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Obesity is associated with both insulin resistance and β-cell dysfunction. Diets that are restricted in calories (1) and rich in dietary fibre
(2) have been shown to improve glucose homeostasis and body weight. It is thought that dietary fibre elicits these effects through short
chain fatty acids (SCFAs), produced by bacterial fermentation in the gut. SCFA (acetate, propionate and butyrate) stimulate the
release of the incretin glucagon-like peptide-1 (GLP-1) through activation of free fatty-acids receptors 2 and 3 (FFAR2, FFAR3)
found on enteroendocrine L-cells in vivo (3) and in vitro (4). Our previous research has demonstrated that dietary supplementation
with inulin propionate ester (IPE), which delivers propionate to the colon, stimulated the release of GLP-1 (5) and improved β-cell
function in overweight adults (6). The aim of this pilot study was to investigate the effect of IPE supplementation on insulin sensitivity
and β-cell function while following a hypocaloric weight loss diet. We hypothesized that dietary supplementation with IPE can
improve insulin sensitivity and β-cell function to a great extent than the control following weight loss.

Ten healthy participants (m/f (20/80); mean (SEM), age 33 (3) years; Body mass index (BMI 28.9 (1) kg/m2)) were recruited and
completed 12 weeks of intervention in a randomised, controlled, parallel design. Participants received inulin control (n = 5; four
females) or IPE (n = 5; four females). A personalised hypocaloric diet (20 % below estimated daily energy requirements) was pre-
scribed to each participant. Two study-visits, baseline and after the 12-week supplementation period, were conducted to assess out-
come measures. On the study days, and after an overnight fast, participants attended the clinical research facility to receive a
standardised breakfast. Fasting and postprandial blood samples were analysed for glucose, insulin and GLP-1 up to 240 minutes.
0-240min and 0-60min areas under the curve (AUC) were calculated to assess changes in total and first-phase responses, respectively.
Participants from both groups lost weight after 12 weeks although this was not significantly different when compared between groups
( %weight loss 2.6 (0.9) IPE vs. 2.9 (1.9) inulin; P = 0.8). There were no within- or between-group changes in glucose, insulin or GLP-1
AUC0−240min, however, insulin AUC0−60min was significantly higher following IPE supplementation when compared with the inulin
group (P = 0.04). Consequently, measurement of β-cell function was improved following IPE supplementation compared with the inu-
lin group (P = 0.02).

.

IPE Inulin control
BG

BL SE Wk 12 SE Sig. BL SE Wk 12 SE Sig. Sig.

Weight (kg) 79.4a 5.8 77.3a 5.4 0.04a 77.5 6 75.2 6 0.1 0.8
Glucose AUC0−60 (mmol/L) 5.5 0.2 5.8 0.3 0.4 5.2 0.2 5.7 0.4 0.3 0.6
Insulin AUC0−60 (μU/ml) 50.9 b 8.0 72.3 b,c 8.6 0.01 b 101.8 31.7 76.8c 24.1 0.2 0.04 c

GLP-1 AUC0−60 (pmol/L) 48.7 7.2 57.3 9.6 0.3 47.9 4.4 56.5 6 0.2 0.9
β−cell function 9.1 d 1.3 12.4d,e 1.3 0.02d 19.3 6 13.5 e 4.4 0.1 0.02e

IPE: Inulin propionate ester; BL: Baseline; SE: Standard error; Wk 12: Week 12; Sig: Significance level; BG: between groups. AUC0−60 was calculated using the
trapezoidal rule. β−cell function was calculated as the ratio of insulin AUC0−60 to glucose AUC0−60

In conclusion, the pilot data suggests that supplementation effect of IPE on improves first phase insulin release and β-cell function in
humans, but this appears independent of weight-loss and not through enhanced GLP-1 release. This study was completed in accord-
ance with the Declaration of Helsinki (Clinicaltrials.gov (NCT03322514)).
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