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INTRODUCT ION
AN
ATM OF THE WORK

Many studies were done in cirrhotic patients and their
relation to the pattern of cclonic bacterial flora,
cointing out to the harmful effects of these flora
specially urea splitting corganisams as Klebsiella and
Proteus which was found in one study tc be more pre-
valent {102) in cirrhotic compared to (104} in normal
control (Montogomerie &t al. . 1870).

The policy of treating cirrhotic patients with either
~hronic encephalopathy or hepatic coma by lactulose
and/cr Necmycin depends upon reducing the number of
-eme hacteria to reduce Ammonia production.

W.-at fibre (bran:. i3 & natural material with a mild

lawative effect, it waz mentioned befors that bran can
LT e v barian] Flare in the polon. ((Pomars snd Hea-
fom, 1ET4

™l oawm o f thia work ia to study the pattern of colon-

wmrerial flera in airrhcofic and non cirrhotic sube
3 2y 7 to sttty e sfresn of ghort term ife of

Towhs Fitow T sochesa flora. In oA trilal Lo
‘ ! R SFC I o4 Yie thasapsuanic role
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IDIVER CITRRHOSIS

Definition

Cirrhosis is defined anatomically as a diffuse pro-
cess with fibrosis and nodular formation ending in dis-
ruption of the normal lobular architecture of the liver.
Functionally the disorder is characterized by a distur—
bance of hepatic hemodynamic associated with reduced
functioning liver mass and with secondary alteration of
extrahepatic circulation. the disturbance of hemodynamic
is reflected as portal hypertension and reduced hepatic
blood flow (Popper, 1977).
Pathogenesis and Structural Changes

Cirrhosis is initiated by injury and necrosis to
the hepatocytes. The responses of the liver to necrosis
are strictly limited; the most important are collapse of
hepatic lobules, formation of diffuse fibrous septa, and
nodular regrowth of liver célls- Thus, irrespective of
the aetiolcgy, the ultimate histological pattern of the
liver is the same, or nearly the same (Popper, 1977).

The transition to the characteristic architectural
disfipgurement depends on processes common to many aetio-—
logical factor. There is passive development of fibrous
aepta from the callapse of the connective tissue frame-
work due to death and loss of liver cells (FPopper,
1877} .

Sherlock {(1883) said that hepatocellular necrosis

is the stimulus to collagen formation. the factors con-
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cerned are not known. Necrotic cells could produce a
stimalating factor or there might be a preformed inac-
tive precursor in the plasma.

Guzellian et al., (18984) reported that in monclayer
culture, the rat hepatocyte can secrete collagen, rais—
ing the possibility that the hepatocytes may elaborate

its own matrix and play a role in fibrogenesis.

In oirrhosis, synthesis of collagen 1is increased
due both to a greater collagen synthesis per fibroblast
and to an increase in the nmumber of collagen producing
cells. (Sherlock, 1989). She aleo added that, fibronec-—
tin is a cell surface glycoprotein serving the attach-
ment of collagen fibrills and proteocglycans to hepato-—
cytes. It forms part of the extracellular matrix colla-
gen. It is deposited in areas of liver cell damage as
early as one hour after injury. It stimulates fibrogene-
sis and its breakdewn products are chemotactic for fi-
broblaste. It also modulates cell differentiation and
function, particularly during the healing response. Fi-
bronectin is found arcund all heaptocytes but not in
portal tracts {(Sherilock, 1989).

Sherlock, (1988) alsc added that laminin is a larg-
er, rigid glycoprotein foound principally in basement
membranese of ducts, ductules and capillaries but forming
a continous basement membrane around hepatocytes at
times of regeneration or liver injury. The increased

collagen is harmful by disrupting the hepatic architec-
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ture and by converting sinusoids to capillaries, so im-
pending metabolic changes through the basement membrane
between liver cells and blood.

The fibrous septa may extend in bridge like fashion
Joining the <entral vein to the portal tracts and this
results in disruption of the normal lobular architecture
of the liver. There is proliferation of the remaining
cells to produce nodular areas of hyperplasia with lack
of the normzl lobular architecture. This is accompanied
by abnormal vascular connections. Shunts between
branches of hepatic artery and portal vein are estab-
lished. This abnormal vascular connection in the cirr—
hotic liver contributes to the abnormal function of the
liver {(Sherlock, 1989).

There are many classification of liver cirrhosis
but the most common one is based on aetioclogy, morpholo—-
gy and function (Anthony et al., 1977)

I) Morphological Classification

The simplest morphological subdivision of cirrhosis
is according to the nodular size by which three types
are recognizsed

1. Micronodular (Cirrhosis

It is characterized by nodules of equal size,
up to 3 mm in diameter associated with regu-
lar, thick septa and by involvement of every

lobule (Schever, 1988)
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2. Macronodular Cirrhosis
It is characterized by the presence of nodules
which are wvariable in size and larger than
those of the microncdular type. Regeneration
ig reflected by larger cells with larger nu—
clei and by cell plates of varying thicknesses
{Scherlock, 1989)

3. Mixed Cirrbosis
Regeneration in a microncdular cirrhosis re—
sults in a macronodular or mixed appearance
with time, miecroncdular cirrhosis often con-

vert to macronodular {(Fawverholdt et al., 1983)

I1) Aetioclogical Classification
1. Established Aetiological Associations:-—
These include wviral hepatitis, alcoholism,
some metabolic diseases eg. haemochromatosis,
hepatolenticualr degeneration (Willson's dis),
Alpha antitrypsin deficiency, glycogen storage
disease, galactosaemia, hereditary fructose
intolerance and a beta-lipoporteinemia. Also,
prolonged cholestasis, hepatic venous outflow
obstruction op. veno-occlusion disease and
Budd-Chiari syndrome. Toxins and drugs are
also included together with intestinal bypass

operation for obesity (Anthony et al., 1977).
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2. Cirrhosis with debatable Causes

¥ Auto-immmanity

¥ Parasitic disease

¥ Malmatrition { Sheuer, 19793)

Melarial parasites don’t cause cirrhosis, the

co-—existence of malaria and cirrhosis probably

reflects wmalnotrition, virus hepatitis and

toxic factor in the community

¥ syphilis causes cirrhogis in neonsates but
not in adults

* In =zchistosomiasis the ova excites fibrous
tiszue reaction in the portal zone the asso-
ciated cirrhosis in certain countries is
probably related to other aetiological fac-
tora. (Zherlock, 1889). Ghaffar et al., in
18984 added that the incidence of cirrhosis
was found to be higher in patients with
mirez schistosomiasis and HBV infection or
non £~ non B oviral infection than viral hepa-
titiz alons.

X Cryptogenic Cirrhosis

1
1c}

1

The z=ticlegy is unknown and thiz is clearly

1]
-

|

= ous Sroup ( Sherlock, 1989).
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Gial Zongi Vanni in 1983 =aid that it may be
ofter  difficult to establish a cause angd
effect relaticnship even unless an aetiolog-

ical factor is found. Likewise, in case
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where a well substantial causal relationship
is demonstrated, the exact prathogenic me-
chaniam may remain unclear.
¥ 1t is important to keep in mind that
{A] Tlinical and histopathologic features may over-—
lap ameong forms of cirrhosis
[Bl One liver may simultaneously exhibit several
histopathelogic pathways ieading to cirrhosis
[C] The final Qdiagnosis of cirrhosis should be made
considering:
1- Clinical setting of the patient.
Z- Epidemiocleogical informations.
3~ Epecifiec laboratory tests.
4~ Liver biopsy when available.
IIT)} Functional Classification
(1) Clinically Latent Cirrhosis
¥ In this case the disease may be discovered at a
routine examination or biochemical screen or at
cperation undertaken for some other condition
¥ Cirrhosis may he expected if the ratient has py-
rexia, vaascular spiders, palmar erythema or unesx-
rlained espistaxis or edema of ankles. firm en-
largement of the liver and splenomegaly are help-
ful diagnzstic signs.
¥ Vague morning indigestion and flatulent dyspepsia
may be the early feature in alccholic cirrhosis.

Eiochemical tests may be quite normal in this group.
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the most freguent ohanges are slight increase in the

cerum tranaminases or gemma 3.7 level and constant ex-

ress of urobilinogen in the urine. Diagnosis is con-
firmed by needle liver bicopsy. Those patients may re-
main compencated until they die from another cause.

Some proceed., in a period from wonths to yvears, to the

epatocellualar failure. In others the problem o

jup
W)

stage of
portal hypertension with oesophageal bleeding. Portal
nypertension may be present even with normal liver func-
tion tests. The course in individual patient is wvery
difficult to predict. (Sherlock. 1938)
(2) Decompansated Cirrhosis
the patient wususlly seeks medical advice be-
canse of ascites andSor Jjaundice. General health fails
with weakness. muscle wasting and welight loss. Continous
mild fever. (37.5 -38 "C) is otften due to gram negative
bacteremia. to conbtimaing hepatic cell necrosis or to
complicating liver cell carcinoma, foetar hepaticus may
be present. Cirrhosis is the commonest canse of hepatic
encephalopathy. Jaundice jmplies that Lliver cell des-
tyuction exceeds the capacity for regeneration and is
slwavs serious. The deeper the jaundice the greater the
inadeguacy of the liver fonction.
The skin may be pigmented due to increage anounts
of melanin, olubbing of the fingers is occasionally
seen. Purpura over the arms, shoulders and chine may be

sosocisted with & low platlets count. Spontanzous brus-—
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ing And episteaxis reflect a prothrombin deficienc
cirewulation is over sctive. the blood pressure is low.

Sparse body hair. vascular spiders, palmsr ervthems,

white naills and gonadsl atrophy are Commorn. Ascites is
usually preceded by sbdominel distension. Oedems of the
irgs is freguently associated. The liver may be en-

larged., with a firm regular edge or contracted or im—
palpable. the zpleen may be palpable (Sherlock, 1889).
The heaptocellulsr function in cirrhosis and its progno-

sis was assessed by Child e clagsification into 3 group:

f

¢

Child " p Claaaificxtion of Heapsto—callulary Function

in Cirrhoaia

saroup Designaticon A B C

2linical Obesrwvatlaon

} Ascites none easily poorly
controliled controlled

} Neurclogical disorder none minimized advanced coma

} Nutrition excellent good poor "wasting”

SAborsatory inveatigsation

1 Serum bilirubin (mgh) below 2.0
i Serum albumin (mg¥} over 3.5

over 3.0
under 3.0

[FL N
o
S

The one year survival in good-risk {Child A and B) pati-
ents in abeout 70%¥ and in bad risk (Child Ci about 30%

cInfante-FKivam? =t a1., 1887},
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