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p=0.06) compared to T allele carriers. Higher baseline
energy (p=0.009), protein (p=0.018) and fat (p=0.002)
intakes in T allele non-carriers probably reflected the
higher hunger score. On the other hand, Bouchard et al.
(2004) found that TT homozygotes had significant higher
susceptibility to hunger than P allele carriers. It should be
taken into account that Bouchard et al. (2004), in contrast
to our study, evaluated the items of the Eating Inventory
in the whole cohort comprised of both genders while we
conducted our evaluation in men and women separately.
This our approach seems reasonable as significant gender
differences in the items of the Eating Inventory have been
demonstrated; restraint score being higher in women
whereas disinhibition score and hunger score are higher
in men (Hainer et al. 2006). However, if we evaluated
overall changes at follow-up period we might support
some of the conclusions of the study of Bouchard et al.
(2004). T allele carriers seem to be disadvantaged in
several aspects against non-carriers. In our cohort of
obese males T allele non-carriers but not T allele carriers
exhibited significant decreases in waist circumference
and energy intake after the follow-up period. Observed
concomitant increase in dietary restraint score and
decrease in depression score in T allele non-carriers
might contribute to reduction of energy intake and
abdominal obesity assessed by waist circumference. The
Québec Family Study, which followed subjects over a 6-
year period, demonstrated the highest increase of body
weight, BMI, body fat (expressed both as kg and %) and
waist circumference in TT homozygotes when compared
to other genotypes. In agreement with the results of
Bouchard et al. (2004) it could be presumed that carrying
the T allele is a disadvantage in terms of reduction of
abdominal obesity and energy intake, however only in
men.

values  for

In women, the baseline

anthropometric measures, energy and macronutrient
intakes, items of the Eating Inventory and Beck
depression score did not differ between the T allele
carriers and non-carriers. No significant differences in the
maximum weight loss nor in the changes of
anthropometric measures over follow-up period were
shown between the female T allele carriers and non-
carriers. However, a decrease in body weight and BMI

was significant only in females who were T allele carriers
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and a decrease in hunger score achieved statistical
significance in female T allele non-carriers. Inconsistency
in the results obtained in men and women might be due to
gender specific role of genes in the phenotypic
manifestation of genotype. Such a gender specific role of
genes as determinants of obesity development has
recently been shown for perilipin gene (Qi et al. 2004)
and for 3,- and Ps-adrenergic receptor genes (Ukkola et
al. 2000, Corella et al. 2001).

Several differences in the character of the cohort
(ethnicity, age, BMI) and design (duration of follow-up)
of our study and in that of Bouchard et al. (2004) might
followed Czech

overweight/obese subjects over 2.5-year period, whereas

explain different outcomes. We
Bouchard et al. (2004) monitored a sample of genetically
homogenous Québec adults over 6 years. Our subjects
were on average 6.5 years older than those in the
Bouchard’s cohort (49.2 vs. 42.7 years) (Bouchard et al.
2004). It has been demonstrated that the effect of genes,
which contributes to adiposity changes is stronger in the
younger than in older subjects (Bouchard er al. 2007).
The role of gender and age was confirmed in
investigations into the influence of the PPARGCIA
G482S polymorphism on the risk of obesity (Ridderstrale
et al. 2006).

Our pilot study demonstrated some gender
specific associations of P73T polymorphism of NMB
with eating behavior and weight changes at 2.5-year
follow-up. The results should be confirmed on large
groups of men.
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BBS  Bardet-Biedl syndrome
BDI Beck Depression Inventory
BMI  body mass index

DNA  deoxyribonucleic acid

EI Eating Inventory
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