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Ozet: IRRITABLE BARSAK HASTALIGINDA
SAFRA KESESI MOTILITES!

Irritable barsak hastaliginda otonom sinir sistemi ve
kolesistokinin salintmindaki anormalliklerin rolii ol-
dugu rapor edilmekle beraber, hastalikda bozulan mo-
tilitenin ger¢ek nedeni bilinmemcktedir. Ote yandan
safra kesest motilitesinin otonom sinir sistemi ve hor-
monal yolla kontrol edildigi bilinmcktedir.

Bu ¢alismada irritabl barsak hastaliginda (n = 11) ve
saglikly bireylerde (n=9) safra kesest kontraksiyonlar
calisilmustir. Bazal safira kesesi voliim élgiimiinii taki-
ben irritabl barsak hastaligi olan bireylerle goniilliile-
re standart test yemegi vertlmistir. Ultrasonografik
olarak 15 dakikalik aralarla 60 dakika boyunca orta-
lama safra kesesi volumlert izlenmistir.

Aclik safra kesesi voliimii trritabl barsak sendromu
olan bireylerde kontrol grubuna gére farklilik goster-
memigtir (22.97 +17.91 mL ve 20.25 + 6.93 mL). Rezi-
diiel ortalama safra kesesi voliimii 15. dakika (13.41 +
9.96 mL ve 15.45 + 12.22 mL). 30. dakika (8.58 +8.90
mL ve 13.66 +10.03 mL), 45. dakika (9.78 + 8.46 mL
ve 11.41 +6.00 mL) ve 6O. dakika (12.23 +9.01 mL ve
12.06 + 7.99 mL) sonunda irritabl barsak hastalig
olan bireylerde, kontrol grubuna gar istatistiksel ola-
rak anlamsiz bulunmustur. Ortalama safra kesesi vo-
liimleri, her tki grupta, yemegi takiben bir saat boyun-
ca bazal degerlere gére anlamli olarak kiigiiktiir (p <
0.05).

Bu gézlemlere dayanarak, Irritabl barsak hastaligin-
da safra kesest kontrakatif fonksiyonlarinda degisme
olmadigr sonucuna vartlmustur.

Anahtar kelimeler : Irritable barsak hastalig, Safra kese-
si miitilitesi.
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Summary: The exact cause of altered motility in irrit-
able bowel discase (IBD) is not clear, altough abnor-
malities of the autonomic nervous function and CK re-
hand,
gallbladder function is regulated by autonomic nerves
as well as hormonal control. Because of this reason,

lease have been reported. On the other

we studied gallbladder contractions in IBS patients
(n=11) and healthy volunteers (n=9). After basal meas-
urement, the volunteers and patients with IBD re-
cetved standard test meal. Mean gallbladder volumes
were scanned by using ultrasonography in 15 min in-
tervals for 60 min in both groups.

Fasting mean gallbladder volume shows no difference
in IBD patients than in control (p > 0.05) (22.97 +
17.91 mL vs. 20.25 + 6.93 mL). Following a test meal
the residual mean gallbladder volume at the end of
15th minute (13.41 +9.96 mL vs 15.45 + 12.22 mL), at
the end of 30th minute (8.58 + 8.90 mL vs 13.66 +
10.03 mL), at the end of 45th minute (9.78 + 8.46 mL
vs 11.41 + 6.00 mL), and at the end of 60.th minute
(12.23 £9.01 mL vs 12.06 + 7.99 mL) shows no signifi-
cant differences in IBD patients than in control sub-
Jeets (p > 0.05).

Mecan gallbladder volumes of both groups after meal
intake were significantly lower during one hour period
as compared to baseline value (p < 0.05).

Based on these observations. We conclude that patients
with IBD have any abnormalities of gallbladder func-
tion. d
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Peptides, released from the gastrointestinal
mucosa into the blood after eating, act as hor-
mones and affect gastric, small intestine, and co-
lonic smooth muscle contractions. As in the en-
teric nervous system, a counterbalance between
stimulating peptide such as motilin and chole-
cystokinin (CCK) and inhibiting peptides 51).

CCK is the major hormone that modulates post-
prandial gallbladder contraction (2) and CCK
acts as a neurotransmitter to stimulate postgan-
glionic inhibitory neurons and also acts directly
on the smooth muscle of gallbladder and sphinct-
er of Oddi and indirectly through cholinergic
nerves on the smooth muscle of the intestine (3).
Motilin is an other regulatory peptide of the gut
which causes contractions of duodenal, ileal, co-
lonic and gallbladder smooth muscle in vitro (3).
Motilin has been shown to be about as potent as
CCK in stimulation of gallbladder contraction,
and its effect is seen with serum levels within

the physiologic range, motilin may participate in
the control of gallbladder emptying (3).

Cramping abdominal pain of colonic origin and
an altered bowel habit are the hallmark of the ir-
ritable bowel disease (IBD) (1). Colonic motor ac-
tivity is abnormally increased in these patients
with colonic pain, eg, after meals, after adminis-
tration of CCK or cholinergic drugs, or after
emotional stress. Altered small bowel motility
may also occur and appears to be corelated with
symptoms (4). The exact cause of altered motility
in IBD is not clear, although abnormalities of
the autonomic nervous function (5) and CCK re-
lease (6) have been reported.

Information on gallbladder motility in IBD is
very limited and variable results have been re-
ported. Pathogenesis of disease may be related
to the hyperactivity of CCK or colonic hypersen-
sitivity to this peptide. Because of this reason,
we postulated that the more dramatic increase
will be observed in tonic and/or phasic activity of
gallbladder which promotes emptying during the
postprandial period in patients with IBD. For
this purpose, we investigated meal-induced gall-
bladder emptying in patients with IBD and com-
pared to healthy volunteers.

MATERIAL AND METHODS

Nine healthy volunteers (age 36 + 16) and 11 pa-
tients with IBD (age 32 + 12) agreed to partici-
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pate in the study after the protocol and the test
procedures had been explained them. All pa-
tients with IBD had abdominal pain as a promi-
nent symptom and no one had history of biliary
colic, jaundice, or gastrointestinal surgery. All
patients had normal findings on clinical exami-
nation, rigid sigmoidoscopy, and laboratory eval-
uation, which included stool examination for ova
and parasites, and occult blood, complete hemo-
gram, ESR and liver function tests. Barium ser-
ies of gastrointestinal tractus were also done to
rule out any organic pathology. Barium series of
colon were spastic in all cases. Al medications
were stopped at least 48 h prior to study.

Gallbladder volumes were measured by using ul-
trasonography. Scans were performed at 8 am
after 12 hour fasting period. After basal meas-
urement the volunteers and patients with IBD
received ensure (250 cal/250 mL , protein 16.7%,
fat 30%, carbonhydrate 53.3%). Gallbladder vo-
lumes were scanned 15 min intervals for 60 min
for each subjects after receiving Ensure. Gall-
bladder volume and emptying were measured
using by ultrasonography (7) which is a 3,5 or 5
MHz transducer real time ultrasound scans
(General Eletrics RTX 200). Subjects were
scanned supine in the right anterior oblique po-
sition by radiologist trained in ultrasonography.
The gallbladder was visualised in the longitudi-
nal and transverse planes, and measurement of
maximal lenght, width, and height were taken
in duplicate. The volume of the gallbladder was
subsequently calculated using the ellipsoid
method (volume = 0.52 x lenght x width x
height) (8).

The results are expressed as mean + SEM un-
less otherwise stated. For statistical analysis,
the Wilcoxon signed rank or Mann Whitney U
test was used where appropriate and difference
were considered significant at p < 0.05.

RESULTS

Fasting mean gallbladder volume shows no dif-
ference in IBD patients than in control (22.97 +
17.91 mL vs 20.25 £ 6.93 mL). Gallbladder con-
traction were evaluated after standart test meal
initiated prompt contraction in both groups. The
residual mean gallbladder volume at the end of
15th minute (13.41 + 9.96 mL vs 15.45 + 12.22
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mL) at the end of 30th minute (8.58 + 8.90 mL vs
13.66 + 10.03 mL), at the end of 45th minute
(9.78 + 8.46 mL vs 11.41 + 6.00mL), and at the
end of 60. th minute (12.23 + 9.01 mL vs 12.06 *
7.99 mL) shows no significant differences in IBD
patients than in control subjects (Table I).

Mean gallbladder volumes of both groups after
meal intake were significantly lower during one
hour period as compared to baseline value (p <
0.05 - 0.005) (Figure -1).

DISCUSSION

The IBS is a motor disorder consisting of altered
bowel habits, abdominal pain, and the absence of
detectable organic pathology (4). The failure of
laboratory studies to show any morphologic, his-
tologic, microbiologic, or biochemical abnormali-
ties in patients with IBD supports the concept
that IBD is primarily a disorder of gastrointesti-
nal motility (4). Altered bowel habits seen in
IBD can be explained on the basis of altered mo-
tility, which, in turn, may be a response to emo-
tional states, to meal, to neurohumoral agents
and to gastrointestinal hormones such as CCK,
glucagon and vasointestinal peptide (VIP) (4).

The exact cause of altered motility in IBD pa-
tients is not clear, although abnormalities of
CCK release have been reported in patients with
IBD (5,6). Exogenous CCK infusion produces an
increase in colonic motility that is associated
with abdominal pain; and suggesting that CCK,
a gastrointestinal hormone released by meals,
may account for some of the postprandial symp-
toms in patients with IBD have normal gallblad-
der function as compared with healthy volun-

Table I :Values of gallbladder volume and statistical compa-
rison of the patients with irritabale bowel disease and he-
althy subjects (control).

Time IBD Control P

Baseline 22.97+17.91mL 20.25+6.93 mL NS*

15th minute 13.41+9.96 mL 1545+ 12.22mL NS

30th minute 8.58 + 8.90 mL 13.66 £ 10.03 mL NS

45th minute 9.78 £ 8.46 mL 1141+6.00 mL NS

60th minute  12.23 +9.01 mL 12.06+ 799 mL NS
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teers. Fasting and residuel mean gallbladder vo-
lume for one hour period were all normal in
IBD. The results of recent studies which report-
ed that fasting and residuel gallbladder volume
in IBD patients had any differences as compared
with healthy subjects are similar to our findings
(9,10), but others are not (8,11). These variable
results may due to numerous factors; i) Not all
patients with IBD have demostrable colonic
myoelectric abnormality; only 40% have slow
basic electric thythm in colonic smooth muscle
(12, 13), and this abnormality may be paroxys-
mal (14). ii) Gallbladder motility also varies and
may show hypo or hypercontractility, depending
upon the severity and type of symptoms in IBD
(15). iii) Patients with IBD show a delayed post-
prandial release of CCK into the plasma (6) and
the delayed release of CCK prevent maximal
contraction of the gallbladder in IBD patients
for one hour period in this study. iv) Motilin
which has been shown to be about as potent as
CCK in stimulation of gallbladder contraction
(3), to be dereased in constipation predominant
patients (16).

Further studies are also needed to confirm
whether gallbladder contraction varies among
different groups of IBD patients with different
symptom syndromes.
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*: p<0.05 difference from baseline in patient group.

Figure 1 : Values of gallbladder volumes in baseline and
afler administration of standart test meal in patients with
irritable bowel disease and healthy subjects.
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