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Abstract
Background
An association between fluid intake and changes in volumes of the upper and lower limb has been described in 100-km ultra-marathoners. The purpose of the present study was (i) to investigate the association between fluid intake and a potential development of peripheral oedemas leading to an increase of the feet volume in 100-km ultra-marathoners and (ii) to evaluate a possible association between the changes in plasma sodium concentration ([Na+]) and changes in feet volume.

Methods
In seventy-six 100-km ultra-marathoners, body mass, plasma [Na+], haematocrit and urine specific gravity were determined pre- and post-race. Fluid intake and the changes of volume of the feet were measured where the changes of volume of the feet were estimated using plethysmography.

Results
Body mass decreased by 1.8 kg (2.4%) (p < 0.0001); plasma [Na+] increased by 1.2% (p < 0.0001). Haematocrit decreased (p = 0.0005). The volume of the feet remained unchanged (p > 0.05). Plasma volume and urine specific gravity increased (p < 0.0001). Fluid intake was positively related to the change in the volume of the feet (r = 0.54, p < 0.0001) and negatively to post-race plasma [Na+] (r = -0.28, p = 0.0142). Running speed was negatively related to both fluid intake (r = -0.33, p = 0.0036) and the change in feet volume (r = -0.23, p = 0.0236). The change in the volume of the feet was negatively related to the change in plasma [Na+] (r = -0.26, p = 0.0227). The change in body mass was negatively related to both post-race plasma [Na+] (r = -0.28, p = 0.0129) and running speed (r = -0.34, p = 0.0028).

Conclusions
An increase in feet volume after a 100-km ultra-marathon was due to an increased fluid intake.
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Background
Participation in ultra-marathon running is of increasing popularity [1–5] where an ultra-marathon is a running race longer than the marathon distance of 42.195 km [5]. Within the ultra-marathons, there is a difference between single stage races [1, 2, 6, 7] and multi-stage races [3, 5], where the distance is split into daily stages. Running an ultra-marathon is associated with different problems such as a change in body mass [1, 8–10], dehydration [10], a loss of skeletal muscle mass [3, 7], an increase in total body water [3, 4, 6, 11], overuse injuries of the lower limbs with especially knee injuries [5] and an impaired renal function due to exertional rhabdomyolysis [7], leading in extreme cases to a renal failure [12].
Among these ultra-running associated problems, an increase in total body water has been reported [3, 4, 6, 11] and the development of peripheral oedemas has been described in this context in endurance athletes [4, 13, 14]. In single stage ultra-distance races, Stuempfle et al. [15] reported a fluid overload caused by excessive fluid consumption during cold weather in a 161-km race in Alaska leading to both an increase in plasma volume and a decrease in serum sodium concentration ([Na+]). A decreased serum [Na+] as well as an increase in total body water has also been reported for male 100-km ultra-marathoners [6] and it was presumed that the increase in total body water led to the development of oedemas [6]. In contrast to male 100-km ultra-marathoners, total body water and serum [Na+] remained unchanged in female 100-km ultra-marathoners while drinking ad libitum [1]. Apart from ultra-running, also after a Triple Iron triathlon, both total body water and plasma volume increased and clinically visible oedemas of the feet persisted until four days after the finish of the race [4].
An increase in total body water has also been reported for ten male multi-stage ultra-marathoners competing over 1,200 km with 17 consecutive stages [3]. Presumably, both the damage of skeletal muscle leading to rhabdomyolysis and an impaired renal function was the main factor for this accumulation of body water, since these ultra-runners suffered a decrease of skeletal muscle mass [3]. Exertional rhabdomyolysis due to exercise-induced myoglobinuria has been described before [7, 12]. In another multi-stage ultra-endurance exercise of five consecutive days of hill walking, an increase in leg volume in five male subjects due to fluid and sodium retention has been described [13]. These authors reported an increase in aldosterone activity leading to an increase in serum [Na+], fluid retention and an increased shift of fluid from the intracellular to the extracellular fluid compartment. Similar findings on fluid homeostasis have been reported for five subjects during seven consecutive days of hill-walking, where facial and ankle oedemas also due to a retention in plasma [Na+] and a shift of water from the intracellular to the extracellular space with an expansion of the extracellular volume have been observed [14]. Therefore, a mechanism leading to an increase in total body water and a subsequent development of peripheral oedemas could be an increase of plasma volume due to [Na+] retention [11, 13, 14] as a consequence of an increased activity in plasma aldosterone [13, 16] in response to an endurance exercise [16].
However, another potential mechanism leading to an increase in total body water might be fluid overload. In case of excessive fluid intake with fluid overload [17–19], we would expect an increase in total body mass [17, 19, 20] with a decrease in plasma [Na+] [17–21], an increase in plasma volume and a decrease in haematocrit due to haemodilution [15]. An inverse relationship between the percentage body mass loss during an endurance race and post-race serum [Na+] has been reported in several studies [17, 20, 22–26], where athletes losing the least amount of body mass or even gaining body mass during a race showed the lowest post-race serum [Na+], indicating that exercise-associated hyponatremia (EAH) is associated with minimal body mass loss or body mass gain [20, 23]. This is consistent with the observation that fluid overload due to excessive fluid consumption is the main risk factor for EAH [19–21], which is defined as serum [Na+] < 135 mmol/l during exercise or up to 24 h after exercise [27]. Since ultra-marathoners are competing at a low intensity and have many aid stations during the race [1, 9], they are at a higher risk for overdrinking [9, 26] and subsequently developing EAH [19–21]. Besides fluid overload and plasma [Na+] retention due to an increased aldosterone activity, additional mechanisms could lead to a retention in total body water in ultra-endurance athletes such as protein catabolism and subsequent development of hyperproteinemic oedemas [28], an increased plasma volume due to an increased protein synthesis [29, 30], an increased plasma volume due to an increased activity in vasopressin [31] or impaired renal function due to skeletal muscle damage [3, 7, 12].
Since there are several different mechanism described in the literature, which may lead to a retention of total body water and may lead to a potential development of peripheral oedemas, a recent field study investigated a potential association between both fluid and electrolyte intake and the formation of peripheral oedemas in 50 male 100-km ultra-marathoners [32]. The main finding was that total fluid intake was positively related to the changes in the volumes of both the upper and the lower limb, where athletes with an increased fluid intake developed an increase in the limb volumes. The authors found no association between fluid regulating hormones (i.e. copeptin and aldosterone) and renal parameters with the changes in limb volumes and concluded that fluid overload was the most likely mechanism leading to an increase in limb volumes. However, in that study, the volume of both the lower leg and the arm using plethysmography showed no changes whereas the thickness of adipose subcutaneous tissue at the hands and feet increased using the LIPOMETER®. The authors presumed that these disparate findings were due to a redistribution of the limb volume limited to hands and feet and not involving the whole limb [32].
Basing upon these recent findings, we might assume that an increased fluid intake may lead to an increase in feet volume. To our knowledge, there have been no studies to date investigating a potential association between changes in the feet volume and fluid intake in a 100-km ultra-marathon. The aims of the present study were, therefore, to investigate in 100-km ultra-marathoners (i) whether peripheral oedemas leading to an increase of the feet volumes would occur and (ii) in case of measurable increases, whether fluid overload would be associated with these increases. We hypothesized (i) that an ultra-marathon would lead to peripheral oedemas with an increase in the feet volume and (ii) that fluid overload would be associated with this increase. In case of fluid overload leading to an increase in feet volume, we hypothesized (iii) that there would be an association between the changes in plasma [Na+] and feet volume and that an increased fluid intake would lead to both an increase in feet volume and a decrease in plasma [Na+], thus leading to an increased prevalence of EAH. To test this hypothesis, we investigated a potential association between changes in feet volume using plethysmography with fluid intake in male 100-km ultra-marathoners.

Methods
Subjects
The organiser of the '100 km Lauf Biel' http://​www.​100km.​ch in Biel, Switzerland, contacted all participants of the 2011 race three months before the start via a separate newsletter and informed them about the planned investigation. A total of 80 recreational male ultra-runners volunteered to participate in the study, 76 participants finished the race successfully within the time limit of 21 hours. The characteristics of anthropometry and training of the participants are presented in Table 1. The study was approved by the Institutional Review Board for the Use of Human Subjects of the Canton of St. Gallen, Switzerland, and all athletes gave their informed written consent.Table 1Characteristics of the subjects (n = 76).


	
                              Characteristics
                            
	
                              n
                            
	
                              Result
                            

	Age (years)
	76
	47.1 (8.6)

	Body height (m)
	76
	1.80 (0.06)

	Body mass (kg)
	76
	76.1 (9.8)

	Body mass index (kg/m2)
	76
	23.4 (2.2)

	Experience as ultra-runner (years)
	76
	12.3 (8.2)

	Running training volume (h/week)
	76
	7.8 (8.9)

	Running training volume (km/week)
	76
	66.2 (26.6)

	Running training speed (km/h)
	76
	10.6 (1.7)

	Marathons finished (number)
	74
	45 (98)

	100-km ultra-marathons finished (number)
	52
	6 (6)

	Personal best marathon time (min)
	74
	211 (33)

	Personal best 100-km ultra-marathon time (min)
	52
	589 (297)


Results are presented as mean and SD




The race
The '100 km Lauf Biel' took place on June 17, 2011. The athletes started the 100-km road course ultra-marathon at 10:00 p.m. During these 100 km with a total change in altitude of ~645 metres, the organiser provided a total of 17 aid stations offering an abundant variety of food and beverages such as hypotonic sports drinks, tea, soup, caffeinated drinks, water, bananas, oranges, energy bars and bread. The athletes were allowed to be supported by a cyclist in order to have additional food and clothing, if necessary. The temperature at the start was 21°C, dropping to 12°C during the night and rising to 13°C the morning of the next day. At the start, there was no rain. During the night, there were some showers.

Measurements and calculations
On June 17, 2011, between 05:00 p.m. and 10.00 p.m., the pre-race measurements were performed. Body mass was measured using a commercial scale (Beurer BF 15, Beurer GmbH, Ulm, Germany) to the nearest 0.1 kg after voiding of the urinary bladder. Capillary blood samples were drawn from the fingertip. Plasma sodium [Na+] and haematocrit were analysed using the i-STAT® 1 System (Abbott Laboratories, Abbott Park, IL, USA). Standardisation of posture prior to blood collection was respected since postural changes can influence blood volume and therefore haematocrit [33]. The percentage change in plasma volume was calculated from pre- and post-race values of haematocrit following the equation of van Beaumont [34]. Urine specific gravity was analysed using Clinitek Atlas® Automated Urine Chemistry Analyzer (Siemens Healthcare Diagnostics, Deerfield, IL, USA).
The volume and the changes of volume of the right foot were measured using the principle of plethysmography. We used a Plexiglas® vessel with the internal dimensions of 386 mm length and 234 mm width. These dimensions were chosen so that any foot size of a male runner would fit in the vessel. Outside the vessel, a scale in mm was fixed on the front window measuring changes in the level of water from the bottom to the top. The vessel was filled to the level of 100 mm with plain water. At 100 mm, the complete food was immersed in the water and the upper limit of the water was at the middle of malleolus medialis. After immersion of the foot, the new water level was recorded to the nearest 1 mm. With the dimension of length (386 mm), width (234 mm) and height (displaced water level in mm), the volume of the foot was estimated. The corresponding calculated volume in mL using the length, width and height in mm of the displaced water was defined as the volume of the right foot. The reproducibility of the applied method of water displacement using the changes in height in mm was evaluated in a separate series of 20 consecutive measurements in one individual. The coefficient of variance (CV) was 1.9%; the mean height of displaced water was 12.0 mm, the 95% confidence interval was 11.8-12.1 mm, and the standard error was 0.05. The CV of the pre-race measurements (n = 76) was 20.2%, the CV of the post-race measurements was 20.5%.
Immediately after arrival at the finish line, the identical measurements were repeated. Between the pre-race and post-race measurements, the athletes recorded their intake of food and drinks using a prepared paper and pencil. At each of the 17 aid station they noted both the kind and the amount of ingested food and fluids. At these aid stations, liquids and food were prepared in a standardized manner, i.e. beverages and food were provided in standardized size portions. The drinking cups were filled to 0.2 L; the energy bars and the fruits were halved. The athletes also recorded additional food and fluid intake provided by their support crew, as well as their intake of salt tablets and other supplements. The compositions of fluids and solid food were estimated using a food table [35].

Statistical analysis
Data are presented as mean and standard deviation (SD). Pre- and post-race results were compared using paired t-test. Pearson correlation analysis was used to check for associations between the measured and calculated parameters. Statistical significance was accepted with p < 0.05 (two-sided hypothesis).


Results
Seventy-six of the 80 subjects completed the 100-km ultra-marathon within 731 (130) min, running at an average speed of 8.4 (1.4) km/h. Their training and previous experience is presented in Table 1. Four subjects failed to finish the 100-km race due to overuse injuries of the lower limbs and were withdrawn from the study. Table 2 shows the pre- and post-race measurements and their changes. Body mass decreased significantly by 1.8 (1.4) kg from 76.1 (9.8) kg pre-race to 74.3 (9.9) kg post-race (p < 0.0001), representing a 2.4% decrease in body mass. The volume of the foot remained unchanged (p > 0.05). In detail: in 20 runners, the foot volume increased, in 18 runners the volume showed no change and in 38 runners foot the volume decreased (Figure 1).Table 2Results of the physical, haematological and urinary parameters before and after the race.


	 	Pre-race*
	Post-race*
	Absolute change*
	Percent change*
	p-value**

	Body mass (kg)
	76.1 (9.8)
	74.3 (9.9)
	-1.8 (1.4)
	-2.4 (1.8)
	< 0.0001

	Volume of the right foot (mL)
	1,118 (225)
	1,073 (227)
	-45 (201)
	-2.7 (18.2)
	> 0.05

	Haematocrit (%)
	44.8 (3.3)
	43.6 (2.9)
	-1.2 (2.7)
	-2.3 (5.8)
	0.0005

	Plasma [Na+] (mmol/l)
	137.0 (2.7)
	138.6 (2.6)
	+1.6 (3.1)
	+1.2 (2.3)
	< 0.0001

	Urine specific gravity (g/ml)
	1.015 (0.008)
	1.024 (0.008)
	+0.009 (0.008)
	+0.87 (0.79)
	< 0.0001


* n = 76, mean and (SD), ** by paired t-test
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Figure 1Range of changes in foot volume.




Haematocrit decreased (p = 0.0005), plasma volume increased by 5.3% (11.9) and urine specific gravity increased (p < 0.0001). Plasma [Na+] increased significantly (p < 0.0001) by 1.2% from 137.0 (2.7) mmol/l to 138.6 (2.67) mmol/l, with a mean difference of 1.6 (3.1) mmol/l. Pre-race, 10 subjects showed plasma [Na+] < 135 mmol/L with values between 131 mmol/L and 134 mmol/L. Post-race, four subjects (5.3%) developed asymptomatic EAH with post-race plasma [Na+] between 132 mmol/L and 134 mmol/L. The lowest post-race plasma [Na+] was 132 mmol/L in these subjects. Pre-race plasma [Na+] in these four subjects was 139 mmol/L. Table 3 summarizes their pre- and post-race values, fluid intake and foot volume changes. Two subjects had both pre-and post-race plasma [Na+] < 135 mmol/L, with a pre-race plasma [Na+] of 133 mmol/l in one subject, and 131 mmol/L in the other subject, respectively. The change in body mass was significantly and negatively related to the change in plasma [Na+] (Figure 2) and running speed (Figure 3), respectively.Table 3Data for each individual who was hyponatremic post-race


	Subject
	Pre-race plasma [Na+]
(mmol/L)
	Post-race plasma [Na+]
(mmol/L)
	Change in plasma [Na+]
(mmol/L)
	Fluid intake
(L)
	Change in
foot volume
(%)

	1
	139
	132
	- 7
	3.0
	- 30

	2
	139
	132
	- 7
	20.0
	+ 12.5

	3
	139
	134
	- 5
	4.8
	- 20

	4
	139
	134
	- 5
	14.8
	+ 8.3



[image: A12970_2012_Article_289_Fig2_HTML.jpg]
Figure 2The change in body mass was significantly and negatively related to the change in plasma [Na
                          +
                        ] ( r = -0.35, p = 0.0023).
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Figure 3The change in body mass was significantly and negatively related to running speed ( r = -0.34, p = 0.0028).




The subjects consumed a total of 7.64 (2.85) L of fluids during the run, equal to 0.63 (0.20) L/h or 0.10 (0.03) L/kg body mass, respectively. Fluid intake varied between 2.7 L and 20 L (Figure 4). Fluid intake was significantly and negatively related to both post-race plasma [Na+] (Figure 5) and running speed (Figure 6), respectively, with faster athletes drinking less fluid while running. The change in plasma volume was associated with total fluid intake (r = 0.24, p = 0.04), but showed no association with the change in plasma [Na+].[image: A12970_2012_Article_289_Fig4_HTML.jpg]
Figure 4Range of fluid intake.
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Figure 5Fluid intake was significantly and negatively related to post-race plasma [Na
                          +
                        ] ( r = -0.28, p = 0.0142).
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Figure 6Fluid intake was significantly and negatively related to running speed ( r = -0.33, p = 0.0036).




Running speed was significantly and negatively related to the change in the foot volume, whereas the volume of the foot tended to decrease in faster runners (Figure 7). Although the volumes of the foot showed no changes during the race, total fluid intake during the race was significantly and positively related to the change in the volume of the foot (Figure 8). The change in the volume of the foot was significantly and negatively related to the change in plasma [Na+] (Figure 9).[image: A12970_2012_Article_289_Fig7_HTML.jpg]
Figure 7The change in the volume of the right foot was significantly and negatively related to running speed ( r = -0.23, p = 0.0236).
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Figure 8Fluid intake was significantly and positively related to the change in the volume of the right foot ( r = 0.54, p < 0.0001).
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Figure 9The change in the volume of the right foot was significantly and negatively related to the change in plasma [Na
                          +
                        ] ( r = -0.26, p = 0.0227).





Discussion
The first aim of the present study was to investigate whether peripheral oedemas leading to an increase of the feet volumes would occur in 100-km ultra-marathoners. Based on the existing literature, we hypothesized that an ultra-marathon can lead to peripheral oedemas with an increase in the feet volume and that fluid overload would be associated with these increases. In case of fluid overload leading to an increase in the feet volume we hypothesized furthermore finding an association between changes in plasma [Na+] and the feet volume and a higher prevalence of EAH. In accordance with our hypothesis, fluid intake was related to the change in feet volume. Furthermore, we found an association between the change in plasma [Na+] and the change in the feet volume. In addition, four subjects (5.3%) developed asymptomatic EAH with plasma [Na+] between 132 and 134 mmol/L.
The most important finding in this study was that fluid intake was significantly and positively related to the change in the foot volume, where an increased fluid intake was leading to an increased volume of the foot. Both the change in the foot volume and fluid intake were significantly and negatively related to running speed. Faster runners were drinking less during the race, and their foot volume tended to decrease. In accordance with our findings, Bracher et al. [32] demonstrated that fluid intake was positively related with the changes in the limb volumes. Since these authors found no association between fluid-regulating hormones and renal parameters with the changes in limb volumes, they concluded that fluid overload was the most likely mechanism leading to an increase in limb volumes. As fluid intake was associated with the change in foot volume in the present study, we assume that no significant changes in total body water occurred in the present participants responsible for a possible development of peripheral oedemas.
In case of excessive fluid intake with fluid overload, we would expect an increase in total body mass [17, 19, 20], a decrease in plasma [Na+] [17–21], an increase in plasma volume and a decrease in haematocrit due to haemodilution [15]. In the present subjects, haematocrit decreased significantly and plasma volume increased by 5.3% indicating that fluid overload occurred. However, body mass decreased, and both urine specific gravity and plasma [Na+] increased. In case of dehydration, as has been demonstrated in 12- and 24-hour ultra-marathoners [10], both a decrease in body mass and an increase in urine specific gravity have been reported [36, 37]. Furthermore, an increase in plasma [Na+] is expected when the water loss, including water loss by sweat, inducing dehydration is hypotonic compared with plasma [37]. The present subjects lost 2.4% of their body mass during the race, which was equal to mild dehydration and their post-race urine specific gravity was 1.024 g/ml indicating even a significant dehydration according to Kavouras [36]. However, the change in urine specific gravity was very small and both pre-and post-race measurements were within the normal range limits [38]. Rather in contrast to the study of Kavouras [36], both Speedy et al. [23] and Rogers et al. [39] suggested that a part of the body mass loss during an ultra-endurance race could be the result of the metabolic breakdown of fuel, which includes a loss of fat, glycogen and water stored with glycogen. Speedy et al. [23] concluded that athletes lost 2.5 kg of body mass during an ultra-distance triathlon most likely from sources other than fluid loss. Thus, Speedy et al. [23, 40] suggested that athletes who maintain their pre-race body mass or who sustain a minimal body mass loss may be either euhydrated or moderately overhydrated. Since the present athletes lost 1.8 kg of their body mass during an ultra-marathon, this could be due to other sources than fluid loss following Speedy et al. [23] and not indicate dehydration.
Recently, Hew-Butler et al. [41] reported that body mass was not an accurate surrogate of fluid balance homeostasis during prolonged endurance exercise. In their study of 181 male Ironman triathletes, despite significant body mass loss of 5% during the race, plasma volume and serum [Na+] were maintained. Thus, Hew-Butler et al. [41] concluded that the body protects osmolality in plasma and circulating blood volume during prolonged endurance exercise and this results in a net body mass loss. Similar findings were recently reported by Tam et al. [8] and these authors concluded that a reduction in body mass can occur without an equivalent reduction in total body water during prolonged exercise and that the body primarily defends plasma [Na+] and not body mass during exercise. In addition, Nolte et al. [42] recently suggested that a 1 kg loss in body mass in a 25-km route march in dry heat was associated with only a 200 g loss in total body water and concluded that changes in body mass did not accurately predict changes in total body water. In the present subjects, body mass decreased by 2.4%, plasma volume increased by 5.3% and post-race plasma [Na+] increased from 137.0 (2.7) mmol/l to 138.6 (2.67) mmol/l. Although the 1.6 (3.1) mmol/l increase in plasma [Na+] from pre-race to post-race was statistically significant, plasma [Na+] was still maintained within the normal range limits (135-145 mmol/L) [38]. An increase in plasma volume, despite a body mass loss has been documented in athletes competing in prolonged endurance events [13–15, 23, 41]. Hew-Butler et al. [41] suggested that there may be a 'fluid reserve' within the interstitial fluid of the extracellular fluid compartment in ultra-endurance athletes that could serve as a 'plasma volume reserve'. Fellman et al. [11] reported that prolonged and repeated exercise induced a chronic hyperhydration and that sodium retention was the major factor in the increase of plasma volume. Furthermore Milledge et al. [13] mentioned an increased activity of plasma aldosterone concentration responsible for the sodium retention. Since plasma [Na+] increased in the present subjects, this could be a possible reason for the increase in plasma volume. However, the change in plasma volume showed no correlation with the change in plasma [Na+] in the present subjects, but was associated with fluid intake. Presumably, the increase in plasma volume was due to fluid ingestion and there may be a potential internal water source, for example water previously stored with glycogen, that can be released during exercise and maintain blood biochemical parameters despite an absolute body weight loss [8, 43]. Thus, the present results lead us to the conclusion that body fluid homeostasis was maintained in the present ultra-marathoners, despite a body mass loss of 2.4%. Accordingly, these actual data support the findings that the body primarily defends plasma [Na+] and circulating blood volume and not body mass during prolonged endurance exercises and that a change in body mass during exercise may not reflect exact changes in the hydration status [8, 41].
A further finding was that four runners (5.3%) developed asymptomatic EAH with post-race plasma [Na+] between 132 and 134 mmol/L. Pre-race plasma [Na+] in these four subjects was 139 mmol/L. Two athletes showed plasma [Na+] < 135 mmol/l both pre-and post-race. By definition, no EAH occurred in this two subjects, since they both had a pre-race plasma [Na+] < 135 mmol/L. Overall, 10 subjects showed plasma [Na+] < 135 mmol/L with values between 131 mmol/L and 134 mmol/L pre-race. No symptomatic EAH occurred. The prevalence of 5.3% subjects with asymptomatic EAH in these 76 ultra-marathoners is rather low compared to other studies reporting prevalence of EAH in marathons and ultra-marathons between 0% and 51.2% [9, 15, 26, 32, 44]. Furthermore, we found a significant and negative correlation between post-race plasma [Na+] and the change in body mass; athletes who lost the least weight or even gained weight, had the lowest plasma [Na+] post- race. Our finding corresponds to results in several former studies [17, 20, 22–26], reporting a negative correlation between the change in body mass and post-race serum [Na+].
The present subjects showed a variation of total fluid intake between 2.7 and 20 L during the run with a mean fluid intake of 7.64 L, equal to 0.63 L/h. Fluid intake was significantly and negatively related to post-race plasma [Na+]. This result supports the findings of the existing data that EAH is associated with fluid overload [15, 17–21, 23]. To prevent excessive drinking during endurance exercise, the 'Position Statement of International Marathon Medical Directors Association' promotes that marathoners should drink according to their thirst, but no more than 0.4 to 0.8 L/h [45]. The present ultra-marathoners consumed on average 0.63 L/h, which corresponds to these recommendations. Paradoxically, one of the subjects who developed EAH post-race was also the subject who consumed fluid at one of the lowest rate with 0.28 L/h. This subject lost 2 kg (2.9%) body mass during the race, had a pre-race plasma [Na+] of 136 mmol/L and the foot volume decreased by 53%. He was also among the fastest runners finishing within 582 min (9 h 42 min). This result is not in line with our and other findings that a high fluid intake is correlated with lower post-race plasma [Na+] [17, 19–21]. Possible explanations for this subject developing EAH could be other factors than excessive fluid consumption such as non-osmotic stimulation of arginine vasopressin (AVP) [31] or inability to mobilize osmotically inactive sodium from internal stores or inappropriate osmotic inactivation of circulating Na+[20]. Other possible reasons could be a loss of sodium. A loss of sodium could occur via urine if AVP had been present, or by sweat, or by some combination of these.
Finally, we found that the change in the foot volume was significantly and negatively related to the change in plasma [Na+]. As fluid intake was associated with the change in the foot volume, an increased fluid intake generally led to both a decrease in plasma [Na+] and an increase in the foot volume. Obviously, slower runners were drinking more and their post-race plasma [Na+] tended to decrease, since both fluid intake and the change in the feet volume was significantly and negatively related to running speed. In addition, slower runners showed an increase in the foot volume. Presumably, slower runners were sweating less and drinking at a higher rate than were the faster runners. As slower runners are more likely to overconsume fluids [26] and excessive fluid consumption is the main risk factor for EAH [19–21], we infer that fluid overload occurred in the slower runners. Thus, fluid overload due to increased drinking behaviour seems to be the most likely reason for the development of peripheral oedemas leading to an increase in the foot volume in the present runners.
A further finding was that the change in body mass was significantly and negatively related to running speed, where faster runners were losing more body mass. Similar findings reported Lebus et al. [44] for 161-km ultra-marathoners and Kao et al. [10] for 24-hour ultra-marathoners, where a greater body mass loss was associated with a better performance. Furthermore, Sharwood et al. [22] demonstrated that Ironman triathletes showing the greatest changes in body mass were among the fastest finishers. Our finding allows us to support the suggestion [10] that maintenance in body mass is not crucial to performance in ultra-endurance races. Thus, there was no evidence in our study that an increased loss in body mass impaired performance.
We were measuring the feet volume using plethysmography. The same method used Bracher et al. [32] for measuring the volumes of both the lower leg and arm in ultra-marathoners. This method using plethysmography is similar to the method from Lund-Johansen et al. [46] measuring the leg volume by using water displacement volumetry. Lund-Johansen et al. [46] concluded that the water displacement volumetry is a sensitive method for the measurement of leg volume. Therefore, we assumed that measuring changes in foot volumes using plethysmography was an accurate method as well.
A limitation in our study is the fact that we did not determine total body water as it has been reported in studies investigating changes in total body water during exercise for example through the diluted isotope method [42, 43]. This might provide more insight into the hydration status in ultra-marathoners, since we can only assume that total body water was increased in the slower runners leading to peripheral oedemas in these subjects. Furthermore, we did not ask our athletes about wearing compression stockings [47]. Elastic compression stockings can prevent the development of oedema in long-haul flights [48]. It would be interesting to determine in future field-studies, whether compression stockings have an influence on the development of peripheral oedemas in ultra-marathoners. The foot swelling might also be a high protein interstitial space fluid swelling and may be associated with markers of skeletal muscle damage. Leg swelling might also be due to venous insufficiency with a higher prevalence at advanced ages [49]. However, when plotting changes in foot volume versus age, we found no association between changes in foot volume and an increase in age (Figure 10).[image: A12970_2012_Article_289_Fig10_HTML.jpg]
Figure 10The change in the volume of the right foot was not associated with the age of the subjects ( r = 0.01, p = 0.91).





Conclusions
In summary, this study demonstrated that fluid intake was positively related to the volume of the foot in 100-km ultra-marathoners. An increase in the foot volume occurred in athletes with an increased fluid intake. In addition, slower running speed was associated with an increase in the foot volume and the change in foot volume was negatively correlated to the change in plasma [Na+]. Therefore, we concluded that fluid overload occurred in slower runners and was responsible for the development of oedemas in the foot. In addition, post-race plasma [Na+] decreased in those runners. Our data support the finding that fluid overload is the main risk factor for developing EAH [19–21]. For practical application, athletes performing an ultra-marathon should be aware that excessive drinking with fluid overload increases the risk for EAH [19–21] and can lead to the development of peripheral oedemas in the foot.

Acknowledgements
The authors thank the race director of '100 km Lauf Biel' for his support to perform this study. We are in great debt to the athletes who enabled us for the data collection.

References
1.
Knechtle B, Senn O, Imoberdorf R, Joleska I, Wirth A, Knechtle P, Rosemann T: Maintained total body water content and serum sodium concentrations despite body mass loss in female ultra-runners drinking ad libitum during a 100 km race. Asia Pac J Clin Nutr. 2010, 19: 83-90.PubMed

2.
Hoffman MD, Ong JC, Wang G: Historical analysis of participation in 161 km ultramarathons in North America. Int J Hist Sport. 2010, 27: 1877-1891.CrossRefPubMed

3.
Knechtle B, Duff B, Schulze I, Kohler G: A multi-stage ultra-endurance run over 1,200 km leads to a continuous accumulation of total body water. J Sports Sci Med. 2008, 7: 357-364.PubMedCentralPubMed

4.
Knechtle B, Vinzent T, Kirby S, Knechtle P, Rosemann T: The recovery phase following a Triple Iron triathlon. J Hum Kin. 2009, 21: 65-74.

5.
Scheer B, Murray A: Al Andalus Ultra Trail: an observation of medical interventions during a 219-km, 5-day ultramarathon stage race. Clin J Sport Med. 2011, 21: 444-446.CrossRefPubMed

6.
Knechtle B, Wirth A, Knechtle P, Rosemann T: Increase of total body water with decrease of body mass while running 100 km nonstop-formation of edema?. Res Q Exerc Sport. 2009, 80: 593-603.CrossRefPubMed

7.
Skenderi KP, Kavouras SA, Anastasiou CA, Yiannakouris N, Matalas AL: Exertional rhabdomyolysis during a 246-km continuous running race. Med Sci Sports Exerc. 2006, 38: 1054-1057.CrossRefPubMed

8.
Tam N, Nolte HW, Noakes TD: Changes in total body water content during running races of 21.1 km and 56 km in athletes drinking ad libitum. Clin J Sport Med. 2011, 21: 218-225.CrossRefPubMed

9.
Knechtle B, Knechtle P, Rosemann T: Do male 100-km ultra-marathoners overdrink?. Int J Sports Physiol Perform. 2011, 6: 195-207.PubMed

10.
Kao WF, Shyu CL, Yang XW, Hsu TF, Chen JJ, Kao WC, Polun C, Huang YJ, Kuo FC, Huang CI, Lee CH: Athletic performance and serial weight changes during 12- and 24-hour ultra-marathons. Clin J Sport Med. 2008, 18: 155-158.CrossRefPubMed

11.
Fellmann N, Ritz P, Ribeyre J, Beaufrère B, Delaître M, Coudert J: Intracellular hyperhydration induced by a 7-day endurance race. Eur J Appl Physiol. 1999, 80: 353-359.CrossRef

12.
Uberoi HS, Dugal JS, Kasthuri AS, Kolhe VS, Kumar AK, Cruz SA: Acute renal failure in severe exertional rhabdomyolysis. J Assoc Physicians India. 1991, 39: 677-679.PubMed

13.
Milledge JS, Bryson EI, Catley DM, Hesp R, Luff N, Minty BD, Older MW, Payne NN, Ward MP, Withey WR: Sodium balance, fluid homeostasis and the renin-aldosterone system during the prolonged exercise of hill walking. Clin Sci (Lond). 1982, 62: 595-604.CrossRef

14.
Williams ES, Ward MP, Milledge JS, Withey WR, Older MWJ, Forsling ML: Effect of the exercise of seven consecutive days hill-walking on fluid homeostasis. Clin Sci. 1979, 56: 305-316.CrossRefPubMed

15.
Stuempfle KJ, Lehmann DR, Case HS, Hughes SL, Evans D: Change in serum sodium concentration during a cold weather ultradistance race. Clin J Sport Med. 2003, 13: 171-175.CrossRefPubMed

16.
Wade CE, Dressendorfer RH, O'Brien JC, Claybaugh JR: Renal function, aldosterone, and vasopressin excretion following repeated long-distance running. J Appl Physiol. 1981, 50: 709-712.PubMed

17.
Speedy DB, Faris JG, Hamlin M, Gallagher PG, Campbell RG: Hyponatremia and weight changes in an ultradistance triathlon. Clin J Sport Med. 1997, 7: 180-184.CrossRefPubMed

18.
Speedy DB, Noakes TD, Rogers IR, Thompson JM, Campbell RG, Kuttner JA, Boswell DR, Wright S, Hamlin M: Hyponatremia in ultradistance triathletes. Med Sci Sports Exerc. 1999, 31: 809-815.CrossRefPubMed

19.
Noakes TD, Goodwin N, Rayner BL, Branken T, Taylor RK: Water intoxication: a possible complication during endurance exercise. Med Sci Sports Exerc. 1985, 17: 370-375.CrossRefPubMed

20.
Noakes TD, Sharwood K, Speedy D, Hew T, Reid S, Dugas J, Almond C, Wharam P, Weschler L: Three independent biological mechanisms cause exercise-associated hyponatremia: evidence from 2,135 weighed competitive athletic performances. Proc Natl Acad Sci USA. 2005, 102: 18550-18555.PubMedCentralCrossRefPubMed

21.
Irving RA, Noakes TD, Buck R, van Zyl Smit R, Raine E, Godlonton J, Norman RJ: Evaluation of renal function and fluid homeostasis during recovery from exercise-induced hyponatremia. J Appl Physiol. 1991, 70: 342-348.PubMed

22.
Sharwood K, Collins M, Goedecke J, Wilson G, Noakes T: Weight changes, sodium levels, and performance in the South African Ironman Triathlon. Clin J Sport Med. 2002, 12: 391-399.CrossRefPubMed

23.
Speedy DB, Noakes TD, Kimber NE, Rogers IR, Thompson JM, Boswell DR, Ross JJ, Campbell RG, Gallagher PG, Kuttner JA: Fluid balance during and after an ironman triathlon. Clin J Sport Med. 2001, 11: 44-50.CrossRefPubMed

24.
Noakes TD: Changes in body mass alone explain almost all of the variance in the serum sodium concentrations during prolonged exercise. Has commercial influence impeded scientific endeavour?. Br J Sports Med. 2011, 45: 475-477.CrossRefPubMed

25.
Sharwood KA, Collins M, Goedecke JH, Wilson G, Noakes TD: Weight changes, medical complications, and performance during an Ironman triathlon. Br J Sports Med. 2004, 38: 718-724.PubMedCentralCrossRefPubMed

26.
Chorley J, Cianca J, Divine J: Risk factors for exercise-associated hyponatremia in non-elite marathon runners. Clin J Sport Med. 2007, 17: 471-477.CrossRefPubMed

27.
Rosner MH, Kirven J: Exercise-associated hyponatremia. Clin J Am Soc Nephrol. 2007, 2: 151-161.CrossRefPubMed

28.
Lehmann M, Huonker M, Dimeo F, Heinz N, Gastmann U, Treis N, Steinacker JM, Keul J, Kajewski R, Häussinger D: Serum amino acid concentrations in nine athletes before and after the 1993 Colmar ultra triathlon. Int J Sports Med. 1995, 16: 155-159.CrossRefPubMed

29.
Mischler I, Boirie Y, Gachon P, Pialoux V, Mounier R, Rousset P, Coudert J, Fellmann N: Human albumin synthesis is increased by an ultra-endurance trial. Med Sci Sports Exerc. 2003, 35: 75-81.CrossRefPubMed

30.
Maughan RJ, Whiting PH, Davidson RJ: Estimation of plasma volume changes during marathon running. Brit J Sports Med. 1985, 19: 138-141.CrossRef

31.
Hew-Butler T, Jordaan E, Stuempfle KJ, Speedy DB, Siegel AJ, Noakes TD, Soldin SJ, Verbalis JG: Osmotic and nonosmotic regulation of arginine vasopressin during prolonged endurance exercise. J Clin Endocrinol Metab. 2008, 93: 2072-2078.PubMedCentralCrossRefPubMed

32.
Bracher A, Knechtle B, Gnädinger M, Bürge J, Rüst CA, Knechtle P, Rosemann T: Fluid intake and changes in limb volumes in male ultra-marathoners: does fluid overload lead to peripheral oedema?. Eur J Appl Physiol. 2011, DOI 10.1007/s00421-011-2056-3

33.
Strauss MB, Davis RK, Rosenbaum JD, Rossmeisl EC: Water diuresis produced during recumbency by the intravenous infusion of isotonic saline solution. J Clin Invest. 1951, 30: 862-868.PubMedCentralCrossRefPubMed

34.
Van Beaumont W: Evaluation of hemoconcentration from hematocrit measurements. J Appl Physiol. 1972, 32: 712-713.PubMed

35.
Kirchhoff E: Online-publication of the German Food Composition Table 'Souci-Fachmann-Kraut' on the internet. J Food Comp Anal. 2002, 15: 465-472.CrossRef

36.
Kavouras SA: Assessing hydration status. Curr Opin Clin Nutr Metab Care. 2002, 5: 519-524.CrossRefPubMed

37.
Shirreffs SM: Markers of hydration status. Eur J Clin Nutr. 2003, 57: S6-S9.CrossRefPubMed

38.
Kratz A, Lewandrowski KB: Normal reference laboratory values. N Engl J Med. 1998, 339: 1063-1072.CrossRefPubMed

39.
Rogers G, Goodman C, Rosen C: Water budget during ultra-endurance exercise. Med Sci Sports Exerc. 1997, 29: 1477-1481.CrossRefPubMed

40.
Speedy DB, Rogers IR, Noakes TD, Thompson JM, Guirey J, Safih S, Boswell DR: Diagnosis and prevention of hyponatremia at an ultradistance triathlon. Clin J Sport Med. 2000, 10: 52-58.CrossRefPubMed

41.
Hew-Butler T, Collins M, Bosch A, Sharwood K, Wilson G, Armstrong M, Jennings C, Swart J, Noakes T: Maintenance of plasma volume and serum sodium concentration despite body weight loss in ironman triathletes. Clin J Sport Med. 2007, 17: 116-122.CrossRefPubMed

42.
Nolte HW, Noakes TD, Van Vuuren B: Trained humans can exercise safely in extreme dry heat when drinking water ad libitum. J Sports Sci. 2011, 29: 1233-1241.CrossRefPubMed

43.
Nolte HW, Noakes TD, van Vuuren B: Protection of total body water content and absence of hyperthermia despite 2% body mass loss ('voluntary dehydration') in soldiers drinking ad libitum during prolonged exercise in cool environmental conditions. Br J Sports Med. 2011, 45: 1106-1112.CrossRefPubMed

44.
Lebus DK, Casazza GA, Hoffman MD, Van Loan MD: Can changes in body mass and total body water accurately predict hyponatremia after a 161-km running race?. Clin J Sport Med. 2010, 20: 193-199.CrossRefPubMed

45.
Noakes T: Fluid replacement during marathon running. Clin J Sport Med. 2003, 13: 309-318.CrossRefPubMed

46.
Lund-Johansen P, Stranden E, Helberg S, Wessel-Aas T, Risberg K, Rønnevik PK, Istad H, Madsbu S: Quantification of leg oedema in postmenopausal hypertensive patients treated with lercanidipine or amlodipine. J Hypertens. 2003, 21: 1003-1010.CrossRefPubMed

47.
Ali A, Creasy RH, Edge JA: Physiological effects of wearing graduated compression stockings during running. Eur J Appl Physiol. 2010, 109: 1017-1025.CrossRefPubMed

48.
Belcaro G, Cesarone MR, Shah SS, Nicolaides AN, Geroulakos G, Ippolito E, Winford M, Lennox A, Pellegrini L, Brandolini R, et al: Prevention of edema, flight microangiopathy and venous thrombosis in long flights with elastic stockings. A randomized trial: The LONFLIT 4 Concorde Edema-SSL Study. Angiology. 2002, 53: 635-645.CrossRefPubMed

49.
Delluc A, Gouedard C, De Saint Martin L, Garcia C, Roguedas AM, Bressollette L, Misery L, Mottier D, Le Gal G: Incidence, risk factors and skin manifestations of post-thrombotic syndrome: a four-year follow-up of patients included in the EDITH study. Rev Med Interne. 2010, 31: 729-734.CrossRefPubMed



Competing interests
The authors declare that they have no competing interests.

Authors' contributions
CC wrote the manuscript, BK and PK collected the data at the race, CAR and TR assisted in data analysis, data interpretation and manuscript preparation. All authors have read and approved the final version.


OEBPS/sidebar.gif





OEBPS/A12970_2012_Article_289_Fig7_HTML.jpg
Change in the volume of the foot (%)

60 -

40

20 A

-20 4

-60

@]
- @)
& ©o
(@) @) @)
o @]
~_Q- 9 o o% 0]
@) CQT"@:O-O_Q_OOO @)
O@%ﬁj @Q,___-
o -
X %) o
@) © 0 o o
(@)
7 9 11 13

Running speed (km/h)





OEBPS/A12970_2012_Article_289_Fig1_HTML.jpg
-20 0 20
Changein foot volume (%)





OEBPS/A12970_2012_Article_289_Fig4_HTML.jpg
30 4
25 - T
20 4 / \
a ll \
s / 5
S 15 / \\
o / \
2 l’ ‘\
'S ] F \
10 / -
5 -I h‘\‘
0 = - —
5 10 12.5 15 175 20 225

Fluid intake (L)





OEBPS/contact.gif





OEBPS/A12970_2012_Article_289_Fig6_HTML.jpg
~

17 22

12
Fluid intake (L)





OEBPS/A12970_2012_Article_289_Fig3_HTML.jpg
Change in body mass (%)

o
1

'
N
L

IS
.

Running speed (km/h))

11





OEBPS/A12970_2012_Article_289_Fig10_HTML.jpg
60 -

[=) o o =] o
< (3] (3] <
h

(%) 1003 3} Jo dWINjoA 8y} uj abueYD

70

60

50

40

30

20

Age (years)





OEBPS/A12970_2012_Article_289_Fig5_HTML.jpg
—_
N
o

Post-race plasma[Na*] (mmol/L)
» ) )
S [0)] (o]

-
w
N

-
w
o

@)
@)
(@)
©.@) @
0]© [05.0)X0))

1~ o © @)

OOTD. DO Q@
ccm)ooo.o

00 ©® 000 s~

Fluid intake (L)

o o "
o o
o o
@
10 o
% 1I2 1I7





OEBPS/A12970_2012_Article_289_Fig8_HTML.jpg
Change in volume in the foot (%)

60

40 -

20 1

=20 -

40 1

-60

7 12 17
Fluid intake (L)

22





OEBPS/A12970_2012_Article_289_Fig9_HTML.jpg
Change in the volume of the foot (mL)

600 -
400 A

200 A

-200 A
-400 A
-600 -

-800

o) o)
o)
000
o o) 00
~~<0__ O 00000
o---QQo00 00
0 00000VVOQ._
@) 00 o U
o) O O 000
o) o)
o) o)
o)
3 2 7

Change in plasma[Na*] (mmol/L)





OEBPS/A12970_2012_Article_289_Fig2_HTML.jpg
Change in plasma[Na*] (%)

e)
o 0© g o
0 © )
~~.. @ 0000
= oO® O
0 00-PO® 00
00 QIO~CDO
00 @ O-.
00 0
) )
(o) o)
) o)
) )
5 4 2 0

Change in body mass (%)





