
BRITISH MEDICAL JOURNAL 14 JUNE 1980 1419

Case 4-A 56-year-old man with alcoholic cirrhosis of the liver had an
oesophageal transection with the EEA staple gun for oesophageal varices.
A day later a radiograph showed a complete staple ring and a barium swallow
confirmed no oesophageal leakage. Further radiographs showed an enlarging
break in the staple ring. He was discharged on the 14th day but was re-
admitted three days later with further bleeding, which was due to a varix
at the site of the open staple ring.

Discussion

Two complete rings of full-thickness bowel in the cartridge indicates
a satisfactory stapled anastomosis and in our experience has been
associated with a complete staple "ring" observed by plain radio-
graphs in the early postoperative phase. In these four cases, however,
this did not ensure an uncomplicated recovery. In each case clinical
complications were associated with late disruption of the circular
staple ring seen on a plain radiograph. In the three colorectal anasto-
moses the site of leak corresponded with the area of staple dehiscence.
It is interesting that two patients had rectal bleeding before the breaks
in the staple rings were detected. This late complication has not been
reported before and is unlikely to be caused by technical difficulties
but might result from pelvic sepsis.
We emphasise that a complete staple ring in the early postoperative

period does not necessarily imply that late dehiscence will not occur.
Furthermore, if a break in the circular staple rings is seen on x-ray
examination, even after an apparently successful anastomosis, the
surgeon should expect complications.
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Small-bowel gangrene caused by
Yersinia enterocolitica III

The most common symptoms of Yersinia enterocolitica infection are
diarrhoea and fever, often with acute abdominal pain mimicking
appendicitis. At operation mesenteric lymphadenitis, terminal ileitis,
or catarrhal or suppurative appendicitis may be found. Occasionally
enteritis persists for months, simulating a chronic inflammatory bowel
disease. Yersiniia may also cause intestinal ulceration, perforation, and
peritonitis, sometimes with a fatal outcome.
We report a case of massive mesenteric lymphadenitis caused by

Yersinia enterocolitica III, resulting in superior mesenteric vein
thrombosis and gangrene of the small intestine.

Case report

A 27-year-old healthy man had a two-week history of fever and intermittent
abdominal pain. On admission to Turku University Central Hospital he had a
temperature of 37 3"C and generalised abdominal tenderness to deep
palpation. Other findings, including rectal examination, were normal. Urine
analysis, serum and urine amylases, serum glutamic-oxalacetic transaminases,
serum alkaline phosphatase, and serum bilirubin concentrations were normal.
The white blood cell count was 12 x 109/1 (12 700/mm3). After two days
severe abdominal pain developed, the abdomen was protuberant, and bowel
sounds were absent. The white blood cell count increased to 30 x 109/1
(30 000/mm3). Laparotomy revealed a litre of reddish serous fluid in the
peritoneal cavity. The entire mesentery was massively thickened, mesenteric
lymph nodes were enlarged, and 80 cm of the proximal part of the small
bowel was necrotic and was resected, starting from the ligament of Treitz.
All the veins in the mesentery of the resected part were thrombosed. The
appendix and other abdominal organs were normal. After the operation
intravenous ampicillin 2 g six hourly was started. The patient failed to
improve. Operated on again the next day his entire small bowel was necrotic

and only 15 cm of it could be spared at resection. Cultures of blood and
stool, taken after the operation and initiation of antibiotic treatment, were
sterile. Measurements of IgA, IgG, and IgM againstYersinia enterocolitica III
were 35 %O, 65 %O, and 72 °,, of a high positive standard serum.' Two weeks
later they were 20 % , 10 %O, and 25 %O, respectively. Six weeks' later they were
absent. The findings strongly suggested recent Yersinia infection. All other
results of bacterial and viral examinations were negative, including anti-
bodies against salmonellae and brucellae and various autoantibodies. Lympho-
cyte responses to phytohaemagglutinin and concanavalin A were normal.
After six months his general condition remained poor and he had severe
nutrition problems.
The histological changes were identical in the specimens from the two

operations. Haemorrhagic necrosis affected all the three layers of the jejunum.
The mucosa was almost totally destroyed and the villi appeared as haemorr-
hagic "ghosts" with no viable epithelial cells. The deeper parts of the
necrotic mucosa and the venous walls were infiltrated by neutrophils and
mononuclear inflammatory cells. Most small veins and capillaries were
thrombosed; the arteries were relatively intact. Sections from the first
resection margins showed slight submucosal thrombophlebitis suggesting
subsequent extension of the necrotising process.

Comment

Usually Yersinia infection is self-limiting and resolves without anti-
biotic treatment. Mortality is high only in cases with intestinal perfora-
tion or sepsis.' Mesenteric lymphadenitis is a typical lesion, but
venous thrombosis caused by Yersinia has not been described. It is
not clear whether thrombophlebitis or mechanical obstruction of
the superior mesenteric vessels led to their thrombosis. It is also not
clear whether early intensive antibiotic treatment would have pre-
vented the extensive damage. This case shows that Yersinia may cause
rapidly progressing serious infections with potentially lethal com-
plications.
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Necrotising fasciitis due to
Streptococcus pyogenes

Three cases of Streptococcus pyogenes gangrene occurred over a period
of two months. All patients survived with antibiotic treatment,
although they later required reconstructive surgery. None had early
surgical debridement.

Case reports

(1) A 45-year-old office worker, previously well, was admitted with severe
right orbital cellulitis and glycosuria. He had no history of injury. An eye
swab grew a pure, heavy growth of S pyogenes that was still present one week
later after large doses of benzylpenicillin. At that time there was little
resolution and both eyelids and surrounding tissues were swollen, purulent,
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