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the decreased CDAI scores, which are
considered universally as unreliable and
subjective assessments, remission induced
in these patients by the novel treatment is
probably only short lived. The high concen-
trations of soluble TNF receptors show, in
our opinion, that these patients have not
achieved a stable remission. We have found
that the concentration of the soluble TNF
receptors in the urine is a useful prognostic
indicator for determining the efficacy of treat-
ment and predicting a change in the status of
the disease: relapse and remission.

F HADZISELIMOVIC
University Clinic,
Children’s Hospital,
Romergasse 8,

CH-4005 Basle,
Switzerland
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Treatment of Crohn’s disease with anti-tumor
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(cA2). Gastroenterology 1995; 109: 129-35.

Transfusion for variceal bleeding in
cirrhotic patients

EDITOR,—We wish to comment on the
article by McCormick et al (Gut 1995; 36:
100-3) suggesting that secondary haemo-
dynamic changes in the splanchnic circula-
tion after variceal bleeding may contribute to
increased risk of further haemorrhage. They
suggested that the increased splanchnic
blood flow could result either from a reflex
portal hyperpressure or to overtransfusion
during resuscitation. The reflex portal over-
pressure could be related to neoroendocrine
stimulus induced by the presence of blood in
the gut. In a previous trial, we have shown
that whole gut irrigation with isotonic man-
nitol reduced blood transfusion require-
ments and rebleeding rate after variceal
bleeding.! To investigate the possible delete-
rious influence of blood transfusions, we
have compared, in a pilot randomised study,
two protocols of transfusion in cirrhotic
patients after recent (<24 hours) and severe
variceal bleeding (packed cell volume
<27%). In group 1 (n=43), patients were
transfused to reach a packed cell volume
value of 25*2% and in group 2 (n=47)
32*2%.2 Patients were mainly Child-Pugh
grades B and C without any difference
between the two groups. There were six
Child-Pugh A, 20 B, 17 C in group 1 and
seven A, 23 B, and 17 C in group 2. In
patients with active bleeding, haemotasis was
obtained by balloon tamponade. The per-
centage of patients with active bleeding was
similar (52%) in the two groups. No patient
received vasoactive drugs. The follow up
period was six days after the initial
endoscopy performed at admission. Recur-
rent bleeding was defined by a new bleeding
episode, a 3% or more drop of the packed
cell volume value or the lack of correction of
the initial value of packed cell volume
despite transfusions, or all three. At day 6,
the mean number of blood units received by
the patients was 26 in group 1 versus 4-4 in
group 2 (p<<0-001). The rebleeding rate was
40% in group 1 and 48% in group 2 (NS)
and the death rate was 14% in group 1 and
12% in group 2 (NS). Complications (hepa-
torenal failure, sepsis, hepatic encephalo-
pathy) occurred with a similar frequency in
the two groups. In this pilot study, the
absence of significant benefit with the low
transfusion rate is probably due to a beta

error. Nevertheless, in accordance with

McCormick’s opinion, it suggests that

limited blood transfusions could reduce the

early rebleeding rate in cirrhotic patients

with variceal bleeding without deleterious

effects. A large multicentre trial is actually in

progress to compare the results of the two

transfusion protocols in cirrhotic patients

with variceal bleeding treated by vasoactive
drugs and emergency sclerotherapy.
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Gastric metaplasia and Helicobacter
pylori infection

EDITOR,—Dr Savarino and his colleagues
(Gur 1995; 37: 4456 [letter]) are not entirely
correct in their reference to our paper pub-
lished in Gur in 1989! and subsequent
report.2 They quote us as ‘failing to show any
reversal of gastric metaplasia in the duo-
denum’ following medical antisecretory treat-
ment. Although our numbers were small, we
reported a noticeable difference between the
persistence of metaplasia, as shown by a light
and electron microscopy scoring, at the end of
one year’s maintenance treatment following
duodenal ulcer healing with cimetidine 400
mg every night and one year’s maintenance
treatment with sucralfate 1 g twice daily.
Gastric metaplasia was absent in two of 14
and minimal in three of 14 of the cimetidine
group compared with four of 11 and four of
11 respectively of the sucralfate group. It was
noted that Helicobacter pylori was absent in
those patients with no metaplasia.

In addition, although both groups at the
time of the ulcer healing showed a moderate
improvement in the mucosal scoring, at the
end of the maintenance year the score in four
of 14 of the cimetidine group had reverted to
their high initial pretreatment score compared
with one of 11 of the sucralfate group.

This suggests that treatment that enhances
mucosal protection is more likely to enable
the duodenal mucosa to revert to normal than

reduction of acid secretion.
FITOVEY
Department of Surgery,
UCL Medical School,
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Letters

Faecal stream diversion in patients with
collagenous colitis

EDITOR,—Veress et al have published an
interesting paper on the microscopic colitis
syndrome (Gut 1995; 36: 88-6). Their find-
ing on patient 16 whose increased collagen
layer was normal after a temporary loop
ileostomy is identical to our previous findings.
We have presented experiences of faecal
stream diversion in collagenous colitis at both
Swedish! and Scandinavian? conferences on
gastroenterology. Our original report in-
cluded five of our own operated cases but was
later extended with four other cases who
underwent surgery in other Swedish hos-
pitals. These four patients were included in
our study after written permission had been
obtained from the patients’ doctors.

Our main conclusion from these nine
operated patients was that faecal stream
diversion induced clinical and histopatho-
logical remission in collagenous colitis.> After
closure of the ileostomy and restoration of
intestinal continuity clinical symptoms and
the abnormal collagen layer recurred. In a
patient who had a sigmoidostomy using the
Hartmann procedure, the abnormal collagen
layer remained thickened in the proximal
colon still exposed to the faecal stream but
was normal in the excluded rectosigmoid
colon. Later, the sigmoidostomy was replaced
by a split ileostomy and at follow up the col-
lagen layer was normal in the whole colon.
These findings strongly indicate that a
luminal noxious factor may be of patho-
genetic importance.!”3> The nature of this
luminal factor is unknown. Hypothetically, it
may remain in the small bowel after faecal
stream diversion, which may explain the early
relapse seen in some of the patients after
restoration of intestinal continuity.? Patient
16 in the study by Veress er al is the same

patient IMB in our report.>
G JARNEROT
JBOHR
C TYSK
Department of Medicine,
Davision of Gastroenterology
S ERIKSSON
Department of Pathology,
Orebro Medical Centre Hospital,
S-701 85 Orebro, Sweden
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Kollagenskiktet vid kollagen kolit normaliseras
efter bortledande av  faekalstrémmen.
(Abstract). Hygiea 1992; 101: 158.

2 Tysk C, Bohr J, Jarnerot G, Eriksson S.
Collagenous colitis is caused by a noxious agent
in the faecal stream? Observations from six
patients treated surgically. [Abstract]. Scand ¥
Gastroenterol 1993; 28 (suppl 197): 51.

3 Jarnerot G, Tysk C, Bohr J, Eriksson S.
Collagenous colitis and faecal stream diversion.
Gastroenterology 1995; 109: 449-55.

Reply

EDITOR,—Thank you for giving us the oppor-
tunity to comment on the letter from Jirnerot
et al. In 1977-1979 one of us (BV) was work-
ing together with Dr C Lindstrém, who first
described collagenous colitis.! In 1982, we
presented our first patient with collagenous
colitis at the Meeting of the Swedish Society
of Surgeons in Karlstad.2 The patient referred
to by Jérnerot et al (no 16) was included in
our first joint report from the Central
Hospital in Karlstad and Huddinge Univer-
sity Hospital. Jirnerot et al were unaware that
this patient was originally seen by us. The
findings described by Jirnerot ez al at the time
of the preparation of our paper had only been
presented as abstracts.
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Letters

Our recent paper* focused primarily on
describing the histological features of micro-
scopic colitis syndrome in our first 30 well
defined cases. We have previously, however,
studied different aetiological aspects in both
lymphocytic® and collagenous colitis.® The
importance of factor(s) in the faecal stream
has also been discussed by others.”

B VERESS

R LOFBERG

L BERGMAN
Department of Pathology,

Malmo University Hospital,
S-205 02 Malmo, Sweden
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Helicobacter pylori reinfection

EDITOR,—We read with interest the article by
Schiitze er al (Gut 1995; 36: 831-3). It is dif-
ficult to agree with their statement ‘conjugal
transmission of reinfection has been shown to
occur for the first time with near certainty’.

Besides transmission from the spouse, there
are at least three possibilities of reinfection of
their patients. (1) H pylori has been demon-
strated in the dental plaque of patients from
developed! and developing®® countries.
Furthermore, H pylori in the dental plaque per-
sists despite its clearance from the gastric
mucosa after treatment.® Hence, dental plaque
is considered a potential source of reinfection
by the same strain of H pylori.”8 (2) It is
possible that both the patient and the spouse
had acquired infection of the same strain of
H pylori from a common source. Con-
taminated water supply has been previously
shown to act as common reservoir of infec-
tion.? The fact that the prevalence of serum
antibodies to H pylori and hepatitis A virus in
different age groups of subjects, both in devel-
oping (50% at 5 years) and developed (50% at
50 years) countries is comparable, shows
faeco/oral mode of transmission of
H pylori and hepatitis A virus.!? (3) Intra-
familial spread from another member of the
family has been reported.!! The study does not
provide any data of other family members or
the exact mode of transmission (kissing ?) from

the spouse.
A'Y PHADKE
H G DESAI
Faslok Hospital and Research Centre,
Bombay 400 026, India
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Reply

EDITOR,—In our publication an autoreinfec-
tion has been discussed as a possibility but
simultaneously considered as highly unlikely
as the reinfections occurred as late as after 14
and 43 months, respectively.

The possibility of a common exogenous
source cannot be ruled out but it seems rather
unlikely and has also been discussed in our
publication. The possibility of a contaminated
water supply is extremely unlikely as water
supplies in Vienna originate from Alpine
sources and are renowned for their excellent
quality.

The patients studied in our project were
married couples without any other family

members. )
K SCHUTZE
Medical Department 1,
Hanusch Hospital,
Heinrich Collinstr 30,
A-1140 Vienna,
Austria

Gastric emptying in patients with insulin
dependent diabetes mellitus

EDITOR,—The paper by Nowak et al (Gut
1995; 37: 23-9) reports on the highly variable
gastric emptying rates in patients with dia-
betes mellitus. The finding of accelerated
(apart from the classic delayed) gastric empty-
ing in humans with insulin dependent dia-
betes mellitus is consistent with previous

findings.! The authors investigated the

possible correlation between gastric emptying
and chronic renal failure caused by diabetes.
As the values obtained in this study have a
very wide distribution, they concluded that
the influence of chronic renal failure on
gastric emptying cannot be estimated from
their own results. However, chronic renal
failure is associated with autonomic neuro-
pathy? like diabetes mellitus and it would
have been important to know the authors’
comments on the role of the autonomic
nervous system in their patients with chronic
renal failure resulting from diabetes.

In another study,? small groups of patients
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with chronic renal failure of non-diabetic
aetiology given longterm dialysis showed dif-
ferent patterns of gastric emptying depending
on the involvement of the autonomic nervous
system. In subjects with no autonomic neuro-
pathy gastric emptying was faster than
normal. In subjects with only parasympa-
thetic neuropathy gastric emptying was
similar to controls but in subjects with both
parasympathetic and sympathetic autonomy,
it was delayed. In this study gastric emptying
was measured from the sonographic registra-
tion of antral area variation, according to
Bolondi. This method has a good correlation
with the radioisotopic method.’ The spec-
trum of the gastric emptying curves of the
patients studied by Nowak et al seems to be
influenced by autonomic neuropathy in the
same manner. We believe that a similar
approach focused only on chronic renal
failure resulting from diabetes mellitus will
bring similar results. Indeed, as Nowak ez al
show, autonomic neuropathy is the main
factor that changes the emptying of the

stomach.
D L DUMITRASCU
University of Medicine and Pharmacy,
Third Medical Dept,
str Dragalina 2-5,
3400 Cluj, Romania
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Reply

EDITOR,—The study performed by Dr D L
Dumitrascu ez al' is indeed relevant to our
article, which describes highly variable gastric
emptying in patients with diabetes mellitus
and we appreciate his comments. Our study
showed that some diabetic patients have rapid
gastric emptying, some have a normal rate of
gastric emptying, while others have what is
appreciated to be delayed gastric emptying —
that is, ‘diabetic gastroparesis.” The precise
mechanism responsible for the variability in
gastric emptying in diabetic patients is
unknown although autonomic neuropathy
has been incriminated. In our study nearly all
of the patients showed evidence of parasym-
pathetic autonomic neuropathy evidenced by
an abnormal respiratory variation in heart rate
(E:1 ratio). Those patients who had auto-
nomic sympathetic neuropathy, evidenced by
orthostatic hypotension, showed a signifi-
cantly longer half time of gastric emptying
than non-diabetic control subjects. Likewise,
those patients who did not have evidence of
sympathetic autonomic neuropathy showed a
significantly faster gastric emptying half time
(accelerated gastric emptying) than non-dia-
betic controls. Finally, our study showed that
the duration of diabetes was significantly cor-
related with the gastric emptying shape coeffi-
cient, implying that a longer duration of
diabetes is associated with a slower rate of
gastric emptying. Our findings lead us to
speculate that short-term diabetes mellitus is

1ybuAdoa Ag paraalold 1sanb Agq £20z ‘6T Arenuer uo jwod fwgnby/:dny wouy papeojumoq "966T Arenuer T U0 9-4GT T°8€INB/9STT 0T Sk paysiignd 1s1iy :IND


http://gut.bmj.com/

