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“INTRODUCTION AND AIM OF WORK
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JITRODUCTION

3lesding from oescphageal varices in the most
lethal Zorm of gastrointestinal heemorrhage. In
petients with hepatic fibrosis, varix rupture is
one of the seversl serious complications responsi-
ble for the high mortality rate of this dizesse.
The mojor ungolved problem in the management of
pertol hypertension concerms the emergency trextment
of bleedins oescphageal varices, and there are

disadvantages in all current therapeutic methods.

The ideal procedure consgidering nmortelity and
effective control of bleeding, however, still remains

in doubt.

This work aims to agsess the Aifferent nethods
in current use in the management of bleeding cesoph-

azeal varices,
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anetomy of the portal circulaiion

The portal vein is formed by the wnion of the
splenic and superior mesenteric vein at the level
of second lumbar vertetra behind the neck of ths

pencreas,

It runs for & - 9 om fo the hilum of the liver,

where it divides Zn%oc lobar branches.

The coronary vein usually enters the portal
vein on its anieromedisl aspect Jusi cephalad {to the
margin of the pancreags; In 25% of cases, the coronary

vein joing the splenic wvein.

Ctner small venous tributarieg from ike pancreas

and duaedenun are lesg constant.

Trne inferior mesenteric vein generally drains
into the splenic vein several ceniimeters to the left

of the junction with the superior mesenteric vein;

not uncommonlentdht | BRRY1eEn Shegestlyivirsky the superior



negerteric vein.

In the nepabtoducdenal ligament, the portal vein
lies dorzal =znd slightly medial to tne common Bile
duct. 4 learge lympo node is often encountered

latzral to tke vein (Du plessis 1975).

The Collateral Circulation

Thase communications are 9f great importance
especially in ceses where the portal vein is obstructed

as in cesgeg of cirrhosis of the liver.

{ 1) The mogt important commumication is at the
lower end of the oesephagus 2ad the cardia of
tize stomach. Where the veina of stomech drain-
ing to theportal communicate with ine oeseph-

agesl yveins to the azygos and vensa cavse,

{ 11> Around +the umbilicus: Veins pass slong the
falciform ligament to the wsbilicus, Conrecting
the veina of the liver draining to ihe ?ortal

gystem with tae veins round the umbilicus
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( IV)

narely epigasiric veing whieh cre systenie.
snlarsgerziat of these may »roduce & punch of
veins radieting from the umbilicus, wiaich ia

callied the caput medusas.

At the lower snd of tlhe rectum:

Three arteries supply tae rectum, and the
gccompying veins drein partly to tas systemic

and perily to the portsl circulation.

Trne supericr heeumorrholdzl vein becomes the

inferior nesenteric which is porial,

fhe niddle andé dnferior heemcrrholdal veing

erpty luto tihe hypogastric wihich i1s gystenic.

In portal hypertension the veins of tihe rectum
becomes dilated to form heewarrhoid but this

is rare.

At the 3ack af the colon:

In front of the kidney small vessgels unite with
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thic vesselsof tne periftoneum and colon draining

the

(=]

to portuel circulation with tie veszels o

kidrey Jdraining into the systendic circuleticn.

(V) Bere arss of the liver:

Suell vesselg unite the ciapharsgmetic veins
dreining to the systemic eirculction wita the

liver veinsg dr&ining to the portal circulation.

HIDAYAT {1962} reporited that the ocesopheg-
cgagtric verices are the most importani becauss
ef their greas liaebvility to produce haemorrhage.

“hey fail into tne following zroups:

1= Suvorrucous group of veing in tne lower
third of tne ovesophagus and tihe proximal

part ofthe stomach.

They follow & lpongitucdinal course raising
tne wacous membrane in taree or iour
parallel ridges which may be seen in

Ceagabplibgerg e iy Shams Ubisersity swallow.



These velins are thoge more subjected to

-

tae formation o©of sacculstion and vericeas.,

il- LBxtrinsic group of veins develop in late
cases ard are lying in tie retroperitonesl
tissue outside tne oegonhagus and stomach.

- Torm & conplex networi of dilated

casnnels.

This se% im beneficlal gince it help in
iature'ts attempi st snunting the portsel
blocd intco the caval system without

carrying by itself any denger.

111- Commiunicating veins which exist between
the two previous sets &nd connect ihem
by short tributories whielh pass through

tae wall of tie stomach &nd ocescphagus.,

dotiology of portal hyperiension

fdains {1975}, described the czuses of portsal
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hyperternaion sccording to tie site of obstruction:

1=

ll-

111~

Frenepatic: About 20» of patienis belong to
tnig group. The obstruction &arises in one
of two ways. Tne first is conpenital absernce
or sornorality of the portsal vein, ine second
ig thrombogis of the portal vein dus *0
extension of the normal obliterciive process
of the umbilicel vein or may be ¢ue to

slugsish circulation in the portsl vein.

Intrehepatic: account for ngarly £0% of all
cases. The cauge is liver cirrnosis or
Bilnarzisl liver fibrosis which account for
E0% cases of portal hypertensicn in EGYPT

(Kamel,1965).

o3t hepatic: very rare. It ngy be caused by
conztrictive pericerditis and tricuspld velve

ular incompetence, and it is also @ couponent

of Bugdnihdapi, SYDGTane fHGlershy 8 veno



veelusive disease aifecting the aepatic veins,

The Bagic lesion iz increassd resistance to
the portal Ilow whatever the @etiological

Tactor.

Kamel (1963),stuted that hepalic bilharziasis
ig meinly a vasculer aifection and more than
two thirds of these patlents get portal hype-

rtengion.

He algo reported that the main cauge of portal
hypertengion 15 & presingoidal obstruction

of tne portal veins tributaries, so that the
intrasplenic pressure is high while tne wedged

hepatic pressure is normal.

Pathelogy of Bilharzial Hepatosplenic Syndrome:

lousa (1964),described tne patnological changes

of hepatic bilhersziasis.

e steted that these chenges pass tarocugh 2
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gtages: an early inTiltrative staze in which ove ere
impacted in the main or fine portel tracts, usually
argund portel tributaries and execite 2 nisiocytic

angd ecginoplilic reaction bui itue liver parenchymel cells
show no signs of degeneration, necrosis or regensri-
tion. In the second stage cof advanced Tibrosgis, in
gddition  to tngse changes, there is thickening of the
portul tracts witr nildé elocey swelling and wasting

of the liver cells at the periphery of tie lobules.

It is apparent that Bilhsrzial hevatic fibroais
attains two cheracteristics which differentiate it
from liver cirriicsis: the first onme being & presin-
soidal lesgion and the second 18 that the parenchyme is
spared and shows no signs of degeneration or regenera-

tion.

The lobular pattern of the liver may show some
distortion by fibrous tissue. Tnis may be fine or
coarae nodularity depending on whetier {the smaller or

larger portal tracts are mainly inveolwved and tais in
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