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Section I

Phe liver is the largest gland in the body, and
performs a number of différent functions. It is essential
to life, Its removal results in death within two days &t
the most. Tt is unique in that it receives a double blood
supply. Axterial blood comes to it through the hepatic
artery. Venous blood comes to it through the portal vein.
The blood in the poxtal vein comes from the entire gastyro-
intestinal tract, so that anatomically the liver is placed
as a barrier in the blood stream between the abdominal
organs and the heart. These structural relationships by
themselves suggest that the liver has the function of re-
moving toxic substances that may have been sbsorbed into
the blood in the intestines. The liver also pl&ys an im-
portant role in protein and ecarbohydrate metabolism, and
in the metabolism of fats. It forms bile and in so doing
forms and excretes bilirubin and bile salts. It stores
vitamins and other substances necessary for normal function
of the body. The liver forms substances necessary in the
coagulation of blood. Also, it has a part im regulating
the fluid balance of the body.

The llver takes up the simp e sugars from the
blood and stores them as glycogen so that the body may
have a source of carbohydrate that can be called upon in




























































































































































cells and of connective tissue cells. In five days
there was marked proliferation of gramlation tissue.
in one dog thirty-sixz days after injection of the serum,
the liver was firm and had a finely granuler surface.On
section, distinet pseudo-leobulations were seen.
nistologically, there was marked perilobular fibrosis
with lymphoid infjltration and preliferation of bile

duets. ‘the reparative process was most active in the
region of the portal spaces and@ resulted in diffuse

cirrhosis. He did not claim that this ex eriment ex~

‘plained the origim of cirrhosis in man, bubt that it
proved that cirrhosis results from a reparative

process followir piwrenchymatous injury. (13)



Section VII

It has been demonstrated by investigators
that alkaline extracts of the anterior pituwitary are
capable of increasing the fatiy content of the liver.
This could not be done, bowever, if the adre 1ls had
previously been removed. Waren C. Coxwin (75) showsd
that alkaline or saline exiracts of the anterior lobe was
as well as adrenotropic factors markedly increased.The
liver fat content was iucreased in twenty-four hours. It
was also found that thyroldectomy prevents the increase
of fat on the liver. Conclusions are
that fal deposition iz mediated from the anterior
Pituitary via the thyroid and adrenals. Possibly an
upset in the relationships of these glands could lead
to the deposition of fat in the liver.

During obsexrvakions of the effeets of com=-
rlete hyposphysectomy on the induetion of hypertension, I.
H. Page, i. Graef and J. E. Sweet (76) noted: that nodular
livers were present. Dogs at post morten examination
were found to have nodular hepatic. cirrhosis. .
yatty chanrcs in all were present but not remsarkable.,
Cortical atrophy of the adrenals was also present.



On analysis of the hypothalamic lesions,
resitive correlation is moted with respect to the
occurrence of fatty cirrhosis and the finding of extensive
defects in the hypothalamus. (77) the defects
seemed attributable %o the operation, however, the hypo-
thalamic lesions were not neaxly so extensive in
non-cixrrhotic dogs. ¢(besity was generailized and and
correlation to fat deposits in %he liver are possible.
pbesity was found in all of the tirrhotic d&ogs.

viet was excluded because d6gs kept on the ssame
diet showed no defeets. it is well known that the
hepatic disturbances begin after the onsét of neuro-
logic manifestations, even years after ngurological
symptoms. Non-cirrhotic dogs showed no hypothalamio
degeneration., gleven dogs used- showed lesions in
the hypothalamus.

In the progressive lenticular degeperation
there is bilateral degeneration of vhe lenticular nuclei
of the brain which is invariably accompanied by cixrrhosis
of thé liver Uy various medns to see if lenticular
degeneration would occur,

Mangenese poisoning in man presents, like

o-lenticulay degeneratien, the peculiar cembination

-of degenetation in the basal ganglion the brain



cirrhosis of the liver. (78) The condition is not un-
common among miners and others who work with ores
containing the metal, especiaily when this involves

the produetion of considerable amounts of dust. The
percentage of total contacts affected 1s not wvexry high.
this showed that individual susceptipility is a factor
in its genesis. Experiments with manganese on various
animals were carried out. rabbits are relatively much
more susceptible to the poisonous action of salts of
manganese than are guinea pigs, although in the rabbit
large doses produce severe degeneration in-both liver
and kidney. In both species, smaller and often repeated
doses act chiefly or entirely upon the liver. 1IiIn guinea
pigs, arfer one or twe large doses, massive necrosis
is not very common and the affected areas are scattered
irregularly throughout the liver. With repeated large
doses it is easy to preduce a very cefinite atrophy of
the liver parenchyma, unaccompanied by an inflammatoXy
or fibrovlastic reaction. ¢irrhosis, however, follows
tardily and many months must elapse before the occur-
rence of considerable fibrosis. <rhe distribution of
fibrous vissue tends to oe intralobular rather than
perilobular and tne resulting histological picture

does not compare closely with that found in cases of
hum=rr cixrhosis. In neither species did the central
nexrvous system show any changes.



the introduction during the course of man-
ganese poisoning in the guinea pig of a bacterial
factory has a profound effect upon the resulting
lesions. Attempts to produce cirrhosis with chloro-
form in guinea pigs were not very successful. jIn the
guinea pig the effect of phenylhydrazine on the course
of manganese poisoning is to greatly increase the
amount of necrosis according to the dose of the former.
The necrotic areas are either central or periportal in
distribution. In the experiments of longer duration,
girrhosis definitely is more sxXtensive than with
manganese alone. No evidence has been obtained of any
connection between liver cirrhosis and cerebral changes
which might tbrow light on hepato-lenticular degenerstion.

¢here has been in most cases of Bantts disease,
associated cirrhosis of the liver. It is now thought

that the enlargement is secondary to cirrhosis.



Section VIIX

In a review of eleven cases of cirrhosis at

the University of Nebraska Hospital, five patients
_gave a history of drinking alcohol., Two patients gave
a history of a preceding infection. One patient may
have received toxic substances from his ocoupation
which is painting.

The first patiernt was a forty year old
pohemian butcher who gave a history of drinking for
twenty<five years. He was p6orly nourished., A
thirty-eight yjear o0ld white male gave a history of heavy
drinking of aleohol for twenty years. A thirteen year old

school girl had measles and developed Jjaundice and died in
thr¥ee months of cirrhosis. A forty-two year

0l1d white male Had cirrhosis but gave no history that
indicated any factors except his occupation, that of

a painter.

A sixty-seven year old woman, who was apparently
well, develgped cirrhosis. fThere was no apparent factors
given in the hisbtory that might have served as a cause for
cirrhosis. A forty-three year old white male gave
a history of drimking in excess. He ate poorly and worked

in a brewsrv and ne a bar tender, A fifty-four



year 0ld insurance salesmen -who devesloped cirrhosis
gave a history 6f alccholism. A thirty-three year old
female al autopsy showed a toxic cirrhosis.

A sixty-one year old male, who had a great
deal of marital trouble, gave a history of drink’
oply a few beers., He Qdeveloped Jjaundice and then
cirrhosis. A fifty-nine year old female develo ed
cirrhosis folleWing attacks of jaumdice. Another
female, age forty-six, developed cirrhosis after
:8everal a'tacks of Jjaundicc.

Aleahol, here again, is associated with
eirrhosis. These pecple, however, wexre not very
well nourished.

To produce an experimental picture similar %o
the usuwal type of portal cirrhosis, it is, according to
F. Mann (79) necessary to repeatedly administer

sublethal doses -of a toxic agent which produces acute

necrosis of the liver.

From the literature it may be easily alcohol
is not a cause of cirrhosis in itself. It is known that
most heavy drinkers, or at least a large number of them,
are poor eaters. Through an inadequate diet, a defic=
iency in certain factors such as vitamins, may be
bresent. Under conditions in which the liver lacks the



necessary factors fer profection, cirrhosis can develop.
1t hias been proven that ribgflavin asffords protection

for the liver ags: poisons. ‘'hen the liver was

well supplied with ribeflavin, a much greater guantity
of oison and a much greater length of time was needed
to produge cirrhosis of the liver. A persou who
drinksand at the same time eats a proper y balanced diet
’

will not develop eirrhosis of the liver. Thus, when the

liver is in a deficient state, the pressure of a
toxin will camse cirrhesis. One may conclude that

cirrhosis is a deficiency disease.

Of course, it m&y also be concluded that
bacteria and parasites may cause cirrhosis of the liver,
After an atbtack by a cexrtain disease which was fallowed
by ctirrhosis of the liver, $he bacteria of the disease
were found in the liver. 1In cases that cirrhdsis dig-

develop, the bacteria were not fomnd.
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