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SHORT REPORTS

Severe sexual dysfunction in women with
the irritable bowel syndrome: comparison
with inflammatory bowel disease and
duodenal ulceration
Good evidence now exists that the irritable bowel syndrome is a much more
diffuse gut disorder than was originally appreciated,' and we reported
recently that among other symptoms women with the syndrome commonly
suffer from dyspareunia.2 Relatively little attention has been paid to the
problem of sexual dysfunction in patients with gastrointestinal disorders
except in relation to pelvic or abdominal surgery. We undertook a more
detailed evaluation of sexual function in women with the irritable bowel
syndrome, using groups ofwomen with colonic inflammatory bowel disease
and duodenal ulceration as controls.

Patients, methods, and results

Fifty consecutive women outpatients with the irritable bowel syndrome
(abdominal pain, abdominal distension, and an abnormal bowel habit) were
studied, with no refusals. Patients with painless diarrhoea were excluded. The
control group consisted of 30 patients with active duodenal ulceration and 30 with
active inflammatory bowel disease affecting the colon with no history of surgery.
Five patients with inflammatory bowel disease and six with duodenal ulceration
had symptoms suggesting coexisting irritable bowel syndrome and were not

included in the conLol group because we would not have been able to ascertain
which disorder was contributing to any sexual problem reported.

Forty two, 27, and 25 of the patients with, respectively, the irritable bowel
syndrome, inflammatory bowel disease, and duodenal ulceration were sexually
active. The distribution of social class in the groups was similar, but the mean age
of the patients with duodenal ulcers was higher by nine years. Subjects were
intorviewed by a woman doctor (a trained psychiatrist) in their own homes. As
part of a wider assessment of psychosocial state patients completed a self report
questionnaire about sexual function in relation to their bowel disorder; only those
with- a score indicating severe or very severe disturbance (4 or 5 on a five point
scale) were considered positive for the purposes of this analysis. Psychiatric state
was measured with the psychiatric assessment schedule, a score of 11 or more
indicating possible psychiatric illness.3 Results were analysed with contingency
tables (X2).
The table shows that the irritable bowel syndrome was associated with a

profound impairment of sexual function, with 83% of patients reporting
problems compared with 300/o of women with inflammatory bowel disease and
16% of those with duodenal ulcers. When patients with psychiatric disorder were
excluded from the analysis the same significant trend emerged, with 77%, 290/o,
and 14%, respectively, ofwomen showing sexual dysfunction.

Comment

This study showed that sexual dysfunction is common in women with the
irritable bowel syndrome. The presence of abdominal symptoms cannot be
the sole explanation as the controls were specifically chosen because they had
abdominal disease. In addition, the explanation cannot simply be the
presence of psychopathology4 because when women with psychiatric

Number(%) ofsexually active women with the irritable bowel syndrome, inflammatory bowel disease, and duodenal ulceration with sexual dysfunction, and its relative significance

Irritable bowel syndrome v Irritable bowel syndrome v
inflammatory bowel disease v Inflammatory bowel disease v inflammatory bowel disease

duodenal ulceration duodenal ulceration and duodenal ulceration
Irritable bowel Inflammatory Duodenal
syndrome bowel disease ulceration XI p XI P XI P

Sexualfunction affected by bowel disorder
AUl 35/42(83) 8/27(30) 4/25 (16)1
Without psychiatric disorder 17/22(77) 6/21 (29) 2/14 (14)1 347 <0001 0% 033 337 <0001

Abdominal pain on sexual intercourse
All 29/42 (69) 2/27 (7) 0/25 } 45-0 <0-001 0-32 0-57 44-7 <0-001
Without psychiatric disorder 13/22 (59)

Vaginalpain on sexual intercourse
All 7/42 (17) 2/27 (7) 3/25(12)1 1-28 0-26 0-24 0-62 1-04 0-31Without psychiatric disorder 3/22 (14) 1/21 (5) 1/14 (7)1
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disorder were excluded the same significant differences remained. Thus
sexual dysfunction and the irritable bowel syndrome are specifically related,
but the mechanism remains speculative. A particular feature was that sexual
intercourse often induced abdominal pain, which often had a delayed onset.
This may reflect secondary colonic spasm, although it may have originated
within the genitourinary tract. More subtle psychological mechanisms must
also be considered.
The women in our study probably represent the severe end of the range of

the irritable bowel syndrome. Thus extrapolation of these results to the
syndrome as a whole is not justified. Our findings suggest, however, that
sexual dysfunction in the irritable bowel syndrome is a hitherto completely
unrecognised aspect of this condition that needs to be addressed.

I Cann PA, Read NW. A disease of the whole gut? In: Read NW, ed. Irritabk bowel syndrome. New
York: Grune and Stratton, 1985:53-63.

2 Whorwell PJ, McCallum M, Creed FH, Roberts CT. Non-colonic features of irritable bowel
syndrome. Gut 1986;27:37-40.

3 Wing JK, Mann SA, Leff JP, Nixon JM. The concept of a 'case' in psychiatric population surveys.
PsycholMed 1978;8:203-17.

4 Swan M, Wilson Ll. Sexual and marital problems in a psychiatric out-patient population.
BrJ Psychiany 1979;135:310-14.
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"mTc-Sucralfate scintigraphy and colonic
disease
Sucralfate is an aluminium substituted disaccharide, which at low pH binds
to sites of ulceration in the gastrointestinal tract. Dawson et al have recently
reported that radionuclide abdominal scans taken 12-24 hours after inges-
tion of ""mTc-sucralfate provide a range of normal appearances in healthy
subjects and the pattern of ileal or colonic abnormalities in inflammatory
bowel disease.' This is surprising in view of the low binding affinity of
sucralfate at ileocolonic pH.2 We have studied a series ofconsecutive patients
undergoing routine colonoscopy immediately preceded by "mTc-sucralfate
scintigraphy.

Patients, methods, and results

We studied 18 patients. Bowel preparation comprised clear fluids for five days
preceding colonoscopy and Picolax taken over the last 36 hours of this period.
Seventeen to 20 hours before colonoscopy, at least two hours after the last dose of
Picolax, each subject drank 100 MBq of 'mTc labelled sucralfate in 10 ml fluid.

Comparison of colonoscopic findings and interpretation of 99*Tc-sucralfate scintiscans
(figures are numbers ofcases)

Colonoscopic diagnosis Areas ofuptake

Normal Caecum (2), whole colon (3), transverse colon
(1), hepatic flexure (1)

Left sided colonic neoplasms (6) (6 benign Caecum (4), whole colon (1), hepatic flexure,
polyps, I carcinoma) ileum, and rectum (1)

Inflammatory bowel disease (5)
Left sided (3) Caecum and ascending colon (3)
Pancolitis (2) Ascending and transverse colon (1), caecum (1)

This was prepared with a 1 g tablet of sucralfate according to the method of
Vasquez et al.3 Labelling efficiency was 99-5% (SD 0-6%; n=10). Patients
underwent abdominal scintigraphy next morning, roughly one hour before
colonoscopy. Scans were reported without knowledge of the colonoscopic
findings. The study was approved by the local ethical committee.
The quality of bowel preparation assessed at colonoscopy was good in all but

one patient, who had adult Hirschsprung's disease. Pancolonoscopy was
successful in all patients. The table shows the final diagnoses and scintigraphic
findings.

Comment

We were unable to define a range ofnormal scintigraphic appearances and
found no relation between areas of increased radioactivity and the distribu-
tion of inflammatory bowel disease. In addition, there was no relation
between the magnitude ofretained abdominal radioactivity and the extent or
activity of disease, some normal subjects having a higher retention of
radioactivity than those with extensive inflammatory bowel disease.
One explanation for the difference between our results and those of

Dawson et al may be related to bowel preparation. Unlike us, Dawson et al
used mannitol; this disaccharide undergoes bacterial fermentation in the
colon, tending to produce an acid environment favouring sucralfate binding
to ulcerated mucosa.2 After ingestion of the undigested carbohydrates
lactitol and lactulose intraluminal pH ofthe ascending colon falls from 6 5 to
5 2-5-6, whereas the pH in the descending colon and rectum is unaltered4;
probably similar changes occur after mannitol. Binding of '"Tc-sucralfate
occurs only when the exudative mucosal proteins are positively charged2
and, as their isoelective points range from 4-8 to 7-2, the relatively modest
change in pH that occurs after mannitol is unlikely appreciably to enhance
99Tc-sucralfate binding.

In vitro tests of adherence of the isotope to the parent molecule and the
absence of gastric mucosal uptake show that our disappointing findings were
not due to disruption of the w1-Tc-sucralfate complex. We therefore suggest
that labelled sucralfate attaches to luminal contents rather than adhering to
the mucosa. This is supported by the caecal "hot spots" found in those
patients shown to have caecal pooling at colonoscopy and by the observation
that the one poorly prepared patient who had pronounced faecal retention at
the time of endoscopy also had increased retention of radioactivity through-
out the colon in the absence of any mucosal abnormality.

I Dawson DJ, Khan AN, Miller V, Ratcliffe JF, Shreeve DR. Detection of inflammatory bowel
disease in adults and children: evaluation of a new isotopic technique. Br Med J 1985;291:
1227-30.

2 Scopinaro F, Signori C, Di Rocco E, Liberatore M. Diagnostic possibility of 99m Tc sucralfate in
reflux oesophagitis. In: Malaguti P, Sciarretta G, Abbati A, Fumo A, eds. New radioisotope tests in
gastroenserology. Milan: Masson Itali Editori, 1986:102-4.

3 Vasquez TE, Bridges RL, Braunstein P, Jansholt AL, Meshkinpour H. Gastro-intestinal
ulcerations: detection using technetium 99rn-labeiled ulcer-avid agents. Radiology 1983;148:
227-31.

4 Patil DH, Westaby D, Mahida YR, et al. Comparative modes ofaction oflactitol and lactulose in the
treatment of hepatic encephalopathy. Gut 1987;28:252-9.
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Mechanisms responsible for thirst and
polyuria associated with primary
hyperaldosteronism
Renal resistance to the antidiuretic action of vasopressin is the recognised
causeofthe polyuriaand thirst that are associated with primary aldosteronism
and is believed to be due to chronic hypokalaemia, which leads to renal
tubular dysfunction and nephrogenic diabetes insipidus.' We describe a
patient with this disorder whose thirst and polyuria were principally due to
an unusual form of hypothalamic diabetes insipidus; nephrogenic diabetes
insipidus, although present, was minimal.

Case report

A 43 year old woman with no medical history presented complaining of thirst,
polyuria, lethargy, and weakness that had persisted for six months. She was not
takting any drugs and did not eat liquorice. Blood pressure was persistently raised
at 170-180/100 mm Hg. She was otherwise normal on physical examination.
Urine volume ranged from 40 to 5 7 1124 hours. Preliminary investigations
showed mild hypokalaemia (plasma potassium concentration 2-8-3-0 mmol/l);
plasma sodium, urea, creatinine, and calcium blood glucose concentrations were
all normal. Resting supine plasma renin activity was low at 3 0 pmol/l/lmin
(normal range 0-8-14-5), but plasma aldosterone concentration was raised at 879
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