
786 26 December 1970 Medical Memoranda MEDALSH

Primary Coliform Peritonitis in an Adult

British Medical Journal, 1970, 4, 786

Primary (idiopathic) peritonitis is an uncommon condition
that typically occurs in prepubertal girls and is either
pneumococcal or streptococcal in origin. Adult cases are rare
and a coliform origin is so unusual that Macbeth and
MacKenzie (1968) have suggested that this diagnosis is always
suspect.
The following report is of a case of primary coliform

peritonitis in an adult diagnosed at laparotomy and confirmed
by necropsy and bacteriology.

CASE HISTORY

A 56-year-old housewife presented as an emergency case with a
history of several hours of severe generalized abdominal pain,
maximal in the lower abdomen. The pain was constant and
aggravated by movement. She was nauseated but had not
vomited. There was no history of abdominal pain, though nine
months previously she had been investigated for lethargy and loss
of weight and been found to have chronic renal failure resulting
from ischaemic nephrosclerosis. This diagnosis had been con-
firmed by renal biopsy. Her creatinine clearance at that time was
11ml./min. and her blood urea 110mg./100 ml. She had been
treated with a low-protein high-calorie diet. There was no ot~ier
relevant history.
On examination her temperature was 98-2' F. (36-8' C.), pulse

100/min., and blood pressure 110/70 mm. Hg. There was general-
ized abdominal tenderness, with guarding in the lower abdomen.
Bowel sounds were absent but findings on rectal examination
were normal. A diagnosis of peritonitis was made. Plain x-ray
films of the abdomen, including erect subdiaphragmatic views,
were normal. Haemoglobin was 9.6 g./100 ml.; W.B.C.
4,000/mm.3; sodium 134 mEq/l.; potassium 2.4 mEq/l.; bicarbon-
ate 13 mEq/l.; and urea 64 mg./100 ml. She was treated with
intravenous saline and nasogastric aspiration and prepared for
laparotomy.

In the anaesthetic room before induction her blood pressure
suddenly dropped to 70/40 mm. Hg and her pulse rose to
120/min. Her central venous pressure was -2cm. of water. She
remained peripherally vasodilated and a clinical diagnosis of sep-
ticaemia was made. Blood cultures were taken, and these sub-
sequently grew Escherichia coli in both bottles. She was treated
with hydrocortisone and antibiotics, and her blood pressure rose to
90/60 mm. Hg.
Laparotomy was performed through a right paramedian

incision. A small quantity of yellow pus was present in the pouch
of Douglas and the pelvic parietal peritoneum was inflamed. There
was serosal inflammation of two loops of ileum lying in the pelvis
and both ovaries were congested. No other abnormality was
found, and despite a careful search no cause for the peritonitis
was seen. In particular the pelvic organs and large bowel were
normal. After taking a sample of the pus for bacteriological exam-
ination and performing peritoneal lavage the abdomen was closed.
The patient was transferred to the intensive therapy unit, where

despite resuscitative measures she died 24 hours after admission.
The pus swab taken from the peritoneal cavity showed Gram-
negative bacteria on staining and grew abundant coliforms on cul-
ture.
Necropsy confirmed the laparotomy findings. There was patchy

peritonitis, maximal in the pelvis, but a careful search failed to show
its origin. Because of the bacteriological findings the gastrointestinal
tract was examined for evidence of a small perforation or other
abnormality, but the bowel was normal throughout its length.
Both kidneys were small and granular, and histology confirmed
ischaemic nephrosclerosis. There was severe fatty change in the

liver but no evidence of cirrhosis. Other necropsy findings were
normal. The cause of death was Gram-negative septicaemia and
primary coliform peritonitis.

COMMENT

Primary peritonitis is well known in children (Ladd, Bots-
ford, and Curnen, 1939; Newell, 1939) but adult cases are
rare. The reason for this age incidence is unknown. The
disease occurs in girls more often than in boys and is usually
of pneumococcal or streptococcal origin. A primary coliform
peritonitis is exceedingly uncommon, and the few cases
recorded are poorly documented and unconfirmed by
necropsy (Gross, 1953; Fowler, 1957).
The aetiology is obscure. As in this patient, the inflamma-

tion is often maximal in the pelvis, and it has been suggested,
therefore, that ascending infection via the female genital tract
may be the cause in some cases. This does not explain the
condition in males or in the present case, where the genital
tract showed no sign of infection.
Blood-borne spread has been suggested as a cause

(McCartney and Fraser, 1922), but this does not explain why
the pelvis is mainly involved. It has been noted that sep-
ticaemia sometimes accompanies primary peritonitis (Lipshutz
and Lowenburg, 1926; Gross, 1953) and may occasionally be
the cause (Ellis, 1966). In the case here recorded no cause for
the septicaemia was found other than the peritonitis, and the
symptoms and signs of septicaemia developed nearly 12 hours
after the onset of peritonitis. It is thought, therefore, that the
septicaemia was secondary to the peritonitis.
Other means of entry might be through a perforation of

the gastrointestinal tract or via the transdiaphragmatic lym-
phatics (Ladd et al., 1939). The large intestine would seem to
have been a likely source in this patient as the organism was
a coliform, but despite a careful search at laparotomy and
necropsy no disease of the colon could be found. In particu-
lar there was no diverticular disease or any small perforation.
Many patients developing primary peritonitis have an

associated nephrosis (Gross, 1953; Fowler, 1957). The reason
for this association is unknown. It is interesting that the
above patient had renal disease, but this is believed to be a
fortuitous relationship, as histology showed no evidence of
tubular abnormality.
Conn (1964) described primary peritonitis caused by enteric

organisms complicating advanced portal cirrhosis, but though
there was severe fatty change in the liver no cirrhosis occurred
in this patient.

I should like to thank Mr. N. L. Browse for permission to
report this case.

B. T. JACKSON, F.R.C.S.
Senior Surgical Registrar, St. Thomas's Hospital, London S.E. .
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