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AMPD1 rs17602729 is associated with physical
performance of sprint and power in elite
Lithuanian athletes
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Abstract

Background: The C34T genetic polymorphism (rs17602729) in the AMPD1 gene, encoding the skeletal muscle-specific
isoform of adenosine monophosphate deaminase (AMPD1), is a common polymorphism among Caucasians that can
impair exercise capacity. The aim of the present study was twofold: (1) to determine the C34T AMPD1 allele/genotype
frequency distributions in Lithuanian athletes (n = 204, stratified into three groups: endurance, sprint/power and mixed)
and compare them with the allele/genotype frequency distributions in randomly selected healthy Lithuanian
non-athletes (n = 260) and (2) to compare common anthropometric measurements and physical performance
phenotypes between the three groups of athletes depending on their AMPD1 genotype.

Results: The results of our study indicate that the frequency of the AMPD1 TT genotype was 2.4% in the control
group, while it was absent in the athlete group. There were significantly more sprint/power-orientated athletes with
the CC genotype (86.3%) compared with the endurance-orientated athletes (72.9%), mixed athletes (67.1%),
and controls (74.2%). We determined that the AMPD1 C34T polymorphism is not associated with aerobic muscle
performance phenotype (VO2max). For CC genotype the short-term explosive muscle power value (based on Vertical
Jump test) of athletes from the sprint/power group was significantly higher than that of the endurance group athletes
(P < 0.05). The AMPD1 CC genotype is associated with anaerobic performance (Vertical Jump).

Conclusions: The AMPD1 C allele may help athletes to attain elite status in sprint/power-oriented sports, and the T allele
is a factor unfavourable for athletics in sprint/power-oriented sports categories. Hence, the AMPD1 C allele can be
regarded as a marker associated with the physical performance of sprint and power. Replications studies are required to
confirm this association.
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Background
Physical performance is complex and includes the inter-
action of genetic and environmental factors. With the
rapid development of molecular research in sport, mul-
tiple genetic markers associated with physical perform-
ance have been discovered (among them are: ACE,
ACTN3, AMPD1, ADRB2, GDF-8, NOS3, PPARGC1A,
PPARA, HIF1, MtDNA markers, etc.) [1-3]. It should be
however emphasised that, besides ACTN3 [4], most
sports genetics studies have not yet been replicated in
independent samples.
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Adenosine monophosphate deaminase (AMPD) is a
very important regulator of muscle energy metabolism
during exercise [5-7]. AMPD displaces the equilib-
rium of the myokinase reaction toward ATP production
(2 ADP ↔ ATP + AMP) by converting AMP to inosine
monophosphate (IMP) [5-9]. Moreover, the AMPD reac-
tion is the initial reaction of the purine nucleotide cycle
and plays a central role in the salvage of adenine nucleo-
tides as well as the determination of energy charge [7,8].
Other important functions of the purine nucleotide cycle
are the deamination of amino acids and the regulation of
the glycolytic pathway by the formation of ammonia and
IMP [7-9].
It has been shown that physical activity lowers skeletal

muscle AMPD activity. Furthermore, AMPD expression
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in skeletal muscle is dependent on muscle fibre compos-
ition [5,7-9]. In a sprint training study, a decrease in
AMPD activity was reported concurrent with an increase
in the proportion of fast-twitch (type II) fibres. There-
fore, AMPD expression appears to be influenced by
the intensity of physical activity [10-12]. The muscle-
specific isoform of AMPD (adenosine monophosphate
deaminase-1 (AMPD1), also known as myoadenylate
deaminase) predominates in all skeletal muscle fibres.
The gene encoding this isoform (AMPD1) is located on
chromosome 1 (1p13). AMPD1 is mainly expressed in
fast-twitch (type II) muscle fibres. Differential AMPD1
gene expression may contribute to quantitative variations
in enzyme activity across muscle groups with different
types of fibres [8-10]. The nonsense mutation c.34C > T
(C to T transition in nucleotide 34, p.Gln12X, rs17602729)
in exon 2 of the AMPD1 gene converts glutamine codon
(CAA) into the premature stop codon (TAA), which re-
sults in the early interruption of protein synthesis and ap-
pears to be the main cause of AMPD deficiency [1-14].
According to the 1000 Genomes project, the polymorph-
ism of the AMPD1 was found at a frequency of 11% in
European Caucasians (11% in Finland, 14% in England
and Spain, and 8% in Italy), 1% in Africans, and 8% in
Americans surveyed but was not present in any Asian
populations (http://www.1000genomes.org/).
Studies have shown, part of the population who ex-

press the mutant AMPD1 T allele (2% of the Caucasian
population are homozygous [TT genotype] and approxi-
mately 20% are heterozygous [CT genotype]) are vulner-
able to muscular cramps, pain, and premature fatigue
during exercises [4,11,15,16]. Tarnopolsky et al. [17] sug-
gested that the mutation of the AMPD1 might be a
harmless genetic variant [17]. Individuals with AMPD1
deficiency (TT genotype) have extremely low skeletal
muscle AMPD activity, heterozygous (CT genotype) in-
dividuals have intermediate AMPD activity, and homo-
zygous individuals with normal AMPD1 alleles (CC
genotype) have high AMPD activity [9,10]. Moreover,
force-generating capacity during repetitive submaximal
isometric muscle contractions was shown to be reduced
in subjects with AMPD1 deficiency compared with sed-
entary controls [6]. Colombini et al. [18] have found that
in elite endurance athletes the frequency of the AMPD1
mutant T allele is lower than in controls from the general
population [18]. However since no differences in indica-
tors of endurance performance were found between ath-
letes with different genotypes, it was concluded that the
AMPD1 C34T variation does not significantly impair en-
durance performance [5,18]. Furthermore, two studies
reported low frequency of the T allele in a group of top-
level Spanish male endurance athletes [5] and Polish
rowers [13] compared with controls. Several studies have
shown that power-oriented athletes have a significantly
lower frequency of the AMPD1 T allele than controls
[7,14]. Varying findings reported by different groups of
researchers show that at this point there is no consensus
on the actual effect of AMPD1 polymorphisms on ath-
letic performance.
Therefore the purpose of the present study was two-

fold. First, we determined the frequency distribution of
the AMPD1 C34T alleles and genotypes in a group of
Elite Lithuanian athletes. This group was compared with
randomly selected healthy Lithuanian non-athletes. The
second aim of this study was to compare common an-
thropometric measurements and laboratory indexes of
muscle strength and endurance performance between the
groups of athletes depending on their AMPD1 genotype.

Results
The distribution of AMPD1 C34T polymorphism geno-
type and allele frequencies in 204 Lithuanian athletes
was compared to 260 healthy untrained individuals. Data
of genotype and allele distribution analysis is presented
in Table 1.
Results showed that the AMPD1 C34T genotype distri-

bution was in line with Hardy-Weinberg equilibrium
within all groups (P > 0.05). AMPD1 genotype frequen-
cies were significantly different between the total athlete
group (74.2% CC; 24.9% CT; 0% TT) and the control
group (72.2% CC; 25.5% CT; 2.4% TT; P = 0.025)
(Table 1). The frequency of homozygous TT genotypes
was 2.4% in the control group. The TT genotype was
completely absent in the athlete group. There was a sig-
nificantly lower frequency of the T allele in the sprint/
power-orientated athletes (4.3%) compared with the
mixed athletes (16.4%) and controls (16.0%). There were
significantly more sprint/power-orientated athletes with
the AMPD1 CC genotype (86.3%) compared with the en-
durance athletes (72.9%), mixed athletes (67.1%), and
controls (74.2%) (Table 1). Analysis of the distribution of
AMPD1 alleles between genders in the athlete and con-
trol groups revealed no significant differences.
Since the AMPD1 TT genotype was completely absent

in the athlete group, only CT and CC genotypes were
used for further analysis. The phenotypical variables of
the control group were not measured due to various
limitations. The differences between the mean values of
the phenotypical variables were analysed with respect to
gender and sports groups.
Irrespective of the AMPD1 genotype, the mean values

of anaerobic power parameters — anaerobic alactic mus-
cular power (AAMP), right and left hand grip strength
(LGS and RGS) — were significantly higher for males
compare to females (P < 0.01) (Table 2). Males carriers
of the AMPD1 CC genotype had significantly lower fat
mass than female athletes. Other important anthropo-
metric variables including height, weight, body mass index

http://www.1000genomes.org/


Table 1 Frequency distribution of the C34T AMPD1 alleles and genotypes

Individuals Group
size (n)

Allele frequencies (%) p-value compared
with control

AMPD1 C34T genotype frequencies (%) P-value
HWE

P-value compared
with controlC T CC CT TT

Endurance group 84 86.9 13.1 0.603 62 (72.9)* 22 (25.9)* 0* 0.167 0.359

Sprint and power
group

47 95.7♦ 4.3♦ 0.039 43 (86.3)*♣ 4 (11.8)*♣ 0*♣ 0.761 0.010

Mixed group 73 83.6♦ 16.4♦ 0.999 49 (67.1) 24 (32.9)♣ 0♣ 0.092 0.216

Total athletes 204 87.7 12.3 0.287 154 (74.2) 50 (24.9) 0 0.050 0.025

Control subjects 260 84.0 16.0 - 185 (72.2) 67 (25.5) 8 (2.4) 0.525 -

*χ2 = 5.62, d.f. = 2, P = 0.021 for AMPD1 genotype frequencies in endurance athletes versus sprint/power athletes.
♣χ2 = 9.09, d.f. = 2, P = 0.002 for AMPD1 genotype frequencies in sprint/power athletes versus mixed athletes.
♦χ2 = 6.32; df = 1; P = 0.004 for AMPD1 alleles frequencies in sprint/power athletes versus mixed athletes.
Significant mean differences (P < 0.05) are in bold.
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(BMI), muscle mass; anaerobic power variable —short-
term explosive muscle power (STEMP), and aerobic
parameter maximum oxygen uptake (VO2max) were
significantly higher in the male CC genotype athletes
(P < 0.02). The latter results confirm a physiological gen-
der difference between phenotypic values. Therefore, as
the next step, we compared male and female differences
between the AMPD1 CC and CT genotypes separately.
The only significant statistical difference was obtained for
STEMP in the subgroup of male athletes. Males carriers of
the AMPD1 CC genotype had higher STEMP compared
to the CT genotype male athletes (2010.4 ± 486.2W vs.
1790.2 ± 489.4W; P = 0.018).
ANOVA results revealed that irrespective of the

AMPD1 genotype, the sprint/power group athletes had
on average higher muscle mass, handgrip strength,
STEMP, and AAMP than the mixed group (P < 0.006)
(Table 3). Average muscle mass, handgrip strength, and
AAMP values were also significantly different between
the endurance athletes and the mixed group (P < 0.0001)
irrespective of the genotype. For the AMPD1 CC geno-
type athletes, average STEMP value of the sprint/power
group was significantly higher than the endurance group
(P < 0.0001), while for the CT genotype average STEMP
value of the endurance group was significantly higher
than the mixed group (P < 0.0001) (Table 3). Comparison
of the phenotypic characteristics of the sports groups,
specifically the AMPD1 CC and CT genotype athletes,
revealed that sprint/power athletes carrying the CC
genotype had significantly lower handgrip strength com-
pared with CT genotype athletes (P < 0.05), and mixed
athletes carrying the AMPD1 CC genotype had higher
handgrip strength and STEMP compared with the CT
genotype athletes (P < 0.03).
We estimated post hoc the statistical power of the Chi-

square and ANOVA tests employed in our study by
G*power software. We used medium effect size recom-
mended in G*power program and the significance level
alpha = 0.05.
Given medium effect size w = 0.3, the power calculation
of Chi-square tests for differences in allele frequencies be-
tween the athletes and the controls yielded: power = 1.00
for total sample size n = 464 (204 athletes + 260 controls).
The empirical power of the Chi-square tests for differ-
ences between the allele frequencies in different sport
groups was equal to 0.98 and respectively for genotype
differences - 0.95.
The empirical power of the ANOVA test for the mean

differences of Lithuanian athletes’ phenotypic indexes
between three different sport groups for the medium ef-
fect size f = 0.25 and the total number of athletes with
AMPD1 CC genotype (n = 154) calculated by G*power
was 0.79. The empirical power for AMPD1 CT genotype
group (n = 50) is low and equal to 0.32.
We used G*power to estimate the empirical effect size

of the ANOVA test for all phenotypic variables between
sports groups separately for AMPD1 CC and CT geno-
types. For AMPD1 CC and CT genotypes, average empir-
ical effect size was 0.37 and 0.71 respectively. Assuming
the empirical effect size as true one, with alpha = 0.05, we
obtain that the empirical power is higher than 0.84 and
sample size is sufficient to detect large effect size for almost
all phenotypic variables except VO2max (for CC and CT
genotypes), fat mass (CC genotype), height (CT genotype).
In order to achieve the power of 0.8 for the latter variables,
the sample size should be larger as 1000 which is beyond
the possibilities of Lithuanian athletes’ population.

Discussion
Elite athletic status is a polygenic trait with multiple can-
didate gene variants playing a certain role, either alone
or through complex, gene-gene and gene-environment
interactions. In the present study, we investigated the asso-
ciation between AMPD C34T polymorphism (rs17602729)
and athletic performance in elite Lithuanian athletes
group. We chose the AMPD1 C34T polymorphism
due to possible associations with the various aspects
of muscle function and capacity that were reported in



Table 2 Descriptive summary of phenotypic characteristics of athletes with respect to gender and athlete genotypes

Phenotype Gender AMPD1 CC genotype AMPD1 CT genotype p-value between
genotypen Mean SD p-value n Mean SD p-value

Height (cm) Total 154 178.3 9.5 50 176.2 9.3

Male 123 179.9 9.3 0.000 37 177.3 9.7 0.164 0.146

Female 31 172.2 7.3 13 173.1 7.7 0.736

Weight (kg) Total 154 73.2 13.4 50 69.4 13.6

Male 123 75.4 13.5 0.000 37 71.4 14.3 0.082 0.127

Female 31 64.5 8.6 13 63.8 9.8 0.810

BMI (kg/m2) Total 154 22.74 2.84 50 22.04 3.15

Male 123 23.06 3.00 0.000 37 22.36 3.45 0.115 0.231

Female 31 21.47 1.56 13 21.12 1.87 0.526

RGS (kg) Total 154 46.9 9.6 50 44.9 12.1

Male 123 49.5 8.4 0.000 37 48.0 11.4 0.002 0.469

Female 31 36.6 6.8 13 36.2 9.7 0.891

LGS (kg) Total 154 46.0 9.8 50 42.7 11.5

Male 123 48.4 8.7 0.000 37 45.3 11.1 0.005 0.079

Female 31 36.3 8.0 13 35.2 9.6 0.687

Fat mass (kg) Total 154 7.98 2.41 50 8.15 2.70

Male 123 7.65 2.02 0.010 37 7.28 2.01 0.000 0.330

Female 31 9.32 3.26 13 10.62 2.97 0.224

Muscle mass (kg) Total 154 39.1 8.9 50 36.6 8.8

Male 123 40.6 8.5 0.000 37 37.7 9.5 0.055 0.072

Female 31 33.0 7.6 13 33.4 5.3 0.870

STEMP (W) Total 154 1943.0 486.2 50 1771.8 447.0

Male 123 2010.4 489.9 0.001 37 1790.2 489.4 0.628 0.018

Female 31 1675.6 370.1 13 1719.3 305.4 0.710

AAMP (W) Total 154 1204.1 219.3 50 1164.1 218.3

Male 123 1253.7 205.5 0.000 37 1216.1 225.9 0.000 0.342

Female 31 1007.5 153.3 13 1016.0 97.1 0.854

VO2max (ml/kg/min) Total 154 61.6 6.0 50 59.8 6.2

Male 123 62.2 5.9 0.019 37 60.3 6.1 0.321 0.085

Female 31 59.4 6.2 13 58.3 6.4 0.603

BMI = body mass index. RGS and LGS = right and left hand grip strength. STEMP = short-term explosive muscle power. AARG = anaerobic alactic muscular power.
VO2max = maximum oxygen uptake.
Significant mean differences (p < 0.05) between gender groups are in bold.
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Introduction. It is a view shared among many researchers
that this gene variation has an impact on human physical
characteristics [1,5,7,12].
The main findings of the present study were: (i) a

significantly lower frequency of the AMPD1 T allele
among the investigated group of elite Lithuanian sprint/
power athletes compared to sedentary controls; and
(ii) the AMPD1 CC genotype is associated with anaer-
obic muscle performance (Vertical Jump). These results
are in accordance with previous studies showing that C
allele of the AMPD1 gene is associated with anaerobic
performance [5,7,8,12].
The C34T polymorphism in the AMPD1 gene encoding
for the skeletal muscle-specific isoform of AMP deaminase
(AMPD1) is a common variation among Caucasians that
can impair exercise capacity [3]. Approximately 2% of the
general Caucasian population who are homozygous for
AMPD1 rare T alleles (TT genotype) exhibit a skeletal
muscle AMPD1 deficiency [7,9].
Results of this study show that the frequency of TT

homozygotes in the control group was 2.4%, but none
were found among the athletes. We determined the fre-
quency of the T allele to be 16.0% in the control group
(in line with other European Caucasian populations) and



Table 3 Descriptive summary of phenotypic characteristics of athletes with respect to sport groups and athlete genotypes

Phenotype Group AMPD1 CC genotype AMPD1 CT genotype p-value between
genotypen Mean SD p-value n Mean SD p-value

Height (cm) Endurance (1) 62 181.4 9.0 p12 = 0.157 22 179.1 8.6 p12 = 1.000 0.308

Power (2) 43 177.8 10.0 p23 = 0.369 4 179.0 9.3 p23 = 0.678 0.826

MIX (3) 49 174.9 8.3 p31 = 0.001 24 173.0 9.3 p31 = 0.080 0.393

Weight (kg) Endurance (1) 62 75.3 13.2 p12 = 1.000 22 72.9 12.1 p12 = 0.027 0.446

Power (2) 43 77.7 14.3 p23 = 0.000 4 89.9 4.9 p23 = 0.000 0.100

MIX (3) 49 66.5 10.0 p31 = 0.001 24 62.9 11.4 p31 = 0.014 0.171

BMI. (kg/m2) Endurance (1) 62 22.66 2.34 p12 = 0.003 22 22.60 2.32 p12 = 0.000 0.925

Power (2) 43 24.40 3.37 p23 = 0.000 4 28.20 2.00 p23 = 0.000 0.032

MIX (3) 49 21.40 2.14 p31 = 0.037 24 20.50 2.50 p31 = 0.013 0.115

RGS (kg) Endurance (1) 62 47.0 9.9 p12 = 0.051 22 49.6 8.6 p12 = 0.023 0.272

Power (2) 43 51.3 8.9 p23 = 0.000 4 63.5 6.6 p23 = 0.000 0.011

MIX (3) 49 42.8 8.1 p31 = 0.049 24 37.5 10.0 p31 = 0.000 0.018

LGS (kg) Endurance (1) 62 46.8 9.5 p12 = 0.202 22 46.8 7.3 p12 = 0.010 0.990

Power (2) 43 50.2 9.0 p23 = 0.000 4 61.5 8.4 p23 = 0.000 0.020

MIX (3) 49 41.2 9.1 p31 = 0.006 24 35.8 9.9 p31 = 0.000 0.021

Fat mass (kg) Endurance (1) 62 8.12 2.28 p12 = 1.000 22 7.65 1.68 p12 = 0.035 0.370

Power (2) 43 7.94 2.51 p23 = 1.000 4 11.33 1.91 p23 = 0.071 0.012

MIX (3) 49 7.84 2.51 p31 = 1.000 24 8.08 3.24 p31 = 1.000 0.740

Muscle mass (kg) Endurance (1) 62 40.3 9.4 p12 = 0.246 22 39.7 7.4 p12 = 0.020 0.785

Power (2) 43 43.2 8.7 p23 = 0.000 4 50.2 3.3 p23 = 0.000 0.119

MIX (3) 49 34.1 5.6 p31 = 0.000 24 31.4 6.5 p31 = 0.000 0.077

STEMP (W) Endurance (1) 62 1786.6 444.0 p12 = 0.000 22 1918.2 399.2 p12 = 0.080 0.224

Power (2) 43 2405.9 347.8 p23 = 0.000 4 2380.5 310.2 p23 = 0.000 0.889

MIX (3) 49 1734.8 359.5 p31 = 1.000 24 1536.1 353.1 p31 = 0.003 0.029

AAMP (W) Endurance (1) 62 1224.1 248.3 p12 = 0.603 22 1258.9 191.8 p12 = 1.000 0.503

Power (2) 43 1277.8 186.5 p23 = 0.001 4 1339.0 339.2 p23 = 0.020 0.562

MIX (3) 49 1114.3 175.8 p31 = 0.022 24 1048.0 158.0 p31 = 0.001 0.122

VO2max (ml/kg/min) Endurance (1) 62 62.3 5.4 p12 = 1.000 22 61.3 4.0 p12 = 1.000 0.372

Power (2) 43 62.1 6.3 p23 = 0.567 4 58.4 2.9 p23 = 1.000 0.250

MIX (3) 49 60.4 6.5 p31 = 0.298 24 58.6 7.8 p31 = 0.409 0.293

BMI = body mass index. RGS and LGS = right and left hand grip strength. STEMP = short-term explosive muscle power. AARG = anaerobic alactic muscular power.
VO2max = maximum oxygen uptake.
For each phenotypic characteristic, we report p-values between 12, 23 and 31 groups respectively as indicated in the second column of the table. P-values
adjusted for multiple comparisons using the Bonferroni test.
Significant mean differences (p < 0.05) between sports groups and genotype are in bold.
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only 4.3% in sprint/power athletes (P = 0.039). There
were significantly more sprint/power athletes with the
AMPD1 CC genotype (86.3%) compared with the endur-
ance athletes (72.9%), mixed athletes (67.1%), and controls
(74.2%) (P < 0.025). These results support the association
of the C allele with sprint/power performance. Our data on
the predominance of the AMPD1 C allele and CC geno-
type in sprint/power athletes was in line with the results of
other studies on the association of AMPD1 C34T and an-
aerobic muscle performance [5,7,8].
Cieszczyk et al. [14] and Fedotovskaya et al. [7] dem-
onstrated that power-oriented athletes had a signifi-
cantly lower frequency of the AMPD1 T allele than the
controls [5,12].
The potential favourable effect of the AMPD1 wild-

type alleles (CC genotype carriers) on elite sprint power
athletic status was additionally supported by the finding
that the sprint/power elite athletes with AMPD1 CC
genotype achieved better results in nearly all sprint and
power measurements. However, it must be emphasized
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that no Lithuanian athlete had the TT genotype. Reasons
for this striking finding are unclear. We consider that
the results of our study are overall sound, as all of the
following criteria were met the primary validity criteria
for association study [19]: cases (athletes) clearly presented
the main study phenotype (i.e. being an elite athlete); gen-
etic assessment were accurate and unbiased; participants
within groups were ethnically-matched; and genotype dis-
tributions were in HWE in the control (general Lithuanian
population) and athletes' groups.
Our study has limitations. Our group of elite athletes

was somewhat small, especially after the stratification
according to the sports’ category. However considering
that there is a limited number of elite athletes in
Lithuania, we were unable to recruit additional individuals
for this study.
We investigated phenotypes that are related to phys-

ical performance to begin creating a chain of evidence
linking AMPD1 C34T to success in sports. Because the
AMPD1 TT genotype was absent in the group of ath-
letes, only CT (n = 50) and CC (n = 154) genotyped ath-
letes were used for the analysis. Aerobic capacity was
determined using maximum oxygen uptake (VO2max),
which is widely accepted as the single best measure of
cardiovascular fitness and maximal aerobic power. In-
stantaneous or explosive power in the lower extremities
was measured by a vertical jump test and stair-climbing
test (short-term power is the work performed over a
brief period of time using maximal effort). Maximal iso-
metric power of the forearm muscles was measured
using handgrip strength. These are very rapid move-
ments that are dependent on anaerobic energy use in
the muscles and primarily reliant on creatine phosphate.
Strength and anaerobic power tests are performance
tests most indicative of muscle properties and have been
proved to have a significant genetic component [20].
The AMPD1 skeletal enzyme is a very important regulator
of muscle energy metabolism during exercise. AMPD1 is
activated during short-term, high-intensity exercise, when
the rate of ATP use exceeds the cell’s potential to resyn-
thesize it [13]. Previous studies have shown that individ-
uals with the AMPD1 TT genotype exhibit low AMPD1
activity and a faster accumulation of blood lactate during
early recovery from a 30-s sprint exercise [8,9]. Fischer
et al. [9] revealed a faster power decrease in TT genotype
carriers during the 30-s Wingate cycling test [7]. In a
study done by Rico-Sanz et al. [6], individuals with the
AMPD1 TT genotype had diminished exercise capacity
and cardiorespiratory responses to exercise in a sedentary
state. Furthermore, the training response of ventilatory
phenotypes during maximal exercise was lower in AMPD1
TT genotype carriers [4].
Our results demonstrated that the sprint/power ath-

letes with AMPD1 wild-type alleles (CC genotype carriers)
achieved better results in nearly all sprint and power
measurements. AMPD1 CC genotyped athletes’ from the
sprint/power group had an average STEMP value (based
on the vertical jump test) significantly higher than endur-
ance group athletes with the same genotype (P < 0.05).
Interestingly, we found that athletes in the mixed group
(utilising mixed anaerobic and aerobic energy production)
carrying the AMPD1 CC genotype had higher handgrip
strength and STEMP than the CT genotype athletes in the
same group (P < 0.05).
Our results confirm physiological gender-dependant

differences between phenotypic values. AMPD1 wild-
type C allele homozygous males had higher STEMP than
the CT genotype male athletes (P < 0.05). Indeed, gender
is another factor affecting skeletal muscle AMPD1 activity.
Norman (1998) revealed that on average 14–18% higher
AMPD1 activities are found in the skeletal muscle of males
compared with females [6]. This is similar to what has been
observed for other enzymes such as lactate dehydrogenase
and phosphofructokinase and suggests a coupling between
AMPD1 activity and glycolytic capacity of human skeletal
muscles [6]. Our study has confirmed this observation. A
statistically significant difference was obtained for the an-
aerobic STEMP test in the subgroup of CC-genotyped
male athletes.
Based on this information, it would appear that the

AMPD1 C allele is favourable for sprint/power perform-
ance. This finding is consistent with previous studies that
have reported association between the AMPD1 C allele
and status of sprint/power athletes [5,7,8,12].
Our results demonstrated no association for the

AMPD1 C34T polymorphism and aerobic performance
phenotype (VO2max). Although the latter partly are not
significant due to limited sample size, there are other
studies those support the same findings. Rico-Sanz et al.
found no significant differences between AMPD1 CC
and CT genotype athletes in the VO2max values attained
by previously sedentary individuals [4].
The results of this study indicate that the effect of the

C34T variation of the AMPD1 gene is essential during
intense exercise. Our data indicates that the presence of
the AMPD1 C allele, in conjunction with other environ-
mental and genetic factors, predicts anaerobic capacity.

Conclusions
Our data suggest that the AMPD1 C allele may help
athletes to attain elite status in sprint/power-oriented
sports. Differences in the distribution of AMPD1 C34T
genotypes in the athletes examined and controls and a
lower frequency of allele T in sprint/power athletes sug-
gest that allele T is a factor unfavourable for athletics in
sprint/power-oriented sports categories. The results in-
dicate the relationship between the AMPD1 gene C34T
variation and muscular activity in an anaerobic mode in
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humans. Hence, the AMPD1 C allele can be regarded as
one of the markers associated with the performance of
sprint and power.
The results provide novel information about the

AMPD1 molecular mechanisms behind physical per-
formance. However, it should be noted that these find-
ings need to be replicated in larger cohorts to confirm
the associations. In addition, new physiological and
molecular mechanisms behind adaptations to exercise
training may be found by studying the genes affecting
physical performance. It is important to clarify that al-
though the AMPD1 gene and the polymorphisms within
this gene are important for physical capacity phenotypes,
they are not products of a single gene exclusively, be-
cause they also heavily depend on composition of muscle
fibre, training status, gender, and other environmental
and genetic factors.

Methods
The Lithuanian Bioethics Committee approved the study
and written informed consent was obtained from each
participant.

Participants
The study involved 204 athletes (aged 22.0 ± 6.3 years) and
260 controls (healthy unrelated individuals [aged 36.2 ± 7.2
years] from six ethno-linguistic Lithuanian groups). The
athletes and control groups were all Caucasians. The
204 elite athletes studied (160 male and 44 female) con-
sisted of Olympic candidates and athletes who had par-
ticipated in international competitions and had no less
than 7 years of experience in their sports categories.
The athletes were stratified into three groups according
to the duration and distance of the event, in sports dis-
ciplines that ranged from endurance-oriented to power-
oriented sports. The endurance group (n = 84) included
very long (race duration >30 min), long (race duration
5–30 min), and medium (race duration 45 s to 5 min)
distance athletes: skiers, road cyclists, biathletes, long-
distance runners, modern pentathletes, swimmers, and
rowers. The sprint/power group (n = 47) included sprinters
and other power athletes with predominantly anaerobic
energy production: sprinters, jumpers and throwers. The
mixed group (n = 73) comprised athletes whose sports uti-
lized mixed anaerobic and aerobic energy production:
wrestlers, tennis players, handball players, and footballers.

Anthropometric measurements
Body height was measured to the nearest 0.01 m with
the subject standing with their back to a wall-mounted
stadiometer. Weight was measured to the nearest 0.1 kg
with calibrated scales. Body mass index (BMI; in kg/m2)
was calculated. Highly trained athletes may have a
high BMI because of increased muscularity rather than
increased body fat. Total body fat mass (FM, in kg) was
determined by measuring the size of the thickest regions
of the forearm, humeral area, thigh, and calf and by using
a calliper to measure the thickness of the skin, thus deter-
mining the amount of subcutaneous fat [21].

Muscle strength measurements
Anaerobic power was determined with three different
tests using the technique recommended by Brown and
Weir [21]. Short-term explosive muscle power (STEMP,
vertical jump test, in W) was measured by asking the
subject to perform a maximal vertical jump (on a contact
platform), and the power output expressed per unit of
body weight was measured according to Bosco proce-
dures and modifications by Linthorne [22]. Anaerobic
alactic muscular power (AAMP, in W) was estimated by
a stair-climbing test proposed by Margaria [23-25]. Max-
imal isometric power of the forearm muscles (handgrip
test) was measured according to the procedures de-
scribed by Mathiowetz et al., with an adjustable mechanical
hand dynamometer and expressed in kilograms (kg). For
convenience, we denote left and right hand grip strength
as LGS and RGS respectively [21,26].

Measurements of endurance performance
Aerobic capacity was determined by using maximum
oxygen consumption (VO2max). VO2max refers to the
maximum amount of oxygen that an individual can util-
ise during maximal or exhaustive exercise. It is measured
as millilitres of oxygen used in 1 minute per kilogram of
body weight (ml/kg/min). The gas exchange was measured
using a facemask apparatus attached to a continuous,
breath-by-breath monitoring system (Oxycon Mobile,
Germany). The athletes were evaluated while pedalling on
a cycle ergometer (Ergoselect 100 P, Germany) or running
on a treadmill (Cosmos Mercury, Germany) according to
an incremental procedure until exhaustion. Oxygen uptake,
pulmonary ventilation, ventilatory equivalents for oxygen
and carbon dioxide, and end-tidal partial pressure of oxy-
gen and carbon dioxide were measured during each test.
All assessments were carried out by trained individuals

according to a standardised procedure. Each participant
was given two attempts (before and after the preparation
period for the most important competitions) and the
best attempts were used in the analyses.

Genotyping
Genomic DNA was extracted from peripheral blood leu-
kocytes by the standard phenol-chloroform extraction
method. Genotyping of the AMPD1 (rs17602729) poly-
morphism was performed using polymerase chain reac-
tion (PCR). The resulting PCR products were genotyped
by restriction fragment length polymorphism analysis.
The AMPD1 polymorphism was amplified using PCR
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forward, 5'-CTTCATACAGCTGAAGAGACA-3' and re-
verse, 5'-GAATCCAGAAAAGCCATGAGC-3' primers
as recommended by Norman et al. [8]. The amplified
fragment subsequently underwent digestion by NspI
endonuclease (Thermo Scientific Fermentas, Lithuania).
Digested PCR fragments (216 bp fragments for C allele
and 194 bp with 22 bp for T allele) were separated by
2% agarose gel electrophoresis, stained with ethidium
bromide, and viewed in UV light.

Data analysis
Deviation from the Hardy-Weinberg equilibrium was
statistically evaluated. Distribution differences between
allele and genotype frequencies were tested using chi-
square or Fisher’s exact tests. The average differences for
each genotype of Lithuanian athletes’ phenotypic indexes
were evaluated by using Student’s t-test or one-way dis-
persion analysis (ANOVA). The post-hoc Bonferroni test
was applied for multiple comparisons between groups.
All phenotypic values (quantitative variables) are pre-
sented as the mean ± standard deviation (SD). P-values
less than 0.05 were considered statistically significant.
The IBM SPSS (v.21) statistical software package was
used to obtain the results. We estimated post hoc power
of the Chi-square and ANOVA tests assuming medium
effect size by G*power software [27].

Abbreviations
AARG: Anaerobic alactic muscular power; ADP: Adenosine diphosphate;
AMP: Adenosine monophosphate; AMPD1: Adenosine monophosphate
deaminase 1 gene; ANOVA: One-way dispersion analysis; ATP: Adenosine
triphosphate; BMI: Body mass index; IMP: Inosine monophosphate; LGS: Left
hand grip strength; RGS: Right hand grip strength; SD: Standard deviation;
STEMP: Short-term explosive muscle power; VO2max: Maximum oxygen uptake.

Competing interests
The authors declare they have no competing interests.

Authors’ contributions
VG, AP performed the genotyping and drafted the manuscript. AJ assisted in
the statistical analysis of the data and drafted the manuscript. VG, LT and AU
were involved in the recruitment of the study subjects and participated in
study design and co-ordination. KM investigated anthropometric measurements
and phenotypes that are related to physical performance. All authors read and
approved the final manuscript.

Acknowledgements
We would like to thank professor Vaidutis Kučinskas from Department of Human
and Medical Genetics, Faculty of Medicine, Vilnius University for providing us
with valuable ideas and giving us access to the control samples. We thank
Mr. Alan Lee Hendrixson for editing our English language and Mr. T. Kačergis
for the technical help. We would also like to thank the athletes for agreeing to
participate in our study without whom this research would not be possible.

Author details
1Department of Human and Medical Genetics, Faculty of Medicine, Vilnius
University, Santariškių str. 2, LT-08661 Vilnius, Lithuania. 2Lithuanian
Educological University, Studentų str. 39, LT-08106 Vilnius, Lithuania.

Received: 5 February 2014 Accepted: 13 May 2014
Published: 17 May 2014
References
1. Ahmetov II, Fedotovskaya ON: Sports genomics: Current state of

knowledge and future directions. Cell Mol Exerc Physiol 2012, 1(1):e1.
2. Lippi G, Longo UG, Maffulli N: Genetics and sports. Br Med Bull 2009,

7:1–21.
3. Pitsiladis Y, Wang G, Wolfarth B, Scott R, Fuku N, Mikami E, He Z, Fiuza-Luces C,

Eynon N, Lucia A: Genomics of elite sporting performance: what little we
know and necessary advances. Br J Sports Med 2013, 47:550–555.

4. Eynon N, Hanson ED, Lucia A, Houweling PJ, Garton F, North KN, Bishop DJ:
Genes for Elite Power and Sprint Performance: ACTN3 Leads the Way.
Sport Med 2013, 43(9):803–817.

5. Rubio JC, Martin MA, Rabadan M, Gomez-Gallego F, San Juan AF, Alonso JM,
Chicharro JL, Perez M, Arenas J, Lucia A: Frequency of the C34T mutation of
the AMPD1 gene in world-class endurance athletes: does this mutation
impair performance? J Appl Physiol 2005, 98:2108–2112.

6. Rico-Sanz J, Rankinen T, Joanisse DR, Leon AS, Skinner JS, Wimore JH, Rao DC,
Bouchard C: Associations between cardiorespiratory responses to exercise
and the C34T AMPD1 gene polymorphism in the HERITAGE Family Study.
Physiol Genomics 2003, 14:161–166.

7. Fedotovskaya ON, Danilova AA, Ahmetov II: Effect of AMPD1 Gene
Polymorphism on Muscle Activity in Humans. Bull Exp Biol Med 2013,
154(10):485–487.

8. Norman B, Mahnke-Zizelman DK, Vallis A, Sabina RL: Genetic and
other determinants of AMP deaminase activity in healthy adult
skeletal muscle. J Appl Physiol 1998, 85:1273–1278.

9. Fischer H, Esbjörnsson M, Sabina RL, Strömberg A, Peyrard-Janvid M,
Norman B: AMP deaminase deficiency is associated with lower
sprint cycling performance in healthy subjects. J Appl Physiol 2007,
103:315–322.

10. Norman B, Sabina RL, Jansson E: Regulation of skeletal muscle ATP
catabolism by AMPD1 genotype during sprint exercise in asymptomatic
subjects. J Appl Physiol 2001, 91:258–264.

11. Norman B, Nygren AT, Nowak J, Sabina RL: The effect of AMPD1 genotype
on blood flow response to sprint exercise. Eur J Appl Physiol 2008,
103(2):173–180.

12. Thomaes T, Thomis M, Onkelinx S, Fagard R, Matthijs G, Buys R, Schepers D,
Cornelissen V, Vanhees L: A genetic predisposition score for muscular
endophenotypes predicts the increase in aerobic power after training:
the CAREGENE study. BMC Genet 2011, 12:84.

13. Cieszczyk P, Eider J, Ostanek M, Leońska-Duniec A, Ficek K, Kotarska K,
Girdauskas G: Is the C34T polymorphism of the AMPD1 gene associated
with athlete performance in rowing? Int J Sports Med 2011, 32:987–991.

14. Cieszczyk P, Ostanek M, Leońska-Duniec A, Sawczuk M, Maciejewska A,
Eider J, Ficek K, Sygit K, Kotarska K: Distribution of the AMPD1 C34T
polymorphism in Polish power-oriented athletes. J Sports Sci 2012,
30:31–35.

15. Dias RG, Pereira A, Negrćo CE, Krieger JE: Genetic polymorphisms
determining of the physical performance in elite athletes. Rev Bras Med
Esporte 2007, 13(3):186–192.

16. Kar NC, Pearson CM: Muscle adenylate deaminase deficiency. Report of six
new cases Arch Neurol 1981, 38:279–281.

17. Tarnopolsky MA, Parise G, Gibala MJ, Graham T, Rush JW: Myoadenylate
deaminase deficiency does not affect muscle anaplerosis during
exhaustive exercise in humans. J Physiol 2001, 533:881–889.

18. Colombini A, Lombardi G, Banfi G, Arpesella M, Pelissero G: Athleticogenomics
and elite athletes: a review of the state of the art and a possible relationship
with inflammatory response. IJPH 2011, 8(3):275–285.

19. Attia J, Ioannidis JP, Thakkinstian A, McEvoy M, Scott RJ, Minelli C, Thompson J,
Infante-Rivard C, Guyatt G: How to use an article about genetic association: B:
Are the results of the study valid? JAMA 2009, 301:191–197.

20. Beunen G, Thomis M: Gene driven power athletes? Genetic variation in
muscular strength and power. Br J Sports Med 2006, 40:822–823.

21. Brown LE, Weir J: ASEP procedures recommendation I: Accurate
assessment of muscular strength and power. J Exerc Physiol Online
2001, 4:1–21.

22. Linthorne NP: Analysis of standing vertical jumps using a force platform.
Am J Phys 2001, 69(11):1198–1204.

23. Husky T, Mayhew JL, Ball TE, Arnold MD: Factors affecting anaerobic
power output in the Margaria-Kalamen test. Ergonomics 1989, 32:959–965.

24. Margaria R, Aghemo P, Rovelli E: Measurement of muscular power
(anaerobic) in man. J Appl Physiol 1966, 21:1662–1664.



Ginevičienė et al. BMC Genetics 2014, 15:58 Page 9 of 9
http://www.biomedcentral.com/1471-2156/15/58
25. Nedeljkovic A, Mirkov DM, Pazin N, Jaric S: Evaluation of Margaria staircase
test: the effect of body size. Eur J Appl Physiol 2007, 100:115–120.

26. Mathiowetz V, Kashman N, Volland G, Weber K, Dowe M, Rogers S: Grip and
pinch strength: normative data for adults. Arch Phys Med Rehabil 1985,
66:69–74.

27. Faul F, Erdfelder E, Lang AG, Buchner A: G*Power 3: A flexible statistical
power analysis program for the social, behavioral, and biomedical
sciences. Behav Res Methods 2007, 39:175–191.

doi:10.1186/1471-2156-15-58
Cite this article as: Ginevičienė et al.: AMPD1 rs17602729 is associated
with physical performance of sprint and power in elite Lithuanian
athletes. BMC Genetics 2014 15:58.
Submit your next manuscript to BioMed Central
and take full advantage of: 

• Convenient online submission

• Thorough peer review

• No space constraints or color figure charges

• Immediate publication on acceptance

• Inclusion in PubMed, CAS, Scopus and Google Scholar

• Research which is freely available for redistribution

Submit your manuscript at 
www.biomedcentral.com/submit


	Abstract
	Background
	Results
	Conclusions

	Background
	Results
	Discussion
	Conclusions
	Methods
	Participants
	Anthropometric measurements
	Muscle strength measurements
	Measurements of endurance performance
	Genotyping
	Data analysis
	Abbreviations

	Competing interests
	Authors’ contributions
	Acknowledgements
	Author details
	References


<<
  /ASCII85EncodePages false
  /AllowTransparency false
  /AutoPositionEPSFiles true
  /AutoRotatePages /PageByPage
  /Binding /Left
  /CalGrayProfile (Dot Gain 20%)
  /CalRGBProfile (sRGB IEC61966-2.1)
  /CalCMYKProfile (U.S. Web Coated \050SWOP\051 v2)
  /sRGBProfile (sRGB IEC61966-2.1)
  /CannotEmbedFontPolicy /Error
  /CompatibilityLevel 1.4
  /CompressObjects /Tags
  /CompressPages true
  /ConvertImagesToIndexed true
  /PassThroughJPEGImages true
  /CreateJobTicket false
  /DefaultRenderingIntent /Default
  /DetectBlends true
  /DetectCurves 0.1000
  /ColorConversionStrategy /LeaveColorUnchanged
  /DoThumbnails true
  /EmbedAllFonts true
  /EmbedOpenType false
  /ParseICCProfilesInComments true
  /EmbedJobOptions true
  /DSCReportingLevel 0
  /EmitDSCWarnings false
  /EndPage -1
  /ImageMemory 1048576
  /LockDistillerParams true
  /MaxSubsetPct 100
  /Optimize true
  /OPM 1
  /ParseDSCComments true
  /ParseDSCCommentsForDocInfo true
  /PreserveCopyPage true
  /PreserveDICMYKValues true
  /PreserveEPSInfo true
  /PreserveFlatness true
  /PreserveHalftoneInfo false
  /PreserveOPIComments false
  /PreserveOverprintSettings true
  /StartPage 1
  /SubsetFonts true
  /TransferFunctionInfo /Apply
  /UCRandBGInfo /Preserve
  /UsePrologue false
  /ColorSettingsFile ()
  /AlwaysEmbed [ true
  ]
  /NeverEmbed [ true
  ]
  /AntiAliasColorImages false
  /CropColorImages true
  /ColorImageMinResolution 300
  /ColorImageMinResolutionPolicy /OK
  /DownsampleColorImages true
  /ColorImageDownsampleType /Bicubic
  /ColorImageResolution 300
  /ColorImageDepth -1
  /ColorImageMinDownsampleDepth 1
  /ColorImageDownsampleThreshold 1.50000
  /EncodeColorImages true
  /ColorImageFilter /DCTEncode
  /AutoFilterColorImages true
  /ColorImageAutoFilterStrategy /JPEG
  /ColorACSImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /ColorImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000ColorACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000ColorImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasGrayImages false
  /CropGrayImages true
  /GrayImageMinResolution 300
  /GrayImageMinResolutionPolicy /OK
  /DownsampleGrayImages true
  /GrayImageDownsampleType /Bicubic
  /GrayImageResolution 300
  /GrayImageDepth -1
  /GrayImageMinDownsampleDepth 2
  /GrayImageDownsampleThreshold 1.50000
  /EncodeGrayImages true
  /GrayImageFilter /DCTEncode
  /AutoFilterGrayImages true
  /GrayImageAutoFilterStrategy /JPEG
  /GrayACSImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /GrayImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000GrayACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000GrayImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasMonoImages false
  /CropMonoImages true
  /MonoImageMinResolution 1200
  /MonoImageMinResolutionPolicy /OK
  /DownsampleMonoImages true
  /MonoImageDownsampleType /Bicubic
  /MonoImageResolution 1200
  /MonoImageDepth -1
  /MonoImageDownsampleThreshold 1.50000
  /EncodeMonoImages true
  /MonoImageFilter /CCITTFaxEncode
  /MonoImageDict <<
    /K -1
  >>
  /AllowPSXObjects false
  /CheckCompliance [
    /None
  ]
  /PDFX1aCheck false
  /PDFX3Check false
  /PDFXCompliantPDFOnly false
  /PDFXNoTrimBoxError true
  /PDFXTrimBoxToMediaBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXSetBleedBoxToMediaBox true
  /PDFXBleedBoxToTrimBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXOutputIntentProfile (None)
  /PDFXOutputConditionIdentifier ()
  /PDFXOutputCondition ()
  /PDFXRegistryName ()
  /PDFXTrapped /False

  /CreateJDFFile false
  /Description <<

    /BGR <>
    /CHS <FEFF4f7f75288fd94e9b8bbe5b9a521b5efa7684002000500044004600206587686353ef901a8fc7684c976262535370673a548c002000700072006f006f00660065007200208fdb884c9ad88d2891cf62535370300260a853ef4ee54f7f75280020004100630072006f0062006100740020548c002000410064006f00620065002000520065006100640065007200200035002e003000204ee553ca66f49ad87248672c676562535f00521b5efa768400200050004400460020658768633002>
    /CHT <FEFF4f7f752890194e9b8a2d7f6e5efa7acb7684002000410064006f006200650020005000440046002065874ef653ef5728684c9762537088686a5f548c002000700072006f006f00660065007200204e0a73725f979ad854c18cea7684521753706548679c300260a853ef4ee54f7f75280020004100630072006f0062006100740020548c002000410064006f00620065002000520065006100640065007200200035002e003000204ee553ca66f49ad87248672c4f86958b555f5df25efa7acb76840020005000440046002065874ef63002>
    /CZE <>
    /DAN <>
    /DEU <>
    /ESP <>
    /ETI <>
    /FRA <>
    /GRE <>

    /HRV <>
    /HUN <>
    /ITA <>
    /JPN <>
    /KOR <FEFFc7740020c124c815c7440020c0acc6a9d558c5ec0020b370c2a4d06cd0d10020d504b9b0d1300020bc0f0020ad50c815ae30c5d0c11c0020ace0d488c9c8b85c0020c778c1c4d560002000410064006f0062006500200050004400460020bb38c11cb97c0020c791c131d569b2c8b2e4002e0020c774b807ac8c0020c791c131b41c00200050004400460020bb38c11cb2940020004100630072006f0062006100740020bc0f002000410064006f00620065002000520065006100640065007200200035002e00300020c774c0c1c5d0c11c0020c5f40020c2180020c788c2b5b2c8b2e4002e>
    /LTH <>
    /LVI <>
    /NLD (Gebruik deze instellingen om Adobe PDF-documenten te maken voor kwaliteitsafdrukken op desktopprinters en proofers. De gemaakte PDF-documenten kunnen worden geopend met Acrobat en Adobe Reader 5.0 en hoger.)
    /NOR <>
    /POL <>
    /PTB <>
    /RUM <>
    /RUS <>
    /SKY <>
    /SLV <>
    /SUO <>
    /SVE <>
    /TUR <>
    /UKR <>
    /ENU (Use these settings to create Adobe PDF documents for quality printing on desktop printers and proofers.  Created PDF documents can be opened with Acrobat and Adobe Reader 5.0 and later.)
  >>
  /Namespace [
    (Adobe)
    (Common)
    (1.0)
  ]
  /OtherNamespaces [
    <<
      /AsReaderSpreads false
      /CropImagesToFrames true
      /ErrorControl /WarnAndContinue
      /FlattenerIgnoreSpreadOverrides false
      /IncludeGuidesGrids false
      /IncludeNonPrinting false
      /IncludeSlug false
      /Namespace [
        (Adobe)
        (InDesign)
        (4.0)
      ]
      /OmitPlacedBitmaps false
      /OmitPlacedEPS false
      /OmitPlacedPDF false
      /SimulateOverprint /Legacy
    >>
    <<
      /AddBleedMarks false
      /AddColorBars false
      /AddCropMarks false
      /AddPageInfo false
      /AddRegMarks false
      /ConvertColors /NoConversion
      /DestinationProfileName ()
      /DestinationProfileSelector /NA
      /Downsample16BitImages true
      /FlattenerPreset <<
        /PresetSelector /MediumResolution
      >>
      /FormElements false
      /GenerateStructure true
      /IncludeBookmarks false
      /IncludeHyperlinks false
      /IncludeInteractive false
      /IncludeLayers false
      /IncludeProfiles true
      /MultimediaHandling /UseObjectSettings
      /Namespace [
        (Adobe)
        (CreativeSuite)
        (2.0)
      ]
      /PDFXOutputIntentProfileSelector /NA
      /PreserveEditing true
      /UntaggedCMYKHandling /LeaveUntagged
      /UntaggedRGBHandling /LeaveUntagged
      /UseDocumentBleed false
    >>
  ]
>> setdistillerparams
<<
  /HWResolution [2400 2400]
  /PageSize [595.440 793.440]
>> setpagedevice


