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On account of their rarity and clinical im- 

portance, we venture to record the following 
two cases. 

Case No. 1. 

Post-mortem findings.?Baby A., male, weight 
4 lbs. 14 ozs., length 16 inches, appeared normal 

and fairly well developed in external appear- 
ance. Abdomen:?protuberant, flanks bulged 
out, shifting dullness and fluid thrill were both 
present. Genital organs showed no abnormal- 
ity. Anus patent, admitting the tip of the little 
finger. There was no evidence of subcutaneous 
cedema in any part of the body. On opening 
the abdominal cavity about 10 ozs. of slightly 
yellowish, clear fluid was drawn out; no flakes 
of lymph were found. The peritoneum as well 
as omentum were smooth and glistening every- 
where. Coils of intestines were free. Liver, 

normal, capsule smooth. There was no evidence 
of portal obstruction which was particularly 
looked for. Spleen?normal. Kidneys and 

adrenals?normal, the former presenting a lobu- 
lated appearance. Bladder was not distended 
and contained only 6 c.c. of clear urine. 
Placenta weighed 2 lbs., looked big and cedema- 
tous, cotyledons friable and shaggy; cord 19 

inches in length also (edematous, and friable, 
was attached marginally to the placenta. There 
was no fluid either in the pleural or pericardial 
cavities. Heart and lungs showed no abnor- 

mality. 
Histological findings.?Liver, spleen, kidneys 

and suprarenals showed normal appearances, 
except for the presence of numerous leucocytes 
and haemorrhages in some areas within the con- 
nective tissues; capillaries were engorged. This 
was specially marked in the liver. Peritoneum 
showed no sign of inflammation. Heart, lungs 
and thyroid showed a normal appearance. The 
skin and subcutaneous tissue did not show any 
(edematous changes. The placenta and cord 
showed evidence of cedema. Sections stained 
for Treponema pallidum (Levaditi's method) 
gave negative results. Sections stained for bac- 
teria (MacCallum's method) showed none. 

Chemical examination of the fluid. 
Quantity .. 10 ozs. 
Colour .. clear pale yellow. 
Sp. gr. . . 1015. 
Albumen . . copious. 
Sugar .. nil. 
Bile pigments .. present. 
Bile salts, acetone Di-acetic acid?absent, a 

and sediments. fair number of R.B.Cs- 
and a few pus and endo- 
thelial cells. 

Rivalta's test positive. 

Cytological examination of the fluid. 
Per cent. 

Polymorphonuclears . . 50 

Lymphocytes . . .. 
40 

Endothelial cells .. .. 
10 

Culture of the fluid?sterile. 

Obstetric history of the mother. 
Mrs. A., Hindu, Bengali, set. 26, 3rd para- 

admitted with a history of 8 months amenor- 
rhcea and swelling all over the body. Examin?" 
tion on admission: vertex presenting, cervix 

* Being a paper read at the Medical and Veterinary 
Research Section of the Indian Science Congress, held 
at Nagpur in January 1931. 



Plate I. 

Case 
Fig' L 

Wefl-j *"-?General appearance of the foetus showing the arked ascites and cedematous condition of 
the cord. 

Cn Fig" L 

w 
,s.e 1-?General appearance of the foetus showing the 
?marked ascites and cedematous condition of 

the cord. 

Fig. 2. 
Case 1.?Photomicrograph of liver showing engorged 

capillaries and hemorrhagic areas (low power). 

Fig. 2. 

Case 1.?Photomicrograph of liver showing engorged 
capillaries and hemorrhagic areas (low power). 

y'Qse 2?pi, . 

Fig' 3' 

^orrha l lcrograP'1 of the heart showing (a) 
Se between the muscle fibres, and (b) con- 

gested capillaries (low power). 

Fig- 3. , \ 

Owe 2.?Photomicrograph of the heart ^??E ?_ 
"hemorrhage between the muscle fibres,and 

gested capillaries (low P 

Fig. 4. 

Case 2.?Photomicrograph of a hemorrhagic area of 
the heart muscle (high power) showing megaloblasts, 

leucocytes, and red corpuscle infiltration. 

Fig. 4. 

Case 2.?Photomicrograph of a hsemorrhagic area of 
the heart muscle (high power) showing megaloblasts, 

leucocytes, and red corpuscle infiltration. 
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fully dilated, head 
_ 

low down 
sounds not heard. Urine loaded 
r>, 

, 175 
jjp- Pulse 100, resp. 

Blood pressure ^ mm. lig. 
^ 

22 per minute, tempcvature ? delivered of a dead fcetus within ha" a Of admission without any alJ,c|a| n' at full ^ Previous history.-First baby. born * term but died of tetanus, a fortnight alter Second baby 1 year ago born at 8"*^. 2 hours after birth. Puerperia sions were uneventful. 
p 3 600,000, Blood.-Hb. 55 per cent./R. ^HnaU w. B. Cs. 12,000, polymorph. 7o pei 3 

^ 
mono. 22 per cent., large mono. 7P 

geen 
eosin. 1 per cent. No 

^ala^a Pa nn reac- 
Anisocytosis was present. "as? 

, 

t for 
tion negative. Chopra and aldehyde tests kala-azar were negative. 

r>rp?ont 25 Urine.?Sp. gr. 1018. Aihumon l 

acet'one; 
Per cent. Sugar a trace only, Bile, di-acetic acid and phosphates m ? 

Microscopically.?A few pus^ ce' ? 

ed from N.B.?Evidently the mother 
, 

a albuminuria of pregnancy comph Moderate degree of ansemia. 

Case No. 2. 
. Post-mortem findings.?Baby S., ma^'' ̂ jfng 

6 lbs. 7i oz., 17 inches in length corresponding ln development to a 9 months ice u? 

^ Extremities well developed. A 
Dresent. 

free fluid in the peritoneal cavity 
anvwhere evidence of subcutaneous cc e 

normal. S the body. Genital organs quite norm 
, ^fn opening the abdominal cavity 

^ flakcs 0f 
f 
straw-coloured fluid escape . 

visceral 
lyniph present. The peritoneum, 

ing The 
ai*l 

parietal, was smooth and 
large 

intestines were free from adhesion., 
bladder 

destine contained meconium. 

ioar urine. contained only a few ^P^S0X?dema- Placenta 14 oz., normal, did not loo t(?us. Cord 17 inches long, was mserte gffially to the placenta. 
..,cu and kid- Histological findings.?Liver, P 

ept for ^ey showed normal appearanc 
internal 

ome areas of hemorrhage with 
liver 

organs. Megaloblasts were seen. 

jjeart? 
? spleen within the blood vessels. 

j 
? 

and si,n re were areas of 
i"0fibreB ' 

(?) roega" lK ' m between the muscle f ' 

leuc0Cytes ^blasts were seen in fair number, leu. 
^ ?re 

numerous, polymorphonu ^mating. 
Obstetrical history of the ?n0^ mra: S., Hindu, Bengali, ffit. 24^ 4Q nutted in pains; labour laste 

oniy 15 ^nutes, the second stage lastin& 
after mutes. Baby lived only f?r. . 

vertex 
nth. 

Examination on admis 
dilated, 

P 
Renting, head low down, cervi 

ruptured ar+ifi ^anes were intact an( 

i-?te delivery. lficially followed by immc 

Presentation was left occipito-anterior. Pre- 
vious labours?normal. 

Urine.?Clear. 
Blood.?Hb. 50 per cent., R. B. Cs. 3,250,000, 

W. B. Cs. 25,000, polymorph. 88 per cent., 
small mono. 8 per cent., large mono. 2 per 

cent., eosin. 2 per cent. No malaria parasites 
seen. Chopra and aldehyde tests were both 

negative. Wassermann reaction negative. 
N.B.?Moderate degree of anaemia in this 

case also is evident. 

Review of Literature. 
A single case of general foetal dropsy is 

found in one of the two cases which represent 
the only clinical records of individual instances 
of the occurrence of foetal disease and defor- 

mity in the Hippocratic writings. Albucasis 

(936-1013 A.D.) recorded a case of dystocia 
due to accumulation of fluid in the foetal thorax 
and abdomen. Jacques Guillemeau (1550- 
1613) in his works described cases of fcetal 
ascites. Portal (1703) noted a case of foetal 
ascites with distension of bladder. Philippepeu 
(1703) wrote on foetal hydro-thorax and ascites. 
Guillaume Mauquest de la Motte (1655- 
1737) described cases of labour complicated 
by ascites and inflammatory peritoneal effusion. 
Mauriceau (? 1709) who was himself a sub- 
ject of foetal disease described cases of foetal 

ascites, variola and syphilis. Levret (1703- 
1780) recorded a case of foetal ascites. Galetti 
(1778) also described specimens of foetal ascites 
and hydro-thorax. Later, notably among many 
others, Hohl of Halle, Virchow, Fordyce, and 
Ballantyne all wrote on foetal ascites, but to 

Ballantyne credit is due for the most pains- 
taking accounts of antenatal pathology and 
foetal diseases. 
A pure form of foetal ascites has been seldom 

observed. It has been found most commonly 
as general foetal dropsy associated with hydro- 
thorax and sometimes with the dropsy of the 
mother. Large quantities of free fluid have 

occasionally been found in the macerated 
foetuses. 
As to the causation of the disease the follow- 

ing have been enumerated by various authors: 
?(1) Obstruction to the portal circulation by 
perihepatitis, syphilitic gumma, tumours press- 
ing on the portal vein. (2) Chronic peritonitis 
(rarely acute) evidenced by firm vasculari- 
sation and adhesions between the different 
abdominal organs. Peritonitis is one of the 

manifestations of syphilis in the foetus. 

(3) Tumours or a distended bladder pressing 
on the large vessels in the abdomen. (4) Hypo- 
plasia of the urinary apparatus (Opitz). 
(5) Defects in the circulatory system, e.g., 
absence of the ductus venosus Arantii with heart 
failure. (6) Escape of fluid from a distended 
bladder into the general peritoneal cavity 
producing ascites (Olshausen). Ballant}^ne 
collected 17 cases of ascites with a distended 
bladder. Fordyce believed that ascites was the 
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result of bladder conditions. Sometimes 
" 

apparent" ascites may be due to a persis- 
tent cloaca (Cruickshank). In many cases no 
" 

apparent" cause for the ascites could be 
found. 
External appearance in most of the cases was 

normal, except in a few cases where the anus 
was either absent or imperforate. Maceration 

was present in a fair number of cases, the peri- 
toneum generally showed signs of inflammation. 
In the thoracic and abdominal organs no 

characteristic lesion was noted save some occa- 

sional malformations of the urinary apparatus 
such as dilation, atrophy or absence of the 

kidney and ureter on one side, distension of 

the bladder, or occlusion of urethra. Imperfect 
development of the genital organs was noted 
in a few cases. 

Practically no characteristic change was 

found in any organ or tissue. The placenta 
was cedematous in a few cases. 

Obstetrical significance. 
Fcetal ascites has been observed to occur 

mainly in primiparae and 2-parse. Nearly all 
cases are premature, mostly between 7 to 8 

months. Majority of the cases are vertex 

presentations, next to these come breech, trans- 
verse, face, brow presentations in order of 

sequence. Hydramnios has been noted in 

many of the cases. Uterine pains are usually 
weak from over-distension of the abdomen. 

Though difficulty is encountered in the delivery 
of the child from distension of its abdomen, 
which might necessitate artificial aid from 

simple traction to mutilating operations, yet 
fcetuses are often born spontaneously owing to 
prematurity and the compressibility of the 
abdomen when filled with fluid. Rupture of 
the uterus is extremely rare. Babies with 

ascites, no matter how they are delivered, are 
either born dead or die soon after birth. Con- 

genital ascites has been observed to occur in 
the children of the same mother. 

Summary. 
(1) Dystocia from this cause is of rare occur- 

rence, and when it does occur the true nature 
of the obstacle is apt to be overlooked. In both 
of our cases there was no dystocia. (2) Labour 
is generally premature, most cases occurring 
near about 7 months. In our cases both labours 
were premature. (3) None of the causes such 
as malformations of the urinary apparatus or 
a distended bladder, congenital syphilis, or 

portal obstruction were present in our cases. 

Both the mothers had a moderate degree of 

anaemia, while one of them had albuminuria in 
addition. Both were multiparse. (4) Though 
there was no apparent evidence of peritoneal 
inflammation, the cytological examination of 
the fluid showed the presence of albumen and 
a high percentage of polymorphonuclear leuco- 
cytes which is suggestive of an inflammatory 
process. The cause of the inflammatory nature 

of the fluid is unknown and needs further in- 

vestigation. 
We express our indebtedness to Major P- 

Flemming Gow, f.r.c.s.e., d.p.h., i.m.s., Professor 
of Clinical Gynaecology and Obstetrics, for the 

specimens and clinical notes, and also to Major 
G. Shanks, M.n., i.m.s., Professor of Pathology* 
and to Dr. T. Sur, m.d., for giving us every 
facilities to publish this paper. 
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