TRANSMISSION OF

HEFPATITIS B VIRUS

In developed countries, the risk of exposure 1o
hepatitis B appears to bhe greatest 1n certain 4groups of

people “shanson, 1982). These 1nclude

4. Ipfants borr to mothers with acute or chronic

infection .

The virus 15 most likely to be acguired Dby

neonatetes at parturition _Mc Donald et al . 19837

2. Srringes, needles and other instrugents .

ANy instruscent that breaks the =Kin of one person
and then breaks the sKin or mpucocsza of agnother without
being steri1l1zed has the potential for trapsmitting HSV

TKotf and Galambos t 382

3. Transfusion of blocd or blocd derivfatives

since long time viral hepatitis has been
recognised to Dbe the majgor hazard of blood transfusion
and administration of blood derivatives. It has been

demonstrated that paird blood donor presents a
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significantly greater hepatitis B hazard to the
recipient than does the volunteer replacement donor

[Alter et al., 1975)

4. Haemodialysis .

Hepatitis B 1s responsible for much morbidity in
ha:modialysis units among Ppatients and staff and
several staff members have died of it [Crosnier and

Jungers, 198t].

5 Health service personnel

Viral hepatitis appears 10 Dbe an occupational
hazard for health care workKers and serologic evidence
of HBY infection is found more commonly than in the
general population. In contrast, members of health care
rpersonnel can be a source of HBV infection [Crob et

al., 1981)]

6. Contact transmission

This is suggested by several sets of epidemioclogic
observations as
a. High proportion of infection among presons hving in
the same household as an HBs Ag carrier [Perrillo et

al., 1979).
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