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Abstract

Three humdred and twenty-five pa-
tients with aecute wviral hepatitis seen
during the years 1973 to 1978 were stu-
died. There were 224 males and 101
females. The discase was more frequent
in younger individuals.

The main presenting symptoms were
anorexin, janndice abdominal pain and
fever amd the sigos were jaandice and

tender hepatomegaly.

Of 254 cases screened 37.8% had HBs
antigenemis.

The follow up showed that SGPT be-
came normal earlier than BGOT.

To ascertain the pattern of disease
a regnlar follow up of cases and the avail-
ability of more sensitive mothods for de-
tection of HBsAg are necessary (JPMA
20:109, 1979).

Introduction

Acute viral hepatitis is a widely prevalem
infectious disease for which no effective control
measures have vet been developed, Owver the
last decade there has been o tremendous ex-
plosion of new mformation about the cticlogy
and the clinical and preventive aspects of this
disease.

This report presents the clinical and bio-
cvhemical features and the clinical course of
cases of acute viral hepafitis seen at this
Cenlie.

Malerial and Meihod

Three hundred and twenty-five subjecis
included mn thizs study were referred from the
Department of Medicine, Jinnah Posigraduaie
Medical Centre during the vears 1973 1o 1978,

PMRC Research Cenire,
Medical Centre, Karachi,
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Clinical examination was done and in-
vegtipations were recorded om a proforma n
each case. Liver biopsy was done by Menghini
technique for histological confirmation of the
dipgnosis,

Blood was drawn for haematological and
biochemical  investigation. Screening for

HHsAg was done by Crossover immuno-
electrophorems.

Weckly clinical and biochemical cvalua-
tion of cases was done upto the time of re-
COVETY.

Results
Ape and Sex:

A total of 325 paticnts were studied. There
were 224 males and 101 females. The age dis-

tribution is shown in Fig. . One hundred and
seventy-seven cases were in the age group of
10-30 ycars and omly 49 above the age of 50
years.

Figl Ape & Sex Distribution In Acute Hepatitis

[ Mate
M Female

o

Mo Of Cases
00 2230405083 7080

0 0 20 30 4 5 60
Age In Years

Clinical Features:

The chinical features are shown in Table
I. The main presenting symploms were
anorcxia, jaundice, dark urine, abdominal pain
and fever and the signs were jaundice and 1en-
der hepatomegaly.

The past history s shown in Table 11
History of contact with hepatitis within 1 1o &
munths privr (o the onset of illness was obtained
in 75 (23.08%) of patients, a past history of
jaundice in 34 (10.5%) and blood transfusion
in 33 (10.2%) of patients.
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Table I: Clinical Features of Acute Viral Hepatitis

" limical Featareai No. of Carex fl'l:'fﬂldjl

Saundics 107 9138
AnoreRia 240 '.f‘l.ll;'rI|
Abdominal pain 217 &6
Dark urine 187 5754
Hepatomegaly 165 £6.91
Fever 177 440
Mausea and Vomiting 140 44 52
Fuligue 34 23,55
General Malaize 75 23.08
Arihralgis 53 1631
Splenomegaly 34 1108
Blecding f-‘lnmfﬁ!lhdn-’: 215 7.5
Lymphadenuprihy 21 B.46
Uredema I+ 411
Clubbing 9 277
Asciies ¥ .05
Coma 2 0.562

Table [1: Past Hustory
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Contact with hepalitis

Jaundice 34 104k
MDental Extraction 3 092
Alaad Tranafusiion L iy 9 kS
Injections 11 1015
Operations 5 1.54

Laboratory Investications :

The mean + SE ol haematological find-
ings are shown in Table T1L

Thirty-seven  paticnts had  anaemia
fHb £ 11G%) 35 cases had leucopenia
iWBC <« 5000/cm) and 31 leucocytosis

iWBC » 10,000 ecm) Platelet eount was below
100,000 /cmm in 7 patients and prothrombin
time mare than one and a half times normal in
I8 cawca.

Table 11I: Haematological Investigation in Acule

Viral Hepatitis

Junew i guitrn Todal  Avwie Frral Hepaimin

Mo Mean + 3.E,
He lobing G, M 1303 + 0,12
lotal WHL /Cumm 305 TH49 + 5629
FPlatelets ) Cumm 0 192030 = 4070
Prothrombin Time 114 1978 = 096

[ heconds)

l'able 1V shows the hinchemical findings.
Total bilirubin below 1.0 mg?, was observed
in I8 cases. alkaline phosphatase less than 3.1
sigma units in 7 cases, SGOT was normal in
Il and SGPT in 8 cases. These biochemical
findings show thair patiems were seen at all
stages of the disease ie. from acute to sub-
sling hepatitis.
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Tuble 1¥; Blochemical | ,
Heparitis nvestigations in Acute Wiral

Iareuigasions

Total  Acute Viral .l-.i!'.epﬂ:

. Na. Mean F 5K
Bilirubin total (mg®,) 318 10.63
Biliruhin Conj_, (mg%,) 319 766 T 033
Bilitubin Unconj. (mg%) 319 300 i_ 015
5.G.0.T, (mu/mi) 1y 6793 ¥ 233
‘:;.EI:T ;rl_r:u.r'mlj Mg 6993 + 2.18

caline Phus. 194 2
Tr{fﬂilﬂ'lll —r) 02 £ 023

ymol Turbidity (mu) 137 T.R1
‘Total Proteins (G%) 774 7.30 i gﬁ
Albumin (G =) T2 196 1 004
Globuling (G9) P 146 £+ 011

Hepatitis By Antipen

HBsAg was determined in 254 cases and
wias found posiive in ITRY  of cases
(27.17% males and 10.63% females),

Liver Biopsv:

Liver biopsics were performed in all the
cases. Lhe main histological findings are shown
in F|g: 2 and 3. Fig. 2 shows areas of collapss
and disturbed lobular architecture and Fig. 3
bnlummglut‘ liver cells, portal and sinusoidal
inflammation and liver cell necrosis,

Fig. 2. Acute hepatitis: The nx i

2 Dhotomicrograph shows
areas ol
il ‘Iﬁuﬂialtka.%fillrmhed normal lobular archis

Fig. 13- Acuu-hipnlhl-i.' The T i

: i - photomicrograph shows
balooning of liver cells, Purial and Sinusoidal in-
flammation and liver cell necrosis.
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Follow up

A follow up was obtained in 141 {43.4°0)
of cases. The lollow up penod varied from
1w 164 wecks (Mcan 10,43 weeksh

Table V shows the period during which
the various clinical and binochemical parameter
returned o normal and the number of cases in
which this information wns available. The
disparities in this table sre due W the failure of
cases to return to follow up clinical regular
intervals until the clinical and biochemial -
provement.

Table V: Time Taken for Sympioms and Biochemical
Findings to Return 1o Normal,

& woher s | ..ml..ll

Mo, o Mo sl Weiks
rn.l'r_lh“n.l.lll Palpamiy I.d‘l"ﬂ
Sire of Lives 13 .15
Jaundice 10 subside o 7.17
Bilirubin LT 337
S5C0OT i .54
SGPT 9 404

Iig. 4 shows the time taken for bilirubin,
SGOT and SGPT 10 return to normal in 33
cases who returned for follow up regularly sl
weekly intervals. Both tahle V and Fig. 4 show

st SGPT scturned 1w normal carlier than
SGOT

Figiv Followup In Acute Viral Hepatitis
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Discussion

Livsr disease is widely prevalemt in Pak-
istan. Of all the hepatic disorders, viral hepa-

titis i= most commonly encountered. Its clinical
presentation varies from  anicteric  hepatitis
(Ahmad et al, 1978) 1o the icteric and Tulmi-
nant disease (Haider ci al, 1975 It as more
prevalent in young males and the frequency of
disease decreases with the advancing age.
The main <linical features are jaundice.
anarexia. lever, nausca, abdominal pain and
phiysical signs, jaundice and hepatomegaly.

One fourth of the patient in this study
gave a history of exposure to hepatitis within |
10 6 monihs of onset of symptoms and over
107, had previous history of jaundice or blovd
transfusion.

In this study both HBsAg positive and
negative groups have heen studied together.
Lack of knowledge aboul the time of exposure
and the difficulty of ascertaining the time of
onset of initial symptoms makes it difficult to
diffcrentiate one group from the other,

Hepatitis B antigen was detected in 3787,
of cases using Crossover immunoelectro-
phoresis. This being a cumparatively less sen
sitive method it is likely that cases classified as
antigen negative may in fact be of type B
hepatitis.

The clinical and biochemical recovery was
ascertained from the time of onset of symploms
and first clinical cxamination to the climcal
and hiochemical recovery during the follow up
period. As most of the patients either come
irregularly or do not return for follow up a1 all
the study of the clinical and biochemical course
of disease hecomes very difficult. In this study
it 100k 42 days for bilirubin and SGPT and 49
days for SGOT 1o relum to normal. The time
is more than what has been reported for antigen
negative hepatitis and less that for antigen posi-
tive hepatitis (Krugman and Giles, 1972). Ths
may be due to combined analysis of antigen
positive and negative discase.

To ascertain the true paticm of Jdiscasc in
this country a regular follbw up and the avail-
ability of more sensitive methods for detection
of antigen 15 absolutely essential. For preven-
tion and improvement in hygienic standards m
home and in the hospital, health education and
regular screening of blood donors  in blood
banks all over the country is necessary.
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