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Introduction Apolipoprotein E (ApoE) is thought to be the most
common genetic risk factor for Alzheimer ’s disease and has a
number of polymorphisms. While the E2 allele is proposed to play a
protective role, it E4 allele is said to increase the risk of cognitive
decline. We therefore hypothesised that the presence of ApoE4
would be predictive of dysphagia symptoms.
Methods 800 members of a genetically well characterised
community dwelling elderly cohort received the Sydney orophar-
yngeal dysphagia questionnaire via mail.1 Cognitive function was
also measured using the Telephone Interview of Cognitive Status
and mood with the Geriatric Depression Score (GDS). ApoE4/2
allele status was then correlated with dysphagia symptoms.
Results Completed questionnaire response rate was 79% (23.5%
men, 76.5% women; mean age 8165 years; range 69e98 years).
Possession of one or more of the ApoE4 and 2 alleles was found in
23.5% and 16% respectively. Swallowing score was significantly
related to GDS (CC 0.133, p<0.001**) and Age (CC 0.107,
p<0.007**). While dysphagia was not significantly associated with
possession of single E4 or E2 alleles, ApoE4 homozygosity was
associated with significantly higher swallowing scores compared to
all other allele combinations (p¼0.033).
Conclusion We have shown a novel relationship between self
reported dysphagic symptoms and ApoE genotype in community
dwelling older adults. The presence of ApoE4 homozygostiy appears
to associate with dysphagia symptoms but requires replication in
independent larger cohorts.
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Introduction Visceral pain is a major clinical problem being a primary
feature of irritable bowel syndrome (IBS). Treatments for this
condition are limited, but there is increasing evidence that neural
stimulation may be able to alter pain thresholds in the somatic
literature. By contrast, little is known about the role of neuro-
stimulation applied to visceral pain and its ability to alter sensitivity.
The aim of this study was to ascertain whether repetitive magnetic
stimulation (MS) applied to the lumbosacrum and motor cortex can
alter anorectal sensitivity in IBS patients.
Methods Participants: 10 IBS patients (9 females, age range 22 and
54 years). All IBS patients fulfilled Rome III criteria for IBS.
Anorectal electrical sensory measurements were performed via a
stimulating catheter positioned in the rectum, 10 cm from the anal
verge andan anal plug. Sensory and pain thresholds in the rectum
and anal sphincter were determined using trains of electrical stimuli,
repeated three times. Anorectal sensory and pain thresholds were
performed at baseline before intervention and then immediately, 30
and 60 min after each intervention. Interventions comprised 3
neurostimulation paradigms delivered in random order over separate
days: repetitive 1 Hz lumbosacral magnetic stimulation (rLSMS),
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Rectal Baseline 0 min 30 min 60 min

rLSMS 1 Hz

ST 22.662.8 27.163.4* 28.863.5* 29.663.6*

P 45.966.4 53.866.5* 53.867** 56.968.2*

rTMS 10 Hz

ST 24.462.7 27.963* 29.163.8* 29.363.6*

P 44.165.5 5368.7** 54.668.9* 57.169**

Sham

ST 21.363 23.363 24.163.3 23.262.8

P 38.763.4 38.663.2 39.863.6 40.463.5

*p<0.05, **p<0.01.

Abstract PWE-062 Table 2

Anal Baseline 0 min 30 min 60 min

rLSMS 1 Hz

ST 6.360.7 7.361.2 7.161.1 6.761

P 24.365.2 23.665.1 25.264.9 25.664.7

rTMS 10 Hz

ST 5.360.6 5.560.7 5.460.8 660.7

P 23.365.3 25.966* 2765.4** 29.466**

Sham

ST 5.860.7 5.860.6 6.460.7 6.160.6

P 2263.3 22.363.1 2463.7 23.763.8

*p<0.05, **p<0.01.
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