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Above: Renal biopsy specimen at presentation showing dilated tubules, hyaline
casts, and. surrounding inflammatory infiltrate but no evidence of amyloid.
Below: Biopsy specimen eight months later showing no hyaline casts, reduced
ibflammatory infiltrate, and normal tubules.

myeloma kidney have been shown to be reversible, and the parallel
reduction in urinary light chain excretion supports the role of light chains in
the pathogenesis of myeloma kidney. Long term dialysis or even renal
transplantation' has been used to treat such patients in the past, but our case
demonstrates a well tolerated alternative approach, which we are evaluatig
further.
1 Dunnill MS. Pathological basis ofrenal disease. London: W B Saunders, 1976.
2 MacLennan ICM, Cusick J, Hardwicke J. Myeloma kidney disease treatment by forced diuresis.

In: Abstracusof8th ensational congress ofnephroloV,Atls. Thessalonika, Greece: International
Society ofNephrology, 1981:299.

3 Russell RA, Fitzharris BM, Cunningham R, Dary DA, Powles RL. Plasma exchange v peritoneal
dialysis for removing Bence Jones protein. BrMed3' 1978;ii-1307.

4 Barlogie B, Smith L, Akxanian R. Effective treatment ofadvanced multiple myeloma refractory to
alkylating agents. NEngiJMed 1984;3180.1353-6.

5 Walker F, Bear RA. Renal-transplantation in light chain multiple myeloma. Am J Nephrol
1983;3:34-7.
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Dangers from dissolution of latex in
Celestin endo-oesophageal tube

We-report on a patient who developed peritonitis after the latex in a Celestin
tube inserted for benign mid-oesophageal stricture broke up.

Case report

A 56 year old man had had a Celestin endo-oesophageal tube inserted
20 months previously for a benign mid-oesophageal stricture. Attempts at
oesophageal dilatation had failed, and he had been regarded as unfit for surgery
because of a previous cerebrovascular accident.O~~~~~~~~~~~~~~~~~~~~~~~ .... ...............
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Celestin tube removed at operation, showing disintegration.

He was admitted as an emergency with a history and results of clinical
examination suggestive of acute appendicitis. At operation a normal appendix
was removed. Postoperative recovery was satisfactory and he was discharged
home, but he was readmitted the next day with severe colicky abdominal pain and
vomiting. On examination he had right sided peritonism with sluggish bowel
sounds. The clinical impression was of an abscess after appendicectomy. White
cell count was raised at 26 9 -x 109/1, with considerable neutrophilia, and plasma
viscosity raised at 1-88 mPa.s (cP). A plain x ray film of the abdomen showed
three linear opacities in the abdominal cavity, which suggested the presence of a
foreign body. There was no evidence of intestinal obstruction. He developed
melaena after six days and complained of severe generalised constant abdominal
pain after nine days; on examination he had generalised peritonitis.
Upper in*stinal endoscopy showed the upper end of the Gelestin tube at the

30 cm level. At laparotomy the whole of the gastrointestinal tract was "strung"
over the unwound nylon r~einforcement of the tube. The upper end of the tube
was lodged in the lower end of the oesophagus and the lower portion in the
rectum. There were 17 perforations in the small bowel along the length of the
nylon string, which had acted like a knife and caused pressure necrosis, the
perforations were linear, parallel, and close to the mesenteric border.
The upperend ofthe Celestin tube andalength ofthe nylon, which had divided

at the level of the first perforation in the jejenum, were retrieved through a
gastrotomy. The first of the perforations was about 10 cm distal to the
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duodenojejunal flexure and the final one about 4 cm from the caecum. The nylon
string was cut and retrieved through the perforations. The patient was put in the
Lloyd-Davis position and the lower part of the tube removed from the rectum:
one operator pulled from below while another pushed the faecal matter
containing the string gently down from within the abdomen. The entire distal end
of the tube and the whole length of nylon were retrieved from the bowel per
rectum (figure).
The patient recovered well but six weeks postoperatively developed acute left

ventricular failure and died after a cardiac arrest.

Comment

Structural deterioration of Celestin tubes over time is well recognised.'5
The manufacturers have introduced a version that may be left in place for a
considerable time, with the nylon interrupted every 5 cm to prevent
perforations occurring; this, however, does not solve the problem of
dissolution of the latex. These complications have occurred mainly when a
Celestin endo-oesophageal tube has been used in patients with benign
oesophageal strictures as such patients live longer than patients with
carcinoma and therefore the tube is in place for longer. Bueb et al reported a
case of adenocarcinoma of the distal oesophagus in which the Celestin tube
was found to have broken up eight months after placement. ' The survival of
some patients with oesophageal carcinoma exceeds the life of the tube.

Breaking of the tube leads to fragmentation of the radio-opaque
longitudinal marker and so should be strongly suspected if a plain x ray film
of the abdomen shows typical linear marks. Early surgical intervention is
recommended in such cases. We believe that the use of Celestin tubes in
benign oesophageal stricture should be reappraised; we recommend that
alternative tubes be used or the construction of the tube changed.

1 Bueb G, Lorenz B, Eitenmuller J, Steinbrich W. Problemsofdissolution after long-term placement
of a Celestin oesophageal tube. Endoscopy 1982;14:182-4.

2 Shaw JFL, Coombes G. Multiple intestinal perforation due to Celestin tube. Br3r Surg 1979;66:
807-8.

3 Macgowan KM. Celestin tube disruption. BrJ Surg 1980;67:421-4.
4 Ranson MB, John HT. Complications associated with the use of the Celestin tube for benign

oesophageal obstruction. BrJ Surg 1979;66:110-2.
5 Laughlin H, Walker Y. Fragmentation of Celestin tube. A case of fatal intestinal perforation.

7 Thorac Cardiovasc Surg 1980;80:17-20.
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Diabetes mellitus after hypophysectomy
for acromegaly
Insulin resistance, glucose intolerance, and diabetes are associated with
acromegaly and resolve or improve after treatment.' 2 We describe
three patients who paradoxically developed diabetes mellitus soon after
hypophysectomy for acromegaly.

Case reports

CASE 1

A 25 year old woman presented with symptoms suggestive of acromegaly;
plasma glucose concentration was 5 4 mmol/l (table) and serum human growth
hormone concentration >125 mU/1. Computed tomography showed an enlarged
sella turcica and a pituitary tumour with suprasellar extension. Intravenous
insulin (0-1 IU/kg) caused hypoglycaemia during a stress test. Four days after
transfrontal hypophysectomy she developed hyperglycaemia (plasmna glucose
concentration 11-25 mmol/l). She was treated with insulin and hydrocortisone
(30 mg daily).
Four months later she was admitted with diabetic ketoacidosis and staphy-

lococcal septicaemia. Intravenous insulin (up tO 20 IU/h)wsas given for several
days to control her diabetes. An insulin stress test (0 5 IU intravenous insulin/kg)
did not result in hypoglycaemia. Serum human growth hormone concentration
was 48 mU/l. She was discharged taking insulin, replacement hydrocortisone,
and bromocriptine. Her serum human growth hormone concentration fell tO
7 5 mU/I over six months, and she had episodic hypoglycaemia. Insulin was
stopped without recurrence of diabetes.

CASE 2

A 35 year old woman presented with features of acromegaly and an enlarged
sella turcica. Serum human growth hormone concentration was >160 mU/l.
A 75 g glucose tolerance test yielded normal -results. Four weeks after
transsphenoidal hypophysectomy polydipsia and polyuria occurred; plasma
glucose concentration was 20 mmolJl, haemoglobin Al 12%, and human growth
hormone 100 mU/l. She was treated with glibenclamide, given external pituitary
irradiation, and started on bromocriptine (15 mg daily). Serum human growth
hormone concentration fell to 60 mU/I. Eight weeks later she developed
hypoglycaemic episodes and glibenclamide was stopped. Fasting glucose,
haemoglobin Al, and human growth hormone concentrations remained normal
With bromocriptine treatment (table).

Blood glucose and growth hormone concentrations before and after hypophysectomy

Fasting Postprandial Growth Haemoglobin
blood glucose blood glucose hormone Al

(mmol/l) (mmol/I) (mU/l) (%)

Case 1:
Before 5-4 125
5 Daysafter 11-5 25-1
4 Months after 20-0 48
8 Months after* 3-3 4-6 7.5 7.9

Case 2:
Before 5-0 5 5 >160
4Weeksafter 15 0 20-0 100 12
4 Months after* 4-0 6 2 60 7-5

Case 3:
Before 5-5 61 160
5 Days after 21 3
12 Months after 6-0 8-0
16Monthsafter 18 4 78 11-9
18Monthsafter* 8 0 40 8-5

*Treatment consisted of bromocriptine alone.

CASE 3

A 36 year old woman presented with acromegaly. Fasting plasma glucose
concentration was 5-5 mmol/l (table) and human growth hormone concentration
>160 mU/1. Computed tomography showed a pituitary mass extending into the
left temporal lobe, which was partly removed at craniotomy. Five days
postoperatively her plasma glucose concentration rose to 21-3 mmol/l. She was
treated with insulin until she became normoglycaemic 10 days later. External
irradiation of the tumour was performed. Over the next 12 months her fasting
plasma glucose concentration ranged from 5 to 8 mmol/l. Her human growth
hormone concentration fell gradually (49 and 21 mU/l at six and 12 months after
operation).

She developed symptomatic diabetes 16 months after operation (plasma
glucose concentration 18-4 mmol/l) and had a serum human growth hormone
concentration of 78 mU/l. She was treated with insulin. After bromocriptine 5 mg
daily was added to her treatment her diabetes could be controlled with
glibenclamide, which was finally withdrawn as her human growth hormone
concentration fell to 40 mU/1.

Comment

These three patients had large tumours secreting human growth hormone
with suprasellar extensions and considerably increased serum human
growth hormone concentrations. They had normal glucose tolerance
and insulin sensitivity on presentation and no family history of diabetes.
After hypophysectomy human growth hormone concentrations fell in
all three patients (although they were still supranormal) but diabetes
developed rapidly. This suggests that there may be a causal relation
between hypophysectomy and diabetes in patients with acromegaly.
Hypophysectomy and bromocriptine treatment in patients with acromegaly
are associated with an improvement in, and the resolution of, diabetes and
glucose intolerance respectively. 2

Although the mechanism underlying the pathogenesis of diabetes with
falling human growth hormone concentrations in these patients is not clear,
the possible mechanisms are (a) a biphasic effect of the human growth
hormone, with an anti-insulin effect at moderately high concentrations and
an effect similar to that of insulin at extremely high concentrations; this
phenomenon has been previously shown in vitro34 and in vivo'; and (b)
mechanical or ischaemic injury of the brain stem by the tumour or surgery,
or both.

I Sonksen PH, Greenwood FC, Ellis JP, Lowy C, Rutherford A, Nabarro JD. Changes in
carbohydrate tolerance in acromegaly with progress of the disease and in response to treatment.
J Clin EndocrinolMetab 1967;27: 1418-30.

2 Wass JA, Cudworth AG, Botazzo GF, Woodrow JC, Besser GMlW. An assessment of glucose
intolerance in acromegaly and its response to medical treatment. Glin Endocrinol (Oxf)
1980;12:53-9.
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