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Introducticon and Aim of Work

Ascites means a colilection of fiuid in peritoneal
cavity due to either general or local csauses. The gen-
eral causes include : liver cirrhosis, cardiaec, rensal
end nutritional diseases. The local causes are tuber-
culous perifonitis, malignancy either primary or secon-
dary, acute peritonitis, pseudomyxoma peritenii,pbstru-
ction of theracic duct and Heig's syndrome. Generally
the commonest cause of ascites is liver cirrhosis (Berner
1964). In Egypt the commonest cause of ascites is
bilharziasis, Ascites means parenchymel decompernsation

E

of liver in csse of schistoscmiasis. Smither snd Terry
(1959), noticed that immunity in bilnerziasis develops
gradually over several yesrsa. The major stimulus +to

the development of homologous immunity against S. mensoni

in rhesus monkey is the presernce of antigens asgsociated
with living adult worms and not the eggs. Sc if we are
able to induce immunity smeong farmer exposed to bilharzial
infegction, this will help us in preventing the disease and
its complications. Many workers have been worked in this

field., Direct transfer of acout 80 pairs of adult 3.

mansohl werma into the hepstic portal system of normal
monkey resulted in complete resistance to challenge with
2000 cercariae. Makled (1972), and Bassily, et al (1972),

gtudied the serum immuncglobulins in scnistosomiasis, a
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gtatistically significant rise of Ig G level wasg found in
all stages of tne disease while Ig M level was significantly

raiged only in active S. mansoni. infecticn Ghanem, et &l

{1973), found significant increase of serum glycoproteingin
gchistosomal hepatic fibrosis cases and they attributed
this increese mainly to active fibrinogenesis and i ssue
deatructicon, and pertly to secondary parathyroid over-
activity and impaired glucose tolerance as well as to an

aggociated autcimmune mechanism.

Immuncelectrophoretic pattern of sers and escitic
fiuid proteins in post hepatic cirrhosis and bilharzial
hepatic fibrosis were studied by Shoukry, et al (1972).

THeTfound normal or aligntly lowered serE;r;;;;IEPrDteiﬂ,
decreased &lbumin, increased glycoproteins, decreased

transferrin and haemopgxXin. The latter was not detected

N
Lot

in sers and ascitic fluid of post infective hepaticlcirr—
hotic patients, and increasellg M with normal Ig A and
Ig G bput the latter was increased among a number of cases

of both types.

Immunoglobulinsg pattern of sera and escitic fluid
in Bilharzial hepatic fibrosis were studied by Ata, et sl

(197%). They found that IgG, Igk, IgM, and IgE were all detec-

ted in the aszcitic fluid but noe correletaticn could be

-
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fpund between their level in ascitie fluid and that in
serum. In ascitic fluid Ig G represented more than 90%
of the total globulins compared te about 55% in serum.
It is known that Ig G diffuses more readily than the
other immunoglobulins into the extrayascular body
spaces while Ig A appears selectively in sero-mucous
secretions. Ig A3, on the other hand, is largely con-

fined to the blood stream due to its high molecular weight.

The mean serum values for Ig G, TIg¥, and IgA in the
pregented asscitic bilharzisl cases were nigher than those
repoeried for normal Egyptian contirol (El-Kasiky, et al

19574).

Immuncleogical gtudies are not widly applied on sers
and ascitic fluid of non-bilharziel type (malignency, rensal,
cardiac and tuberculous). The clinical diagnosis of free
fluid in the peritonesl cavity is an easj bed side pro-
cedure, but an elaborated aetiological diagnosis is a

real difficult diagznostic task.

The aim of the present work is to estimate the
different immunoglobuling in the ascitic fluid of diff-
e
erant aetiulug} ﬂsing dancini technigue {1965} and this

may be of diagnestic value.
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Bilharzial Ascites

Ascites complicating bilharziel liver fibrosis,
needs twe factors for its production. The first one is
hepatic affection with schistosomiasis and the second is
pertal hypertension. These factors nave been studied by

many authors.

Keppisch {1337}, stressed that in man most of the
demmege is accompanied by ova 1f guificiently depogited
pver several years, ultimatly leading to progressive

fibrosis of tne portal tract.

Hashem (1947}, studied experimentally the effect
of schistosomal worm extracts injected intraperitonesally
and through tne portal veins of animsals with ne signifi-
cant liver changes. Injection of living eggs resulted
in pathological lesion similar to tacse seen in the evo-
lution of the human disease. He cencluded that the ter-
minal picture was essentially the result of fibrosis en-
crogching on the vascular supply cof the liver parenchyma

causing some distorticn of their normal arcnitecture.

Weleny, et al. (1953), concluded that most of
the patholegy was produced by fertilized ova and dead

worms forming localized lesicna which if numercus en-
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ocugn lead to extenaive scarring.

Dewitt and Warren (19592), did not accept the toxin
theory claiming that this would sttack the liver cells,
more diffusely and would be associsted with severe der-

ané%ent cf liver function.

Hamilton, et al. (1953}, stated that intrahepatic
thrombepnleoitis and periphlebitis owing to the death of
adult worms and ova are the common dgginators in the path-
ogenesig of the disease, they added that anti-bilharzial
therapy probably has an importent influence on the pro-

ductien of liver fivrosis.

Andrade, et al. (1961}, were also able by immunocyto
chemicel methods to demonstrate antigepn-antibody complexes

in the liver of mice infected with 5. mansoni, thus, pro-

viding support for thne immunplogiocal nature of such a gelf

perpetuating hepatic involvement.

Warren (19%61), concluded that ova are the primary factor

in the production of liver fibrosis in this disease.

Hashem, et al. {(1962), alsc studied the efflcts of
various deficlent dists on the evelution of the diseasse

in animals and concluded that dietary deficiency may make

-
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the liver mere vulnerable to scnistesomal infection in
its earliest stage. In later stages, deficiency of diet
creates an unfavourable medium for the proper development

and repreduction of worms during the infection.

Abdin {1963}, put the autoimmune theory as the only
gatisfactory explanation for the marked and diffuse portal

thickening where ova sre few or absent.

Ghanem (1904), using a modified latex fixation test,
found positive cases in 22.9% of non-arthritic patients
with biluarzial hepatosplenic affection, thus suggesting

an immunolegic rheumatoid like property.

Anti-liver antibedies have been also demonstrated
by weonamed {(1963), in the serum of some cages of hepatic
biln&rziesis using normal and bilharziel liver homogen-

ates as aniigen.

dumberto (1963), used dead adults schistosomes as
emboli in the pertal system of mice end obtained lesion
gimilar to those already described with the usual cer-
carial infection. Thus providing evidence that dead

wormg can produce hepatic lesicns.

Warren, et al. (1967}, found that sensitization
Central Library - Ain Shams University



¢ould ve transferred between histo-compativls mice with
lymph nodes or splenic cella, but not wita sera. These
regults strongly suggested that the schistosome ezg gra-
nuloma is essentlially cell - mediated type of immunolo-
gical response as a manifestation of delayed hypersensi-

tivity.

Stenger et al., {1967), studied the liver of mice
infected with 5 mansoni cerceria by elect¥on microscope
early and late in the courseof the disease. They notic-
ed that in the early phases peragranulomatsa and liver
cells displayed subcellular aliteration indicative of
nepatocellular damage, while late in the course of in-

fection, liver cells showed normal structure.

Borps and Warren {1970), demonstrated the immunolo-
gicel aetioclogy of the granulomas. q%§fcould isplate from
the eggs antigensg responsible for the host reaction.

After the egg being laid by the worm, the eggs embryonate
within a few days %o begin to secrete soluble substances
winich pass through the pores of egg shell as they cnntﬁin
enzymed which facilitate the passege of the eggs through
the tissue. These secretions sensitize the host resulting
in the development of thyme-lymphocytic memory cells, fol-

lowing gsensitization, the further antigenic secretiocn
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stimulate the memory cells to reiease their lympheokineas,
whica can affect the migration of voth macrophages and
ec8inopnile, resulting in the formation of & granuloma.

A lerge area of tisgsue is destroyed by inflammatory rea-
ction, probably due to release of lymphotoxins, lyscsomsl
enzymes and perhaps to gscme toxic substances in the egg

gsecretions.

Warren, et al, (1372), found thsfaffspring cf hyper-
infected female mice with acute menscniasis formsrelati-
vely amall graenuloma and ascribed this to an éhuired tol-

erance immunity.

Lichtenberg (1955), investigated the intranepatic
portal radicles in human maensoniasis. He described gradual
substitution of seme of the intrahepatic portal veins by
granulcomas, sclerosis and narrowing with intrahepatic
thrombophl ebitis and scmetimes capillary talengiectasis

with angiomsatoid appearance.

Bpgliolo {(1957), studied the vascular pattern of
this disease. In early cases, the distribution and arch-
itecture of the portal wvensus tree, all confrom to the
noxymal pattern. In late cases, there was diminution of
meny of the portal venules of the fourth corder branches,

but the trunk and princiﬁle crancines maintained the normal
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mode of diversion end distribution. In both early and
late cases, there was a newly formed vascular sheath made
up of innumerable small vessels closely interlacing into

g dense network which gystemically surrounded the branches
cf the whole portal ftree. This was never described in
Loennee cirrhosis. In the latter, the portal tree is
greatly reduced with amputated torticus irregular branchnes
and the arterial tree slso sinow the same tortousity and
irregularities. These newly formed vessels were derived
from the portal tree and not from the hepatic veins or

the hecatic artery.

Aidares, et al. {196l), described occlusive -intimal
thickening with angiomatoids as a pathogenetic feature of
the disease and was atiributed to abnormal communication
between tine portal snd hepatic artery circulaticns as a

result of portel hypertension.

Warren, et al. {1972), found that large mumber of
eggs releassed into the mesenteric circulation by the iil-
umninating microcope are trapped in the presinusoidal
venules partially blocking the blood flow., No signifi-
cant degree of obstruction occured until the formation of
the large avascular granuloma which completely shut off
portsl flow, neovascular feormation cccurred in the succ-

eeding scar tissue, but these vessels sppeared .to be
Central Library - Ain Shams University
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gsupplied largely by the hepatic artery, perfusien of

sinanids wag maintained and liver parenchymal functions
remained wunimpasired. The marked obstruction teo portal
flew resulted in portal hypertension, congestive splen-

omegaly and the development of porto-systemic collatersls.
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Mechgnisn of ascites formation

Ascites implies liver failure and portel venous
hypertension.lt complicates =2ll1 forms of cirrhoasis.
spth local factors and changes in renal function have

to be considered.

Local factors :

A Taised pressure at the venous end of the
splanchnic cepillaries, consequent to peortal hﬁper-
tension, and & reduced plasma albumin concentration
will favour transudetion of fluid into tine peritoneal
cavity by altering the starliing equilibirum. In one
gstudy, the measuréd changes in portal pressure and plaamsa
ablumin concentration alone were sufficient tc account for

ascites formation {Wilkinson,e®t al 1963 ).

Further more, if tnese were the only factors, the
agcitice fluid should heve the characteristic of a transu-
date with a very low protein concentration. The protein
present in ascites may be derived largely from hepatic
lymph. Characteristic of cirrhesis is a partial block
to hepatic venous outflow {post- sinusoidel portal hyper-
tension) anod in some cases this may be ao marked that
bleood flows retrogradely from the liver iﬁto the portal
vein (Warren et al. 1968). Secondary toc the venous out-

-

Central Library - Ain Shams University



