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FATAL DIFFUSE HAEMORRHAGE IN CASES OF LAENNEC'S LIVER 
CIRRHOSIS 

KLAUS A. J. JA.RVINEN, M.D. ,  AND 

A ] : I A E M O R R H A G E  from the gastro-intestinal tract 
is a rather common and severe symptom in asso- 

ciation with liver cirrhosis. Hematemesis alone occurs 
in about 20 to 30 per cent of patients suffering from 
thi~ disease (1,2,3). A haemorrhage from the gastro- 
intestinal tract was the immediate cause of death in 
20 per cent of the 217 cases of liver cirrhosis ex- 
amined by Evans and Gray (4). According to Cates 
(5) the corresl)onding percentage was 29 in a group 
of 102 patients. Douglas and Shell (6) calculated that 
in their material of 444 patients a gastro-intestinal 
haemorrhage had been the immediate cause of death in 
apl)roximately 50 per cent of the cases. 

\ohmfinons haemorrhages of the liver cirrhosis pa- 
tients have in general been ascribed to a rupture of 
the anastomoses which have developed hetween the 
portal system and the veins in the general circulation. 
A haenmrrhage has most often been considered as com- 
ing from the enlarged esophageal veins. However, as 
early as in 1900, Preble (7) described six cases of liver 
cirrhosis patients, who died in acute gastro-intestinal 
haemorrhage: nevertheless, a site for the bleeding 
could not be found post mortem. He explained these 
cases as having suffered from a diffuse capillary 
bleeding from the gastro-intestinal mucosa. Althougil 
some investigators have laid stress on the possibility 
of a diffuse gastro-intestinal bleeding in liver cirrhosis 

' 5 (  
(8,.),10), very little attention has however been paid 
to it. Therefore, it was thought justified to present 
ttle results of a study of this problem. 

MATERIAL 

The material of the present work consists of 19 cases 
of liver cirrhosis treated in our hospital during the 
years 1948-1951, in whom attention was paid to the 
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occurrence of diffuse gastro-intestinal bleeding. No 
cases of biliary or pigment cirrhosis were included, 
and such forms of liver cirrhosis which had developed 
on the basis of cardiac decompensation were also ex- 
cluded. In addition to the routine clinical and labora- 
tory examinations, the diagnosis was in 6 cases (cases 
1,2,3,15,17 and 18) confirmed with the aid of au- 
topsy, at which cirrhosis of the Laennec type was ob- 
served in every case. In four other cases, the diag- 
nosis was confirmed bv a histological examination of 
a biopsy taken at an exploratory laparotomy (cases 
4,9,14 and 16). Also in these cases the biopsy revealed 
a cirrhosis belonging to tile Laennec-type. The aver- 
age age of the patients was 54.1 years. Fourteen of the 
patients were male and five fenmle. 

RESULTS 

Eight of the patients of the present material died 
in the hospital. In six of these (cases 1,2,3,15,17 and 
18) an autopsy was performed. In three of these (cases 
1, 2 and 3) a diffuse haenaorrhage from extensive areas 
of the gastro-intestinal tract was observed. In none of 
thenl could a localized hleeding from enlarged veins 
be seen. (Cases l, 2 and 3 are descrihed in detail.) 
Tahle I shows a comparison of some important find- 
ings in these three patients with those in the other 
lnaterial. The patients are grouped in the Table so that 
group A comprises the above three patients with diffuse 
gastro-intestinal bleeding as confirmed in autopsy. 
Group B includes all cases with haematemesis or 
melaena, 5 in all, but without a distinct demonstrated 
reason for the bleeding. ( In fatal cases, permission 
for the autopsy was not obtained.) Group C repre- 
sents patients without gastro-intestinal haemorrhage 
either in the history or during the stay in the hospital. 
The number of such cases was 11. 

When group A is compared with the groups B and 
C in 'rable I, it is first observed that the age of the pa- 
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t ients  does not  differ in these three  groups.  As  for the 
sex, it  is noted that  the groups  A and B do not  include 
any female patients ,  whereas  a lmost  half of the cases 
in g roup  C are  female. This  p robab ly  does not  depend 
on chance due to the small number  of cases, since in 
some more  extensive invest igat ions  it has been simi- 
lar ly  noted that  gas t ro- in tes t ina l  haemor rhage  occurs 
less f requent ly  in female than in male pat ients  suffer- 
ing from l iver  c i r rhosis  (11) .  

A s  to the abuse of alcohol, which has been regarded  
as having  an aggrava t ing  influence on the tendency to 
haemorrhage ,  due to alcoholic gastr i t is  and vomit ing  
caused by it (12) ,  the groups  A and B do not  differ in 
this respect.  In  group C, the abuse of alcohol has been 
less frequent,  perhaps  due to the grea te r  number  of 
female pat ients  in this group.  

In  the whole material ,  the number  of cases with 
syphil is  was only 4. In all of them, this disease was in 
the seroposi t ive  stage. Moreover ,  an at tenIpt  was made  
to exclude the possibi l i ty  of a seronegat ive lues medi-  
cata, in addi t ion to asking the patient ,  by an X - r a y  
examinat ion  of the gluteal  regions of the pat ient  for 
t races of bisnmth,  where b ismuth inject ions are  known 
to leave pe rmanen t  signs, according to a s tudy made 
in this clinic (13) .  N o  cases of syphilis  occurred among 
the pat ients  of g roup  A.  

Nor  does the occurrence of ascites seem to be a symp-  
tom essential ly associated with diffuse gas t ro- in tes t ina l  
haem or rhage ;  among the pat ients  of group A,  it was 
only observed in two. Moreover ,  it had d isappeared  
from one of these (case 1) before the  occurrence of 
a fatal diffuse haemorrhage .  

As  to Taka t a ' s  test, Stol te ' s  mercur ic  chloride num- 
ber, the thymol  test,  the zinc sulphate  test, alkaline 
phosphatase ,  and sedimenta t ion  r a t e - - n o n e  of these 
showed any marked  difference between the groups  A,  
B, and C. The  same is t rue of the icterus index (Meul -  
engracht  va lue) ,  haemoglobin  percentage,  the num- 
ber  of ery throcytes ,  index,  and the nuniber  of leuko- 
cytes. A tendency to anaemia  was notable ;  in only 
three pat ients  in the whole mater ia l  did the H g b  per-  
centage exceed 80, while the number  of e ry throcytes  
was above 4.5 mill. in only one. In  5 of the pat ients  
the index exceeded unity.  The  mater ia l  shows a dist inct  
tendency to leukopenia,  as well as to thrombopenia .  
The  blood picture  shows several  features  character -  
istic of l iver  cirrhosis ,  but  nothing can be found 
which would separa te  g roup  A from the remainder .  
As  for the thrombocytes ,  however ,  the invest igat ion 
was very  incomplete,  par t i cu la r ly  in g roup  A.  The  de- 
te rmina t ion  was made  only in case 1, and the observed 
value was the lowest  in the whole mater ia l .  

A l though  the serum prote in  concentra t ion  in group 
A is on an average somewhat  lower (6.3 pe r  cent)  
than in groups  B (7.3 per  cent)  and C (7.4 per  cen t ) ,  
the difference is in no way clear, par t icu la r ly  as the 
value in g roup  A was obtained only from 2 patients .  
However ,  g roup  A shows a more  dist inct  difference 
from the r ema in ing  mater ia l ,  if a t tent ion is paid  to 
changes in the serum prote in  fractions.  In  g roup  A,  
the average serum a lbumin /g lobu l in  rat io  (only  two 
pa t ien ts )  was 0.35, in g roup  B the cor responding  
value  was 0.90, and in g roup  C 1.17. 

The  p ro th rombin  content  of p lasma was not deter-  

mined in the pat ients  of group A. In cases 4 and 8 it 
was 40 per  cent and 76 per  cent, respectively.  

En la rged  veins in the lower par t  of the oesophagus 
could be observed roentgenological ly  in cases 1, 4, 10, 
15, 1 7 a n d  18. In  cases 5 and 11 the X - r a y  finding was 
negative,  t t a e m o r r h o i d s  occurred in cases 4, 5, 16 
and 17. 

In  the following, a detai led descr ipt ion is given of 
cases 1, 2 and 3;  in these pat ients  a fatal gas t ro- in tes-  
final haemorrhage  occurred which at the autopsy was 
found to be diffuse. 

Case 1. Male, 44 years, building worker. Case history No. 
3844/50. Family history for liver affections and haemor- 
rhagic predisposition was negative. Since his youth, the pa- 
tient had taken ah_'ohol almndantly. The physical condition 
has been good, and he had pnrsued e.g. wrestling and boxing. 
During the last six years the patient could only be regarded 
definitely as an alcoholic. The general condition deteriorated 
progressively during this period. At the age of 41 the pa- 
tient suffered from pleuropneumonia, with a slow recovery. 
He was admitted to the hospital at the age of 42. The pat. 
was at times confused, in delirium. He suffered from swelling 
of the abdomen, diarrhoea, occasional vomiting, and slight 
temperature. The physical examination of the abdomen sug- 
gested an ascites. Spider telangiectasiae were to be seen in 
the skin. The thenar and the hypothenar were livid, the nails 
biconcave. The stool contained occult blood. The urobilinogen 
and urobilin in urine were increased. Hgb 43 percent; Er 2.3 
mill.; leukocytes 5700; nothing special in the differential 
count; thrmnbocytes 69,000; SR 12mm/1 hr.; Meulen- 
grach~ 1:10, Takata q- +-t- ; Stolte's mercuric chloride num- 
ber 1.02 ml ( + ) ;  thymol test 0.63 ext. ( + ) ;  alkaline phos- 
phatase 6 Fo. units; total serum protein 6.1 per cent, al- 
bumin 3.1 per cent, globulin 3.0 per cent; formolgel from 
serum---in 12 hrs. An X-ray examination of the gall bladder 
with radio-opailue contrast suggested liver cirrhosis, as no 
contrast medium was se~.reted to the bladder (14). An ascites 
puncture gave 2.25 Iitres of transudate typical of liver cir- 
rhosis. After the puncture it could be observed that the liver 
and the spleen were distinctly larger than normal; even the 
spleen could be clearly palpated. The histological examina- 
tion of a liver biopsy taken through a puncture suggested an 
atypical liver cirrhosis which had developed on the basis of 
a "Speieherung." The gastro-iHtestinal bleeding was at- 
trit)uted to the roentgenologically demonstrable enlarged 
veins in the lower part of the oesophagus, as no cause for 
the bleeding could be found elsewhere. The bleeding tinle was 
5 min. and the coagulation time 5 rain. 30 see. The condition 
was diagnosed as: Chronic alcoholism. Liver cirrhosis. At the 
beginning the patient was treated, in addition to rest and 
general treatment, with transfusions and penicillin (the pat. 
suffered also from an infection iu the respiratory Cract) 
and all the time with a diet rich in protein and with the B- 
vitamines. His condition improved rapidIy, aseites could no 
longer be observed, and improvement was noticed in the 
liver function tests based on protein changes. After having 
left the hospital the pat. abstained from alcohol for six 
months. Ite then began drinking again, when epistaxis started 
to occur, and also vomiting, with traees of blood. He was 
admitted again because of severe haematenlesis and melaena, 
being slightly in shock. The blood pressure was 130/90 mm 
t ic  after having been 160/90 mm Hg during the previous 
so.lourn in the hospital. There was a,n anaemia of Hgb at 54 
per cent and leukopenia, which had occurred also during the 
first stay: leukoeytes 1,600. There was also thrombopenia: 
thromb. 51,000. The bleeding time was 1 min. 45 see. and 
coagulation time 5 min. 30 see. Aseites was not to be ob- 
served. The bilirubi~a values of blood were normat. Takata 's  
test--(cheeked twice); Stolte's mercuric chloride number 
1.35 nil. ( + ) ;  thymol test 0.14 ext. ( - ) ;  zinc sulphate test 
0.35 ext. (-).Alkaline phosphatase 3 Fo. units. Non-protein 
nitrogen 28 rag. per cent. Total serum protein 6.3 per cent 
(albumin 3.9 per cent, globulin 2.4 per cent). An electro 
phoretie examination gave the following values: total serum 
protein 7.1.1 per cent, alb. 3.9 per cent, aglob. 0.42 per cent, 
fl-glob. 0.81 per cent, v-glob. 1.94 per cent. The formolgel 
test from serum was negative. After having left the hospital 
in all improved condition tile pat. went on drinking as be- 
fore. Approximately a year later he was "~gain admitted to 
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the hospital because of haematenlesis, temperature and for 
petechial bleedings in the skin of the extremities. The 
splee*t could be palpated 5 era. below the costal arch and 
the liver 3 em. below the arch. Hgb 71 per cent, Er. 3.9 mill., 
Leak. 2,300 (Eos. 2.5 per cent, Bas. 1 per cent, Neutr. 
s ta f f  cells 4 per cent, Neutr. segm. 59 per cent, Ly. 31 
per cent, Mon. 2.5 per cent), thromboeytes 11,700. Bleeding 
time 2 rain. 55 see., coagulation time 9 rain. The patient be- 
came more !cleric during his st'ly in the hospital. 5 days later 
he vomited dark, coagulated blood. A fault in the mechan- 

i s m  of the coagulation of blood was suspected, and the co- 
agel retraction time was determined, but it w,s  found to 
be normal (8 rain.), although the fibrinogen content of the 
blood was subnormal ( fbr in  0.12 per cent). Meulengracht was 
1:110, Takata 's  test + + + ,  StoRe's mercuric chloride num- 
ber 0.88 ml. ( + ) ,  thymol test 0.42 ext. ( + ) ,  zinc sulphate 
test 0.90 ext. ( + ) ,  alkaline phosphatase 5 Fo. units. The total 
protein in serum was 5.51 per cent (all). 1.55 per cent, 
glob. 3.96 per cent). The formolgel test. from serum was + 
in 45 rain. The non-protein nitrogen was 51 nlg per cent. 
Hence, the liver lesion had again eonsiderahly aggravated. 
A few hours after the previous haematemesis there occurred 
again profuse haematemesis and malaena. The patient was 
given a transfusion of 800 ml., and he recovered from tile 
shock. However, the haematemesis soon recurred, and in 
connection with it the patient died. Because the spleen did 
not undergo any reduction in size during the bleeding, a 
lienal thrombosis is considered unlikely as a cause of the 
haemorrhage. Pos t  ,aortem (performed by V. Ritama, M.D.). 
Abnormal findings: The mucosa of tile respiratory tract was 
very hyperaenfie. Several varicose veins were observed in tile 
lower part  of the oesophagus, but not even the smallest site 
of bleeding was found. There was no fluid in the abdomen. 
The gut was partly adherent. The peritoneunl was through- 
out more fibrotie than usual. The liver weighed 1430 g. Its 
entire surface was nodular aud uneven. The section surface 
showed pronounced fibrosis and yellow tissue islands. Mi- 
croscopically the liver was in a state of advanced cirrhosis. 
The gallbladder and the biliary ducts showed nothing unusual. 
The spleen weighed 1200-g. A partial throm.bosis of the 
vena lienalis was observed. The stonlach was large and con- 
tained great amounts of fluid blood, its mucosa was haemor- 
rhagic in the corpus, but lighter in eolour in the pylorie part. 
The mucosa of the duodenum was also haemorrhagically in- 
filtrated all over. Haemorrhagic areas in the mucosa were 
observed also lower down in the ilemn and in the colon. The 
other parts of the intestinal mueosa looked lighter than usual 
'and apparently fibrotie. Microscopically the mucosa of the 
small intestine was formed by hyaline connective tissue. In 
the outer layers of the nmseularis and particularly in the 
subserosa, there was an intense, diffuse inflammatory cellu- 
lar infiltration. Great inflammatory vascular changes oc- 
curred in all layers of the wall. There were also per!vascular 
granulocyte infiltrates and fillrinoid necrosis of the wall. 
Similar changes were observable also in samples taken from 
tile wall of the stomach and of the large intestine. 

Autopsy diagnosis: Cirrhosis hepatis t. Laennec. Thrombosis 
v. lienalis Hyperplasia lienis. Fibrosis intestini. Icterus. Pete- 
ehiae cutis. Oastroenteroeolitis partita haemorrhagical.Variees 
oesophagi. 

Case 2. Male, 56 years, insurance agent. Case history No. 
3423/51. In addition to the findings reported in Table I:  Fam- 
ily history negative for liver and blood diseases. First  time 
ill at the age of 46, when a duodenal ulcer was suspectefl. 
Before this, he had been a heavy drinker for several years. 
Although he stopped drinking because of the dyspeptic 
symptoms, his general condition did not improve. During the 
ensuing years he had 5 or 6 attacks of pneumonia. At the 
age of 56 he began to suffer from recurrent diarrhoea. The 
patient lost weight and the abdomen began to swell. On ad- 
mission to the hospital he was slightly toter!c, Meulengraeht 
1:10, with increased urobilinogen and urobilin in the urine. 
The gallbladder was not visible in the X-ray examination, thus 
suggesting liver cirrhosis. Three litres of transudate typical 
of liver cirrhosis were obtained through an aseites puncture. 
The smooth liver could be palpated, extending 3 cm below 
the costal arch. Table I shows the results of the liver function 
tests and the protein changes. As the total protein was 7.10 
per cent, alb. 1.53, glob. 5.57 per cent, the diagnosis, Cir- 
rhosis hepatis, was evident. The patient was treated, in addi- 
tion to rest and general treatment, with a. diet rich in pro- 
teins, ~ 'Merck ' s "  methionine aureomycin and B-vitam/ne. 

NOVEMBER, 1952 

The condition of the patient improved rapidly; jaundice, 
swelling of tile legs and ascites disappeared. The patient felt 
well and went home against the advice of the physician. 
After  3 weeks at home lmematemesis began to appear and 
the al)donmn swelled again. After  an absence of a month 
from tile hospital he had a severe attack of haematemesis 
and was brought to the clinic in a deep shock. The blood 
pressure was 80/35 mm Hg after having been 130/90 mm Hg 
I)reviously. Before a transfusion could be given, the patient 
died. Post ~Jwrlem (performed by V. Ritama, M.D.). Abnormal 
findings: The nmcosa of the respiratory tract was hyper- 
aemic. The mucosa of the oesophagus was reddish and sev- 
eral erosions couh[ be seen in its lower part. Only a few en- 
larged veins were to be found, and no bleeding from them 
could be observed. The alldominal cavity contained 1 - 2 litres 
of slightly haemorrhagic fluid. The peritoneum was diffusely 
red, and there were no adtmsions. The weight of the liver 
was 1300 g. I ts  surface was throughout nodular, the nodes 
being of the size of a bean or smaller. Some of them were 
yellowish, others greenish yellow. The section surface showed, 
in addition to tile nodular structure, many streaks of fibrous 
tissue. Microscopically the hepatic tissue represented nodu- 
lar cirrhosis, ~ith fat ty degeneration and round cell infil- 
tration in the connective tissue. The gallbladder and the biliary 
ducts had a normal appearance. The weight of the spleen 
was 600 g. The thickness of t l ; e  wall of the stomach was 
usual. Its mueosa was entirely gelatinous and diffusely in- 
filtrated with haenmrrhage. Ti~e duodenum and the jejunum 
excepted, the mueosa of the entire gut down to the rectum 
was also haenmrrhagically infiltrated. Microscopically the 
nmcosa, and the submneosa of the oesophagus were sclerotic 
and the veins were quite engorged and their walls also selero- 
tized. There was diffuse, fairly marked cellular infiltration 
in the g'~strie nmcosa. There also occurred diffuse cellular 
proliferation in the intestinal mucosa, signs of degeneration 
in the museularis and slight, superficial cellular infiltration 
in the fat. 

Autopsy diagnosis: Cirrhosis hepatis t. Laennee. Hyperplasia 
lienis. Oesophagitis erosiva. Veneetasiae nmeosae oesophagi. 
Gastritis et enteritis haemorrhagiea diffusa. Adhaeiso pleurae 
1. dx. Tub. inactiva apieis puhn. dx. 

Case 3. Male, 65 years, agronomist. Case history No. 
3741/51. The family healthy, the patient himself had been 
always healthy. He had lived a regular life. The capacity 
for work had been good until the day of admission, except 
for some slight fatigue which had appeared a few weeks be- 
fore the admission. During this time the appetite had fallen 
off  and the patient had suffered from increasing thirst. At  
home tile patient exl)erienced an acute attack of fainting 
and at the s:mle time, clark, bloody stool was excreted. When 
the patient recovered consciousness he began vomiting blood. 
He did not feel any kind of pain either in tile stomach or 
elsewhere. He was brought to the hospital where nothing 
pathological could be el)served except for severe symptonls 
of shock. There was no jaundice, and the size of the liver 
appeared normal as did also that of the spleen. There was 
no tenderness in the abdomen, and no abnormal resistances 
couhl be felt. The haematemesis recurred before blood was 
ol)tained from transfusion centre, and the patient died. 
Table I shows the blood picture as taken before the death. 
Pos t  ~ ior te~  (performed by V. Ritama, M.D.). Abnormal 
fi~dings: The entire nmcosa of the respiratory tract shows a 
distin,.t, diffuse haemorrlmgie inflamnlation. The detaching of 
the oesoplmgus was more difficult than usual and the sur- 
rounding tissue appeared fibrotic. Tile mucosa of the oesopha- 
gus was diffusely haemorrhagie and quite red. Similar mu- 
eosal c]lauges continued in the stomach and intestine, down 
to the rectum. The gastric mucosa was thickened and coarse, 
appearing granular. The less red areas had a dirty eolour 
and were slightly greenish. In the pylorie region both on the 
side of the stonmeh and of the duodenum, there were some 
snlall rimmed ulcerations. The wall of the stomach appeared 
slightly thickened. The serosa of tile gut was congested with 
blood. Microscopically the nmseularis propria and particular- 
ly tile museularis mucosae appeared degenerated. The sub- 
mucosa was fibrotie and its fibres hyalinized. Obvious hyaline 
changes couhl be observed in the blood vessels. Hyalinization 
occurred :flso in the mueosa. The nmeosa was rich in cells 
and there occurred some lymphoid nodes surrounded by hya- 
line tissue. The mueosa of the large gut was covered by ~an 
obviously bloody mass. The connective tissue in the super- 
ficial parts of the nmcosa and particularly in the submucosa 
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was hyalinized. The weight of the liver was 1700 g. I ts  entire 
surface was nodular. Some few of the nodes were of the size 
of a cherry, but the majority were as small as peas. A cot- 
responding structure was observed in the cut surface, its 
colour being unusually greyish yellow. The consistency of 
the liver was very solid. The wall of the gall bladder was 
slightly thickened, but otherwise it showed a normal appenr- 
ance, as did the bili~ry ducts. The spleen weighed 190 g. 
Autopsy diagnosis: Cirrlmsis hepatis t. Laennec. Inflammatie 
haemmorhagiea mucosae oesophagi, ventrieuli, iutestini et t r  
respiratorii. Sanguis in ventrieuli et intestini. Ulcera pylori. 
Arteriosclerosis. Nephropathia levis. Ilyperplasia lienis. 

Summary of the patients of group A as described 
above: In addition to the findings presented in Table I 
and discussed in connection with it, the clinical picture 
and the autopsy of the above three patients showed 
marked similarity. Death occurred as an immediate 
consequence of an acute, large gastro-intestinal haemor- 
rhage, haematemesis and mnelaena. In all these patients, 
liver cirrhosis of Laennec's type was observed. The 
bleeding was found to be caused in every case by an 
extensive haemorrhage inflammation which might 
cover almost whole the gastro-intestinal mucosa. No 
local bleeding from the varicose veins of the gastro- 
intestinal tract could be observed. In the microscopical 
examination, the pathologist paid special attention to 
hyaline, necrotic inflammation and vascular changes in 
the gastro-intestinal mucosa, which changes, however, 
also extended into other layers in the wall. The mn- 
cosa of the respiratory tract was also affected. 

DISCUSSION 

As presented ahove diffuse haemorrhage from the 
gastro-intestinal mucosa in connection with liver cir- 
rhosis is known as a cause of haematemesis and me- 
laena may be more connnon than is generally thought. 
Similar bleeding was observed in three of 19 liver cir- 
rhosis patients during the period of observation (in 
3 of 6 cases examined post naortem). It must be also 
noted that only fatal bleedings came under observation, 
while the cause of less profuse haemorrhages remained 
unexplained. As regards the treatment of the patient, 
this would mean that e.g. local surgical therapeutic 
measures for the treatment of the varices in the lower 
part of the oesophagus would lose their significance 
in the control of haematemesis. 

As for the etiology of the bleeding in these cases of 
liver cirrhosis, the possible r61e of several factors has 
to be considered. An increa.red pressure in the portal 
circulation is a factor pointed out by e.g. Alvarez (8) 
and Hanssen (9) as a cause of diffuse haemorrhage. 
When judging the r61e of this factor attention has to 
be paid to the fact that in females gastro-intestinal haem- 
orrhage--and evidently also diffuse bleeding--occurs 
more rarely than in men in connection with liver cir- 
rhosis. This sex predisposition is interpreted as de- 
.pending on an anatomical difference in the anastomos- 
lng parts of the portal circulation. It may be figured 
that in woman the well developed venous plexus of 
the genitals and its connections with the veins of the 
plexus haemorrhoidalis facilitate the connection be- 
tween the portal circulation and the general circulation. 
Thus, the increased pressure in the portal circulation 
in liver cirrhosis would perhaps be more easily alle- 
viated in women than in men, and hence the former 
would not so easily be afflicted with gastro-intestinal 
haemorrhage. 

A lesion of the capillaries is considered as having 

a central positi(,n among the immediate causes of dif- 
fuse haemorrhage. It has been demonstrated (15) 
that the capillary changes, e.g. spider telangiectasiae 
in the skin are a typical symptom of liver cirrhosis. 
Quite close to this stands the assumption that in cases 
of diffuse bleeding these capillary changes, which 
also otherwise occur in liver cirrhosis, are more severe 
and thus would cause a haemorrhage at such a site 
where the pressure is high, in this case in the portal 
circulation. This hypothesis is supported by the obser- 
vation of marked changes particularly in the small 
vessels and capillaries of the mucosa of the gastro- 
intestinal tract (necrotizing inflammation, hyaliniza- 
tion, ,~clerosis) which was fbund in all those patients 
who died in diffuse gastro-intestinal haemorrhage. A 
general capillary lesion is supported by the appear- 
ance of petechial bleedings on the skin of one of these 
1,atients just before the fatal haemorrhage, for the 
coagulation mechanism had not been much disturbed 
in him. 

Diffuse bleeding, as haemorrhagic diathesis in gen- 
eral, is also caused in liver cirrhosis patients by dis- 
turbances which are known to occur in the mechanism 
of the coagulation of blood. Hypoprothrombinaemia, 
low fibrinogen content and thrombopenia are typical 
symptoms of this disease. 

At tent ion mnust be paid also to the finding men- 
tioned above that among those three patients who died 
in a diffuse haemorrhage, two (no determination was 
made on the third) showed a very low alb./glob, ratio, 
0.4 and 0.3. Perhaps also this factor has something 
to do with the haemorrhagic diathesis. It is known 
that it increases transndation from capillaries (16). 
This finding indicates at least that the degree of the 
hepatic lesion has been very severe in these cases, 
since the protein balance had been so gravely dis- 
turbed. The same conclusion is supported by the au- 
topsy findings. It seems that diffuse bleeding is as- 
sociated with the most severe lesions of the liver. 

SUM MARY 

Of 19 cases of liver cirrhosis of Laennec's type, 
three died of haematemesis and melaena. Ii1 these three 
patients, the post mortem examination revealed a dif- 
fuse haemorrhage from the wall of the gastro-intes- 
tinal tract. No bleeding had occurred from the vari- 
cose ~,eins of the lower part of the oesophagus or from 
corresponding formations in other parts of the gastro- 
intestinal tract. The results of the study are consider- 
ed to suggest that such a diffuse gastro-intestinal 
.haemorrhage is more common than generally thought 
m connection with liver cirrhosis. It is indicated that 
this possibility nmst be seriously considered, e.g. when 
planning h)cal therapeutic measures for varicose veins 
of the lower part of the oesol)hagus , for stopping 
haematemesis. 

It is suggested that among the factors predisposing 
to diffuse bleeding, the great changes of the capillaries 
which could be observed in all the exami-ned,.cases in 
the wall of the gastro-intestinal tract--and for whose 
presence there was also indication in other situations-- 
have an important r61e, in addition to the well known 
disturbances in the mechanism of the coagulation of 
blood as associated with liver cirrhosis. In two of the 
examined patients a very low albumin/globulin ratio 
was discovered before the fatal haemorrhage. This 
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finding is regarded as indicating an unusually severe 
lesion of the liver, an assumption confirmed by the 
post mortem examination. It is also pointed out that 
all the patients with a diffuse haemorrhage were male. 
It is suggested that in the female, anastomoses between 
the portal circulation and the systemic circulation may 
be performed more easily in the area of the plexus 
haemorrhoidalis, and thus, an elevated portal pressure 
might more easily lye alleviated. 
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GRANULOMA INGUINALE ASSOCIATED WITH HEPATO-SPLENO- 
MEGALY AND DIFFUSE PULMONARY INFILTRATION 

EUNICI~: LASCHI~;* AND EDWARD S. McCABE,** Philadelptfia, Pa. 

G R A N U L O M A  inguinale was first described as a 
clinical entity by Cowers  and Daniels (1) in 

1896. Subsequently many case reports from various 
parts of the world described its occurrence as a chron- 
ic disease of apparently low grade contagiousness whose 
manifestations consisted of granulomatous lesions af- 
fecting usually hut not ahvays the genitalia or sites 
in the neighborhood of the genitals. Fox (2) in a review 
of 150 cases in the United States found occurrence of 
the lesions in sites distant from the genitalia area in 
9%. In 1905 Donovan (3) found the characteristic 
intracellular bodies in smears made from the lesions. 

These "Donovan bodies" which are present within 
the cytoplasm of the large mononuclear cells have been 
shown to be gram negative plump rods with polar 
bodies. Recentty Anderson (4) has cultured them on 
the yolk sac of the chick embryo; she subsequently 
classified them as bacteria and gave them the name of 
Donovania granulomatis (5).  Inmmnologically, they 
are similar to Friedlander bacillus (6) and a polysac- 
charide has been identified that gives a positive intra- 
dermal test. 

The following is the report of a case of granuloma 
inguinale complicated by hepatomegaly, splenomegaly 
and diffuse pulmonary infiltration of uncertain origin. 
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CASE I~EPORT 

A 25 year old, colored female was admitted to the 
Venereal Disease Service of the Philadelphia General 
Hospital with the chief complaint of burning, soreness 
,and ulceration in the anal region. Approximately two 
and a half weeks previous to admission the patient 
noted pain in the anal area aggravated by bowel move- 
ments and ulceration in this area followed in several 
days, accompanied by constipation. She stated she had 
felt "feverish" on several occasions during the past 
one or two months and had noted some night sweats 
and anorexia. One month previous to admission she 
had a "cold" lasting one week. Systemic review was 
otherwise negative except for dysuria of two weeks 
duration. Past medical history consisted of typhoid 
fever ten years ago and one normal delivery four years 
ago. She was a native of South Carolina and her occu- 
pation was that of a coat trimmer. On physical exam- 
ination the patient was a well developed, well nour- 
ished, young colored woman. Her  temperature ranged 
between 98 '~ to 100 ~ the first two weeks of hospital- 
ization and thereafter was normal. Blood pressure 
was normal. The right tonsillar area was markedly 
inflamed, while white nmcoid patches were present on 
the left tonsil. Lymphadenopathy consisted of an en- 
larged right posterior cervical node and bilateral soft, 
mobile, tender inguinal nodes. The heart was normal. 
A few rhonchi were heard in the left base on auscul- 
tation of the lungs. The liver was enlarged with the 
lower border palpated at a point halfway to the urn- 


