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Background/Aims: The effect of exogenous hyper-
gastrinemia on esophageal motor function has been
wel} documented. However, it is not known whet-
“her chrenic endogenous ‘hypergastrinemia infiuen-

-ces esophageal motility and low_ef esophageal sphin- -
‘cter pressure. The ;purpose of this study was to in-

“vestigate .the effect of chrenic hypergastrinemia on
lower esophageal sphincter pressure and esophage-
al motility in patients with significantly elevated se-
rum gastrin Jevels. Methodology: 37 patients (28 wo-
men; mean age, 53.7 years) with autoimmune gastri-
tis and 35 functional dyspepsia patients participated
in this study. Esophageal motility testing was perfor-
med by using an eight-lumen ‘water-perfused cathe-

ter Ten wet swallows were given and each contracti- -

on was analysed for lower esophageal sphincter pres-
sure, lower esophageal sphincter relaxation, contrac-

INTRCDUCTION

Audtoimmune gastritis (AIG) is an asymptomatic dise-
ase and has an indolent course in the early stages of the
disease and is demonstrable only by serological detecti-
on to gastric parietal cells. Itis characterized by elevated
seruln gastrin levels due to loss of gastric parietal celis
{1). Gastrin is the main stimulant of gastric acid secretion
during meal ingestion. Injection or continious infusion of
gastrin results in an increase in lower esophageal pres-
sure (2,3), however when gastrin is given in doses close
to those reached after a meal, lower esophageal sphin-
cter pressure (LESP) remains the same, or even decrea-
ses (4-6).

There are no specific clinical findings or symptoms
that indicate AIG. It is only when stores of vitamin B12
are (l(.pletcd that §3ermuous anemia manifests itself ¢li-
mca]ly wnth hematological and/or neurological findings
some of these patients may have upper gas-
inaglsymptoms such as bloating, nausea, belching
Al pain without significant endoscopic fin-
dings {7). I,qopimg,eal motility has not been systematical-
ly investigated o patients with AIG that is characterized
by chronic endogenous hypergastrinemia. Therefore, the
purpose of this study was to investigate the effect of ch-
ronic hypergastrinemia on lower esophageal sphincter
pressure and esophageal motility in a group of patients
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tion amplitude and peak velocity. Resulis: Mean se-
rum fasting gastrin level was 1382.8£731.9pg/ml in
patients with autsimmune gastritis and 107:83.9pg/
ml ir the control group (p=0.060). Mean lower esop-

-hageal sphincter pressure (31.641442mmHg vs.
'20.5+8.05mmHg, p=0.000) and mean contraction am-

plitude (82.48+350mmHg vs. 58.11x21.75mmHg,
p=0.001}, in hypergastrinemic patients were signifi-
cantly higher than in the control group, Conclusions:
These results suggest that in patients with autoim-
mune gastritis, prelonged and significant elevation.
of serum gastrin levels, increases lower esophagea]
sphincter pressure and esophagw} body -contraction -
amplitude. However, this increase in lower esophagea]
sphincter pressure does not cause upper gastrointes-
tinal symptoms in patients with autmmn_l_uzle_gastrltls

with autoimmune gastritis and elevated serum gastrin le-
vels, Our hypothesis was that chrenic endogenous hyper-
gastrinemia increases LESP

METHODOLOGY

The study population consisted of 37 patients with at-
rophicgastritis and hypergastrinemia, who were referred
to the gastroenterology outpatient clinic due to dyspep-
tic symptoms and/or vitamin B12 and/or iron deficien-
cy anemia. The diagnosis of chronic autoimmune gasgtri-
tis was based on the pathological findings in the gastric
biopsy tissue {8). Serum gastrin level, presence of antipa-
rietal cell antibody and gastric juice pH were aiso inves-
tigated in each patient. Gastrointestinal symptoms if pre-
sent, were also noted. Thirty-five patients diagnosed as
having functional dyspepsia served as a control group in
this study. None of the patients was en drugs that might
alter espphageal moter function during motility testing.

Esophageal motility

Esophageal motility studies were performed with a
puli-through technique that runs microperfusion system
by using a single catheter containing 8 pressure transdu-
cers spaced at Sem intervals and attached to an online
computer (Medical Measurement Systems {MMS), The
Netherlands), Patients came to the laboratory after at
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 least 8h of fasti ng. The 8-channel catheter was lubrica-

ted and passed nasally and advanced into the stomach. A
slow station pull-through was performed at lem incre-
ments. Quce the lower esophageal sphincter (LES) was
profiled, the distal pressure transducer which included
four lumens was placed in the high-pressure zone of the
LES, so that the proximal pressure transducers were lo-
cated ar 5, 10, 15 and 20cm above the LES, A series of 10
wet swailows (with Sl water bolus} were given at 20-
30s intervals. Lower esophageal sphincter pressure (re-
ference 6-25mmHg), percentage of peristaltic waves {re-
ference: 80%) and esophageal bedy amplitude [referen-
ce 30-160mmHg) were determined. Each contraction
was recorded and then analyzed by a computerized sof-
tware system (MMS) for amplitude, contraction and ve-
jocity. The present study was approved by the Instituti-
onal Review Board of Ankara University Medical School
and all patients gave their informed consent before en-
tering the study.

Statistical analysis

Data were analyzed with the Statistical Package for
Social Sciences (SPSS; version 11.0; SPSS Inc. Chicago,
IL, USA) for Windows software. The Mann Whitney U
test and Kruskal Wallis test weve used for group compa-
risons. For categorical variables the chi-square test was
used. Mean+SD was given for continuous measurements,
A pvalue <0.05 was considered as statistically significant.

RESULTS

The mean age of the patients enrolled in the study
(n=37, 28 women) was 55.7 years and mean age of the
control group (n=35, 20 wamen) was 47.6 years. The cli-
nical manifestations of atrophic gastritis and Gl symp-
toms in our cases are suminarized in Table 1. Al pati-

n
Abdominal pain 8 21.6
Epigastric pain 3 8.1
Abdominal distantion 18 48,6
Check-up 2 54
Belching 2 54
Burning sensation in the epigastrivm 3 8.1
Nausea 4 10.8
Intermittan diarrhea 1 2.7
-Ane;‘nia: _!ron {lefi€!_ezjcy and/ 9 94.3
o vitamin B12 deficiency
\‘{l-’al‘ieni‘s could have inore than one symplom) J

Hypergastrinemia Control

patients {n=37}  group [n=35) P

LES pressure (tamHg}

LES relaxation (%)

Duration of LES relaxation
Esophageal body contraction
amptiitude {mmlig)

Peak velocity (seconds)

31.59£14.42
88.27+14.12
7324171

20.5148.05 0.0c0
95.0826.02 6.01

8541181 0.001
8248£35.10 581122175 d.001

298085 3467176 0.041

A _LES: Lower esophageal sphincter W

ents in this study complained of upper Gi symptoms, pre-
dominantly of alrdominal pain and abdominal distantion.
Seventy-five percent of patients had at least ore gastro-
intestinal symptom. Anemia was found in seven patients
{vitamin B12 deliciency in 4 and iron deficiency amenia
in 3 patients). The mean serum fasting gastrin level was
1382.827319pg/mL in patients with autoimmune gastri-
s and 107£83.9pg/mL in the control group (p=0.000).

As for manometric findings, median LES pressu-
re was significantly higher in patients with endoge-
nous hypergastrinemia compared Lo the contrel group
{31595 1442mmig vs. 20.51:8.05mmHg, respectively,
p=0.0401). There were significant differences between
mean LES relaxation {88.27£14.12% vs. 95.08+6.02%,
p=0.01), mean LES relaxation duration (7.12£1.71s
vs. 8.5421.81s, p=0.001), mean contraction amplitude
{82.48£35.10mmHg vs. 58.11221.75mmHg, p=0.001)
and median peak velocity (2.98+0.85s vs. 3.67x1.763,
p=0.041) in patients with endogen hypergastrinemia
compared to the control group {Table 2). Esophageal
motor function was also investigated in palients (n=24)
with serum gastria >1008pc/mL and compared to pati-
ents {n=13) with serum gastrin <1000pg/ml. by using
the same parameters: LESP (31.37:13.14mmHg vs.
32.0£17.09mmHg, p=0.902), mean contraction amplitude
(81.20240mmMHg vs. 86.91£22.01mmilg, p=0.649), LES
relaxation {90.91:11.28% vs. 83.61£17.94%, p=0.137)
and peak velocity (2.9810.81s vs. 3.0320.94s, p=0.877).
There were no statistical significant between the two
greups {Table 3). In order to delineate the relationship
between the change of LESP/ esophageal motor function
and gastrointestinal symptoms, we also investigated LESP
and esophageal motor function in patients with gastroin-
testinal symptoms (n=26) and compared them to patients
{n=11) without gastrointestinal symptoms ($=anemia
patients, Z=check-up patients). There were no statistical
significance between the two groups except in peak velo-
city. Patients with gastrointestinal symptoms vswithout
gastrointestinal symptoms: LESP: 30.8¢15.0mmHg vs.
33.2£13.3mmkig p=0.648; mean contraction amplitude:
76.54227.7mmHg vs. 89.2+49.4mmHg p=0.439; LES re-
faxation: B7.3213.7% vs. 94.2:7.9%, p=0.701), peak velo-
city: 3.1£0.75 vs. 2.520.8s, p=0.649)},

DISCUSSION

In this study, we investigated the effect of chronic hy-
pergastrinentia on esophageal motility and lower esopha-
geal sphincter pressure in patients with significantly cle-
vated serum gastrin levels and in patients with autoimmu-
ne gastritis, When manometric findings of endogenous hy-
pergastrinemia patients were compared with the control
group, there were significant differences between lower
esophageal sphincter pressure and contraction amplitude
in the body of the esophagus. LESP and esophageal body
motility are effected indirectly through cholinergic neu-
ral or hormonal stimuiation. LESP is known to be regu-
lated by intrinsic smooth muscle tone, neuorgenic com-
ponents and gastrointestinal hormones. Of neurai compo-
nents, excitatory vagal cholinergic fibers, in particular, re-
gulate basal LESP tone {9,10). Several GI hormones when
infused intravenously have been shown to either jncrease
LESP, such as gastrin, pancreatic polypeptide and motilin,
or decrease LESE such as cholecystokinin, glucagon and
vasoactive intestinal polypeptide {11-14}. Gastrin is thou-
ght to be a stimulator of the LES by increasing LESP. Intra-
venous injection of the synthetic analog pentagastrin in
pharmacological doses increases LESP {2} but in physio-
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logicai postprandial doses gastrin does not affect LESP or
even decreases LESP (4). Hell et ¢f. evaluated the effect of
gastrin and somatostatin on the lower esophageal sphin-
cter in a total of ten metabolically healthy volunteers and
one patient with Zollinger-Ellison syndrome. Only unphy-
siclogically high concentrations of gastrin produce a rise
in pressurd in the LES, while somatostatin has neither an
effect on the LESP, nor was it able to inhibit the pharmaco-
logical effect of exogenic gastrin administragion (15), Stra-
athof et al. studied the effect of gastrin-17 on LES and tran-
sient lower esophageal sphincter relaxations in nine he-
althy voluateers, The study groun participated in two ex-
periments performed in random order during continuous
infusion of saline {control) or gastrin-17 (15pmel/kg/hr).
During continuous gastrin infusion, LESP decreased sig-
nificantly (p=0.05) compared to the controls but the rate
and duration of transient lower esophageal sphincter re-
laxations were not influenced by gastrin-17 (16).

In this study, endogenous hypergastrinemia patients
were separated into two groups according to their serum
gastrin level, Abnormal esophageal motility pattern was
observed in 26.1% (7/24) of patients with a serum gas-
trin level >1000pg/mL. Patients with serum gastrin level
>1000pg/ml. did not show different patterns of esopha-
geal motor function. The reason why serum gastrin level
was chosen as 1000pg/mL was because PA istelated with
chronic achlorhydria and serum gastrin levels are eleva-
ted 1o levels 21000pg/mt, which is the range observed
in many patients with Zollinger Ellison syndrome (17,18).
Strader et al. {19) evaluated the esophageal function in
92 consecutive patients with Zollinger Eliison syndro-
me (66 with active disease and 26 disease-free after cu-
rative resection). Esophageal manometry revealed nor-
mal motility in 85% of the patients. Eleven percent had
low LES pressuraes and enly 1% of patients had an eleva-
ted LES pressure. No correlation was nated between the
LES pressures or manometric abnormalities and the fas-
ting sertan gastrin level. Farrell et o, studied lower esop-
hageal sphincter pressure in nine patients with pernicious
anaemia and compared their resuits with 14 healthy male
subjects (20). The resting sphincter pressure was found
to be significantly lower in the pernicious anaemia pati-
ents. In our study we alse evaluated patients with gastro-

Gastrin >1000pg/ml

intestinal symptoms by means of esophageal manomet-
ry and compared them to patients without gastrointesti-
nal symptoms who were referred for the investigation of
anaemia etiology. However, we did not find any correlati-
on between LESP and gastrointestinal symptoms. In pre-
vious studies on the effect of gastrin on LESP the hormone
has been given by intravenous injection as a bolus or con-
tinuous infusion. Watanabe et af. evaluated the effect of
endogenous gastrin on LESP in fifteen dogs (21). Animals
were divided into three groups by the type of operation:
5 dogs with antral excision and Bitlroth-H gastrojejunos-
toy; 5 dogs with a denervated antral pouch and Billroth-
II; and 5 degs with an innervated antral pouch and Bill-
rath-1l. Fasting serum gastrin levels and LESP were deter-
mined preoperatively (basal) and at 2 and 4 weeks post-
operatively, The lasting serum gastrin rose significantly
at 2 weeks and 4 weels in only innervaled antral pouch
and Billroth-1 dogs. The mean LESP at 2 and 4 weeks did
not significantly change from the basal LESP in the three
groups, Dennis et al investigated the effect of endogenous
hypergastrinemia on LESP in canine esophagus (22). They
transplanted the isolated vagally innervated antrum as a
diverticulum into the transverse colon which produced
endogenous hypergastrinemia. Although antral trans-
plantation resulted in a marked increase in serum gastrin
levels, LESP remained unchanged. They concluded that
endogenous gastrin plays no significant role in the regu-
lation of LESP.

There are a number of limitations of our study. The pa-
tients recruited into this study did not demanstrate symp-
roms suggestive of esophageal dysmotility or refiux dis-
ease, therefore the dlinical relevance of these resuits may
be redundant. Additionally, the increased LESP and esoph-
ageal body contraction amplitude may be related the auto-
immune nature of the disease.

In conclusion, the results of our study suggest that in
patients with autoimmune gastritis, prolonged and signif-
icant elevation of serum gastrin levels increase LESP and
esophageal body contraciion amplitude. However, the
increase in LESP does not cause upper gastrointestingl
symptoms in patients with autoimmune gastritis and the
clinical significance of these findings warrants further in-
vestigations,

Gastrin <1000pg/mL

24 (64.9%) 13 (35.1%) P
LES pressuieinimig) 31.37:13.24 32.00417.09 0.902
LES relaxatign {94} 90.91+11.28 83.61£17.94 0.137
Duration oiLES relaxation 7192161 6.98£1.56 0.725
Esophageel:l_bociy contraction amplitude (mmHg} 21.20+40.00 86912201 0.649
Pealk velocity {seconuds) 2981081 3.03:0.94 877

v LES: Lower esophageal sphincter.
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class 1 genes. In particulor, HLA-DRBI*G1G3. o rare alfele with a frequency of less
than 2% in Buropean and white North American populations has been asgociated
with both exlensive and severe UC in Caucestans, HLA-DRBI*!502 has aiso been
associated with UC. This allele is much more prominent in Japanese and Korean
popilations than Cancasians, Fowever, despite varinble background frequencies. the
odds ratios for MLA-DRB{*1507 in UC remains similar suggesting it Is a disease
causing variant, There have been no previous reports on the frequency of HLA class
11 ailcles in Indian [BD populations.

AIMS & METHODS: To investigate the association between HLA class [ alleles and
UC in =n indian Asian population. The study included 129 unrelated Indian Asian UC
petionts and 199 healthy [ndian Asian controls. All patticipants had four grandparents
ariginaling from the Indian subcontinenl. #LA-ORE allele frequency was determined
using sequence-specific primers and PCR. The clinical phenotype of the patients were
analysed with regard 10 maximal disease extent and statistical aralyses were performed
using the Thi-squared test.

RESULTS: The HLA-DRBI*D{03 allele was absent in ali Indian Asian UC patients
and controls, However, HLA-DRBI*1 562 was significantly more frequent in the UC
cohort (28.9%) than cantrols (17.6%) {p=0.016). There was no sigaificant differcace in
the frequency of HLA-DRE! 1502 when patients with extensive colitis were compared
with leflsided/proctitis {29.5% vs 28%; p=1{.856). Patients requiring colectomy did
aot have a significantly increased incidence of ALA-DRBI 1502 (246, 33% p=03 15,
CONCLUSION: The HLA-DRE!*0133 ollele is rare or absent in the Indian Asiun
population but HLA-DRBI*1502 is positively associated with ulserative colifis, How~
ever, HLA-DRBI*1 502 was nol associated with disease extent in UC and does not
therafore account for the higher incidence of pancolitis previcusly reported in South
Asians compared to Caucasians. Further genetic studies are warrznied to determine
whether other genes may account for the differences in UC phenotype in this ethnic
Eroup.

Disclosure of Interest: None Declared Gut 2010; 39 (Suppl 111) A40S

P1487 REAUDNT ON APPLICATION OF BSG DEXA SCAN GUIDELINES
IN INFLAMMATORY BOWEL BISEASE SUBJECTS

R.-L Rusu', A. Poullis’. ! Gastroenterolugy, St Georges Hospital, London, United
Kingdon

INTRODUCTION/OBJECTIVES: There is a high prevalence of osteopenia and
esleaporosis in patients with inflammatary bowet disease (IBD}. This increased risk
of metabotic bone disease translates into a greater risk of fracture among [BD patients
compared to the general population. The Britisk Society of Gastroenterology (B5G)
guidelines for prevention and treatment of osteoporosis in pationts with 18D were
fast publishied in a revised version in 2007 {1]. We have a long-established tradition
of re-auditing these recommendations, which is used to improve our practice and for
jo-house training.

AIMS & METHODS: Ains; To monitor and improve the use of DEXA sconning for
the diagnosis of osteopenia and osteoporosis in patients with [BD.

Metheds: 3 audit cycles have been completed. Unselected subjects attending the 1BD
clinic for follow-up were audited (107 in 2002, 138 in 2006, 106 in 2009). information
was collected from questionnaires completed on day of atterdance and was focused
on nge, sex, pre/posimenopausal stale, recent corticosteraid therapy, previous fragility
fractures, curren! diseases and treatrment that could affect bone metabolism, as well as
smoking status and alecho? intake,

RESULTS: 2009 Data was summarised from 59 patients with ulcerative colitis and
47 with Crohn's disease, There were 59 males {age range 21-Ti) and 47 fomales
(age range 20-80). 28 out of 48 IBD patients treated with systemic steroids over
tast {2 months had bone prolecting agents co-prescribed. 14 men were over 55 and
12 women were postmenopausal. 7 patients.with Crohn's disease 2nd | with uleerative
colitis had a previous fragility fracture. The numbers requiring DEXA scans and the
numbers who have actually had scans are shown in the table.

Tabls {, DEXA requirement, previous and actual use

Year Number Requiring DEXA as per BSG guidelines (%) DEXA performed
Uleerative colitis '
2602 /38 (51.7%) 12430 (40%)
2006 39/67 {48%) 20039 (51%)
2069 30759 {50.3%) 11730 (36.6%3
Crohn’s discsse
2002 206151 {5¥%) 12126 (46.2%)
006 .. 2671 (45%%) 1520 (58%)
008 31447 (65.9%} 19731 (61.3%)

CONCLUSION: Qur results show thas we continue to make progress in the application
of BSG guidelines in surveillance for osteopenia and ostecporosis with DEXA
scanning in patients wilh Crohn’s disease. The findings in patients with ulcerative
colitis are disappointing. The use of DEXA seans was higher in the Crohin's patients
possibly reflecting better awnreness of their increased risk by their astending pliysician.
Frrther training and subsequent re-audit is still required, with a particular focus on
patients with ulcerative colitis,

REFERENCE(S): {171 Lewis NR, Scott BB, Guidelines for Osteoporesis in Celiae
Disease and Inflammatory Bowel Disease. British Seciety of Gastroenterclogy, June
2007,

Disclosure of Tntercst: None Declared Gut 2010; 39 {Suppl 11}) A406

P1488 DEVELOPMENT AND VALIDATION OF A NEW ASSAY FOR
MONITORING FUNCTIONAL SERUM ANTETUMOUR NECROSIS FACTOR
ANTIBODY LEVEL IN CROHN'S DISEASE PATIENTS WHO MAINTAINED
AND THOBE WHO LOST RESPONSE TO ANTI-TNF

Y. Suzuki!, A, Yamada', K. Sono?, M. Hosce?, N. Takada'. 'nternal Medicine,
Toho University, Sakura Medical Centre, Sekura. Japan

INTRODUCTION/OBIECTIVES: infliximab (1FX) is an anti-lumour necrosis factor
(TNF)-a antibody used 1o treat patients with Crohn's disease (CI). However, antibodics
1o IFX {AT1} emerge, which potentiaily con impair its efficacy as welt a5 invoking
hypersensitivity reactions, baving a negative impact an the safety of IFX therapy, We
were interested to devetop a new assay for measuring IFX as well as ATL

AIMS & METHODS: Tn this swdy. we developed a Auid-phase enzyme immunoassay
(FP-EIA) by kmmunizing rabbits with IFX Fab fragments to produce ATI, which we
used t¢ measure serum functional IFX {FIFX) in patients with CD on maintenance
IFX, therapy, Thirty-one patients, 16 had maintained response o IFX {group 1) and 15
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had lost respease in spite of good initial response lo iFX (group 18) were included,
Serum -IFX was measured just before and immediately after IFX intusion. and the
vahues together with CD activity index {CDAIL) and Cereactive prolein (CRP) were
compared between the two groups. )
RESULTS: The immunized rabbits produced very high Tevels of anti-idiotypic anti-
body tiler a5 measured at o very finite dilution of 1:4000. The new FP-EIA produced
a smeoth dose-response curve for increasing amounts of IFX vs TNF-o. The binding
capacity of IFX for TNF-u was almost abelished by the addition of 1% serum from
2 patient whe had lost response to [FX (had the lowest FIFX Jevel even immediately
after [FX-infusion) of by the addition of 1% serum from an immunized rabbit. The
assay could afso detect antibodies that had emerged against [FX. Further, the: duration
of IFX therapy in groups [ and 11 were L8212 and 2.741.5 years, respectively, while
the median dose frequency was 56 days in group | and 29 days in group 1. On the
infusion day, CRP and CDAl in group TT were significantly higher than in group I,
while the median trough FIFX for groups | and I were 4.7 ug/imL and 6.3 pg/ml,
respectively, The median FIFX immediately afier [FX tnfusion for groups | and I were
149.5 pg/mL and 126.3 ug/ml, respectively (P=0.0488), showing negative correlation
with CRP {r=-0.516, P=90.0635) and CDAI {r=-0408, P =0.5092).
CONCLUSION: This new FP-EIA could accurately measure f-{FX, High strum ATI
strongly impacted F-IFX levels aven immediately after IFX infusion. The f-IFX level
immediately after an infusion was associated with ¢linical response. X level should
be valuable in decision making to optimize frestment cfficacy with this biologic.
Disclosure of Interest: None Declared Gt 2000; 59 (Suppl 1D A4D6

P1489 FICOLIN-2 AS A POSSIBLE NEW SERUM MARKER FOR
DISEASE ACTIVITY [N CD PATIENTS

T. Schaffer®, S, Miller), £, Seiboid®, ! Division of Gastroenterslogy, Depariment of
Clinical Research, Born, Switzerland

INTRODUCTION/OBILCTIVES: Besides mannan binding lectin {(MBL), the -
coling also represent microbial pattern recognition receptors that can activate the
tectin pathway of complement. By analyzing the role of the lectin pathway of
complement regarding the develapment of anti-Saccharomyces cerevisiae mannan
antibodies (ASCA), we found that in the serum of IBD patients, especiatly in Crobins
disease {CD}, ficolin-2 (L-ficolin), had an acute-phase like expression pattern. With
the preseat study we further investigated the acute-phase like expression of ficolin-2
in CD patients including a possible correlation witl disease activity,

AIMS & METHODS: Ficolin-2 concentrations were measured in the sera of
TBD patients by ELISA. For the same patients alse CRP and fecal calprotectin
concentrations were determined. Harvey-Bradshaw index, Mayo score and medication
were assessed at the time point of sample collection. Sera and steol samples were
collected in a prospective manner from 48 patlents of our local 18D cohort.
RESUETS: In our IBD cohort serum concentrations of feolina? were significanty
increased in CD patients compared to healthy confrofs. It was also increased in
UC patienis compared to HC but this was not statistically significant, The increase
of ficolin-2 was higher than 40% compared to healthy controls and a moderate
but sigaificant correlation with CRP concentration was measured. Furthermore, CD
patients with o Harvey-Bradshaw index (MBI} >3 had significantly higher ficolin-2
cencentrations than patients with a HB1 £3,

CONCLUSION: Ficolin-2 in CI» showed an expression patlern ke an acute-phase
protein. Ficolin-2 was the coly marker in this study which was significantly correlated
with disease activity represented by the HBI, There fore ficolin-2 may represent a new,
easy measurable serum marker, to objectively assess disease activity of CD patients.
Disclosure of Interest: None Declared Gt 2010; 59 (Suppl 1) A406

P1490 BOWEL DISEASE IN PATIENTS WITH
SPONDYLOARTHROPATHY-EVIDENCE FOR SUBCLINICAL
CROHN'S DISEABE?

M. Schuttz’2, M. Williams®, S. Stebbings?, S. Dudley-Brown?, J, Highton®.
1 Gastroenterology, Southern District Health, *Medicine, University of Clago,
3Rhewmatolagy, Southern Disirict Health, Dunedin, New Zealand, *Schools of
Medicing and Mursing, Joha Hophing University, Baltimore, United States

INTRODUCTION/QBIECTIVES: increasingly, Ankylosing spondylitis (AS) and
Inflammatory Bowel Diseases (3BD) are seen as parl of 2 spectrum of inter-related
diseases which share a similor genelic predisposition, with phenotypical overlap
with respect fo intestinal inflamraation and periphemi and axial arthritis, Clinically
significant bowel symploms have not previeusly been thought to be a feature of AS.

AINMS & METFHODS: To determine the severity of bowel symptoms in AS in
comparison with 3 other groups: patients with Crahn’s Disease (CD), heaithy controls
and contrels with osteoarthritis (OA} who used fong-term NSATDs and by doing se to
as5ess the validity of the Dudley Inflammatory Bowel Symptom Questionnaire (DISQ)
in AS.

Thirty-one patients with CD were recrulted. A further 26 patients with active AS
(aceording to the Bath AS Disease Activity Index: BASDAL) and 10 patients with
inactive AS ware recruited, and compared with 35 healthy controls, and 21 patients
with QA on NSAIDs. The DISQ was administered 1o all groups on a single oceasion.
The [BDQ was administered to all patients with CD,

RESULTS: AS patients had more severe bowel symptoms — mean 9,81 {:5.45) ~ than
healthy contrals — mean 2,61 {£2.57) p < 0.0001, and consrols taking NSAIDs - mean
5.80 {£5.14) p=0.02. There was no significant difference in severity of symptoms
between AS and CD patients in remission - mean 3,56 (£3.41) p=0.06,

The DISQ correlated strongly with the IBDQ in patients with CD ~ Spearman’s rank
correlation (zhe) between DISQ and IBDQ of = 0.773 (p <0.001).

CONCLUSION: Bowel symptoms are significontly sssocialed with active A3 in
comparison to heaithy controls. Active A5 is associated with more severe bowel
symptoms than inective AS and comparable to Crohn’s disease in remission. The
incidence of bowel symptoms cannet be aliributed to the use of NSAIDSs alone, The
DISQ corredaies well with the [BRQ,

Disclosure of Interest: None Declared Gut 2010; 59 (Suppl 1) A406

P1491 SERUM VITAMIN B12 AND FOLATE STATUS IN PATIENTS WITH
INFLAMMATORY BOWEL DISEASES

M, Yakut®, G. Kabagam®. Y. Ustin', 1. Soykan'. 'Gastroenterology, Ankara
University, Ankara, Tirkey

INTRODUCTION/OBJECTIVES: Vitamin B> (cobalamin) deficiency is a common
cause of macrocytic inemia and has been implicated in a spectrum of disorders. Crohn’s
disease {CD) is & chronic inflammatery disease involving small and/or large bowel.,
CD frequently involves terminat ileum, which is the site of B;y absorption. Ulcerative
colitis (UC) is also an inRammatory disease limited lo the colon. with littie or no iteal
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involvement, and the prevalence of Bya deficiency in UC paticnts is similar 1o the
weneral population,

ABMS & METHODS: The aims of this study wers 0 define the prevalence of
serym vitamin Bip and folate abnorrmalities in patients with inflammatery bowel
disease and 20 identify tisk factors essociated with By and folic acid abnormnlilics} in
CD. 138 patients with inflassmalory bowel discase (45 Crohn's disease, 93 Ulcerative
colitis) and 53 healthy subjects were enrolted into the study. Fasting serum By and (olie
acid levels were measured and clinjcal data regasding inflammatory bowel discases
were gathered.

RESULTS: While the mean serum Bjp concentration in CD poticnis was
281466 pe/ml, the mean serum vitamin Bz concentration in UC patjents was
148::218 pg/ml {p=0.224). The number of patients with witamin Bi5 deficiency in CD
group were preater than number of patieats with UC {n=10 22%]) vs. n=4 (1.5%)
p=0,014]. The number of patients {n=10, 22%) with By deficiency in CD group
was also greater than contrels (n=4. 7.5%) (p=0.039). With regard to folate ievels,
the median serum folate level in GD patients was 7.7£3.3 ng/mi, 8.6:£8.3 ng/ml in
UC patients and 2.9:3.3ng/ml in the control group {p=n.s). Patients with 2 prior
ileacolonic resection had an abnormat Byp concentration compared to patients wilhout
surgery (p=90.008). Tn CD patients, tleal invoivement was the only independent risk
factar for having a low folate level.

CONCLUSFON: Serum vitamin Bz and folate deficicncies are common in patients
with CI} compared to LC patients and controls. in CD patients, prior small intestinal
surgery is an independent risk [actor for having & low serum vitamin Bz level, It
would be recommended that patients with CD shoul be screened routinely for Bypand
folate deficiency and patients who have By and folate deficiency, adequate vitamin
supplementation should be provided. '

REFERENCE(S): [1] Headstrom PD, Rulyak 5J, Lee §0, Prevalence and risk factors
for vitamin Bz deficiency in patients with Crohn’s disease. Inflamm Bowel Dis,
2008:14:217-223. {2] Duerksen DR, Fallows G, Bernstein CN. Vitamin Bz mal-
abserptien in patients with limited fleal resection. Nutrition, 2006;22:1216-1213,
Disclosure of Interest: None Declared Gt 2610: 59 (Suppt I1T) A4Q6

P1482 CORRELATION OF CT ENTEROG&APHY FINDINGS TO HSCRP,
PLATELETS, HEMATOCRIT AND BMI

P. Swargog', T. Thomas!, R. Chason?, R, Bhore?, V. Vasan®, C. Brewington®.
 Digestive and Liver Diseases, 2UT Southwestern Medical Conter, Datlas, United
States, E Radiclogy, UT Southwestern Medical Center, Dulias, United States

INTRODUCTION/OBIECTIVES: We hypothesized that specific Compuled Tomog-
raphy Bnteropraphy {CTE) findings woutd correlate with low body mass index {BMI),
elevated high sensitivity C-resctive protein (hsCRP), anemia, thrombocytosis and
elevated while biood celi count (WBC) in patients with Crohn's disease,

AIMS & METHODS: A retrospective study was performed on 37 outpatients with
established CD wio enderwent CTE berween August 2008 and August 2009 and whose
faboratory findings and BMI were assessed within | month of their GTE. CTE soans
were reread by an abdominal radiologist blinded to the ctinical history and original
radiographic impression. The presence of findings associated with inflammatory
aetivity {mural enhancement, wall thickness, increased mesenteric fa density, and
comb sign) and the presence of skip lesions, fistula, inflaminatory mass, abseess,
stricture, and small bowe] dilation were noted separately, Patient’s hsCRE hematoeri,
WBC, platelets, hematoorit and BMI was also noted. Spearman correlation cosflicients
were calculated between CTE findings and BMI, hsCRR hematoctit, platelet count,
and WRC,

RESULTS: Markers of mural disease (beth inflammatory and fibrotic} are slatisticatly
more fikely lo be associated with Jower BMI a5 compared to extraintestinal markers
{mesenteric fat, comb sign, fistulo, infammatory mass, abscess) suggesting a role of
inalnuteition. Patients who have inflammatery mass are more likely to be anemic, CTE
ndings associated with inflammatory activity are assaciated with thrombacytosis.
There was no correlation belween WBC and any CTE finding, including abscess.
Glevated hsCRP correlated with presence of fistula, inflammatory mass end abscess.

Statistivally signilicant correlations between CTE firdings versus BMI hematoerit, platelots, and
hsCRP

o P
Ml enhancoment and BMI . 057 20,001
Wall thickening and BMI ~0.49 0.002
Fibrosis and BM1 ] 0.007
inl} ory mass and | it =036 0.042
Mural eahancement and platclos 038 04.036
Comb sipn and platciots 43 .03
Skip lesiony and plaelets 047 0.008
Striomre and platelets 0.37 9004
Fistuia and hsCRP 0.52 8804

CONCLUSION: Presence of inflammatory mass, fistala and abscess bt not maral
enhancement, wall thickening, comb sign or mesenteric fat enhancement correlate
strongly with elevated hsCRP. Patients who have izl disense tend 10 have lower
BMI suggesting a role of malautrition.

Disclosure of Enterest: Nene Declared Gut 2000 59 (Suppl 111} A4QT

P1493 CT ENTEROGRAPHY FINDINGS CORRELATE WiTH
COMPONENTS OF HARVEY BRADSHAW INDEX

T. Thomas', R. Bhore?, C. Brewingtor®, V. Vasan®, P. Swaroop . 'Digestive and
Liver Diseases, * Clinical Seiences, * Radiofogy, UT Southwestern Medical Center:
Dallus, United States

INTRODUCTION/OBJECTIVES: We hypothesized the Harvey-Bradshaw [ndex
(HBI} and HBI' clinical components (well-being, abdominal pain, diarrhes, and
abdeminal mass) would correlate with specific Computed Tomagraphy Enteragraphy
(CTE) findings.

AIMS & METHRODS: 37 paticnts with established Crohn's disease (CD) who under-
went CTE belween Augest 2008 and August 2009 and whose HBI scores were asseysed
within 1°month of their CTE were included in this study. CTE scans were reread
by an abdominal radiclogist blinded to the clinica! history and original radiographic
impression. The presence of fndings assaciated with inflammatory activily (mural
erhancement, walt thickness, increased mesenteric fat density, and comb sign) and the
presence of skip lesians. fistula, inflammatary mass, abscess. stricture, and small bowel

AdQ7

dilation were noted separately. The individual component of each CTE Gnding was
split into two groups, absent or present. The mean tolal HBI score of each group was
determined and compared using analysis of variance. Spearman correlation eoeMicients
were caleulated Between CTE findings and total H81 score as well ps componenls of
HBL

RESULTS: Patients wilh the presence of wall thickness and comi sign had sig-
nificantly higher total MBI scores (103 vs6.l, p=0.036 and 11.5 vs7.5, p=0.028,
respectively). The presence of the other CTE findings were not associaled with
significantly higher totat HBI scores, although paticats with mural enhancernent atso
trended towards having & higher HBI (9.9 vs7.3, p=0.18). Netably diarrhea did not
correlate with any CTE finding. The presence of a higher number of CTE findings
assacipted with inflanymatory activity correlated wilh general well being (r=0.39,
p=0420) and sbdominal mass (r=040, p=0.016} and trended toward 2 correlation
ivith total HE! score {r=0.33, p=0.054) and with abdominal pain {r=0.33, p= 0053},
put correlated Tess well with total number of Hquid stools daily {r=0.18, p=0.28).

with clinical measures of HE

Corrclation of individual CTE p

Clinical featres Mural cnhancomest  Walt thickness Comb sign

Generat welt being r=0.23, p=0.05 r=043, 070,009 =043, p=0.008
Mumber of liquid stools pee day  £=0.15, pm0.37 £u0,20,p=022  r=02, p=O09
Abdeminal pain r=0,30, p=G.007 ra D22, p=0.19 =039, p=0.01

Apdomingl mass r=0.24, p=0.16 12022, p=G19  ra043, p=0008

CONCLUSION: The findings of wall thickness and comb sign mast correlates with
clinical disease activity as neasured by the HBIL. Diarrkea did not corretate with CTE
findings and may be overrepresented in CD activity indices. Farther study is needed
lo incarporate CTE data into a newer CD setivity index. . .
Disclosure of Interest: None Declared Gut 2070; 3¢ (Suppt L) AdGT

P1404 PROPOSAL OF AN MRI ACTIVITY INDEX FOR CROHN'S
DISEASE

F. Maccioni’, O. Borcelli?, R, Tambueci?, A. Senesi?, G. Di Nardo?, £ Viola?,
V. Clemente?, S. Cucchiara?, ! Rediological Sefences, * Pediatric Gastroeuterology
and Hepatology,  Gastroenteralogy, Polictinico Umberto 1 ¢ Universita “Seplenza”,
Rome, laly

INTRODUCTION/OBIECTIVES: Assessment of Croln's disease activily is cructal
for the clinical management of the disease. So far no clinical (Crohn’s Disease Activity
Index {CDAZ]) tests have proven to be fully satisfactory to assess ihe activity. The
endoscopic score {Crohn’s Disease Sndoscopic Index of Severity [CDEIS]) obtained
by the optical evaluation and associated biopsies is widely considered as a valuable,
although invasive, score for the assessment of activity. To propose an MRI index of
Crehn's activity.

ATMS & METHODS: 50 patients with clinicatly active (n=30) moderately active (11)
or inactive (n=9) Crohn’s disease underwent lower pastrointestinal endoscopy {refer-
ence stzndard) and MRI. T2-weighted and contrast-enhatced Tl-weighted sequences
were acquired, after oral sdministration of 2 superparamagnetic contrast agent, The
following parameters were considered as predictors of activity: depree of bowel wall
cedema (scored 0-2), degree of wall thickening (between -3 mm ssore §; 4-7 mm:
score 1; >8 mm: score 2) periviseeral mesenteric oedema or fuid (scored 0~2) on T2w
images; pattern of Gd-enhancerent (stratified; scored 2), homogenous (scored 1} or
absent (0) ard its degree (0-2). The presence and number (0, 1-3, <3} of inflamed
lymphnodes on T1-T2 w images, scored 0-2. This parameters produce 2 basic activity
score ranging between O-12. Thig score was multiplied for a_factor tor2orl
according to the length of the affected segment, scored as | (I~7em) 2 (7-25cm) 3
(more (han >25em <50 cm) 4 (50 cm). The final score ($2-48) was further muitiplied
for a facter 1.5, 2 or 3 in presence of perianal disease (1.5} complex severs perianal
disease (2), intestinal abscesses or phegmon with enterg-enteric fistulas {3), in relation
1o their exient and severity. The final MRY activity score ranged O-maximum of 144, A
8.5 soore supgests inactivity (0); 6~20 insctive or minimally active disease (1); 2060
moderate activity {2), 60-100 active disease (3}, =100 severe aclive disease (4). Gold
standard for nclivity was considered an association of biotogical activity (BA) scored
03 and endoscopic activity evaluated by CDEIS (Croha's Disease Endoscopic Index
of Severity); endoscopic activity was classified as absent, mild, active or severe (0-3%
RESULTS: A significant correlation (p <0.007) between gold standard and MRI
activity index was chiained.

CONCLUSEON: MR may become a reference non invasive diagnostic tool for
assessment of disease activity, due to the high sensitivity for inflammation and to
the capability to evaleate both the transmural and longitudinal spread of the disease
in the small and large bowel,

Disclosure of Interest: None Declared Gur 2010: 59 (Suppl 11{} A407

P1495 VAGCINATION STATUS AND QPPORTUNISTIC INFECTIONS i
INFLAMMATORY BOWEL DISEASE PATIENTS

L.T. ‘Tan®, M. DelosSantas?, N. Ahac?, J Hayat'. T Win', A.G. Lim®,
| Gasiroenterology, “EPSOM & St Helier Hospital NHS Trust, Surrey. United
Kingdom

INTRODUCTION/OBJECTIVES: It has been estimated by the Ewsopean Crohn's
and Colitis Ceganisation (ECCO) in 2009 that 80% of IBD patients witl be treated
with corticosteroids, 40% antimetabolites (such as §-mercaptopurine, methotrexate ar
azathioprine} and 20% biologic therapies (such as infliximab and adalimumab). Whilst
the use of immanomodulator treatment has led to improved disease outcomes, paticnis
are at risk of opportunistic infections. Some of these infections can be prevented by
appropriate vacuinations.

AIMS & METHODS: We assessed whether our [BD patients were appropeiately
vaceinated. The IBD patierts who attended the gastroenterology outpatient clinic for
review were asked 1o complete a specifically designed structured questionnaire, The
questions included diagnosis, age. sex, medications and immunisation histery.
RESULTS: We reviewsd 82 patients, median age 48 {range 21~89). 42 of the patienls
viere females and 40 were males, 52 (63%) patienis reparied current or previous use
of immumosuppressive treatment. 34 {41%} were aware of the increased infection risk.
19 (23%) had suffered of either recurrent fungal, bacterial or viral infections. Only
3% (38%) porients had iefluenza immunisation on a yeariy basis.



