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Photograph of TI tube after removal. Some contraction of "blister" on
cross limb has alreadv occurred.

gram through the T tube track was normal. The patient was discharged and
has remained well.

Comment

This was clearly an unusual occurrence that could probably be
prevented by carefully inspecting T tubes and using them only when
perfect. In this case the T tube, which had undergone autoclaving
an unknown number of times, had almost certainly been distorted
by handling with forceps during its insertion. Had we suspected that
an abnormality of the T tube was causing the filling defect we could
have confirmed this by pulling down on the T tube stem and showing
that the filling defect moved with the tube. We report this case so
that others may be made aware of this possibility and of how to
confirm it.

We thank Professor R H Dowling and Mr J McIntyre for permission to
report on this patient, who was admitted under their care.
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Epidemic of Tietze's syndrome

The syndrome of painful swelling of one or more of the upper costal
cartilages was described first in 1921 by Tietze.' Since then more cases
have been recorded' and similar swellings of the sternoclavicular joints
have been included in the syndrome. The condition is relatively
uncommon, runs a self-limiting course, and is of unknown aetiology.
During mid-1976, six typical cases of Tietze's syndrome presented
to the outpatient clinic of Nchanga North Hospital in Chingola,
Zambia.

Case reports

Details of the six cases are shown in the accompanying table. Two of the
patients had other illnesses at the time-a tuberculous spinal abscess in case
1, and secondary syphilis in case 5. Various anti-inflammatory analgesics
were prescribed to all patients, but these were not of great benefit. All cases
ran a benign course and slowly resolved.

Details of six patients u4ith Tietze's syndrome

Case Age Sex Onset Site Duration
No (months)

1 38 M 3 4/76 Right 4th costal cartilage 6
2 25 M 13 4 76 Left sternoclavicular joint 2
3 30 M 3 5176 Right 2nd costal cartilage 2
4 23 M 8 5!76 Left 2nd costal cartilage 1
5 38 M 15,j5/76 Right 2nd costal cartilage 2
6 28 F 17/5 76 Right 4th costal cartilage 3

Discussion

All these six cases were typical of Tietze's syndrome2-that is,
young adults were predominantly affected; the swellings were of the
upper thoracic articulations; the disease was self-limiting; and it was
largely unaffected by treatment. The aetiology of Tietze's syndrome is
unknown, but trauma has been suggested, and various other conditions
have been noted in association with it, including respiratory infections4
and syphilis5 (as in case 5 in this report). The association with spinal
tuberculosis noted here in case 1 does not seem to have been recorded.
The patients in this series were all Black Zambians living in the

town of Chingola and working for Nchanga Consolidated Copper
Mines Limited, though none had any close social or work contact
with one another. Moreover, the date of onset of all six illnesses was
within a six-week period between April and May 1976. No other cases
of Tietze's syndrome have been seen in recent years in Chingola, and
at the time of writing (February 1977) no further cases have appeared.
This clustering in time and space of such an uncommon condition
suggests that environmental factors such as viral infection or exogenous
toxins may be of importance in the aetiology of Tietze's syndrome.

ITietze, A, Berliner klinische IVochenschrift, 1921, 58, 829.
2 Levey, G S, and Calabro, J J, Arthritis and Rheumtlatismti, 1962, 5, 261.
Calabro, J J, and Marchesano, J M, _ournal of Pediatrics, 1966, 68, 985.
lMotulsky, A G, and Rohn, R J,_Journal of the Amierican Medical Association,

1953, 152, 504.
5 Vachtcnheim, J, Detutsche Gesundheitsz-esen, 1966, 21, 1387.

(Accepted 25 March 1977)

Nchanga Hospitals, PO Box 63, Chingola, Zambia
G V GILL, MRCP, DTM&H, consultant physician

Acute gastric dilatation in anorexia
nervosa

Acute gastric dilatation, a rare complication of anorexia nervosa,l-5 is
probably caused by a rare combination of factors. The psychiatric
diagnosis and difficult behaviour may direct attention from the
physical nature of the complication. Delay in starting treatment may
jeopardise the survival of an emaciated patient. On the other hand,
anorexia nervosa should be considered in patients presenting with
acute gastric dilatation.

Case report

A 17-year-old girl was admitted to the psychiatric unit with a six-month
history of anorexia, loss of weight from 58 kg to 35 kg, feelings of despair,
inability to cope, and vague suicidal thoughts after her grandmother's death.
Grief reaction and secondary anorexia nervosa was diagnosed. She responded
well to monoamine oxidase inhibitors, chlorpromazine, and social rewards
for weight gain. She ate a 12 5 Mi (3000 Kcal) diet with additional biscuits
and sweets. After eating most of a fruit cake weighing 1 kg in addition to her
normal diet she complained of mid-abdominal, non-colicky pain of sudden
onset associated with a swollen abdomen and nausea.
On examination her pulse rate was 112/min and BP 120/70 mm Hg. Her

abdomen was tightly distended and a tender mass was felt in the upper
abdomen. A plain x-ray examination confirmed a diagnosis of acute gastric
dilatation. She was transferred to the medical unit where she was treated by
"drip and suck." She settled quickly and within three days was back on a
12 5 MJ diet. Urea and electrolytes remained within normal-limits through-
out. Her subsequent progress was uneventful.

Comment

Acute gastric dilatation when treated promptly has few serious
consequences. Delay in treatment may lead to stomach rupture,
which has an 80°O mortality rate.2 In anorexia nervosa diagnosis of
dilatation may so easily be delayed because manipulation, self-induced
vomiting, and complaints of abdominal discomforts after eating are
so common in these patients.
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Several mechanisms for the development of gastric dilatation in
anorexia nervosa have been suggested. In this girl, in three other
reported cases,2-4 and in emaciated prisoners of war, recounted from
Markowski by Russell,5 dilatation occurred soon after a sudden
increase in normal food intake. Scobie:' reports duodenal dilatation
as common in anorectic patients undergoing barium meal examination
for causes other than gastric dilatation. He suggests that this is a
neurogenic complication of malnourishment. Possibly this functional
duodenal obstruction exacerbated by a sudden load on the stomach
may produce dilatation. This supposition is supported by the presence
of upper gastrointestinal tract dilatation in association with some
cases of gastric dilatation.2 4 In our case and in Russell's there was
no evidence of electrolyte disturbance as a cause for the dilatation.
Russell5 suggested that psychogenic factors were important, but other
authors'-4 have not reported them nor could we find any in our patient.
Drugs may contribute to this complication, but, although most
patients have been treated with phenothiazines, one4 was receiving only
diazepam. We have been unable to find other reports of gastric
dilatation associated with diazepam. Jennings and Klidjian4 quote an
incidence of four cases of undefined "paralytic ileus" occurring in
720 patients treated with phenothiazines, but there is no specific
mention of gastric dilatation in reports on phenothiazine side effects.

I thank Dr H G Egdell for permission to report this case and for his help
in preparing it.
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Penicillinase-producing Neisseria
gonorrhoeae: detection by starch
paper technique

A recent editorial in the Lancet' drew attention to the need for study
of the distribution of penicillinase-producing gonococci in different
parts of the world to determine whether they are merely freaks or
whether they have become firmly established in various populations.
As these organisms may constitute a worldwide problem, some simple,
reliable, and inexpensive method for the detection of penicillinase
production is essential. We report here a modification of the iodometric
technique,2 a simple method which would place the detection of
penicillinase-producing strains within the reach of any clinical bac-
teriology laboratory.

Materials, methods, and results

Benzylpenicillin solution containing 100 000 jLg/ml in phosphate-buffered
saline (PBS) Oxoid, pH 7-3 approx. Iodine solution: Gram's iodine diluted
1 in 2. Starch paper: any good white bond paper (for example, Basildon
Bond) is tested for the presence of starch; satisfactory samples of paper turn
blue-black on the addition of a drop of iodine solution. The paper is cut into
7 cm x 4 cm strips to fit the bottom of Petri dishes.

Organisms-(a) Beta-lactamase-positive controls: Staphylococcus aureus,
Escherichia coli, Klebsiella pneumoniae, Enterobacter spp, Bacillus spp. (b)
Beta-lactamase-negative controls: The Oxford strain of staphylococcus, and
Neisseria gonorrhoeae strain F62. (c) 100 strains of N gonorrhoeae including
two known beta-lactamase producers. The identity of all the strains of
N gonorrhoeae tested was confirmed by standard methods.
Procedure-The strips of starch paper were soaked for 10 minutes in the

solution of benzylpenicillin and then spread smoothly in a Petri dish. Each
strip of paper was used to test six organisms including the controls. With a
fine bacteriological loop (2 mm diameter), colonies of bacteria were collected
from the surface of the culture plate and then transferred to the surface of
the test paper and spread over an area of 2-3 mm; the inocula were placed
at least 1-5 cm apart. The plates were incubated at 37'C for 30 minutes,

after which the paper was flooded with the iodine solution (which was
drained off immediately); this causes the paper to turn uniformly black within
about 30 seconds.

Subsequently areas where penicillin is inactivated-for example, imme-
diately around the area of application of the organism-are decolorised and
contrast with the remaining part, which is blue-black. This is because the
starch in the bond paper combines with iodine to form blue-black starch-
iodine complex, and, where beta-lactamase (penicillinase) is present, it results
in the enzymatic degradation of the beta-lactam ring of penicillin-with the
production of penicilloic acid, which reacts with iodine to cause dissociation
of the starch-iodine complex.2

Penicillinase-producing strains of N gonorrhoeae were detected by the
decoloration of the blue-black colour surrounding the organisms. The white
halo widens in the course of the ensuing five minutes, while the surface of the
inoculum remains whitish. Penicillinase-negative gonococci did not produce
any decoloration of the surrounding area and the organisms retained a yellow
tinge due to unchanged iodine. Results are read within five minutes, after
which the background tends to decolorise, making interpretation more
difficult. The use of a lower initial concentration of penicillin results in weaker
reactions; this confirms observations that weak penicillinase-producing
strains of Staph aureus are more readily detected in the presence of a high
substrate concentration.4
The table compares the results obtained using the starch paper method

with those of the chromogenic cephalosporin test.5

Comparison of beta-lactamase detection by starch paper method and chromogenic
cephalosporin test

Total Positive with Positive with
Organisms No starch paper chromogenic

tested method cephalosporin

Neisseria gon,orrhoeae .. 100 2 2
Staphylococcuis auireuis 10 10 10
Escherichia coli .. .. 5 5 5
Salmonella spp .. .. 5 0 0
Klebsiella spp .. .. 3 2 1
Enterobacter spp .. 3 1 1
Bacillus spp .. 3 1 1
Shigella spp .. .. 3 0 0

Discussion

The emergence of penicillinase-producing gonococci has high-
lighted the problem of widespread and indiscriminate use of anti-
biotics, especially in the underdeveloped countries. Thus there is
more than ever a need for some simple, reliable, and cheap method
for detecting penicillinase-producing organisms; undoubtedly
the use of chromogenic cephalosporin allows rapid detection
of beta-lactamase by the development of a distinctive red colour,5
which has been successfully used to detect beta-lactamase-producing
gonococci. This compound is not readily available and would certainly
not be found in small clinical laboratories in the tropical or subtropical
areas.
The present technique will rapidly detect penicillinase production

by N gonorrhoeae. As the materials for the test are cheap and readily
available, and in our experience the two tests give strikingly similar
results with all the bacterial penicillinases we tested, the use of this
method should encourage further studies on the prevalence of
penicillinase-producing gonococci in the tropics.

We thank Glaxo Laboratories Ltd for supplying chromogenic cephalo-
sporin, and Dr Turner and Dr A E Jephcott for the penicillinase-producing
strains of gonococci.

This work was supported by the Medical Research Council Grant No
4117/08. Dr Tolu Odugbemi is supported by a study leave grant from the
University of Lagos.
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