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Introduction:

portal hypertension in Bilharzial hepatic fibrosis
is a national problem which has to be ingentily solved.
The use of scelerotherapy of bleeding oesophtiageal varices,
combined with regular endoscopic follow up has provided 2
unique opportunity to study the progression of changes

occurring in the gacteric mucosa (Mc Cormack et al.,l985}.
Q

it was concluded that heqorrhagic gastritis in pat-
jents with varices should be Qiewed as portal hypertension
bleeding and that the basis for therapy must be the early
institution of measures which effect 2 reduction of portal

pressure (sarfeh et al.. 1982).

The severity of hemorrhagic gastritis depends up on
the prescence of gastroesophageal varices and hence portal

hypertension {sarfeh et al., 1984).

There are many causes of high incidence of gastric
mucosal lesion in cirrhotic patients 2as gastric acid
hypersecretion, damage to gastric mucosal parrier . & upper
gastrointestinal bleeding often occur, from gastric
mucosal lesion insted of rupture of esophageal varices

(sato et al.. 1985).

Aim of the work @

A trial to identify the gastric lesions in bilhar-
zial hepatic fibrosis elithex inflammatory gastritis or
congestive gastropathy and -the gastric mucosal changes
after sclerotherapg)using endoscopy and histopathological

studye.
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BILHARZIASIS OF THE UPPER G.I.T.

Bilharziasis of the oesophagus and stomach
occuring as a primary affection due to oviposition
in these sites, are rare the redson for this is
' not clear, conversely involvement of the oesophagus
and stomach in bilharzial hepatic fibrosis is quite

common (El1 Roby, 1973).

The effects of portal hypertension on the upper
gastro-intestinal tract frequently causes dearrange-
ment of structure and function. This usually takes
the form of oesophago-gastric varices, gastritis.
gastro-oesophageal reflux and oesophagitis have been
described (El-Robey 1973),"The earliest report of
bilha:zial ova in the stomach is probably that of

May (1908).

Kadry and Hashem (1957) express their beliefe
that gastric bilharziasis may not be so rare as

used to be believed.

Kadry and Hashem (1957) reported a case of

gastric bilharziasis of nodular fibrotic type.



This case-Qas frdsh when examined 2 h. after death,
froﬁ a severe-aﬁtack.of haématemesis.. The mucosa
was oedematous and congested with scattered pale,
firm, slightly.elevated nodules, and with 3 super-

ficial peptic ulcers near the pyloric end.

Khairy et al. (1967) studied gastric biopsies
from pylﬁric canal in 34 cases of bilharzial hepatic
fibrosis with and without varices ova were found in
5 gases with oesophageal varices only. They concluded
that bilharziasis of stomach and oesophagus was

mainly due to distrubed haemodynamics,

El-Sharkawy et al., (1969) stated that patients
wiﬁh bleeding varices, tended to have a normal gastric
mucosa, a high acid peptic activity and many of them
had gastro-oeSophageal reflux, and oesophagitis. Non
bleeders on the'bther hand had atrophic gastric mucosa

and depressed peptic activity.

El-Sharkawy et al. (1969) studied the oesophagus

and stomach of 90 patients with bilharzial hepatic



fibrosis of various degreesS. They recorded bilharzial

ova in 3 cases of with minimal reaction around.

Ata and Abdllatif (1971) stated that when there
is portal hypertension and in the presence of colla-

terals. It will be easy to £4nd bilharzial ova in

the stomach.

El-Sharkawy et al. (1977) stated that in the
superficial part of the gastric mucosa, many bil=-
harzial ova could be seen scattered either single

or in groups.

manter -and El-Rooby (1979) were studying the
histopathologic findings of the stomach in cases
of bilharzial colonic polyposis, they found that
3 cases showed bilbharzial ova and granulation

tissue in upper gastro-intestinalltracte

El-Fayomy et al.(%sal) studied the histo-
pathological picture in’patients with bilharzial
©

hepatic fibrosis and they found bilharzial ova in

10 % of cases. As in the case of oesophagus and



stomach, biltarziasis may affect the small intestine
*including duodenum" either directly by oviposition,
or indirectly through reflection of portal hypex-—

tension.

Gelfeind (1967) recorded an incidence of 15 %

schistosoma mansoni.ova in the small intestine.

*

Farag et al. (1980) studied endoscopically and
histopathologically 180 patients having oesophageal
varices with history of haematémesis they found
duodenitis in 80 % of cases, bilharzial nature of

duodenitis is proved in 18 %o

Farag et al., {1980) studied the endoscopic
piccure in 30 cases of liver cirrhosis and portal
hypertension. They found that there were changes
in the gastric mucosa in 93,33 % in the form of
chronic superficial'gastritis, diagnosed endosco-
pically in 90 % among the 30 cases they also
found oesophageal varices in 27 cases, 19 cases

only were of bilharzial origin i.2. 67 %o



Farag et al, (1980) studied the endoscopic
picture of 180 patients having oesophageal varices.
They found that eight of them had chronic duodenal

ulcer 4.4 %.

El-Fayomy et al. (1981l) studied the endoscopic
picture in patients\with bilharzial hepatic fibrosis.
They found oesophageal varices in 55 % reflux oeso-
phagitis in 10 %, and normal picture in 35 %. They
also found that there weré'prepyloric polyps in 15 %,
gastritis in 10%, pale mucosa in 1O % and normal

gastric mucosa in 65 %.

El-Fayomy et al. (1981), found active duoderial
ulcer in 5 % of cases and deformed stenotic pyloric
end which was impossoble in 5 %. and normal duodenal

mucosa in 85 % .

Microscopié picture :

Kadry and Hashem (1957) studied the microscopic
picture of gastric bilharziasis of nodular fibrotic
type. They found thickening of thg mucosa in some

parts with nodular formation., There were many



bilharzial ova with bilharzial granulation tissue
around. The mucous glands in these areas were
degenerated where as in the neight bouring parts

they were proliferated.

Héshem (1962) exzplained the variation in
jneidence among the variation organs on thg_basis
of the richness of the part with venules. The more
the venous supply in the‘part, the more will be
the chance for the female worms to get in and lie

ova.

cefland (1967) studied the distribution of ova
of 5. mansoni and E£. haematobium in gastro-intestinal

tract in 41 cases. The following rates were given

Organ Mansoni Haematobium
Stomach : 10 % 12 %
Small intestine 15 % 10 % 1
Appendix 12,5 % 37 %
Colon 58.5 % 56 %
Rectum 78 % 70 %

Liver 37 % 30 %




Sharkawy et al. (1969) studied the ocesophagus
and stomach of 90 patients with bilharzial hepatic

fibrosis of various grades. Biopsies revealed bilh-

arzial ova in 3 cases'w@th minimal reaction around.

o

Souidgn_et al.“(197i) showed diminution of
basal gastric secretions in bilharzial hepatic
fibrosis associated with hypoproteinaemia this was
attributed to devitalization or atrophy of. the
gastric glands., The oxyntic cells were found less

than normal in some cases.

Ata et al, (197).) recognized bilharzial ova in
the gastric mucosa with minimal round ceil infiltra-
tior around them. In the colse neighbourhood of :
the ova the gastric glands were norxrmal. This with
eosinaphilic infiltration and abscence of evidences
of superficial gastritis, but atrophic mucosa const-
itutes a-patholdgical entity of bilharzial lesion

of the antrum.

Ata and Abdel Latif (1971) found that gastric
biopsy from the stomach of a case of bleeding varices

with active intestinal bilharziasis, showed presence



of avery vascular mucosa, with many dilated vessels,

distributed through out the whole mucosal depth,

El-Sharkawy et al. {1977) stated that in the
superficial part of the gagtric nucosa, many bilhar-
ziai oﬁarcouid-be seeh'scattered éithef éingle or in
groups. Gian%* cell engulfing parts of the ova were
occasionally seen, tﬁefa in minimal cellular reaction

around the ova, the neighbouring gastric glands were

normal,

El-Fayomy et al. (1981) found that there is no
mucosal histopathological changes in oesobhagus in
patients with bilharzia)l hepatic fibrosis. As regards
stomach they found bilharzial ova in 10 % of cases,

atrophic gastritis in 50 %, superficial gastritis in

25 %

Khairy et al. (1967) suggested that term bil-
harzial antral gastritis. This term discribes a
pathological entity consisting of atrophic mucosa,

submucosal fibrosis, with oesinophilic infiltration,
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together with chronic inflammatory cells, but lack-

ing bilharzial ova.

Khairy et al., (1967) stated that the histopath-
ologic picture of the mucosa of the body of the
Stomach in case of bilharzial gastritis is similar
to tne picture of chronie gaetritis wheather super-
ficial or atrophic. But the parasitic nature is
proved by the presence of eosinophil in 63.6 % .

The antral mucosa shows specific changes.which is

called diffuse submucosal fibrosis 82.6 %.

El~Roby (1966) studied the function and
structure of small intestine of 50 bilharzial
patients by biopsies taken from duodenum and
Jejenum only 3 cases retatined the normal ﬁucosa,
all the others presented combination of leaves,
ridges, and convolutions but non of them showed

flat nwcosa.

El-Roby (1966) found bilharzial ova in the
submucosa just beneath the muscularis mucosa, in

the ncosa, the crypts of lieberkuhn, or in both,
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They were usually surrounded by forigen body gaint
cells and pther constituents of bilharzial grnuloma.
The cytology of the 1amiha propria often showed a
noticablé eosiﬁéphiiia but the villi were apparently
normal so were also the mucosal cells. Examinftion

of biopsies by transparency techniques revealed
bilharzial ova, some of them were viable, always of

mansoni species.

Other findings were reduction of total mucosal
thickness, blunting of villi with diminution of
their absorptive surface, partial villous atrophy,
reduction in adult cell, crypt cell ratio, heavy
round cell infiltration of the lamina propria and

thickening of the muscularis mucosa,.



VENOUS ANATOMY OF THE LOWER OESOPHAGYS
IN PORTAL HYPERTENSION

The cause of vesophageal variceal bleeding remains an
enigma, although moest workers accept that varices probably
bleed by rupturing rather than by being eroded from the
oesophageal lumen. Few delailed anatomical studies of the
venous drainage of the lower oeaophagus have been underta-
ken largely because of the lack of suitable techniques.
The first major investigation was undertaken-by Kegaries
and published in 1934. H; was the first to suggest that
the veing in the oesophagus immediately obove the cardia
differed from the-rémainder of the oesophagus. The most
comprehensive stﬁdy was the of Butler. He studied mainly
human fetuses injected with indian ink and c;assified
ocesophegeal veins into three groups. These Qere:

A+ Intrinsic veins including subepithelial and submucosal
end submucosal veins which join the gastric veins
below, and perforating veins which pierce the muacular
wall to join the extrinsio veina;

B, extringic veins formed by the union of groups of perf-
orating veins which join the left gastrie vein below

and the systemic veins above and
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C. The venace comitantes of the vagus nerveg which run
longitudinally in the adventitia of the ocesophagus.
This distribution of veins has been confirmed by others
The studies of Spence and McCormack were published after
| the pregsent study had been completed, but were taken
into account in the interpretation of the data.

The venous anatomy of thé lower oesophagus and upper
stomacii in mane It extended a previous preliminary in
vestigation of a separate set of normal oesophageal casts
which demonstrated some aspects of the vascular anatomy,
It is not surprising that all oesophageal and gastric
venous channels enlarge in patients withe portal hyper-
tension. However, it is the deep intrinsic veins that
become magsively enlarged and'devalop into tortuous
variceal channels. The resin casting technique demons-
trated this clearly for the first time. The large deep
intrinsic veins or varicéséhave virtually no direct
crosgs-conmections but link with the superficial plexus of
veins which have a rich intercommunication. Varices are
therefore interconnected dbut mainly via an indirect route
The meshwork of the superficial venous plexus in normal
patients 1s replaced by e more longitudinal arrangement
of veins in patients with varices. This could indicate
that they are acting as collateral channels.
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On the other hand minor variceal bleeds that stop
éﬁbntaneously‘may occur'rrom & branch of the superficial
venbus plexus withont a close connection to a large
varix or even possidbly Irom‘dilated~intra-epithelial
.channels., Spence et al.,(1984) have suggested that the
Intra-eplthelial channels that they demoustrated hiscto-
logically may represent the endoscopic(1983) findings of
cherry-red spots and red wate markings of the Japanese
group and the'varioeﬁ upon varices noted by others. In
our view these endoscopic findings are more likely to
represent the subepithelial bloodfilled channels which

( Spence et al.), demonstrated to erode into the epithelium.

McCormack and colleagues heve demonstrated bidirec-
tional flow in varices in the lower oesophagus and have
ﬁttributed this to perforating veing between the submuc-
osal (intrinsic) and adventitial vessels. Thesge perfogp-
ators were first demonstrated by Butler and have been

clearly confirmed by the studies of MoCormack et al,
(1983).
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VASCULAR SYSTEM
'EXTRAHEPATIC VESSELS

The exirahepatic portion of the hepatic vessels
has beea studied extensively on .oradiological and enat-
omical basis. It is of interest in this review to
discus the important facts concerning the portal and

hepatic venous systems.

l. The portal vein:

The portal vein is formed by the confluence of
the megenteric and splenic velns béhind the neck of
pancreas., The portal trunk is about 5.5 to 8 cm.
Long and about 2 cm in diameter. It receives the
rootlets of the superior pancreaticoduodenal vein,
some accessory pancreatic veins, the pyloric vein,
the left gastric and the cystic vein. The upper
Segment " 5 cm " 1s usually devoid of major trib
utaries. The left gastric vein rums upwards along
the lesser curvature of the stomach where 1t rece~

ives some- egsophageal veins. -

The portal vein divides before entering the
. - ]
portal fissure into two lobar branches. The right
brench is short and thick. The left branch is

Longer and smaller and is Joined by the umbilical
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vein and the assoclated para-umbilicel veins. There
is no anastomosis between the macroscopic branches,

but aboundent intercommunicgtions exist at the

--ginusoidal Level.(Bilbey, 1960)

The splenic vein:

The splenic vein ig formed by the confluence of _
two to six major trunks with an aversge of three use
of a splenic tributary rathar than of the splenic
vein should thera fore be altermative iﬁ performing
a spliporenal anﬁatpmoﬁié(nouglésa et al., 1950).

The point of confluence of the splenic tributaries

-to form the spleﬁic trunk varies congiderably. It

is commonly between the hilum and the tail of the
pancreas, about 3.4 cm from the midpoint of the
hilum., However, con_tluence may occure behind the
paencreas. In 7.7% of eases, the guperior polar vein
is excessively long and joins the splenic trunk
relatively distant from the hilum and proximal to
the point of confluence of the other splenic tribu-
taries(darber et al., 1951).

The splenic vein regularly lies in adistinct
groove on the posterior surface of the pancreas below

the level of the splenic artery in 75% of cases and
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sometimes may actually by completely embedded in
pencreatic tissue? Draining into it are an

average of seven small pancreatic veins,.

| ‘Theugﬁi;ﬁiéhféin*fe@?ifes'théjleff'g;étroep-
iploic, short gastric, small pancreatic and the
interior mesenteric veins. The Lef% gastroepiple
oic terminates either in the trunk of the Splenic
vein (83%) or in the lower splenic tributaries

(17%) (Douglosbe et aly,1950)

The majority of the short gastfic veins
regularly enter the spleen directly, thus anasto-
mosing with the splenic veins within the spleen.

- The short gastric veins usually enter the upper
part of the hilum or the upper pole of the spleen,
and in about 27% They enter both the upper and
Lower poles, However, it is not unusual to find one
or more short gastric veins emptying direotly into
asplenic tributary of the splenic trunk.

The inferior mesenteric vein Joins the splenio
vein approiimatély 3e¢4 com distai to the site of
formation of the portal vein in 38%. In 32.,7% it
Joins the angle of junctlon between superior mese=
nteric and splenic velns. it may Jbin as well the
superior mesenteric vein directly. in 29.3% of cases.



Je The Hepatic veins:

The hepatic velns empty into the inferior vena’
cava. There are three major hepatic veins, right,
middle and Left. The middle vein Sometimes unites
with the left hepatic to form ashort commen trunk.
These three hepatic velns drain the three hepatic
venous Segments, which interdigitate and overlep the
posterior Segments(Rappocpoft, 1980).
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PORTAL HYPERTENSION

Portal hypertension refers strictly to an inorease in
the portal venous pressure (17_5 mmHg), but oclinically the
term is used to refer to the syndrome asscciated with an
incfeased portal venous preesure which is characterised by
splenomegaly and the development of abnormal portalsystemie

venous anastomoées. Incrcased fesistanoe to blood flow
in the portal venous system is the most importent cause,
though incrcascd portal blood flow may contribute in a
few vases, The causes of increased portal venous resis-
tance may lie in the presinusoidal vessels outside the liver
or in the intrahepatic vessels at presinusoidal, sinusoidal
or postsinugoidal levels. (Sherlock 1978).

Causes of portal hypertension:

I. Suprahepatic as long=-standing right ventricular failure,
constrictive pericarditis, pericardial effusion, tricus-
)

pid valve diéease, and high interior vena caval
thrombosis.

II. Intraphepatic uvuuses: These are the commonest causges of
portal hypertension. Obstruction may be postsinusoidal
ginugoidal or presginusoidal.
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A. Posgtsinusoidal obstruction due to Budd~Chiari

syndrome or veno-occlusive disease.

B. Sinusoidal obstruction occurs in portal cirrhosis
This causes hypertension through

. Mechanical obstruction of portal blood flow
by fibroasig.

2. Pressure of regenerating nodules on smaller
hepatic radicles of portal vein, and

3e Transmission of hepatic arterial pressure to
portal venous pressure due to opening of

arterio-portal venous anastomosges,

C. Presginusoidal obsiruction of the portal vegsols:
Intfahepatic obstruction of the terminal branches
of {the portal vein ocours in bilharziasis and
congenital hepatic fibrosis.

I1I. Infrahepatic portal hypertension may result from:
A+ Portal vein obstruction, e.g.:

le Portal vein thrombosis, the commonest cause is
~ liver cirrhosis. Algo it may occur after
splenectomy due to rebound increase in blood

platelets, and after portacaval anastomogig,
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Pyelophlebitis or septic thrombosis of the portal vein
may complicate umbilical sepsis, acute appendicitis,
cancer colon, infected piles, etc. Rare causes inolude
invasion of the portal vein by malignant tumours, poly=~
cythaemia vera, and dehydrating digeases.

2+ Lesions in the wall of the portal vein as angiomatous

melformation.

3« Compression of the portal vein from outside by tumours-

88 cancer." head. of mncrease, enlorged lymph .nodes.
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COLLATERAL CIRCULATION

Anatomical Patiern

The anatomical sites of portosystemic commun-

ication are an important factor regarding the hemody-

namics of portal hypertension before and after surgical

mangement. Pre-surgically , there are five main loca-

tions :

1- Oesophageal anastomosis between the left gastric vein

and the azygos and hemiazygos veins.

Through pancreatic veins from the splenic to the

renal vein,

Comnnections between duodenal , pancreatic , and colic
veins to perirenal veins that drain into the renal
and lumbar veins. These veins are situated on the
left side in the splenorenocolic- area and on the

right side in the pancreaticoduodenorenal area .

Veins of Retzius connecting the colic veins to lumber

veins at the ascending and descending colon.
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5. The rectal plexus joining the superior rectal vein
to middle and inferior rectal veins. However ,
esophageal anastomosis is the most fregently occur-
ing occuring collateral, It is clinically impoxtant
because of the development of submucosal gastric

~and esophagealrvarices thag may rupture and lead to
massive heﬁ&rrﬁage (salam, A.A. and Wérréh, Ww.D.,

1974).

The standard distal splenorenal shunt creates

a pressure gradient between two systems in one coelemic
cavity. Therefore, with long term follow up all of

the patients develop a qnique'pattern of collateral ven-
ous pathways between the high pressure portomesenteric
compartement (25 - 35 mmHg) and the low pressure gastro-
eplenic area (5 - 10 mmHg). These distinguishing port-
aprival collateral tcutes after DSRS are the transpanc-
reatic, the gastrosplenic, and the colosplenic (Maill-

card, J.N. et al.,, 19793 Hutson, E.E. et al,, 1982).

The development of these pathways follows the pot-

ential anatomic connections between the two compartments
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which enlarge over time to provide signidicant colla-
teral drainge routes. Thesd collaterals originate at
the junction of the superior mesenteric and portal vein
over a 4 -~ 6 cm. distance, often from the right side

of the vessele. ihe final common pathway of these
routes im into thé-splen;é-vein_through.its pancreatic
segment" pancreatic stump;, short gastric vessels

)

"gastric collaterals" and diréctly to the inferior

ramus colbsplenic colleterals" (Henderson, J.M. et al.,

1985).

Quantitative Estimation :

Most studies that. have measured portosystemic
collateral flow utilized the injectlion of an indicator
into the splenic pulp and calculated the proportion
of splenic injectate that appears in the hepatic vein.
This technique can provide informetion only about spl-
enic collateral flow , however, retention of indicator
at the site uéf injection complicates the'calculation.
Selective percutaneous cathetenization of the portal
gystem allows separate anglographic or isotopic evalu-
ation of collateral flow originating from the splenic
and :mesenteric. portal inflow (Tber; F.L. et al., 1960 ;
Schwortz, S.I. and . greenlaw, R.W., 1961).
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The crucial clinical importance of gastroesophageal
¢>llaterals compelled Groszman and his associates to
undertaeke the measurement of flow in this area. Since
blood flow through &he coronary "gastroesophagesal®
collaterals drains into the azygos venous system, they
postulated that measurement of the azygos venous blood
flow in portal hypertensive patients would at least
alloy an estimation Qf gasteroesophageal collateral blood
flow. They assumed that at rest , blood flow from the
~ structures normally draining into the azygos venous
s&stem répfeéeﬁté a'feiatively low fixed fraction of
"the azygos venous flow in these patients. Using a
thermal dilutiontechnique , they in fact found a close
relationship between portal pressure and azygos flow

(Britton, R.C., 1963).

In patients with prominent cephalad collaterals
and suggested that measurement of azygos blood flow
could be & sensitive method in assessing the hemodyn-
‘amics after selective decompression of the gastro-esop-
hageal varices , e.g. distal splenorenal and coronoc-

aval shunts . (Bosch, J. and Eroszmocnn, R.J.,1984).
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BILHARZIAL HEPATIC FIBROSIS AND
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o Oesophageal varices are frequent and dangerous
sequalae of bilharzial hepat%c fibrosis with porial
hypertension normelly the blood is carried through
the splenoportal veins and is not forced into the
other tributaries of the poftal system, unless there
is an increase of pressure. In portal hypertension
there is usually a backflow along the tributaries of
the portal vein, with £illing and distentention of
the gastric and oesophageal vein. In bilharzial hepa-
tic fibrosis, the granulomatous portal tract with the
effect of fibrosis on the walls of the portal ramifia
cations is the cause of the raised portal tension .
Its sustainment and flactuations open up porto~systemic
collaterals and congest the apleen. Oesophageal submu-
cous varices develop. Dilated veins im the distal few
centimeters of the oesophagus, the main veins, and
consequently the varices run right underneath the epi-

thelium, (Stelzner and Lierse, 1968).
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Gastric varices occur in portal hyperéension
just as frequently as do oesophageal varices ,
(Yasumoto, 1971).7 Most of gastric varices are lo-
cated in the cardia and fundus because of the pre-
dilection of céllatér#ls.bﬁt sometimes they are
found distal to the fundus. Roentgeﬁologically,
gastric varices produce a charactqristic peolyoid
type of multiple filling defects, much like a bunch
of graps or a group of bubbles projecting into the

- lumen of the stomach (Evans and Delany, 1953).
Computed Transaxial Tomography :

Gastric varices are known to minic polypeidal
intra luminal masses on upper gastro-ingestinal
barium examination despite their intramural and
subserosal origin although the effects of vortal
hypertension have been well demonstrated by C.T.
of the abdomen~gastric submucosal and subserosal
varices can appear as inéra luminal masses on
c.T. images (Baer-J,W 3 Smorzaniu , K.E. ,

1985).
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Incidence of Oestha23315Varices in Bilharzial Hepa-

tic Fibrosis : o

. —— " S S

Hepatic bilharziasis is mainly a vascular affe-
ction. It has been estimated that m&re than two thi-
rds of patients get portal hypertension andumay get
haemorrhage from varices (Child, 1954 and Rodriguez
et al., 1955). In bilharzial liver fibrosis, the
incidence of oesophégeal varices by x-ray was found
to be 21.6% by Arafa et al. (1957) and Khalil and
radali (1962) in 100 cases studied with barium
swallow, oesophagoscopy and venography found an

incidence of 77%.

Kamel et al. (1965) found that varices occured
in 52% when searched for, by oesophagoscopy and oeso-

phagoradiography.

Sabour and Salib (1966) found that cesophagosc-
opy demonstrated the presence of varices in 66 out
~ of 129 patients with hepatic schistosomiasis, while

ocesophagoradioscopy detected varices in 28 patients.
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El-Hawey (1978) found that oesophageal varices
were present in 50% of patients with shrunken liver,
huge splenomegaly and ascites, and 33,3% of patients

with early.hepatomegally.

Degree of Varicosity :

H

The "severity" or diameter of the venous chana-
els is more difficult to evaluate, because diameter
varies from point to point along the cause of a varix
and because varices of different sizes are often

found.

A simple ruler was fashioned for precise trans-
esophagoscopic measurement of varix diametexr, but it
has been found simple to make accurate visual esti-

mations (Palmer, 1953 and Palmer and Brick, 1956).

Three categories are classified by Palmer,

(1953).

Mild : Less than three millimeters.

‘Moderate : Three to six millimeters.
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Severe : In the nesophageal segment most severely
involved, moat of the varices measure six

or more millimeters in diameter.

Criteria for grading the sevexity of the esc-

phageal varices were asffollow t=

o} = no definite varices visible.

1+ = one or more varices under 4 mm in diameter,
an@ under 4 cm in extent.

2+ = multiple varices, 4 to 10 cm in exgént.

3+ = multiple varices over 10 cm in extent.

(Baker et al., 1959).

Willoughby et al. (1964) measured oesophageai
varices directly with a 5 cm, ruler inserted through
the esophagoscope. However, with experience visual
estimatién proved quite accurate. There was a varia-
bility in size of the oesophageal veins, but the
range of size of the veins fell into 3 groups; veins
0.5 to 1 mm, in diameter were classified as small,
those between 1 and 3 mm, in diameter as moderate,

and those over 3 mm. as large.
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Extent of Esophagus Affectdd :-

S T W it W S— .

The extent was categorized as involvement of
1/6 , /4, 1/3, 1/2, 2/3 and 100 per cent of the
esphagus. This wzs measured from the length of the
esophagoscope which protruted beyond the alveclar
ridge at the point, the first was encountered

(Palmer, 1953 and Palmer and Brick, 1956).

Criteria for grading the severity of the oeso-

phageal varices (Baker et al., 1959).

o} = no definite varices visible.

1+ = one or more varices under 4 mm, in diameter,
and under 4 cm, in extent;

2+ = multiple variceg, 4 ﬁo.lo cm.iﬁ.extent.

3+ multiple varices over 10 cm. in extent.

[+
Pathogenegis of Haemorxrhage from Oesophagggl Varices :

i I G S N U S S T . A S Ty o —

Preble : in 1900, found that any sudden increase

in obstruction to the return flow of blood would casue

rupture of the varix, The haemorrhage was preceded by
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sudden extreme muscular exertion and in others by thro-
mbosis of one or more of the main portal veins., Many
cases remained in which the haemorrhage appeared to

have been spontaneous.

Snell (1931) found that bleeding began in many
patients when they were asleep ; a fact that may be
explained on the basis of venous stasis and conges-

tion.

catch (1950) suggested that dilation of ocesopha-
geal veins was not'opposed by any pressure in the tho-
rax comparable to intra-abdominal pressure and though

that this accounted for the tendency of such varices

to bleed.

Compression of the akdominal contents by the
abdominal musculature takes place during the act
of vomiting, finally, the'stom#mch itself actively
contracts, These changes are sufficient to cause

an increase in pressure. in oesophageal varices.
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other workers have indicated that eroaion by
. ot e R e A S AN A 1

gastric acids considered as important a factor in

haemorrhage from varices as the hydrostatic factor.
Longmire (1952) suggested that ulceration produced
by regurgitated gastric juice is the most important

factor.

eswick and Butler {1951) emphasized two main
factors in bleeding from esophageal varices. (1}
overdistention of the exposed thin-walled veins in
the lamina propxia and the submucosa because of
great pressﬁre in the portal vein and (2) the fact
that many of the dilaﬁed thin~-walled veins are sepe-
rated| from the lumen of the esophagus only by the
- epithplium; the latter is 0.2 mm. in thickness ,
which| may be reduced:by stretching caused by uﬁder—
lying| varices. Erosion or ulceration of the epithe-
lium bver the varices produced by trauma from parti-

cles pf food.

Baronofsky and Wangesteen (1949) have shown
that limpairment of the nutrition of the mucous

membrane of the stomach, ducdenum and esophagus
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because of venous pooling lowers the resistance of
these|regions, which become an easy to prey to the

gastric digestive juices.

hiles et al. (1953) found that onee a varix
ruptures spontaneously ;nd bleeds, the tear may be
the starting point for an ulcer. The anemia tha:
occurs after the haemorrhage, the lowered resist-
"ance to infec .ion and the action of gastric juice
all may lead to the rapid development of e;ophageal
ulcerk. Increa ed hydrostatic pressure within the
Qarix may result in impaired circulation and devita-
lizatlion of the suffaCe epithelium, The lattexr is
then less resistant to regurgitated gastric juice
or to| trauma from particles of food:; the complica=-
ting fFactor of ulceration then develop, which in

turn causes further destruction of esophageal tissue

and the wall of the varix,

50, considerable attention has been given to -
other| factors in the pathogenesis of haemorrhage from

esophpgeal varices. Acid regurgitation, atrophy
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of the mucosa, perivascular tissue support, peptic
ulcexation and esophagitis have all been given con-

sideration in this connection.

The oesophageal varices are a serious compli-~
catioén of portal hypertension: in liver cirrhosis.
Hematemesis occurs in approximately 25 per cent,

The bleeding in cirrhosis arises from varicose oeso-

phageéal veins in approximately 30 per cent of the
cases (Bockus, 1944); The problem as to why oesop-
hageal veins bleed his been investigated by clinical,
pathologic and experimental methods. Some clinical
observations suggest that hydrostatic pressure is the

important factor.

During the past 40 years two main theories of
the pathogenesis of rupture have arisen, namely:
"arosion from without", that is, rupture due to over-
lying oesophagitis eroding the mucosa and 'explosion
from|within, that is, rupture due to a suddeh rise in

portal pressure.
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The early evidence for the oesophagitis hypothe-

arose from animal experiments and autopsy studies.

Howgver, more recent evidence fron oespphageal funct-

ion

studies (Heil et al,, 1980) and histological exa-

mindtion (Spence et al,, 1983a) has indicated that

“erdsion from without" is not a major factor.

the

although portal hypertension is essential for

development of varices, raised hydrostatic pre-

ssure alone is not the sole factor. Evidence for a

dir

ct relationship between bleeding and pressure

is ¢onflicting, depending on the method of measuring

portal pressure. Over 30 years age Palmer (1953)

mea

ured pressure by direct needle puncture at

ocesophagoscopy and found no corredlation between

portal pressure and the severity of varices. Using

wed
col
cor

fref

ged hepatic pressure measurements the King's
lege Hospital, London group found a positive
relation between the height of pressure and the

quency of subsequent rebleeding.

Bowever, French workers measuring wedged hepa-
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tic Venous pressure found no significant relationship
between the risk of gastrointestinal bleeding and
the fegree of portal hypertension. There is some
evidence that there is an increased risk of febleeding
from| varices in those patients with larger varices

(Lebfrec et al., 1980) although there have been confli-

oting reports.

Aithough varices may develop throughout the
entire length Qf the oesophagua, many experienced
endosqopists have noted that varices usually bleed
in the distal‘few contimetres of the oesophagus.
We Helieve that the difference in the venous ana-
tomyl between the distai and more proximal ocesopha-
gus |may account for the prevalence of bleeding i;
the |lower oesophagus. Using a compnterised image
analysis syctem to study the venous anatomy of the
stodach and oesophagus in both normal subjects and
varjceal spgcimens, an abrupt change in the venous
pattern at the oesophagqgastric junction is noted
(Spence, 1985). In normal subjects the veins of the

lower 3-5 cm of the oesophagus lie chiefly in the




lamina }

bropria, that is, between the muscularis

mucosa and the basement membrane of the epithelium.

In the ¢
lie mail
increas:

propria

spondinf

found i
sion it
lowest

while 1

stomach and more proximal oesophagus the veins
hly in the submucosa. There is a sevenfold

=3

=

in the area occupigd by veins in the lamina
of the lower oesophagus compared to the corre-
y area of the stomach., A similar pattern was

h the variceal specimens. In portal hyperten-
is the vessels in tpe lamina propria of the

35 cm of the oesophagus which become varicose,

n the stomach and more proximal ocesophagus

it is mainly the veius in the submucosa which become

dilated
lated t
geal sp

area arx

. The reason for this arrangement may be re-
o function of the physiological lower oesopha-

hincter mechanism. Since the veins in this

e closer to the cesophageal lumen they are pro-

baply at most risk of rupture.

Hilstological studies of oesophageal transection

rings Have revealed dilated intraeptheliol blood -
filled |channels which on serial sectioning communicate

with these larnge veins in the lamina propria wvia the
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epithelial papillae. These channels frequently sepa-

rated from the oesophageal lumen by only a few cells

and thel

rise in

manoeuvl

|r rupture perhaps precipitated by a sudden
pressuxe such as occurs during a Muller

‘e may be the initiating event in variceal

haemorrhage (Spence et al., 1983 b).

The Japanese workers have desoribed small vessels

on the surface of varices endoscopy "“varices upon

varices?. They have classified these vascular markings

in cherry red spots, red whole markings, haematocystic

spots anhd diffuse redness (Inokochi, 1980). It has

been suggested that the presence of these cherry red

spots, among other features, may correlate with imme~

inent variceal haemorrhage. It is likely the int~

raepithelial channels seen in the transection rings

corresppnd to the cherry :d spots viewed at endos-

copy antl may be the actual sSource of haemorrhage.
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HAEMORRHAGE FROM ACUTE GASTRIC ZROSIONS

(Haemorzrhagic gastxitis) in Patients with Portal

Hypektension :

[=]

Haemorrhagic gastritis has recently received
attehtion as an important source of bleeding in
patipnts with portal hypertension Lebrec et al.,

(198p).

One our Logically ask : Does portal Hyper-
tenslion predispose to haemorrhagic gastritis and
if sp by what mechanism ? secondly is bleeding
from haemorrhagic gastritis more sever in patients

with| portal hypertension ?

Does Portal HEypertension Predispose to Haemoxrhagic

Gastritis ?

S S S S g

A small body of experimental evidence supports
such a conclusion wangensteen (1945) produced gastric
vendus hypertension in dogs by gastroepiploic or

portal vein ligation and stimulated acid production
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in half of them with histamine. Shar-operated dogs
and cogs not stimulated with histamine developed no
lesions. Wherc as the histamine—stimulated dogs

developed cesophageal and gastric erosions and duod-

enal ulcers., More recently.

sarfeh et al., (1983) demonstrated that rats
with portal hypertension produced by partial portal
vein ligation had significantly higher gastric

r

luminal pH. increased H+ back—diffusion, lower muco-
sal pgtential difference and increased submucosal°
oedema compared to sham-operated control rats. |
Moreovier these mucosal abnormalities were markedly
enhended by topical ethanol. The data of these

two stludies suggest that portal hypertension faci-
litatds gastric mucosal injury by increasing muc-
osal permeability énd acid back diffusion, Effects
that dre similar to and potentiated by those of
ethanagl. Clinical'data on whether portal hyper-

tensign predispose to development of haemorrhagic

gastritis are less clear-cut, Flexible fibreoptic
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endoscopy has nct demonstrated a difference in the

frequency of haemorrhagic gastritis in patients

with tpper gastrointestinal bleeding with and with-

out portal hypertension,

not under diagnose haemprrhagic gastritis in those

patients with portal hypertension since the figuxe

of 38

% agrees closely with the complied frequency

of haemorrhagic gastritis in surveys of bleeding

patients with portal hypertension : 52/154 or 30 %

(Mc Cray et al., 1969 : Bonanno et al., 1972

(1]

Mobarhan et al., 1972 : Waldram et al,, 1974 :

Teres

et al,, 1976 ; Franco et al,, 1977).

Recurrent bleeding was virtually eleminated

by the operation. Suggestion that portal hyper-

tensi¢n can cause haemorrhagic gastritis and that

relieving portal hypertension can relieve it. Our

own Cq(

ceal 1}

et al,

about

sntrolled trial of portacaval shunt for vari-
pleeding produced similar rxesults (Reynolds
, 1981). Despite continued alcoholism in

two-third of shunted patients the incidence

The=se studies probably did
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rointestinal haemorrhage was markedly reduced.
s evidence to suggest that haemorrhagic gast-
s more common in cextain subgroups of patients
rtél hypertension than others, Terés et al.,

/

recogniz=d atendency for the diagnosis of

haemorrhagic gastritis to be made more frequently in

patient

(1977)

s with advanced liver disease. Franco et al.,

extended these_observations. Reporting that

haemorrhagic gastritis was significantly more common

in patjents with either sever liver failure-defined

as the

presence of weight loss, ascitis, hyperbili-

rubinaemia (:> 68 u mol/L). Hypoalbuminaemia (<:;0

g/L) and poor prothrombin time or sever stress

define
failur
of thi
prior
agents
Stress

(Skill

» or bacterial sepesis.

exposur

31 as the occurrence of respiratory or renal

An unusual feature

s study was the relatively high frequency of

e to non-steroidal anti-inflammatory
(40 % of patients with haemorrhagic gastritis).

is accepted as a cause of haemorrhagic gastric
-]

man and Silen, 1976) and it is plausible that
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patients with portal hypertension are as prone or

more prone to this complication than patients

witho
with
Vhaemo
sevexr
form
repor
quent
with

not r

not ki

liver

atera

the ¢
to de
with
largé

this

ut liver disease. ’The reason that patients
liver failure may be predisposed to develop°
rrhaglc gastriti# is less clear; perhaps
impairment of liver function constitutes a
hf stress Lebrec et al., (1980) have recently
ted that haemorrhagic gastritis is more fre-
in patients with large varices than patients
small varices. Standard Liver tests were
pported the reason for‘their observation is
hown. But it may be related to more sever
disease or to an increased ﬁolume of coil—

1L blood flow in patients with large varices.

Experimental and clinical evidence support
pncept that portal hypertension predisposes
velopment of haemorrhagic gastritis. Patients
advanced liver disease, Sever stress and
varices may be particularly predisposed to

complication.
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I1s Haemorrhagic Gastritis More Sevexr in Patients

With Portal Hypertension ?

A

Several reports have attempted to ansower this
quedtion. Khodadoost et al,, (1971) found that the
mortality of cirrhotic patients bleeding from gast-
ritis was one - quarter that of patients bleeding

from varices.

Similarly Mobarhan et al., (1972) reported that
patients with cirrhosis bleeding from variées did so
for |a mean of 4.8 days with a morxtality of 53 % com-
pared to 2.4 % davys and 9 % for cirrhotic patients
with haemérrhagic gastiitis. Recently however Sarfeh
et 3l., (1581) concluded on the basis of a retros-
pective review that portél hypertension conferred
additional risk in patients bleeding from gastritis.
Mean blood loss was similar in these patients to

that of patients bleeding from varices.and markedly
higher than that of patients with haemorrhagic
gastritis alone. Moreover, mortality was mﬁch higher
in the former two groups-compared to the latter (51 %

and |35 % versus O %). Standard liver tests wvere not
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ioned in these communications but it is reason-
to believe that patients with advanced liver
ase would experience a higher mortality frome

bleeding lesion than patients with no liver

disepse.

be t
of t
chan
indy|
lig4
mucqo
Alte

mucd

The most important element causing gbstritis may

he raised portal pressure itself. Obstruction
he venous drainage from the stomach.can induce
ges in the gastric mucosa (Palmer, in 1957)

ced portal hYpertenaion'in dogs by portal vein
tion and found that both the mucosal and sub-
sal veins in the stomach wall became dilated.
rnatively gastritis might be because of gastric

sal ischaemia secondary to arteriovenous shunt-

ing [which can be demonstrated in the stomach of both

anim

et 3

with

als (Manabe et al. 1978) and humans (Bashizume,

1., 1983) with portal hypertension.

The histological changes are entirely consistent

an increase in venous pressure producing a

congested gastric mucosa. The occurrance and severity
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of this congestive gastropathy may depend, however,
not pnly on the total level of portal pressure but
also|l cn local blood flow_characteristics which may
or may not transmit tﬁis increaséd-pressure to the
gastric mucosal and submucosal veins. Differences
in lpcal blood flow pa?terns may explain why some
patients develop gastropathy and other do not. Tge
greater incidence of the gastric lesion in the
longer survivors may be related either to the prog-
ressfion of disease or to the greater number of
sclerotherapy treatments in these patiengéa our
experience suggests that while gastropathy may
develop after sclerotherapy in some individuals the
converse is true in others. In theory obstruction
of blood flow at the gastro-ocesophageal junction
may fincrease congestion by blood vessels flowing
from| the stomach. This effect is likely to be
very| variable as recent studies using Doppler ultra
sounfi {Mc Cormack et al 1983) have shown that blood
flow| in oesophageal varices may sometimes be towards

the stomach and therefore thrombosis of these varices
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reduce and certainly not induce congestion in
astric mucosa., In the majority of patients,
fore, the relationship between sclerotherapg

pstropathy is not straight forward and the

presence of gastric lesion is probably independent

of th

disap
dista
of re
prese
ophag

were

= patency of oesbphageal varices,

w

Terblanche et ai (1979) have described the
pearance of gastric varices after sclerosis of
I oesophageal varices, presumably as a result
trograde propagation of thrombus, but in the
ht series there were 2 patients in whom oces-
pal varices were satisfactorily oblitrated who

subsequently admitted to hospital with bleeding

from gastric varices. In both patients gastric

varic

there

b3 were present before sclerotherapy, and

are some patients with portal hypertension and

oesophageal varices in whom bleeding occurs only

from gastric varices. We have not seen gastric

varices developing after the sclerosis of distal

oescphageal varices, and the possibility that

obliteration cf the oesophageal varices results
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in 4 rise in portal pressure sufficient to increase
the |risk of bleeding from gastric varices seems

most unlikely.

Thé problem of postsclerosis febleeding is
complex and hihges on such factors as persistence,
obliteration, recurrence, and ulceration of varices
and |on the occurrence of gastric varices and portal
hypertensive gastritis., In this report, we have not
fully evaluated these factors. Nevertheless, some
points seem clear. First, recurrent esophageal
varjiceal rebleeding was usually controlled by

further injection. Second; those who failed sclerosis
predominantly bled from gastric varices or portal

hypertensive gastri#i§9 Warren et al. (1986).

In the kings college study Cclark et al (1980)
bleeding from gastric varices has been seen at a
time when the esophageal varices were "abliteroted®.
The| problem of bleeding from gastric varices is
often disregarded, and indeed Terblanche et al

(1979, 1981) are quoted as showing that gastric

‘._. \}\
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varices also disappear with esophageal sclerotherapy.

Data

were not presented to support. A second point

devaxving special emphesis is the peristent portal

hypextension in the stomach, since bleeding from

erosive gastritis is a major cause of death in those

patients. The possible reasons for this are dis~-

cussgd by Reynolds et al (1981) in their randomized

study of the portocaval shunt at the university of

_ SoutHern California. Bleeding from gastritils must

be cgnsidered a preventable complication of portal

hypextension similar to gastric or oesophageal

varides and can not be disregarded 2s a cause of

failure of sclerotherapy. Warren (1983) . Bleeding

from

to bg

Hendg

gastric varices and gastritis has been reported
, precipitated by oesophageal variceal sclerosis.

.rson and Warren (1983).
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MEASUREMENT OF POR'I‘AL_VENOUS PRESSURE

The most widely accepted mnethods for measurement

of portal venous pressure include :-

(1) Pertutaneous Trang~splenic Measurement : N

The pressure can be measured by passing a

neeldle percutaneously into the spleen. The external

zeno reference point is 5 cm. below the sternal angle

of

a supine patient. Atkinson and Sherlock found &

nonmal range of 3 - 17 mmig with a slight overstimu-

lation of portal pressure with this technique .

Presently , this'method is rarely utilized because

of

gplenic hemorrhagic complications in 1 % of the

cases. It is reserved for those patients in whom

direct splenoportography is indicated es in cases of

19

(2) Pe

splenic or portal vein thrombosis (Boyer et al.,

17 .

cutaneous Transhepatic Measurement :

su

Direct meagurement of the portal venous pres-=

re can be achleved through either percutaneous
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(4)
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ishepatic catheterization of the portal vein or
tutaneous insertion of a skinny needle under

broscopic guidance into an intrahepatic portal
nich., The normal portal venous bressure by this

hod ranges from 5 to 10 mmHg (Boyer et al., 1977).

llical Vein Catheterization :

Umb ]

emey
pre;
utas

of 1

This technique also allows the direct measur-
nt of porial venous preasure., The portal venous
ssure by this technique is similar to the perc—
neous technique. However, the rate of failure

nmbilical vein catheterization in cirrhotics ranges

from 10 to 40 % wusually from creation of a false

pasgage. Potential complications include hemorrhage,
wound infection, ascitic fluid leskage and portal
vein thrombosis. For those reasons and also because
of the advantage of percutaneous trenshepatic cath-
eterization , this technique is rarely used
Reynolds et al., (1970).

Hepatic Vein Wedged Pressure Measurement :

Tay]

This technique was introduced by Myers and

lor in 1951. A wedged catheter in a normal 1liver
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11 decompress the pressure column.

hsgure in the normal liver.
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asatic column of dlood that extends down to

communic-

Hepatic

sd pressure is therefore slightly less than

However , dye
before pressure measurement may give falsely
The most important advantage of this
is the use of A dependable internal zero
point, either free hepatic venous or inferior
pressure (Myers, J.D. and Taylor, W.J., 1951).

and associates have recently developed & new

based on the use ‘of aballon catheter +hat

allows the measurement of occulded and free hepatic ven-

ous pressure without moving the catheter.

is from 8

ential bedtween WHVP and the free hepatic vein

arior vena cava pressure.

The normal wedged hepatic venous pressure (WHVP)

to 12 mmHg with approximately a 5 mmHg differ-
or inf-

This gradient is called corr-

ected sidusoidal pressure (CSP) with less than 5 mmig

being a normal measurement (Tygstrup et al., 1962) .

Pressure
denoting

has been

a markedly hypertensive state.

readings vary with values greater than 30 mmHg

Good correlation

shown between ihdirect methods of obtaining
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pressure and measurements taken directly at the

sugery

Corrected sinusoidal pressure allows different-

i truly elevated sinusoidal pressure from those

4

ry to an elevated systemic venous pressure

Il Significance

lished

the pre
The deg
assesse
Measure
differe
ermine

unately

the deg

intiati
et al,,

rarely

12 mmHg

Evaluation of the portal venous pressure estab-
the diagnosis of portal hypertension and confirms
secence of chronic liver disease in some patients.
ree of elevation may also provide an ébjective

nent of the exact extent of the disease.

ment of portal pressure by a combination of

rt techniques at different sites can help det-

the etiology of portal hypertension . Unfort-

no strong correlation has been found between

*

ree of portal venous pressure elevation and the
on of a variceal Dbleeding episode - Viallet

however have indicated that variceal bleeding
occurs when the pressure gradient is less than
Vo Wedt

(Vigellet et al., 197%).
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HEPATIC BILOOD FLOW

MEASUREMENT OF HEPATIC BLOOD FLOW

Since 1864, many techniques have been developed
gearch for accurate quantitation of hepatic blood
Bradley classified these techniques into direct

lirect methods (Bradley, S.E., 1966).

-

ggj Methods

The methods that have been used for direct

jurement of hepatic blood flow include :

plectromagnetic Flowmeter :

]

The electromggnetic flowmeter has been
smployed for measuring hepatic blood flow in pat-
ients during the surgical procedure., It is cal-
ibrated for the measurement of absolute flow.
jowever, the associated surgical trauma and the
low reproducibility in measuring venous flow
1imit its use in the clinical field (Denison,Jr,

A.B. et al., 1955 and Nordlinger , B.M. et al.,

1980) .
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2. Anglographic Techniques :

»

Evaluation of portal venous hemodynamics by
angjography is a complex and invasive technique which
is subjected to significant mechanical and pharmac-—
ologic manipulations by the radiologist. However ,
standardized visceral artery angiography , carried
thrpugh to the venous phase and cupplemented at
times by splenoportography or direct transhepatic
venpus portography has evolved &as the most widely
implemented method. In addition a cineangiographic
techniques has been used by some investigators

(Viammonte, Jr. M, et al., 1970).

. Hepatic Angiography :

This technique is a semiquantitative estimation

f portal blood flow.

o

. Uireangiography :

This technique requireé biplane fluoroscopy
dnd catheterization of the umbilical vein. Measur-
dment of the velocity of 2 — 3 mm lipoidal aroplets
yepresent true flow velocity within the range of

medical interest. However , this method may be
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too.invasive or complex for poutine use (Ohnishi.K.

o

et al., 1985 and Roichle, F.,A. et al., 1972).

" IX~ Indirect Methods :

The available %techniques for indi}ect measS~

urement of hepatic blood flow include :

1.

Isotopic Technigues :

With these techniques different isolopic
mhterials have been used which are either comp-
lptely removed‘by the phagocytic activity of
reticulo endcthelial (RE) cells of the liver,
or rapidly diffused with instantaneous equalib-
fium between blood and tissue concenteration.

However, there are two different techniques :-

a- Single Injection :

A single dose of radioective materials
13 injected intravenously. These substances
such as labeled chromium phosphate , radio
active gold and heat denatured plasma albumin
labeled with 1311 are completely cleared only
by reticubenothelial cells in the liver.
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b= Dilution "Washout" Tachnique :

The indicator - dilution technique is
bdsed on the hydraulic principle that the volume
flow within a moving stream may be determined by
its ability to diluée a known amount of indicator
méasured with respect to time. o
Various routes for administration of BSKr
and 133 Xe have been used. In recent years, these
tracers'hQVB been injected into the po?tal vein

vie catheterization of the umbilicel vein (Shoem-
aker, W.C. et al., 1961). Matie and associates
absessed hepatic tissue perfusion during the
surgical_procedure both before and after DSRS.
Ubing the krypton washout technique , they showed
a| mean perfusion of 116 ml/minute/100 gm of liver
before DSIS and 108 ml/minute/100 hm of liver after

DSRS ' . (Mathie, R.T. et.al., 1980). }

2, Clearance and Extraction Techniqu&s $

Elimination of a substance by the liver depends

on & number of factors. These include the total hepatic
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blood| flow, binding of substance to blood constit-

uents|; up take and transport across the hepatocyte

plas
with

memberane , distribution of flow (Shunting)

the liver, dintracellular transport end met-

aboli m and excretion or secretion of the substance.

In an attempt to simplify these complex biological

~ eventp, hepetic substance removal has been concept-

ualized as a function of both flow and the capacity

of the liver to remove the substance in the absence

of flbow limitations (intrinsic clearance).

Galacltose Clearance ¢

as &

In the 1950's galactose clearance was proposed

method of measuring he?atic blood £low because

of tide high enzymatic activity in the hepatocytes

for galactose metabolism, However lack of accurate

methdds of analysis for the quantitation of low

acce

plasja_galactose levels was an obstacle in the border
t

ance of the test substance (Greinler, A. ;

Labenge, 1973). ;

assay

galag

<]

In 1980, Henderson et al., modified Magon's
r uging galactose oxidase to effectively measure

L toge concentration in the rang of O - 100 mg/L.
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et al., 1977). With these plasma galactose con-
ions , Henderson et al., utilized the original
of galactose clearance to measure hepatic blood

liver disease - continuous intravenous infusion

of galactose at rates varying from 25 - 100 mg/min was

shown 4
measurl

aegtimat

ance ar
the hep
in gals

liver 4§
hepatoqg
1986).

b~ Inddg

o be the most practical-and accurate method of
ng distribution and elimination kinetics for
ion of hepatic blood flour.

They recently demonstrated that galactose clear-
d extraction were significantly different when
atocytes were chalienged with a two fold increase

ctoge infusion.

Also, hepatic extraction was independent of
ize and galactose clearance but dependent on the

yte functional - regserve (Henderson, J.M. et al.,

4]

cvanine Green Clearance

flow
with

In eirrnotics , a wide range of hepatic blood

was observed using indocyaninc green clearance

| either single injection or continous infusion
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technique. However, this technique 1is most accurate
when & sizable extraction for the dye 1is present
(Villeneuve, J.P, et al., 1982 and Bosch, J. et al.,
1981)| | |

Imagipng Techniques :

Recently , the advanced imaging techniques

have been utilized to measure blood flow. The pulsed

- doppller flowmater has been vsed in the last two

year to measure portal blood flow. The magnetic
resonance imaging {(MRI) is asnother new technique

which may be used in the near future for estim-

ation of portal flow (Bernardino, M.E. et al., 1986).
The pulsed doppler flowheter has been combi. =d with
an ultrasound sector scanner to measure blood flow.

It can be calculatedlfrom the blood flow velocity

and the cross - gectional ares of the vessel. The

blood flow velocity can be determined from the doppler
shift frequency. The cross sectional area’ of a blood
vessel can be.measured on the B-made tomogram (Moriyo-

csuf|et al., 1984), The obvious advantages of this
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re its simplicity , non invasiveness , lack

of irradiation and its ability to quantitatively

calculal

pulsed d

a- Thergq

b~ The Y

e portal flow.

The portal system is a favorable object for

oppler flowmeter use for the following reasons :

is 1little phasic change in flow velocity.
lood vessele is relatively large with lorg

astright segment with little branching ..

c- The b

100d vessele is relatively close to the body

surface (Ohnishi., K. et el., 1985).

ynamic ¢

- chronic

Ohnishi et al. used this technique for hemod -
valuation of portal‘system in patients with

1iver disease and portal hypertension. 1t

can be sed for the diagnosis of portal vein thrombosis,

reversal of portal or splenic flow and arteriovortal

ghunts.

Inokuchi et al.,-used the pulsed doppler f}ow-

meter fpr the assessment of hemodynamic changes after

gelective shunt operations. This technique may be help-

ful in [the near future in selecting patients for surgical

treatment (Ohnishi, K, et al., 1985 and Inokuchi. et al.,

1984).
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GOLIATERALS

e term porial hypertension is syron ymous with
pystemic collaterals, the mechanism of develop-
these collatersls is not at all understood
investigations have implicated prostaglandins

e shed some light on the pathogenesis of new
formation. Prostucyclin (PGIZ) is a potent va-
pr and inhibitor of platelet aggregation. Act-

hs been shown to be increased in the aortae of

spontangously hypertensive rats (Moncoadoa 4% al.,1977)

and in
tion of
develop
correla

degree

Py

tensive

the portal vein wall of rats after partial liga-
the portael #éih. as portal-systemic collaterals
ed. Sham-operated rats showed , there was a close .
tion between the portal vemousspressure and the

of PGI, activity.

2

ostacyclin may be produced by the wall of hyper-~

vessels. If released into the bloodstream, such

vasodillatory substances might stimulate the development

of coll
ion may

ning to

aterals. Such an inhibitor of platelet:aggregat-

prevent thrombosis. They extrapolate this resso-

the human condition and suggest that in sustained
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hypertension progtacyclin.might induce the
ment of esophageal varices (and other colla-
) by its vasodilitor effect and might cause
ng by inhibiting platelet aggregation .

(Monc,

M
11983)
esopha
radio
throu
they d
cephal
bidire

m et al-’ 1977).

Cormack and Co-workers (McCor marck et al.,
tudied the direction of blood flow within

eal varices by ultrasound and by injection

aphy. Using a Doppler probe that was passed
the biopsy channel of a fiberoptic endoscope

monstrated that the flow in varices was usually
d but was sometimes caudad and, occasionally,

tiongl in the same varix. They found that the

direction of flow was determined by the phase of res-

pirati
flow
blood
~conel

perfo

osal to the submucosal vessels, and could be most easily

n, and noted in a patient with bidirectional
two sites 2 cm apard in a single varix that
low reversed direction with respiration. They

ed that this .pattern occurred at the site of a

ting vein, i.e., @& vein leading from the subser-

*

explailned by reversal of the direction of .flow through

the communicating vein. They demonsirated such flow by
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direct |[injection of a sclerosant-contrast mixture.
The implication of these findings is that esophageal

varicej'represent a backwater in which blood ebbs and
flows with changes in pressure and with respiration ...

in the|periesophageal varices, which are , by contrast

the resal blopd-carrying varices. This provides some

insgight into how and ‘'why varices bleed. 1t . has been .
suspec¢ted that patiénts with large varices are at the
'gréatéft'riék_ofﬁb;eg&in&(ﬁébrec‘"etghl g,}lS&O}.j
3rec and his colleagues have indicated that blee-
om acute gaétric erosions (AGE) in patienis with
eal varices (EV) has the same pathophysiologic
i cance as bleeding from EV. (Lebree et al .,1880).
lieve that the reduction of portal pressure by
ockade (Lebred et al.,1981). or by portal-systemic
opis reduces the risks of recurreant bhenorrhage.
(Ruff 1976), and their co-workers have reported that hemo-
rrhagel from AGE is rare after surgical portal decompress-
ion . | Sarfeh has suggested that the prognosis of beeding
in patients with AGE is mssociated with high rates of
recurdent hemorrhage and death (Sérfeh ét’ale,1981). In
bis mdst recent retrospective evalugtion, Sarfeb found

that patients with EV wha were bleeding from AGE respon-

o
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ded better to portal decompressive procedures thga to

surgilcal therapy deéesigned to treat the AGE .

{Lebrec éf él,1981) Lebrec and his associates have
included 25% of patients who bled from acute gasiric
erosions in their investigation of propranolol in the
management of patients who bled from esophagogastric
varides (Lebrec et al 1981). They use as evidence to
suppgrt Aheir conéept the fact that portacaval shunts
dimiﬁish the risk of bledding from both esophageal vari-

ces and acute gastric erosiobns.




ENDOSCOPY OF UPPER G,I.T%

Indications:

THe development of fibroscope simplified the tech-

nique ¢f direct iuntragastric cbservation, reduced the

'patieni's discomfort aad at)the same time overcome most

of the |observational blind spots in the stomach. The

ugefulness of gastric endoscopy in dlagnosls of stomach

diseases was further enhanced. At the same time fibro-

gastroIcopic observation has made it possible to study

digeas

g which in many ocases had been considered t& be

beyond|capabilities of gastroscoplc examination. Katon

{1981)}

Specific Indication of Oesophegoscopy: .

1.

2.

3.

4.

5.

6

Diagnosis of oesophageal varices:
In cases of portal hypertension, pan endoscopy

is ppecifically indicated.

Diagnosis and assessment of oesophagitis.

Confirmation of suspected neoplasms.

Investigation of oesophageal obatruction.

Operative procedures.
Disgnosis and management of upper gastro intestinal

haemorrhage.
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7. Invedtigations of all cases of dysphagia,

8. Substlernal or subxiphoid pain of non ischemic nature.

Petexrison et al. (1981).

ons of Gastrosco

(1]

staﬁt dyspgpsia without X-ray finding.
rential diagnosis of gastric ulcers.
rentia! diagnosis of other gastric lesions:
stroscopy can easly and directly differentiate
between any radiological deformity which can not be
diggnosed ;adiologically e;g., antral gastritis,
giant rugeal folds, polyps, £illing defect and infil-
tratjive lesion. |
4, Evalpation of the extent of the lesions.

]

5. In chses of peptic ulceration it is the most accurate
methpd of follow up.

6. Invegtigation of the cause of haematemesis or melena.

7. Evaluation of post ope:ative stomach.

8., Study of gastric mucosa in vgrious diseases e.g. per-
nicibus anaemia, achlorhydria and dry gastritis.

9. Direct study of the tone of the stomach, Also, the
effect of various drugs on the stomach, also it is

used as 2 research tocl.
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valuation of the inflammatory lesion and its

erential diagnosis.

ndications :

contraindicationss

perative patient,

opathics are unable to understand the signifi-
of an examination.

However there are no absolute contra-indication

for uppeér G.I.T. endoscopy.

Relative contraindications :

Deformity of the spine: It is only impossible in
cases of marked defcormity of the thoracic spine due

to rickets or tuberculosis of the spine.

- 2. In cases of : cardiac failure, corcnary disease, dys-

pnea| disturbance of consciousness, acute infection.

3, In cases: where there is marked deviation of theg
oesophagus, due to the presence of an aorxtic aneurysm,

or mediastinal tumor.

4. In cases of: oesophageal diverticula, zenkers diver-

ticulla.
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5. Forgible insertion: is contra indicated in cases of
oesgphageal stenosis due to oesophageal cancer or

cardiac cancer,

6. In dases of corrosive gastritis and phelgmonous

gasfritis,

7. Enddscopy immediately after an abdominal operation.

8, Jaurndiced patient should not undergo endoscopy
until evidence has been obtained that their serum
does not contain hepatitis associated antigen, bac-
ausé there is no particular method foir sterilizing

the |endoscope.

9, Cervical arthritis.

10. A ¢ombination of a short "Bullneck" a small mouth,
and |long teeth.

11. Sinus infection.

12. Suspecion of recent gastric perforation.

&
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care of the patient @

>

History and physical examination, informations on
o

a patipnts hypersensitivity to drugs, complications and

presence or absence of a disturbance of passage through

the oesophagus and cardia are especially important before

"

a gastroscopic examination.

I. Investigations prior to endoscopy @

A,

P

to

ho

Barium meal or swallow: It is important to reveal
any absolute contra indications.

E.C.G. for cardiovascular patient.

Tests-for bleeding tendency.

hparation and medicatiog H

Solid food should not be taken for 6 hours prior

¢ndoscopy, but clear fluids is allowed upto 3

hrs before examination. Atropin is given as a

pre-medication, It protect against dysrhythmia

which occure during any form of intubation. It

allso, reduces the excessive salivation which is

sdmetimes associated with the use of Diazepam




(zbinden & Randal, 1967). General anaesthesia is
indicated in children, psychopathics, heavy alco-
hollics very nervous subjects when difficulty is

encountered in passing the endoscopre through the

oesophagus and where gastric washout is indicated.

Care during endoscopy?

The patient should be maintained at the level of
[+

2

considusness to tell about any unusual pain or discom-
fort which are the first worning of trauma and to
cooperate, to obey simple commands as to swallow during

-

the pdssage of the endoscope.

Post gndosco care

he patient must be put under medical observation
st until he is completely recovered from the
am, he has to be kept in the left lateral posi-

s further aspiration may occur.

ith the development of fibrogastroscope the

hazards of endoscopy are limited.
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1. Complication of medication :

The major hazafds of local anaesthesia are acute
rhythm changes, failure and even sudden death which

may be contributed to pulmonary aspiration.

2. Peyforation :

It is the most serious complication of oesophagos

copy, it is more likely to cause perforation than

gastroscopy. With the use of F.G.S. as with the

It may lead to the development of pneumonia and
itk complications and may be the cause of dath

-

(Sghiller et al., 1972).

Aspiration pneumonia is responsible for most

polst endoscopy morbidity.

Cardijovascular Complications:

cardicovascular complications may be due to

1ocal anaesthesia or to intubation.




Haemorrhage :
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ost endoscopy haemorrhage is not a common

omplications inglude':

2. Trauyma from unplanned withdrawal,

‘3. Mucgsal burn (in the old endoscope) .

4, Swallowed mouth guard.

5. Rupture of the stomach:

6. Over distention simulating perforation,

7. Volvulous of the small bowel.

8. Subparotid painless swelling.

9. Inappropriate intubation. v

10, Infection.

11. Transport problems,

Normal| Endoscopic Picture :

1, Oespphagus.

sripal and diaphragmatic movement.

Tt discribes a gentle curve which, altered by the

it deviates to

thel left in the neck and upper thorax and then it
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deviates to the right. It reaches the mid line

Behind the arch of aorta. The normal oesophageal

-

wucosa appears pale pink in colour, and glistening,
moisted by.mucus. In the proximal ocesophagus

there are broad longitudinal folds the change from
¢esophageal squamous to the gastric columnar mucosa
is indicated by the change of pale and glistening
oespphageal mucosa to the deep red 6r orange

gastric mucosa. The junctional border may be sharply
grfined giving a dentate appearance. Howevér, there
bre considerable variations in the position, promin-
ence and pattern of this boundary zone ih different

individuals.

Btomach @
The most proximal landmark situated in the
stomach is the lake of mucus which is made up of

gastric juice.

swallowed saliva and bile stained fluid. It
is found on the posterior wall in supine position,

and on the greater 'curve at the fundus vhen the

@
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patient is lying in the left lateral pesition. This
pucus should be aspiréted to seek out any lesion

and to minimize the danger of regurgitation.

The rugae of the stomach are most prominent

hn the lesser curve and the posterior wall aspect

5f tha body of the=stoﬁach. The lesser curve aspect
Lf the stomach is comparatively smooth and marked

by shallow lengitudinal foldé. The most persistent
land mark of the mid stomach is the angulus, situated
about half way down the lesser curve. Beyond the
angulus there is a change in the direction of the
lumen, of the stomach to the right, posteriorly,
also the fold on the greater curve becomeslongit-
udinal and is directed into the antrum, the distal
antrum is often rather featureless. The viewed
tangentially which indicates a change in the direc-

tion of the lumen.

In certain phases of peristalses,the shape of

the pylorus changes with the phase of peristalsis.

Reflux of bloody mucus may be seen or sometimes

bile stained fluid regurgitates across the pylorus,

k]

-
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INJECTION _SCLEROTHERAPY

The first report ¢f the injection of sclerosant into
esophageal varices for the control of bleeding came in
1939 from Crafoord end Frenkener two Swedisgh Surgeons.

Moersch considered that splenecfomy should procede
any attempt at injection sclerotherapy. Also he noted
that the majority of the patients with recurrent varic-
eal bleeding had gastric fundal varices which where not
seen in|the other patients in wholm therapy was regarded
as successful. Moersch considered that the presence
of fund vaxices is e contraindication tb injection

sclerotherapy.

Wodak, an Austrien surgeon, in 1960, he belived
that the esophageal varices were useful oolieterale
helping|to decompress the portal system, and there
fore, t¢ obliterate them by injection of sclerosant
into the veins was uhwise.: Wodak modified the tech-
nique of injection sélerbtherapy by injectien not into
the varix but alongside 1t, the sim being to create
a layer|of fibrosis 1o cover the vaﬁices leaving them

as functioning collaterals.
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ATM OF INJECTION SCLEROTHERAPY

Endoscopic Sclerotherapy can be formed in three
different ways asiming at either:

1. Thrombosing obliterating, and eradicating varices
by intre variceal injection;

2. Covering the varices with a fibrous layer by para-
varigeal iﬁjection ande.

3, Achigving sclerosis of the varices and the inner
esophageal wall by the ocombined peri-and intrava-
sculdr injection technigue (Soehendra N., et al.,

1983).

e(1983) provided an evidence for the safety of
iceal sclerosant injeotion, when two millileters
osant oontrast mixture was injected invo the
varix under radiological control in an old woman
togenic cirrhosis, duodenal and gastrio ulcers
e esophageal varices. Higtological study of
hagus showed incomplete thrombosis of
cted varix without ulceration or inflammation at
ction site.

Sol in the ebsence of compression, distention and
o

blanching at the site of injeotion suggest that Soler-
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osant is| extravasating, regardless of the lack of-resgis=-

‘tence to| injeotion (Rose; et al., 1983).

Sclerotherapy is usually effedtiva'and safe but
injection should be intravariceal for maximum effect and

to avoid ulcer or stricture formation, (Yassin et al.,

- 1983).

Wo

PARAVARICEAL INJECTION

ak, in 1960 reported that the esophageal varices

were usdful collaterals helping to decompress the portal

system, |and therefore, to obliterate them by injection
. of sclerosant into the veins was unwise., Wodak modified

--the tec¢
alongsi
to cove

terals.

Th
average

geleros

que of injection sclerotherapy by injecting
e the varix aiming to oreate a layer of fibrosis
the varices leaving them as functioning colla-~

Ral

treatment must be carried out in stages. On
6 months are necessary in order to adequately
the inner wall of the esophagus, a process

requiring more than ten sessions. During the relative-

ly long

period of treatment it is not uncommon for

recurrent bleeding to occur. This is often hemorrhage

due to

erogsion of thé varices as a result of necrosis




of the m

- 80 -

icosa caused by the sclerotherapy which account

about 45% (Soehendra. N., et ale, 1983).

Cr

SITE FOR INJECTION

afoord end Frenkmer, 1939 their first injection

wes undertaken in the bleed-free interval into three

varices

with ver

in the proximal esophagus which was agsociated
y little bleeding.

St

1zner and lierse 1981, demonstrated that the

source ¢f bleeding will be found in the lower part of

the esophagus in more than 90%.

attack ¢

7 concepts

Req
jectioni

near 1o

T
1980;
ring of

Therefore, a direct

)£ the lower esophagus varices is a reasonable

rently, almogt all studies emphasize that in-
3y into the varices should be placed distally as

the esophagogastric junction as possible

brblanche,1979; Rose et al., 1983; Clark et al.,

ind Yassin et al., 1983). After the

varices at gastro~esophageal junction has been

injected, a further injection is given at a more proximal

level i

esophag

n the case of large varices extending high in the
vs (Clark et al., 1980).




- 81 =

Evien those who are using the extravascular tachni-
" que, sclerotherapy is initiated at the cardiac and of
the esophoquse.
Multiple superficial pricks are done circum-

ferentially involving the lower 3-5 cm of the a2sophagus

(Paquet,

Fg
scleroth
originall
procedur

of a mon

Fq

courses

1981, 1983).

PREQUENCY OF RE-INJECTION

r definitive treatment of esophageal varices,
erapy couress are yeeded to0 be repeateds In the
article by Crafoord and Frenckmer (1939) the

e was repeated every other day during the s;;ce

the

r initial obliteration of varices, more spaced

have been also suggested. Johnson (I977)repeated

the injections every one menth end olark et al.(1980)

every 3-
second 1
repeated
Barsoum
after th

earlier

4 weeks. Lewis et al. (1980) carried out the
njection after 7-10 days and hence forward they
at one month intervels. In the studies of

et al. (1982) reinjection was performed 2 weeks
le emexgency session and repeated 6 week later or

if rebleeding occured. Rose et al., (1983)

Performdd generally injections at weekly intervals untile
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des were thrombosed or markedly reduced in size.

ter treatment took, place monthly until varices

had disappeared.

How

study of

ever , Westably et al, (1984) made a comparative

the efficacy and complications of injection

aclerothErapy carried out at intervals of one week and

three we

found th

for obli

ks up to the time of varices obliteration and
nt the number of courses of injection required

teration of the varices was not different in the

two groups and degpite a shorter time scale for oblitera-

tion in
which fu
wag less

signifidg

wue weekly treated patients the frequency with

rther episodes of bleeding occurred before that
but the difference was not statistiocally

ant.

e et al., (1984) made up his new regime is to

Ro
give a jaximum of three courses at this interval and

then to
ing. by

allow a period of three weeks before reassess=-

endoscopy, the need for further injection.
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FOLLOW-UP IN CHRONIC SCLEROTHERAPY

Modt authorities firmly emphasize that after the

- yarioces

re-exami

En(

an emer
bleedinI
of the silent cases.

Te]

of vari
admissi
tion (7
rate of
by mean
ingtrum

gclerot
hemorrk
(8¢

aby 1s

suppor

have. been controlled, the patients should be

ned every 3 to 12 months.

INDICATIONS OF INJECTION SCLEROTHERAPY

._____________—__———_——'—_-——————

logcopic variceal gsclerotherapy is contemplated as

ency and elective therapeutiec procedure for
esophageal varices oI as a prophylactic measure

(Paquet, 1982).

rblanche (1983) reported that definitive control
honl hemarrhage was achieved in 95% of hospital
pns, usually with a gingle intravarigeal injec-
0%), while Paquet (1983), stated, fhat the success
stopping acute and masgive hemorrhage from varices
s of paravariceal injection is 93% with a rigid

ent and 81% with a flexible one, and added that

herapy is the treatment of choioce of acute variceal

8.Z€ .

ce the bleeding is controlled, chronic aclerether-

a possible long=-term treatment in place of medlcal

. or surgiocal operation (Terblanche et al., 1979).
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On the other hand, Shields, (1979), stated that after

the Laemorrhage has been controlled, there are seversl

therapeutic options, cnly one of which is injection scler-

apeutie options, only one of which is injection sclero=-
therapy. Actually, the technique is indicated in the

follo

Pinel et al., (1976): hoped that sclerotherapy
should| be used as a prophylactic measure to prevent haemo-
rrhage, as soon as the presence of varices is realised.
Kronterger et al, (1976) claimed that the best result are
obtain
the espphageal mucosa is still intact. Prophylactic inje=-

d when varices are just begining to form and when

ctions|were used by Socehendra (1980): with no primary

mortality.
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SCLEROTHERAPY IN COMBINATION WITH SPLENECTOMY

AND DEVASCULARISATION QPERATION

Moersch (1947) considered that splenectomy should
precede any attémpt at injection sclerotherapy. So did
Featron and Sass-Kortsak, 1959. Macbeth (1955) agreed
with them as he noticed that the varices were much more
controllable after splenectomy. However, he advised
that in those recently bled, it is best to inject first
theh to have a splenectomy and finally to complete the

injection course.

Recently, terbtanche et al., (1979) remined of the
possible value of sclerotherapy complementary to splen-—
eciomy and devascularization operations. They raised
thg question of whether or not injection sclerotherapy,
together with a devascularization procedure, might be

the method of choice in patients in whom eradication of

the varices proves difficult.

SCLEROSING SQOLUTIONS

<
Ethanolamine oleate has remained popular in Great

Britain and South Africa for intravariceal injection,




whereas
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bolidocanol is the most popular in Austria and

west Germany for paravariceal injection.

The| important considerations ih choosing sclerosing

aqgents are:

1.

2

3.

4,

S

6.

Te

Safety and efficacy.

WhetHer an intravariceal approach will be usged or
paravariceal.

Availability and status with the tederal drug
Adminigtration.

Cage |of injection through small gauge needles.
Prequency of anaphylaxise

Side|effects such as fever, pleural effusion and
checf pain and.

Stab

ility and half life of egent (Jensen, 1983).
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The |Problem of the Gascric Varices :

There are conflicting views regarding the effect of
the| cesophageal varices on the gastric varices which,
themselves, are a matter of great controversy concerning

L]

thefir incidence and rupture in portal hypertention.
i+

tn the Lancet editorial letter (1979), it has been
- suggested that the preservation of perioesophageal veins
patent, may explain why no gastric varices appear or

enlprge after injectioen.

bn the other hand, Williams and Clark (1981l) are of
the opinion of increased gastric variceal bleeding after
ocesophageal varices eradication, but they presumed that
tre incidence is probably less than 5%. They added that,
since there have been no reports of increased portal
pressure aftzr injection sclerotherapy, it might be the
indreased survival after the procedure which gives time

foy the gastric varices to manifest.

Moersch (1947), in a series of 22 patients, reported
that in 6 out of 10 unsuccessfully treated patients,

gastric varices were found on gastroscopic eramination.
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At two necropsies, he confirmed the gastric origin
of Hhe bleeding. He went to the conclusion that
the |presence of varices in the cardiac end of the
stonach is a contradication to the injection type of

tre&tment of oesophayeal varices.

on the contrarv, Johnston and Rodgers (1973) after
15 years of sclerotherapy experience on 117 patients
with acute variceal bleeding reported that it was ex-
tremely rare to find bleeding originating in varices
below the cardia, Terblanche et al. (1979) and Lewis

et al. (1980) had the same result.

Bleeding gastric varices after sclerxotherapy of the
oespphageal varices was reported as ﬁ complication in
6.7% (Raschke and Paqtiet,1973) of the cases and in 8.3%
(Clark et al.; 1980). However, the latter found no
evidence that gastric varices had increased in size

after sclerothérapy.

rerblanche et al. (1979) and Lewis et al. (1080)
. cladimed that gastric varices that were seen occasion-

ally prior to sclerotherapy have disappeared completely

in |several patients.
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Hpwever, in 1978, Barsoum et al, carried out a pilot

atudy to follow the process of variceal injection

sclerotherapy by radiolography, They indicated that,

even with a wide oesophagoscope inside the ocesophagus

compressing the upward flow, the sclerosant did not

pass downwards across the cardia to £ill the gastric

varices.

[vs ]

runner (1980} claimed that through the recently

devgloped fibrescopes, sclerosing of varices of the

fundus can be achieved. But Printen (1980) found it

too

difficult to bend the scope around anc sSpear

ve 13els with any creat degree of certainty.




MATERIAL AND METHODS

Materfial and methods of this study consists of

forty patients with recurrant gastro-intestinal

bleeding due to ocesophageal varices in bilharzial

hepat

Hospi

this

histo

ic fibrosis.

Our cases were selected from Benha University
tal,two groups of patients were included in

study:

20 patients with bilharzial hepatic fibrosis
without sclerotherapy (19 males and one female)
Their age ranged from 22-65 years with the mean

of 39.5 S.D + 12.9,

20 patients with bilharzial hepatic fibrosis
after sclerotherapy by intravariceal injection
cf ethanol amine aleate (all of them were males)
their age ranged from 28-64 years, with the

mean of 46,5 S.D # 1l0,5.

Rll patients were submitted to through

ry taking and clinical examination
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th especial stress on history of :

History of precipitating factors of bleeding
as ulcerogenic drugs,sudden straing, chest
infection, previous operations, and injection

sclerotherapy,

The frequency of previous bleeding.
Jaundice.

Fever,

amination for :-
Pulse, blood pressure, temperature, pallor,
Jaundice, pellagric rash, Herpes, Candidasis

Cedema Lewer limbé.

&

Examination of chest, Heart, Nervous systems,

Abdominal Examination for : dilated veins,

liver, spleen, kidney, Ascites, Masses.

The following investigation were done for all

pa

tient :-~
Urine analysis, stool analysis, blood picture,

KB %.
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2,

3.
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Endoscopy (Fibropticendoscopy).
Liver biopsy.

Gastric biopsye.

r G,I,T. Endoscopy :

Fibroscopy was done for all patients using

olympus G.L.F type K.

Preparation and Medication :

houxry

All the patients were fasted for at least 10

5 before examination :

Immediately before examination each of them
was injected intravenously by 5-10 mg Diazepam,
According to his state of conscicusness which
was kept at a point where he was just able to

answer comands sloowly.

Buscopan was given only where there was pyloric

spasi,

Passing the instrument :

The patient lies in his left side, his mouth

opend, a mouth guard is fixed into it :-
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A| forward viewing endoscope is connected and
checked,It's distal 20 cc were lubricated by
ollubricating jell.

The endoscopethenintroduced into the mouth
close-to the midline advanced slowly.

The patient asked to swallow.

Dpep inspiration wasencouraged.

The tip was slightly bent during introduction
and maintained by fixing knob.

Als soon as the tip has been swallowed, the
fiixing knob waspushed into the free position.
The instrument then advanced in the oesophagus
under vision.,

The air insuflation and fluid aspiration, con-
troles, used to obtain a good view and to remove
the fluid in the ocesophagus.,

The ovesophagogastric Jjunction is about 40 cm
from the incisor teath and is normally visible
aB a distinct change in the colour of mucosa.
The oesophageal mucosa is whitish while that

of the stomach in pink,
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nflation of the stomach with air and aspira-
ion of fluids is essential to examination,

t was examined in a systemic manouver using
he angling mechanism, The state of gastric
ncosa, the presence of any mucus besides,

he presence or absence of biliary reflux and
he motor activity of the stomach were noted.
he pyloric ring was examined then the lst and

nd parts of the duodenum,

Endoscopy Care @

* T

P

1

W

Endo

gast

des<

he patient should be kept in the left lateral
hsition till he is fulfy concious,

¢ should not take any thihg by mouth for at
past 3 hours, or to undertake any requnsible

brk within 24 hours after receiving Diazepam,

scopical diagnosis of gastxitis:

The endoscopic changes which occur in the
ric mucosa were classified according to the
ription of Taor et al, (1975).

1) a fine pink speckling ox'scarlatina' type

rash.
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~

ii) a superficial reddening, particularly on the
surface of the rugae giving a striped appear-

ance,

P

iii)a fine while reticular pattern separating
areas_of rgised red oedematous mucosa resemb-
ling a 'snake skin'.

(iv) discrete red spots analogus to the chemy red
spots described in the ocesophagus. These
spots can become confluent giving a local
area of severe gastrxitis which may bleed,

(V) a diffuse haemorrhagic gastritis.

Liver biopsy :
Needle liver biopsy‘and IHistopathologinal
examination, This was done using Menghini technique

by uging true cut needle as described by Sherlock

{1981).

Histgpathological examinaticn 3

Endoscopic biopsies were taken from stomach,

one from the fundus of the stomach, and one from
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the pyloric antrum, and fixed in 10% formalin, embeded

in parafin and stained with hematoxyline and eosin,

Alcian P.A.S. (periodic acid Schiff) and Reticulin

stain

S

Diagnosis of Gastritis :

The principles of classification of the inflam-~

matory changes in the fundal or antral area have

been |based

(1981

Score

).

o

e

e

on the scoring planned by Kekki et al.,

Normal epithelium.

Chronic superficial gastritis (accumulation
of ruund cells without loss of normal glands!},
Slight at;ophic gastritis (slight loss of
normal glands).

Moderatg atrophic gastritis (Moderate loss

of normal glands}.

Severe atrophic gastritis (Severe loss of

normal glands).
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* Congestion (Ectasia) :

The lamine propria is the seat of many dilated

blood| spaces, most of these spaces are filled with

blood.
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Blood picture : Table No.(3)

- Haemoglobin % :

2ll cases showed low haewoglobin % before treat-
ment, the mean value was (67.85%) group I &
(75.8%) group II.

- RBC's count :

The mean value was (3,792,500/C.ML in group I
SD + 287%04) & (4,537,500/C.ML in group IX
SD + 486023),

- WBC's were not changed significantly the mean
value being (6580/C.ML in group I + SD + 1132)
& (6385/C.ML in group II & S,D + 1092),

Liver bicpsy

All cases show schistosomal hepatic fibrosis.

Somg of them show mixed lesions., We failed to

aQ
obtain samples from two patients, because of marked

<

shrinkage of the liver.

Endoscopic results of the stomach :

* group I : 4 cases (20%) showed gastritis one of
them was combined with gastric varies
one case (5%) gastric varices and free

in 16 cases (80%) Table No.(5)
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group II: (with sclerotherapy): 7 cases (35%)

showed gastritis and free in 19

cases (65%) Table No (6).

Histopathological results of group_cne :

* pyndus : Table No (7).

*

Epithelial changes : 8 cases (40%) showed colu-

minar metaplasia, 4 cases (20%) showed chronic

superficial gastritis and one case (5%) showed

.slight atrophic gastritis. Fig. No (6).

Lamina pfoparia: 8 cases (40%) showed conges-
tion. Fig. NO (1) 2 cases (;0%) showed oedema,
5 cases (25%) showed cellular infilteratio=n and

3 cases (15%) showed fibrosis.

* Antrum ¢

*

Epithelial changes : 3 cases (15%) showed colu~-
minar metaplasia.

‘Lamina proparia: no case of congestion, 2 cases
{10%) shqwed ogdema; 2-qases (10%) showed cellular

‘infilteration and one case (5%) showed fibrosis.
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therapy):

* Fundus

* Epithelial changes : 10 cases (50%) shoed colue
minar metaplasia, 3 cases (15%) chronic super-

ficial gastritis and 1 case (5%) slight atrophic

gastritis,

. Lumina -proparia changes : 15 cases (75%) showed
¢ongestion, 6 cases‘(BO%).showed cedema, 4 cases
{20%) showed cellular infilteration and 5 cases

{25%) showed fibrosis.

* ﬁntrum :

. épithelial changes: 3 cases (15%) showed columinar
%eteplasia,

. gaminar proparia changes: ne case of congestion,
i cases (15%) showed oedema, 3 cases {15%) showed
cellular infilteration and 2 cases (10%) showed

fibresis,
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> Metéplastic changes @ '

Ib the present study, the metaplastic changes
were;in the foxrm of ~olumnar metaplasia-i.é; changing
the character of the columnaﬁ secretory cells into
;olumnar cells resembling those of the small or large
intestine. The goblet cells were completely absent

throughout all the work as prooved by the negative

alcian blue staining.
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Table (1): Histery and clinical picture without sclerotherapy

: __ _— — ey
: ; .
1 E . + “ = + .
w « ] 4 u O e o,
P2 B N . ol wxl He] 58 T3 w@ g " . o
. o % g a [+ - o0 mOP EHH ol ¥} 9 ) + M
o o a G r ° L LR R=iut) i + @ ] o > Tt o
= < ® O o, e -~ ca Mg g *0 Bl e ~ ] U o
. %) a, % o E Wwa| wg 00 EE| WM o, W v =3
B oA 25 | e | SE|EE| 5y e Ee @ : :
LY L1 [=] =1 = 0o Ao [ =]
1 50 male Ir- — 1_1 4+ + — | 4 —| = + -+ sh — -+
2 50 anup.o + — — 4 — —_ — + + —_ -+ sh — hrad
3 40 male + -+ - -] — - + - | =1 & + sh — +
4 26 male +- - - + _ + | L + +
L 57 male . - - - splen, sh
6 85 male + N m .| - - - + - - + sh -+ 1t -
5 e " =+ = ] = + -+ - sh — oy
8 a0 nale DA I Sl et I S Bl ¥ 2 t - T -
+ - - - - + - 1 - + not asse. v
S 35 male + - — |+ |+ + + 1 - - + u_.. not asse. —_ ~—
1o 32 male + + —_— - -+ - - + - - enlarged - —
11 23 female Nd — - - - - - | + - + + | sh + .
12 30 male + — _ — - + - - - — 1 sh — +
13 61 male + - —_ -+ +4 - — + + — 4= sh - “+-
14 22 male + — + - _ -— 1+ - — + splen. sh - -
15 28 male "4 O+ - = | - - + | + - + sh - +
le 35 mala Y — — — — + + + - - + sh -+ +
17 T 42 male + — — - - - - + — + sh - -+
18 24 male L._;: — — - + + + + + - + sh — +
19 a7 male + —_ - — — - - + — + + mw — Al
20 45 male + 1+ — — —= =+ —_ - — .._l splen. enlarged - +
Mean = 39 55 :."
SD +]10.56. . S ’ SR SR S
_ |
Past History = Past liist, Respiratory Tract = Resp, Tract Abdominal discomfort = Abd. discomf,

&plen = saplenectomy not asse. = not aassessed sh, = shrunken
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Table {2): History and clinical picture after sclerotherapy group II e
_ -
E ] 4
q . U
] E . it} an o .
w L] Q H U H O [ oy
L) - ) g . v o 0] B [ L] o
= o o zo @ > Aol HO ol ome g H - o
. @ ® £ a o -t wh| @mul B wu & o ¢ 4 v
o] 2] Q [¢] f = L] L) an Faart hial 4+ Ho | « L] » Kl U
g . @ SUBL &G 52| 58| 5T el 2 s 4 | } g
o 5 n . el ou| wa| wel Al ©e [ o o
ot > o o ~t | wa =1 ) 3 >
< 24 [a] =1 x aon =T | 2
21 50 male + — + -4+ - - — - + splen, sh — -+
22 56 male X — - — ri+d 4 - — -1+ + splen, ah — —
23 32 male + - + - + + F + 1 - + 4 enlar —_ -
ged
24 48 male + + + — 4+ 4 — -+ + - splen, sh [ —_ +
25 57 male o _ - - 4 — + 1 - — Iy 4+ sh — 4
26 35 / male ' -4 4- I*- — o - _— — -+ e + ah — +
27 40 male - 4 - - —f=-—=1 &+ —_ =] = - + ah — +
28 3g male + | -] = S [PSETE R e -1 = 3+ + sh + +
29 52 male 4+ Pl | = b= 1+ 1]+ 1 - sh + +
30 40 male + + + - —+ + - + | + -+ + not ass, — -
il 60 mala -+ = - - —+ |+ — | + - + — enlarged —_ —
32 64 male + | = 4 - +. 4= + - - — - sh + —
33 3c male v -— = — 4 | = — -] - + 4 ah — —_
34 28 male + — 4 - + 4= ] -+ + | — _— +- sh — —
35 50 male +$ — -~ - +41 = L — | = — = sh _ +-
36 45 male 4 i 4 _ + | = TR R — + sh _ A
37 63 | male B O e ] N M- W AU T al B - F -
28 40 male- 4| — + + 1 + | = + | - -+ “ + sh | — +
39 50 male ¥ —_— —_ + + _— — 4 X ! — | aplen. | sh W . +
40 53 male + _— — | 4+ + - - - . -+ + __msu.wnamm ." — __ e
Mean = 46.55 . , | , , m |
SD + 10.56 , : _ i | ; : : _
. . H ! I o e e ;
Past History = Past Hist,. Respiratory Tract = Resp, Tract. Abdominal discomfort = Ahd. discomf.

Shrunken = $h. Bplen = splenectomy not ass, = not assessed




S

% (N
HB % R. B . Cts W.BCas "
without ésclerotherapy without ésclerotherapy without é sclerotherapy
62 % % % 3500000 4000000 4900 4700 °
60 % 70 % 3480000 4000000 6600 6600
70 % 78 4 3800000 4700000 8400 8200
65 % 70 % 3500000 4200000 6900 6800
80 ¢ 82 % 3630000 42000G0 5700 5600
62 % T4 4% 3600000 3900000 5500 5400
60 % 65 % 4400000 5650000 5000:: ‘ 4800
82 4 86 % 4400000 5150000 5500 5400 .
60 % 68 % 3540000 3900000 7200 7000
80 % 84 % 4206000 5300000 7000 6800 g
71 % 80 % 3900000 4900000 7700 6800 , 9
69 9% 78 % 3800000 4700000 7000 . 6800 i
65 % 17 % 3400000 4150000 6600 - 6400
67 % 17 % 3800000 4800000 6400 6300
62 % T4 % 3500000 4550000 8100 7900 .
72 % 76 % 4000000 4800000 8400 . 8200
65 % 78 % 4000000 4550000 7400 7200
mm & : . NN ﬁw w‘NOOOQQ s ﬁ%O.QOuOO e JN.NdO . P ....__.GOd e e e o
65 % 79 % 3900000 4900000 5500 5400
T2 % 77 % 3800000 4000000 4600 4400
67.85% 75.8% 3792500 4537500 6580 6385
+6.75 +5.32 +295383 +498649 +1161.5 +1130.8

table No { 3 ): Show changes in blood picture
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Without Sclerotherapy ., With Sclerotherapy

No.
xX
1l . %
2 , KX
3 : : XRKXK )
; XX
4 : SRR ,
: X
: XX
E XX
é preiore s
6 %
7 @ § XXX
8 i XX L ]
: T xxX diverticulum
f pie'd : ;
° = x
10 : x
11 3 plold .
; XX
12 ; b g . .
: XX ‘active bleeding
13 5 X
; XX
14 : x
15 ? X
: X
16 x
: _ N
17 5 MXHXK
! Xx
18 ; XXX ' )
s Xx Hyperaemic mucosa.
19 i e
20 : p 4
HAX
- + Free
® = early oésophageal varices.,
X = mild ocesophageal varices,
KK + moderate oesophageal varices.
MMX advanced oesophageal varices.

-t

table No.

( 4 ) show results of endoscopy
of cesophagus of group one and Xwo.
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No. ? - Endoscopy of stomach group one

1 ; Free
2 é Free .
3 @ é Smxl)l submucosal vein +G$stritis
a Fres : : . . )
5 Free !
6 Free
7 é Frce
8 | Free
g . Gastritis
10 é Free
11 % Free
12 é Free
13 g Crstritis
14 é Free
15 ? Free
16 ; Free
17 ; Free
18 | Frse
19 Gastritis
20 é Free
+

Tablé No. ( ~5 ) show results of endosccpy of stomach

! group one
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No. ? Endoscopy of stomach group two

1l o éFree

2 éFree

3 Gastritis

< gFree

5 ?Free

6 éFree

7 éFree

8 . Free.

@ éFree_

1o éFree

11 éFree

12 QGastritis

13 éGastfitis

14 ?Free

15
16
17
18
19
20

5Gastritis

Gastritis

Free

Gastritis

-@Gastritis

Free

-

Table No. ( 6 ) show results of endoscopy of stomach

group twoies



111

LR |

i
Epithelja) changes lamina Propria changes
ol
[0} hal L]
al ] -t
Site v h M m
. “ [oH — a .
o) Mo [ fos , Cellular
Gastritig Y . 3
¥ m .m m i Congestion oedema %bhwwnnwnr mpvﬂnmmm
= m m B .ﬂmnﬂm m..__-mw lon,
- zo. W\o. ZO. x ZOI x zo. wﬂ ZOQ x zo. R
0 . ¢ | 4 c2ses show score 1 20% : ,
F Il 20 - 8 40% , , )
m 1 case show score 2 5 % 8 aox 2 1ok 5 |25 % 3 15%
fra
IIf200 - 10 50% | 3 cases show Scorse 1 - 15% . N 5 .uwx
. 1 cases show Score 2 5% 15 uux 3o 41 20% -
I 20 - 3 15% - - - - 2 1oy 2 1o b mN
"
3
o
& 1{ I .
1120 - 15% - o I

154 3 sk | 10%

table n.q }:

-

Pathological changes in group I,II
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304

204

O-
E ndoscopic Histological Findings

Histogram 1: ENDOSCOPIC & HISTOLOGICAL FINDINGS
| IN GROUP ONE

401

1|

Endoscopic Histologic Findings

Histogram 2. ENDOSCOPIC & HISTOLOGICAL FINDINGS
IN GROUP TWO.
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croup ONe [ 1

croup TWo {774

/)
/

I

7

A Mg

¥

Histogram 3: PATHOLOGICAL CHANGES IN FUNDUS & ANTRUM..

1
1l
A :
llg:

Columinar Metaplasia in Fundus.

Columinar Metaplasia in Antrum.
Gastritis Score 1, 2.
Gastritis Scoge 1, 2.
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70- | GROUP ONE [_]
B AR GROUP TWO

60

504

40-

°/o of cases

304

-
0 . -
: .. ‘u.-
... . - " »
. .
20 e .t : .
- . . - - o
¢ . e et
» . .' . -
B LI I P .,
. . *
-

104

O- : :
Congestion Edema Cellutur Fibrosis
: infiltration o

Histogramé: LUMINA PROPRIA CHANGES IN FUNDUS.
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GROUP ONE WITHOUT SCLEROTHERAPY [ ]

16- GROUP TWO WITH SCLEROTHERAPY  [[II11]

144

124

—
'

oo
]

L

h
1

0-

Columnar "Edema ~“Cellular Fibrosis
Melaplasia Infiltration :

Histogram §: EPITHELIAL & LAMINA PROPRIA CHANGES
~IN ANTRUM.



Fig.(l): Gastric mucosa with prominent ectasia ;

Hx & E (%200).

(o]

Fig.(2):

Gastric mucosa showing regenerating glands.

and ectosia, HxX & E*(xzoo).




Fig.(3): Gastric mucosa showing chronic superficial
gastritis, diffuse cellular infilteration

and ectasia. Hx & E (x200).
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gastritis. Hx. & E. (%200).




ﬁ‘(
.,,

Fig. (5): Gastric mucosa showing chronic superficial
gastritis and focal cellular infilteration.

Hx. & E (x200).

o
Fig.(6): Gastric mucosa. shoﬁing chronic superficial
gastritis and’ aggressive focal caﬁlular

&

infilteration., Hx & E (x40).
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Fig.(Z): Castric mucosa showing slight atrophic gastritis

and focal cellular infilteration Hx & E (x 200).

Fig.(8): Gastric glands showing strong positive PAS

staining. PAS (x200).
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g
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DISCUSSION

Bilharziasis is a common endemic disease in
our locality. Hépatosplehic affection may be
associated with portal hypertension, ascites and
oesophagogastric variées. Haematemesis and/or
melenaoare one of the most serious emer gencies
in our locality and bleeding oesophagogastric
varices is the most common cause of upper gastro-

®intestinal haemorrhage among patient with bil-

harzial liﬁer cirrhosis (Sheixr et al., 1980).

Bilharziasis reduces the total economic

production by 30 %, Mousa et al.(1969).

schistosoma cova were first noticed in the

stomach by May {(1908).

Kadry and Hashem (1957) stated that gastric
bilharziasis was apparently rare because of the

rapid postmortem auto digestion of the stomach.

zaki and Hashem (1962) found that gastric

bilharziasis represents 0.08 % of the gastro-
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jintestinal bilharziasis, while bilharziasis of the
small intestine represents 41 % Hashem (1062) ex-
plained the variation in incidence among the various
organs ©on the basis of the richness of the part with
venulesS. The more the venous supply in the part
the more will be the chance for the female WOrms to

get in and lie oVva.

Khairy et al., (1967} gtated that pilharziasis
of the oesophagus and stomach was mainly due to

o
disturbed haemodynamics.

Ata and Abdellatif, (1971} attributed the
f£inding of pilharzial ova in the stomach to portal

hypertension and to the ptesence of collaterals.

Hunter and El RoOODY + (1979) found bilharzial

ova in the stomach in cases of colonic polyposiso

g1 Fayomy et al. (1981) found bilharzial ova

in the stomach in 10% of patients with pilharzial

hepatic fibrosise.
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Kadryﬁand Hashem (1954) reported a case of
gastric‘bilharziasis of nodular fibrotic type. the
mucosa was oedematous, and congested-with scattered
pal%, firm, slightly elevated ﬁodules and with 3

superficial peptic ulcers.

g1 sharkawy et al. (1969) stated that patients
with bleeding varices tend to have normal gastric
mucosa and many of them had gastro-oesophageal

reflux, and ocesophagitis. Non bleeders had atrophic

gastric mucosa.

Farag et al. (1980} found that there was changes
in the gastric mucosa in 93.33 % in cases of bilhar-
zial hepatic £ibrosise. in the form of chronic super-
ficial gasﬁritis, and oesophageal varices in 27 cases

out of 30 but 19 cases only were of bilharzial origin.

El Fayomy et al. (1981) found oesophageal
varices in 55 %, refliux oesophagitis in lo %, and
normal picture in 35 % they also found that there

were prepyloric polyps in 15 %, gastritis in 10 % .,
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pale mucosa in 10%, and normal gastric mucosa in 65%

of patients with bilharzial hepatic fibrosis.

In our work we found normal gastric endoscopic
picture in 16 cases 80 %, Gastritis in 4 cases (20%)

and gastric varices in one case (5%) in group one.

Also we found normal gastric endoscopic picture
in 13 cases (65%) and Gastritis in 7 cases (35%) in

group two (with sclerotherapy).

o

As regards the microscopic picture of gastric
pilharziasis, Kadry and Hashem, (1957) found thick-
ening of mucosa in some parts, with nbdular forma-
tion, and many bilharzial ova with bilharzial granul-
ation tissue around. The mucosal glands in these
areas were degenerated, where as in the neighbour-

ing parts they were proliferated.

Khairy et al., (1967) suggested the term
bilharzia antral gastritis, and they stated that
the histopathological picture of the mucosa of

the body of the stomach in cases of bilharzial
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gastritis is similar to the picture of chronic

gastritis, wheather superficial or atrophico.

Souidan et al., (1971) found atrophic gastric

glands in some cases of pilharzial hepatic fibrosis.

Ata et al. (1971) recognized.bilharzial ova in
the gastric mucosa with minimal round cell infilte-
ration, around. This, with eosinophilic infiltera-
tion, and’absence of evidences of superficial gast-
ritis, but atrophic mucosa constitutes & pathologi—

cal entity of pilharzial lesion of the antrum.

[~}

Ata and Abdellatif (1971) found very vascular

mucosa with many dilated vessels.

E1l Sharkawy et ale. (1977) found many bilhar-
zial ova scattered either single or in groups in
the superficial part of the gaatric mucosa and
jiant cells engulfing parts of the ova with normal

gastric glandse.

Hunter and El Rooby. (1979) found bilharzial
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ova and granulation tissue in the stomach of 3 cases
of bilharzial colonic polyposis, the othex cases ¥re~

vealed non specific inflammatory reaction.

El Fayomy et al. (1981) found that there is no
histopathological changes in the oesophagus.' They
found bilhaxzial ova in 10 %, atrophic gasﬁritis in
50 %6 superficial gastritis in 25 %, and normal

mucosa in 25 %a

In our study, histopathological examination did
not detect ova in any cawe in the fundus and antral

mucosa or submucosa.

But we found in the fundus of group (1) ocne
columnar metaplasia in 8 cases (40 %), chronic
superficial gastritis in 4 cases (20 %) slight
atrophic gastritis in one case (5 %) congestion
(ectasia) in 3 cases (40 %), cedema ip 2 cases
(10 %), cel;ular inﬁilteration-in 5 cases (25 %)
and fibrosis in 3 éases (15”%), In the antrum of
the same group we found metaplasia ia 3 cases

(1% %), no case of congestion, oedema in 2 cases (1LO%) .
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cellular infilteration in 2 cases (10 %) and fibrosis

in one case (5 %)

ﬁ;éb as rggards-the group 2 we found in the funuds
columﬁar metaplasia in ¥0 cases (50 %), chronic super-
ficial gastritis in 3 cases (15 %), slight atrophic
gastritis in eno'cases(s%).congsatign in 15 cases
(75 %), oedemain 6 cases (30 %), cellular infiltera-
tion in 4 cases (20 %) %pd_fibrosis in 5 cases
(25 %) <IN the antrum of the same group we found colu-
ninar metaplasia in 3 cases (15 %), no case of con-
gestion, oedema in 3 caseé (15 %). cellular infiltera-

tion in 3 cases (15 %) and fibrosis in 2 cases (10 %) .

McCormack et al. (1985) fdund that classic his-
tological features of chronic jinflammatory castritis
were seen in 4 of 14 patients, while the other 10 had
vascular ectasia with little or no inflammatory in-
filtrate. Six of the nine biopsies from macroscopi-
cally normal mucosa were histologically normal, the

remainder showing vascular ectasia.
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also found that successful sclerotherapy-of
oesophageal yarices may induce jocal changes in
blood £low patterns and if this results in an
increased venous pressure in area proximal to the
site of thrombosis, cgngestive gastropathy might
be predicted. The mean number of s<lerotherapy
treatments in patients with gastropathy was sig-
nificantly greater_than in those without it.
sclerotherapy appears to increase long term sur-

vival (MacDougall, 1982).

The haemoglobin percentage was significantly
increased in all patients of group two (after
sclerotherapy) than of patienté“in'group one. (The

mean average being.?S.S,%-after sclerotherqpyY and

-]
67 .85 % befcre sclerotherapy.

R.Q.Cfs cqunt was also increased in ail patients,
the mean_average peing 4537500/Cmm after sclero-
therapy and 3792500/C.ML before sclerotherapy.
white B.C.'s count were decreased in all patients.
The mean average being 6.385/C.ML after sclerotherapy

and 6.580/C.ML before sclerotherapye.
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In our wWork we found that in group two {after
sclerothexapy)., congestion was detected in 15
cases (75%), §edema 6 cases (30%), cellular in-
filtration 4 cases (20%) & fibrosis in 5 cases
(25%). On the other hand in group one we. detect
congestion in 8 cases (40%), oedema in 2 cases
{10%), cellular infiltration 5 cases (25%) &
fibrosis in 3 cases 15% i.e._congestive changes in
gastric biopsies in group two (after sclerotherapy)

was more than that of group oOne.

The most important element causing gastritis
may be the ra;sed pqrtal pressure itself. Obstruction
of the venous d:;inage from the stomach can induce
changes in the gastric mucosa. Palmer, in 1957 in-
duced portal hypertengion in dogs by portal vein
ligation and found that both the mucosal & submucosal
veiﬁs in the stomach wail_becamé dilated. _Both he

and Sandblon (1975) observed similaxr changes in
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gastric biopsies from patients with portal hyper-
tensions. Alternatively gastritis might be because
of gastric mucosal ischaemia secondary to arterio-
venous shunting which can be demonastrated in the
stomachs Qf hHoth animgls (Manabe et al 197€{ and

)
humans (Hashizume et al 1983, with portal hyper-

tension.

The histological changes are entirely consistent
with an increase in venous pressure producing a
congested gastric mucosa. ihe oqcurance and severity
of this congestive gastropathy mav qepend, howeu er,
not only on the total lewel of portal pressure but
also on local blood flow characteristics which may
or may not trgnsmit this increased pressure to the
gastric mucosal & submucosal veins. Differences in
local blood fiow patterns may explain why some
patients develop gast;opathy and others do not.
Successful_scle:otherapy of oesophageal varices may
induce local changes in blood*flow-patterns-and if
this results_in an increased venous pressure in

=]

areas proximal to the site of thrombosis, congestive

gastropathy might be predicied.
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From these results we found that, gastritis
was 25% before sclerotherapy, it was 20% after
sclerotherapy, & ectasia was 40% before sclero-
therapy., & 75% after sclerotherapy. This means
that ectasia was more prominent than gastritis as
previously diagnosed endosdopically & but now
proved histopathologically to be ectasia this diff-
erence was more prominent after sclerotherapy.Hence
the term of congestive gastropathy appears to be

more appropriate,

Sclero~therapy is considered as double ended
weapon. While it increases long term survival it

increases the incidence of gastropathy.

Most of our patients received H. receptors antagon-

2
ists & antacids. None of these agents had any signi-
ficant effect upon either the gastritis or the bleed-
ing. This tends to support the hypothesis that it is
congestion rather than erosion which is the major
factor damaging the gastric mucosa. The rational app-
roach to treatment is therefore a reduction of the

portal venous pressure which should thus reduce the

congestion in the gastric mucosa,



Y
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SUMMARY AND CONCLUSION

We studied 40 cases with recurrant gastrointestinal
bleeding due to oesophageal varices in bilharzial
hepatic fibrosis.. 0u¥ cases were selected from

Benha University Hospital,

- We divided the cases into two groups:

1) 20 patients with bilharzial hepatic fibrosis
without sclerotherapy (19 male nd one female)
Their age ranged from 22-65 years with the
mean of 35,5 .,

2) 20 patients with bilharzia]l hepatic fibrosis

éafter sclerotherapy (a1l of them were males)

Their age rYanged from 28 - 64 with the mean

of 46.5.

. Al; Patients examined cllnlcally and endoscoplcally,

bl¢p$19$ were taken from their stomach,

« From history and clinical examination, all patients

werle presenting by upper gastro-intestinal symptoms.

Our case were subjected to through history taking

and! medical examination,
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Roﬁtin laboratory investigations were per.orned
to| overy case and liver biopsy were done,
Haemoglobin percent was increased in all patients,
after sclerotherapy mean value was 67,85 % in.

group one and 75.6 % in group two..

RBC'S count was increased also in all patientsj
after "sclerotherapy. mean value was 3.792.500/Qu

ml iin group one and 4.537.500 in group two.

Endoscopic examination reveiled oesophageal vaﬁices
of ldifferent degree in group one but in group qwo
we reveiléd,oesophaggél?varices of different d%gree,

. |
oneg case of diverticulum of the lower oesophagus,

ongl case showed active bleeding and one case showed

hyperaemis mucosa,

In Fhe stomach there were gastritis

in %5 % of cases 65 %‘were fréerand in group two,
theLe were in group one gastric varices in 5 % of
cas%s congzested gastric mucosa in 20% of cases and

80 % of cases were free,
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. Higtopathological examination reveiled in the

fundus of group one and group two were columnar

metaplasia in 40 %, 50 % of cases, chronic super-—

ficiial gastritis in 20 %, 15% of cases, slight

atrpphic gastritis in 5 %, of cases, conges-

tion

in 40%, 75% of cases, oedema in 10%, 30%

of ¢asces, cellular infilteration in 25%, 20%

of cases and fibrosis in 15%, 25% of cases,

. We found in the antrum of group one and group

two|columnar metaplasia in 15 %, 15 % of cases,

no gases of congestion, cedema in 10 %, 15 %

of gases, cellular infiltration in 10 %, 15 %

of

0

a

. We clo

in bi

uppefr

lated

ware

ses and fibroeis in 5% . 10% .

ncluded that patients with gastric lesians
lharziél hepatic fibroais may present by
gastro~intestinal symptoms wh;ch may re-
to these change. The changes in our-work

congestive gastropathy more than inflammatory.

Also|we concluded that the use of sclerotherapy

for bleed

ing of oesophageal varices combined with
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regular endosceopic follow up has provided a unique
apportunity to study the pProgression of changes

occuring in the gastric mucosa,

e conclude that ectasia was more prominent

. )

than |gastritis, this difference was more prominent
after sclerotherapy, hence the term of congestive

gastryopathy appears to be more appropriate,

glso, we conclude that haemorrhagic congestive
gastriopathy is so important as gastro~oesophageal
varices and the basis of the therapy must be the
earlyginstituation of measures which effect a
reduction of portal pressure. Sclero~therapy is
consi@ered as double ended weapon. While it in-
creases long term survival it increases the in-

cidende of gastropathy,




- 136 -

REFERENCES

Arafa M.,A; Bibawi is E and Rafal A, (1957):
The portal pressure in hepatic fibrosis.
associated with bilharziasis. Am. J. Trop.

Med. and Hyg 6 : 1l08.

Ata, A,A, and Abd El Latif: The Medical Journal
of Cairo University Vol. XXXIX NO.3 (1971).

Baer J.W; SmorzaniviK.E.; (1985) : gastric
varices Appearing as Intraluminal masses
on compated Transaxial Tomography

East vointest Radiol 10 : 345 - 346.

&

Bakur, L.,A. Smith. C and Liehemars (1959): The
natural history of esophageal varices

Am. J. Med., 26 : 288,

Barpnofsky, I.D.: and Wangesteen, O.H. (1945):
Proc. Soc. Exper. Biol and Med., 59 : 524,

Barsoma, M.S., Khattar, N.Y., and Rizk-Allah, M.A.

(1978): Technical aspects of injection
sclerotherapy of acute esophageal heam-
orrhage as seen by radiography., Br. J.

. surg., 588 : 9.



RE

- 137 -

Barsoum MS, Mohous FI, El Rooby AA, Rizk-Allah MA
Ibrahim AS. Tamponade and injection sclero-
therapy in the mangement of bleeding
esophageal varices. Br. J. Surg., 1982: 69:
76 - 78.

Beswick, T.S.L and Butter, H. (1951): Fatal
haematemesis from oesophageal varices in
Drescence of large portncaval anastomosis,

Br., Med. J., 2: 522.

Bilbey DLJ, Rappaport AM. The segmental anatomy
of the human. Liver Anat Rec 1960;
136 : 1le5.

Bockus (1944): gastro-enterology philadelphia.
| W.B. Sanders Company, Vel., I.P 559,

Bosch J, Kravetz D, Rodes J. Effect of somatostatin

on hepatic and systemic hemodynamics in

. Patients with cirrhosis of the liver :

comparison with vasopressin, gastroenterology
 1981; 80 : 518 ~ 525,
|
Bos¢h J, Groszmann RJ, Measurement of AZYygos venous
- |

blood flow by a continous thermal dilution
technique: An index of blood flow through
gastroesophageal collaterals in cirrhosis,

é Hepatology 1984; 4 (3) : 424 - 429,



- 138 -

Bayer TD, Triger DR, Horisawa M, Redeker AG,

Reynolds TB. Direct transhepatic measure-
ment of portal vein Pressure using a thin
needle, Gastroenterology 1977; 72 -
584 - 589,

Britton RC. Influence of portal systemic collateral

patterns and distribution of varices on
results of surgical treatmeat of bleeding
esophageal varices. Surgery 1963; 53 :

567 - 578,

Bruhner, G., (1980): Intravasale und submukose

oscphagusvarizen, Sclerosierung mit einem
neuen flexiblen Gerat, Z., Gas roenterol.,

18 : 443.

Chiles, N.H; Baggenstoss, A.H; ‘Butt, H.R. and Oslen,

A.M. (1953): Oesophageal varices comparative
incidence of ulceration and spontenous
rupture as a cause of fatal haemorrhage.

Gastroenterology, 25 : 565,

Clark, A,w, Mac dougall, B.R.D, Westaby, D. (1980):

Crofoord,C. and Frenckner, p (1939):

Prospective controlled trial of injertion
sclerotherapy in patients with cirrhosis and

recent variceal haemorrhage, Lancet, 2 ;

552,

New surgical

treatment of varicose veins of the esophagus

Acta—otolaryngol. (stockn), 27 422~9,



- 139 -

Denijson Jr AB, Spencer MP, Green HD, Asquare wave
electromagnetic flowmeter for application to
intact blood vessels., Circ Res 1955; 3 :

39 - 460

Dougllass BE, Baggenstoss AH, Hollinshead WH :

Anatomy of the portal vein and its tributaries.

Gynecol-Cbstet 1950; 91: 562 -~ 567,

El Fayomy, F.; Salem, S., El Shawa F,I., and Farag,
| M.F. Endoscopic and Histopathological study

of esophageal, gastric and duocdenal mucosa

in cases of hepatosplenic bilharziasis,
Thesis for master degree. Faculty of Med.

Mansoura University (1981).

Fl H%wey A.M; Gaber A, Saber MA and Abou Taleb:S$
| (1978). Study on portal hypertension and
its relation to serum histamine level in
patient with bilharzial H.F.J. Egypt. Med.
Assoc. 61 : 299,

Q
El R@oby. A, The gastroenterology of schistosomiasis

compiled review on schistosomiasis (1973).

El Sh?rkawy, M; El Rooby, A; and Mousa, A.H : The
| role of gastric acid peptic activity inbleeding
of esophageal varices in bilharzial hepatic
fibrosis. In modern gastroenterology Proc
8 th inter. Cong. Gastroenterol. Schattaucer

Berlin P. 1375 (1969).



Ry e

Ev

- 140 -

ans, J.A. and Delany, E (1959): Gastric varices.

Radiology, 60 : 46.

Farag. M.F, Aida, A; Ahmed. E.S; and Sherif Z.M:

Mansoura Belletion Vol. 1 No. 6 Endoscopic
and histopathological study of the changes
in the upper gastrointestinal tract in

cases of hepatosplenic bilharziasis (1980).

Fearon, B. and Sass—-Kortsak, A. (1959). The

Franoco, D3, Durandye. Y, Deporte,

Gcat

Gerx

Gel

Gr

mangement of esophageal varices in childern
by injection of sclerosing agents. Ann.

A (1977):

Lancet i 218,

lch, W.D (1950): Mechanism of blood flow in

veins of abdomen and lower extremities.
Arch, Surg. 61 : 39.

ber AB, Lev M, Goldberg SL. The surgical

ahatomy of the splenic vein. Am. J. Surgo

1951; 82 : 339 - 343.

| fanid, M.: A clinical study of intestinal

pilharziasis in Africa Arnod, London

(1967).
binier A, Labergec = Rapid method for screening
for galactosemia and galactoki

by measuring galactose in whole blo

on paper. Clin. Chem. 1973; 19 @ 463 - 465.

nase deficiency

od spotted



Hasg

- 141 -

thizume M, Tanaka K, Inokuchi K. Morphology of
gastric microcirculation in cirrhosis,

Hepatology 1983; 6 : 1008 - 12,

Hell T, Mattes P, Loeprecht H. 1980. Gastro-

He

esophageal reflux: An aetiological factor
for bleeding in esophageal varices.

British Journal of Surgery 67 : 467-468.

nderson JM, Gong~Liang J, Galloway J,Millikan
Jr WJ, Sones PJ, Warren WD. Portaprival
collaterals following distal splenorenal

‘Shunt: Incidence, magnitude and associated
portal perfusion changes, Hepatology
1985; 1 : 649 - 661,

Henlderson JM, Pearson TC, Millikan Jr WJ, Warren

WD. galactose clearance as 4 measure of

effective liver blood flow, 1986 (in press),

Hunter, S and El Rooby, A :

Hu

The fixrst Cairo international teaching
! conference in gastrointestinal endoscopy

Cairo Jan. 20th lst and 2nd (1979).

tson DG, Livingstone A, Levi Ju, Zeppa R.
Early hepatic failure or upper gastro-
intestinal bleeding following a distal

splenorenal shunt, Surg Gynecol Obstet,

1982; 155; 46 - 48,



- 142 -

Iber Fl, Kerr DNS, Dollew, Sherlocks. Measurement

Ing

Jen

Johnston, G.W., and Rodgers. H.W,.

Joh

K

of blood flow in the collateral vessels on
the portal vein :; preliminary results of a

new method. J Clin Inves. 1960, 39 : 1201 -

1207,

pkucki- K 1980: The general results for recording
endosceopic findings on esophageal varices.

Japanese Journal of Surgery 10 : 84 - 87,

n

sen, D.M {(1983): Evaluation of Sclerosing

agents in animal models, Roceedings of the

third international Endoscopy Symposiunm,

46 ; 9,

(1973): A review

of 15 years experience in the usce of
aclerotherapy in the control of acute
haemorrhage from esophageal varices. Br,

J. Surg. 60 - 797,

nson, AG (1977): Injection sclerotherapy the
emergency and elective treatment of

esophageal varices. Ann. R. Coll. Surg,

Engl. 59 - 49,

adry $ and Hashem M (1957): Bilharziasis of the

Stomach report of Case. Gaz, Kasr El1 Aini

Fac, Med., 23 : 89,




Kamg

Katon

- 143 -

2], R.; Shaker, A and Salib, M (1966): Portal
hypertension in hepatic schistosomiasis,

a clinical study of 129 cases with attamp
a new classification., J. Egypt. Med. hssoc.

48 : 364,

R M (1981): Complications of upper gastrointestinal
enéoscopy. in the gastrointestinal bleeding.
Digest Dis Sci. 26 : 475 - 545,

Kekki Matti, Vvaris Kall, Pohjanpalo Hanna, et al.

1983. Course of antrum and body gastititis
in pernicious anaemia families, digestion
diseases and sciences, Vol., 28. No. 8 page

698 - 704,

Xhaizgy, M,, Mohameq, A,'and Abdeen: Kasr El1 Aini

J. Surg. 8 : 73 (1967).

Khodafdoost. J., Katz D & Jexrzy Glass GB (1971):

Kronb

i Erosive gastritis’' - a source of gastro-

intestinal bleeding in liver cirrhosis,

Gastroenterology 60 : 685,

erger, O.,Schnack, H. and Vyslonzil,E (1976):
Pathoglenesis of variceal haemorrhage
Leber Magen Darm. 6 : 38 (English
Obstract),




- 144 -

Lebrec D, Nouel O, Bernuan T, Bouygues M, Rueff B,
Benhamou J.P 1981 (a): Propranolol in
Prevention of recurrent gastro-intestinal
bleeding in cirrhotic patients, Lancet :

Lebrec D, De Fleury, P, Rueff B, Nahum H, Benhamou
JoP 1980 : Portal hypertension, Size of
esophageal varices and risk of gastro-
intestinal bleeding in alcoholic cirrhosis,

Gastroenterology 79 : 1139 - 1144,

Lewis J,. Chung, RS. Allison. J (1980): sclero-

therapy of esophagéal varices. Arch. Surg,

115 : 476,

Lima!JP, Von Eye G, De Lima CP, Ludwig OK : Portal
venous pressure in Hodgkin's disease with
hepatic involvement and esophageal varices.

Longmire, W.P (1952): Oesophageal bleeding. Surgery.
Gynecol. Obstet, 69 : 757,

Maabeth, R.G. (1955); Treatment of esophagea.,

varices in portal hypertension by means
of sclerosing injections. Br, Med. J,
2 : 877.




Mac

Mail

Mana

Mason GA, Summer GK,

Me C¢

Mc Cbormack. T.T,

- 145 -

Dougall BRD Westaby D, Theodossi A, Dawson.
J.L, Williams R, Incréased long=term
survival in variceal haemorrhage using
injection sclerotherapy. Results of a
controlled trial. Lancet 1982 : 1 :

124 - 7.

lard.J.N,Flamant, Y.M, HaY. J.M,Chandler TG:
Selectivity of the distal splenorenal shunt.

Surgery 1979; 86 (5) : 663 -~ 671,

be T, Suzuki T, Honjoi. Changes of gastric
blood flow in experimentally induced
cirrhosis of the liver. Suxge Gynecol

Obstet 1978; 147 = 753 - 1o

Dutton HH, Schwaner RC. Auto-

mated fluorometric analysis of galactose

in blood. Clin Chem. 1077 23 : 971 - 976.

bymack T, Small wood RH, Walton L, Martin T,
Robinson P, Johnson AG. Doppler ultrascound
probe for assessment of blood flow in

aesophageal varices. Lancet 1983; 2 :

677-8 o

Rose. J.D, Smith. P.M, et al 1983:
Perforating veins and blood flow in oesopha-

geal varices. Lancet 2 : 1442 - 1444.




Mc Cormi

q

Mc Cray

Mobarha

Moersch

Moersch

Moncada

Myers J]

- 146 -

hek, Simms, Eyre, Kemedy, Geepel, Johnson

and Triger: Gastric Lesions in Portal

hypertension ; inflammatory gastritis or
~ongestive gastropathy ? (Gut 1985,
b6, 1226 = 1232).

R.S. Martin F. Amir, Ahmadi H, et al (1969):
Erroneaus diagnosis of haemorrhage from

esophageal varices. Am, J. Dig. Dis : 14 :

755-760,

h S. Grace N. Kostelnick M & Iber F (1972):
The prognostic value of endoscopic diagnosis
of bleeding site in patients with laennec's

cirrhosis. Gastroenterology 62 : 785,

). HoJ. (1940): Treatment of esophageal-
varices by injection of a sclerosing

solution. J. Thorac. Surg. 10 : 300.

1, HT (1947): Treatment of esophageal varices
by injection of a sclerocsing solution.

JJAM.A 135 3 754.

s, Higgs. E.A, Vane J.R (1977): Human
arterial and venous tissues generate pros-
a potent inhibitor

of platelate aggregation. Lancet 1l : 18-20.

tacyclin (prostglandinx)

D, Taylor WJ : An estimation of portal
venous pressure by occlusive catheteriza-

kion of an hepatic venule. Jo. Clin.

Tnvest. 1951; 30 : 662 ~ 663.



- 147 -

Nordlinger BM; Nordlinger DF, Fulenwider JT,

[n]

Millikon Jxr WJ, Sones PJ, Kutner M, Steele
R, Bain R, Warren WD, Angiography in portal
hypertension : c¢linical significance in

surgery. Am., J. Surg 1980; 139 : 132 - 141.

Ohnishi K, Saito M, Koen H, Nakayama T, Namura F,

Paes A

Palmerx

Pagquet

Paquet

Okuda K. Pulsed doppler flow as a criterion
of portal venous velocity; comparison with
cineangriographic measurements. Radiology

1985; 154 : 495 - 498,

lves CA, Alvecs AR, Abreu WN, Androde AA
Hepatic artery hypertrophy and sinusoidal
hypertension in advanced schistosomiasis.

Gastroenterology 1977; 72 : 126 - 128,

+ E.D, (195%): An attempt to localize the
normal esophageogastric junction. Radiology.

60 : 825,

K.J. (1966): Prophylactic endoscopic
sclerosing treatement of the esophageal
varices, Arch., Suegq. 92 : 944 -

947,

KJ, Fleing. WE (198l): Sclerotherapy of
esophageal varices: In Popp, J.P. ed.
Endoscopic control of gastro-intestinal

haemorrhage. Boca Raton, Florida: T.R.C.

QB : 7l.



Pagquet

Peters

Pinel

Prefl

Print

Rappag

!

on WL, Barnett CC, sSmith HJ et al (1981}):

- 148 =

KJ. (1983): Endoscopic paravariceal injection
Sclerotherapy of the esophagus. indication.

Technique, complications : result of a period

of 14 years, gastro-intestinal endosocpy

29 : 4 ~ 303,

Routine

early endoscopy in upper gastrointestinal bleed~

ing. N Engl J Med. 304 : 925.

, J. Trotoux. J. Richard, R. and Beutteéer, P,
(1976): Sclerotherapy for variceal bleeding.
Ann Otolaryngal, Chir. Cervicofac, 93: 245

(English Obstract).

e, R.B (1900): Conclusion based on sixty cases
of fatal gastro-intestinal haemorrhage due

to cirrhosis of the liver, Am, J. Med. Sci.

119 : 263,

bn, K.J. {1980): In discussicn on Lewis et al.,

Arch., Surg. 115 : 480.

port AM : "Hepatic blood flow" Morphologic
aspects and physiologic regulation, in
liver and biliary tract physiology I
international review of physiology. Edited
by NB Javitt. Baltimore: University park
press 1980: 85 : 379 - 456,

W)



- 149 -

Rzschke E. Paquet, K.J. (1973): Management of

hemorrhage from esophageal varices using

endoscopic mothd. Ann. Surge. 99 : 177,

Reynolds TB. Itos, Iwatsukis: Measurement of portal

Reynol

Richlyd

Rose,

Rose,

Rueff

pressure and its clinical application. Am.

J. Med. 1970; 49 : 649 - 657.

ds TB., Donovan AJ., Mikkelsen WP et al (1981):
Results of a 12 year randomized trial of
portocaval shunt in patients with alccholic
liver disease and bleading varices.

Gastroenterology 80 : 1005-10l11l.

»r FA, Sovak M, Soulen RL, Rosemcnd GP, Portal

vein blood flow determination in the un-
anaesthetized human by umbilicoportal
cannulation. J. Surg. Res: 1972; 12 :

146 - 150.

J.D.R. M.D. Crane, and P.M. Smith (1983):
Factors affecting successful endoscopic
sclerotherapy for esophageal varices. Gut,

24, 946,

J.D.R and P.M., Smith (1984): Sclerotherxapy

for variceal bleeding. Lancet, 7 : 52,

B: Prandi D, Degos F, et al 1976: & con-
trolled study of therapeutic portocaval

shunt in cirrhosis., Lancet 1: 655-659,




Sabour

Sadek, A
symposium on bilharziasis, Cairo-part II,

Salmon,

Salam A,A., Warren. W.D. :

Sarfeh;

Sarfeh

Sarfeh

- 150 -

M.S. and Salib. M.A (1966): A clinical study

of hepatic schistosomiasis. J. Egypte. Med,

Assoc. 49 (5/6) 350.

M (1964): Proceeding lst international

235.

R.R., Fibro. optic endoscopy Londcn Pitman.

Medical publishing company {1976).

Anatomic basis of the
surgical treatment of portal hypertension.

Surg. Clin. N, Am, 1974; 54 : 1247-1257,

I1.J, Tabak. C, Eugene, J. et al (1981):
Clinical significance of erosive gastritis
in patients with alcoholic liver disease
and upper gastro-intestinal haemoxrhage.

Ann. Surg. 194 : 149 -~ 151,

I.J, Juler, GL, Stemmer E.A, Mason GR :
Results of surgical mangement of
haemorrhagic gastritis in patients with
gastro-esophageal varices. (Surg Gynecol

Obstet. 1982, 155, 167 - 70).

I.J, Tarnawski, A, Malki., A, et al (1983):
Portal hypertension and gastric mucosal
injury in rats: Effects of alcochol.

Gastroenterology 84 : 987-993,




- 151 -

sarfeh. I.J, Tarnawski. A, Malki. et al (1985)}:

Portal hypertension and gastric mucosal
injury in rats. Gastroenterology 84 :

2987 - 993.

Schiller, K.F.R : Cotton, P.B and salmon P.R :

Gut., B. 1027 (1972).

Schwartz: S.I, Greenlaw., R.,H,: Evaluation of

Sheir

Sherld

Sherlq

" Sherld

portal circulation by percutaneous
splenic isotope injection, Surgery 1961;
50 ¢ 833 -~ 841,

} 2; El Sayed., S.S. Farag, M. and Rizk, H

(1980) : Upper gastro-intestinal bleeding
in cases of hepatosplenic bilharziasis,

Mansoura, Med, Bulletin, Vol., 8.4 P,

29 - 42,

ek, S : Classification and functional aspects
of portal hypertension, Am. J. Surg. 1974;:
127: 121 - 128,

bcke S (1978): Progress report, portal cir:-

culation and portal hypertension., Gut.
1978‘ 19' 70 et 830

ck, S. Needle biopsy of the liver 6th ed.
P. 28 -~ 34, Published by Black well
Scientific publication oxford, London,

Edinburgh. 1981.




Shield

Shoemak

Skillm

Snell, 4

Soehen(

- 152 -

s, R (1979): Injection sclerotherapy for

oesophageal varices., Lancet, 8 : 265.

&Y WC, Steengury RW, Smith, Moore FD,
experimental evolution of an indicator—
dilution technique for estimation of
hepatic blcod flow. J. Lab, Clin, Med.
1961; 57 : 661 ~ 670,

an JoJo. & Silen W (1976): Stress ulceration
in the accutely ill, Annual review of

medicine 27 : 9-22,

A, M. (1931): Clinical aspect of portal
cirrhosis. Ann, Int. Med. 5 : 338,

dira, N.K, Kempeneers, I. Eichfuss, H,.P.
et al. (1980): Morphological alterations
of the ocesophagus after endoscopic
sclerotherapy of varices. Endoscopy,

15 : 291.

Soehendra, N.X, De Heer, Kempeneers. I, and M,

Souidan

Runge (1983): Sclerotherapy of oesophageal
varices. Acute arrest of gastro-intestinal
haemorrhage or long term therapy?

EndOSCOpo 15 - 136.

Y MeZ.A (1971): Ain Shams Jo 22' 390




Spence

Spence

Spence

Spence

Stelzny

Taor R

- 153 -
R.,A.J,Sloan, J.M, Johnston. G.W, (1983 a):
Oesophagitis in patients undergoing
oesophageal transection for varices. a
histological study: British Journal of
Surgery 70 : 332 - 334.

. R.A.J, Sloan. J.M, Johnston. G.W, Greenfield.
A, (1983 b): Oesophageal mucosal changes in

patients with varices. Gut 24 : 1024-1029.

. R.A.J, Sloan. J.M, Johnston. G.W. Histologic
factors of the oesophageal transection ring
as clues to the pathogenesis of bleeding

varices. Surg Gynecol Obstet 1984; 159 :
253 - 259. ’

. R.A.J, Johnston. G.W. (1985): Stapled
oesophageal- transection for varices: results
in 100 consecutive patients. Surgery,

Gynaecology, Obstetrics. 160 : 323-329,

1r and Lierse (1968): A clinical aspect of

portal cirrhosis. Ann, Int. Med. 5 : 338,

E, Fox B, ware J, Johnson AG gastritis
gastroscepic & microscopic endoscopy

1975 7. 209 - 15.




- 154 -~

Terblanche. J. Nothover, J.M.A, Bornman, P.(1979):

Aprospective controlled trial of sclero-
therapy in the long term mangement of
patients after esophageal variceal bleeding.

Surgery, 148 : 323,

Terblanche J, Yakoob HI, Born man PC, et al. Acute

Terbla

bleeding varices: a 5-year prospective
evaluation of tomponade and sclerotherapy

and complications of sclerotherapy. gastro-

intestinal endoscopy. 29 : 308,

Teres J., Bordas J.M Bru C et al. (1976): Upper

Toshio

gastro-intestinal bleeding iin cirrhosis
Clinical and endoscopic correlations,

Sato, Mikie Imamara, Iwaosasaki, and
Akiraoheda: Gastric acid secretion and
gastrin and gastric inhibitory polypeptide
release in cirrhotic patients, The American.
J. of Gastroenterology 1985, Vvol, 80,

NO, 3.

Tygstrup N, Winkler W, Mellemgaard K, Andreassen M:

Determination of the hepatic arterial blood
flow and oxygen supply in man by clamping

the hepatic artery during surgery. J. Clin,

Invest 1962 3 4l : 447 - 454,

nche, J (1983): Indications, technique, results



- 155 -

Tygstrup N. The galactos elimination capacity in

control subjects and in patients with

cirrhosis of the liver, Acta Med. Scand

1964; 175 : 281 — 289,

waldram, R. Davis, M: Nunnerly, H.,; Williams R.

warre

warren

(3]

willisg

n WD 1983: cOntroimof variceal bleeding.

(1974): Emergency endoscopy after gastro~
intestinal haemorrhage in S0 patients with
portal hypertension., Br. Med. J. 4; 94-96.

Am,

J. of suyg. Vol. 145.

Dean, Galambos Johnt, Riepe Stanp (1986):
distal splencorenal shunt versus endoscopic
sclerotherapy for long term management of
variceal bleeding. Ann. Surg. Vol. 203.

NO. 5, 454 - 462.

ms, K.G.D and Clark, A.W, (1981): Therapeu-

tic Endoscopy and Radiology of the Gut,
1. st ed. Edited by John R Bennett chap-

man and Hall, London, PP. 47 - 59.

Willough by, E.O0, David, D; Smith, C.W; Fruin,

Wodak,

R.C. and Baker, L.A (1964): The significance
of small oesophageal wvarices jin portal

cirrhosis, Gastroenterology 47, 375.

E (1960): Esophagus varigen bei portaler
hvpertension inhretherapic and prophylaxe

wein. Med, Wochenschr, 110 : 581 (quoted

by Raschka and Faguet. 1973),



- 156 =

et A, Marlean D, Huet M, Martin F, Farely A,
Uilleneuve JP, Lavoie P, Haemodynamic

evaluation of patients with intrahepatic

portal hypertension, Gastroenterology

1975; 69 : 1297 - 1300,

Uiammonte Jr M, Warren WD, Pomon JTI, Liver

Panangiography in the assessement of portal
hypertension in liver cirrhosis, Radiol
Clin, North, Am, 1970; 8- 147 - 167,

Uribe| M, Orozco H, Guevara L, Diliz_H, Hernandez-

Ortiz J, Campuzano M, Araujo J.L
Selectivity of the distal Splenorenal shunt,

Surgery 1980, 88 : 328 - 329,

-

Villeneuve JP, Huot R, Marleau D, Huet PpM, The

th,
Vi

estimation of hepatic blood flow with
indocyanine green: comparison between the
continous infusion and single injection
methods, am, J, gastrqrenal l982; 77 .
233 - 237. o

Yassin,| Y.M and Sherif, s.M, (1983) 1 Randomised

fontrolled trial of injection $clerotherapy
for bleeding esophageal varices an in trim

¥eport. Br, J. Surg. 70 -~ 20,




§y e

- 157 =

Yasumgdto M, (1971}): cClinical cbservation on 100

cases of gastric varices, Jap. J. gastro-
enterology. 68 : 721,

Z2aki, A.S; and Hashem, M, (1962): Guzatte Kasr

El Aini Fac. Med. 30 - 15,
Zbinden,0, and Rondall, L.,O : Pharmacoclogy of
benzodiazapines in advances in pharmacology

Vol. 5. New York and London Academic Press
{1967).




"l

ey

Ll

LR S W

sLa 3l

L S

L':,..._..Iu; e

'd'_;—*-” JI;.\J

.n.....:,._,..-.?..JI

oA e bemslstlotedl el Wy Uaidl dosa L)

.J},i.,”;upl- U“Jil-’ XN Yl, u..L.S}-lu-‘.” dJL..aI....L-.AJl

(1)

P L | PR W |
m

Jl_’d M_WJ}—iqu d.o.‘.” L'.A” -J-:fu L-ﬂ-_,s U)H"-JI‘*“‘J'J
e biz b e YA l"‘*"“f" o1 J..:ﬂiu:l.wfwj
* Cnsar Jlu’_Yl.aJlrt...i:r.:r. |

e Lyl fJ,.L.YIg.‘_i,IJa..JIU.uJIa.l:_.I,,

au e SR RN g JO S PO TP T TSI T o ol
W bl et e leialby o uead] ola sheaadt il L
hd Jd...-—-A.uU u-'L"'f‘-”

[a3y el Sl Ll LS i) ol g a2
e US| P AP I RPN

&
- u.--JYl_Sua}...uﬂit.._?.:;.‘

* 21Y,A» J,Yla;a;...” S AYe A cls

ot Tassndl ol ool ot e 5 g (

h L.""—--"JJ Yl




(v)

LTSN | o adlasu] I.:L?-JJ..: 0”’"’ s J—'{_—}S._QLulun:qJL TP O' Jay (T

. I____.a_,.f..,..,!.:.ll sz | N PPy |

ro— u—-Lk”.” 'L?--JJL_ uu-l>i Jé-’ uf}é.” J:.Ul_,l-li.h.“-gdd-\d|:_,},oc..;_..:( £
'L:JJL_QL;:.:.Ib‘;JYI a3l | dt;Y’.:.”;,-%‘ &J""""‘JL: J!}JJ./-T' J

¢ ol ] SVl e Gl Lyl

ST LS| B RO T

’ L:-Y;....._._...:-le./-“ YAy dd""'ﬂx -

. L;Yi—__.:.“‘;,c'/-‘° o7 Yo L}’U‘).‘ ‘_'a-k_.. G-.;.: -
ce Yl e ena O wrslal

%) d’ L.:...;JIJL;Y!_-;J!Q.}‘CYO 6/ %o Jd:ydjl&f;‘d’!—: UL;:"J ooy LS —

’ L‘:-YL..__.......‘:JI@%"c 6
- | N B R Tt o ul—s L
-c.,\’l.._a.“c,.f/-l'b s/hle oS vids

Pl el W sl st sl il G s,

DESULICN |

'L:.y[_.__x”‘;_.....‘%iﬁ ¢Zte dd)—“-.r:—"-' —
ce Vel e e s el
. C-YL._—Ale—-_ay-]‘ A u_..s—x-J.‘.' -

~: ol el G b,
il 2 Tl e Ll eIl ans s s
. ‘J.._.--lu.”J'd.__.?- s

o

~



oo

(v)

izl 1 Y1y C)L-J._J..a.ll CNAJIJL.-....J i_JaJ.:a-u...l sy gl

pon]

el jaks 2], ) OL.JI‘.a._JLJIL‘_I-“I BN SO D PRI A
¢ oommml) bl

dboeVla JheaaVl o 500 0adl Glial e Via ol e el Lyl

0”'5"”" 'Jl}cJ;Y‘\_.I‘L:-YI u’-'"i‘ lt_..:\.. ()L-JI I b Ot 3 A

,_;.Lu,” g..'..p,.J ‘ﬁl

1

ey e i_._.........JI

D5 A g g 3y

L.s).a’:_ﬁul.f L._,_,,Yla..yd.”u,w KW | La e suu I

2 fdl G el it ezl wns Loy, 29 o Gl 1,

* et il M




‘ 'QQL_;_A\M\&_\_'Q)LL; Z.g_,.l.\_;,b:.;\
X 9-")\4,'\.:”-«\:.59.3\ g_a.:\:

L,I-‘/“h“(:f;f}._:ﬁ/ gl
- 1

rLyY¥ (04

;J‘%JL;JM’J{JJ))K _
U/"‘::")-:ui:‘_.’?‘/) wdfafvr‘\/ ‘(%

el 20b L)

0 i é;t’f,~‘ < SR
st J 3LV > Lo

P _w(,}o{/i}wﬂ.»,;c:.ﬂ :\_’,;A_wub}.j;;,{_,f
J)—'/ﬁf!
/
Q/\-‘OJM/
AN L E S
—1‘,{‘1_,'\;;']]‘);%"-"‘9
¥ AN



