THE DEVELOPMENT AND ORIGIN OF MUSCLE
FATIGUE AFTER HEXAGONAL-BARBELL DEADLIFT
EXERCISE OF DIFFERENT LOADS AND VELOCITIES:

contributing to a knowledge-base for coaches to make
evidence-informed decisions regarding athletic training

programmes

by Jay Collison
A thesis submitted for the degree of Master of Science (by Dissertation) in
Sport and Exercise Science
Centre for Sport and Exercise Science
School of Biological Sciences

University of Essex

June 2017



Abstract

Athletes perform bouts of resistance exercise to develop athletic performance and
reduce the risk of injury. Fatigue in response to exercise can be associated with
alterations to voluntary muscle activation or contractile function. Recent literature has
proposed terms of performance fatigability and perceived fatigability to better describe
the broad interpretation of fatigue during human performance. Accordingly,
performance fatigability depends on the capabilities of the contractile machinery and

nervous system to provide adequate activation signal to maintain the task.

The rationale for the experimental chapters in this thesis was established after
conducting a review of the literature relating to fatigue and human performance
(chapter 2). This review highlighted that studies of performance fatigability have
generally focused on locomotor exercise such as running or cycling. However, very
little work has examined the influence of resistance exercise on performance
fatigability. Specifically, it was identified that performance fatigability during multi-joint
resistance exercise performed with different loads until mechanical failure and
modification of lifting tempo required further research. For these reasons, two

experimental studies were conducted to address these gaps in knowledge.

The first study (chapter 3) examined the influence of an exhaustive bout of high-load
and moderate-load hexagonal-barbell deadlift (HBD) resistance exercise on acute
changes and recovery of contractile function and voluntary activation in resistance-
trained males. The results indicate that both voluntary activation and contractile
function were reduced after moderate-load HBD exercise, but not high-load exercise.
Additionally, after a 24-h recovery period, both voluntary activation and contractile
function were impaired. Interestingly, the partial recovery was due to a near return to
before exercise values of contractile function and therefore the incomplete recovery

was due to reduced voluntary activation.



In chapter four, the influence of a structured bout of volume load-equated HBD
exercise with manipulation of lifting tempo on changes to contractile function and
voluntary activation was examined. The main finding was that slow tempo and fast
tempo HBD exercise resulted in similar reductions to both voluntary activation and
contractile function. However, it is unknown if this remains the case when greater
resistance exercise volumes are performed. Additionally, further researchis required
to understand the mechanisms of reduced voluntary activation during fast tempo
resistance exercise. Finally, the findings from the experimental chapters are
summarisedand practical recommendations for the prescription of resistance exercise

within athletic training programmes are presented.

In conclusion, because of the lowered reductions of contractile function and voluntary
activation observed after high-load resistance exercise, it may be a preferable training
modality for coaches to employ during the in-season period or during times of intense
concurrent training. Additionally, changes to contractile function and voluntary
activation associated with fast and slow tempo volume load-equated exercise is
similar. However, more work is required to see if this remains the case when larger

volumes of work are completed.
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Chapter 1. Introduction



1. Thesis rationale

Resistance exercise is an effective stimulus to enhance skeletal muscle mass and
strength (Folland and Williams, 2007). Maximum strength is defined as the maximum
force or torque that can be exerted by skeletal muscles on an external object or
resistance (Siff, 2000). Relatedly, high levels of muscular strength are important for
athletic performance and are known to improve the ability to perform general and
sports specific skills such as sprinting, jumping, change of direction ability, and
throwing, while reducing the risk of injury (Suchomel et al., 2016). For these reasons,
many athletes perform planned bouts of resistance exercise, which induce muscle

fatigue.

Fatigue is described as an exercise-induced limitation of performance and measurable
as a reduction in the ability of a muscle to exert force, or changes in voluntary muscle
activation (Enoka and Duchateau, 2008, Gandevia, 2001). In an attempt to provide a
unified taxonomy, recent literature (Enoka and Duchateau, 2016, Kluger et al., 2013)
defines fatigue as a disabling symptom in which physical and cognitive function is
limited by interactions between performance fatigability and perceived fatigability
(Enoka and Duchateau, 2016). Performance fatigability depends on the contractile
capabilities of the working muscle and capacity of the nervous system to provide
adequate activation signal to maintain the task; while perceived fatigability describes
the changes in subjective sensations that regulate the integrity of the exerciser (Enoka
and Duchateau, 2016). Furthermore, performance fatigability is quantified as the
objective rate of change in a criterion performance outcome over a discrete period of

time during a fatiguing task (Enoka and Duchateau, 2016).

Muscle fatigability is influenced by the manipulation of resistance exercise variables
such as load intensity (i.e. the amount of mass used per repetition for a given
resistance exercise), volume, and lifting tempo. As well, ensuring that fatigue is

appropriately managed is important for adaptations to training and competition



performance as well as reducing injury risk through excessive fatigue and overtraining
(Hulin et al., 2016). Since the magnitude and type of fatigue will dictate the nature of
subsequent training bouts, knowledge of the influence of resistance training variables

on muscle fatigability may optimise the preparation of athletic training programmes.

Although the adaptive response to regular long-term resistance exercise is well
researched (Folland and Williams, 2007), work on the influence of resistance exercise
on muscle fatigability is scarce. Specific types of resistance exercise are prescribed to
develop different physical qualities. For example, traditional recommendations are that
the greatest and quickest increases in relative strength occur with training conducted
at heavy loads above 80% of one-repetition maximum (1LRM) with low (1-5) repetitions
(Crewther et al., 2006a, Schoenfeld et al., 2016a). In contrast, resistance exercise
conducted at lower loads (~60-80% 1RM) with more repetitions (8-12) has greater
positive influence on muscle cross-sectional area (Wernbom et al., 2007, Schoenfeld
et al., 2016a). These training schemes are commonly referred to as high-load (HL)

and moderate-load (ML) resistance exercise (Schoenfeld et al., 2016a).

In addition to load, manipulation of lifting tempo may stimulate specific adaptations
(Schoenfeld et al., 2015). For instance, when lifting submaximal loads <80-85% 1RM
an individual can vary the concentric and eccentric tempo of the repetition for a given
exercise. With this in mind, intentionally slowing repetition cadence reduces the
momentum in a lift, thereby increasing tension on the working muscles (Westcott et
al.,, 2001). It has been proposed that increasing mechanical tension throughout a lift
could positively mediate intracellular anabolic signalling, promoting a greater
hypertrophic response (Schoenfeld et al., 2015). In contrast, maximum effort
resistance exercise in which the athlete moves the resistive load with maximum
velocity has been shown to drive specific adaptations such as enhanced rate of force
development, which is crucial for athletic performance (i.e. running, jumping, and

throwing) (Newton et al., 1997).
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To date, the majority of research exploring muscle fatigability has focused on single-
joint exercise or locomotor exercise such as running or cycling (Goodall et al., 2015,
Ross et al.,, 2010b, Thomas et al., 2015). Furthermore, as many athletes engage in
concurrent training programmes, muscle fatigability and resistance exercise is of
interest to strength and conditioning practitioners and sports coaches, particularly
when research informs the preparation of athletic training programmes. Clearly, there
are many resistance exercise variables that contribute to the design of athletic training
programmes. The purpose of this thesis is to further knowledge of the influence of

resistance exercise on voluntary muscle activation and contractile function.

2. Significance of the research

The research studies that comprise this thesis aim to further understanding on the
influence of resistance exercise on voluntary muscle activation and contractile
function. The findings are novel and build on previous research (Brandon et al., 2015,
Howatson et al., 2015, McCaulley et al., 2009, Tran et al., 2006): first, by including an
exercise with no available data; second, by examining the influence of performing
resistance exercise until mechanical failure; and third, by examining the influence of
manipulating concentric and eccentric lifting tempo during multi-joint exercise on
voluntary muscle activation and contractile function. The rationale for the thesis and
experimental chapters was developed by conducting a comprehensive review of the
scientific literature relating to human performance and fatigue. The findings from the
research studies contribute to a knowledge-base for coaches to make evidence-
informed decisions regarding athletic training. These findings are important because
performance may be optimised when research informs the preparation of athletic

training programmes.

3. Thesis aims

This thesis aims to measure changes in voluntary muscle activation and contractile

function during multi-joint high-load and moderate-load resistance exercise performed
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until mechanical failure and resistance exercise performed with different time-under-
tension by manipulating lifting tempo. To meet these aims the following two studies

will be conducted:

Study 1: changes in voluntary muscle activation and contractile function after high-
load low repetition (HL) and moderate-load high repetition (ML) resistance exercise

performed until exhaustion. Specifically:

1. What are the changes in maximal voluntary contraction (MVC) torque,
potentiated twitch torque (Pt), and voluntary activation (VA) after resistance
exercise performed at 90 and 75% of 3 repetitions maximum to mechanical
failure?

2. Whatis the 24-h recovery from each protocol?

Study 2: changes in voluntary muscle activation and contractile function during multi-

joint resistance exercise performed with fast and slow lifting tempos. Specifically:

1. What are the changes in MVC, Pt, and VA after volume-load equated

resistance exercise performed with fast and slow lifting tempos?

4. Thesis structure

The current chapter, along with the review of literature in chapter 2 form the theoretical
basis and rationale for this thesis. Next, two experimental studies are presented
designed to: (i) examine the influence of load and rest period modification on voluntary
activation and contractile function and recovery (chapter 3) and (i) examine the
influence of time-under-tension on voluntary activation and contractile function
(chapter 4). Finally, chapter 5 provides an integrative summary of the main findings
from the two studies and recommendations for the prescription of resistance exercise

for athletic training programmes.



Chapter 2. A review of fatigue and human performance

12
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1. Synopsis

The purpose of this review is to synthesise findings of studies which examine the
influence of fatigue on human performance. Specifically, muscle fatigability during
maximal and submaximal contractions at a single joint are initially discussed. Next,
fatigability during locomotor exercise such as running and cycling involving a relatively
large muscle mass is discussed. Finally, the influence of resistance exercise on
muscle fatigability is considered. A secondary aim of this review is to establish the

rationale for the methodological considerations and approach to the thesis.

2. Muscle fatigability

To understand how muscular force or torque can decrease with fatigue, it is important
to understand the processes that contribute to voluntary muscle contractions. Briefly,
the central nervous system (CNS) recruits individual motor units for the desired
movement and after command from supra-cortical structures, descending drive from
motor cortical structures activates lower motor neurons in the spinal cord which
subsequently carries action potentials to the neuromuscular junction. Next,
neuromuscular transmission results in action potential generation and propagation on
each muscle fibore and membrane resulting in cross-bridge cycling. With this in mind,
the causes of fatigue can stem from a decrease in neural activation of muscle and/or
biochemical changes at or distal to the neuromuscular junction that can cause an

attenuated contractile response to neural input (Bigland-Ritchie et al., 1978).

2.1 Mechanisms related to alterations in contractile function

Alterations to contractile function (i.e. changes occurring within the muscle cell itself)
may arise from adjustments in cross-bridge cycling inhibiting muscular force
production or excitation-contraction coupling (Allen et al., 2008). Several metabolic
changes occur within muscles that precede loss of mechanical performance and each

has the potential to play a role in loss of muscle force or torque. The following sub-
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sections will briefly outline the primary mechanisms associated with impairment of

contractile function.

2.1.1 Na* and K*

Following neuromuscular transmission, an action potential propagates along the
surface membrane of the muscle fibre (sarcolemma) triggering calcium ion (Ca?*)
release from the transverse-tubules. Calcium ions bind to troponin removing
tropomyosin from the actin binding site and allowing myosin to bind with actin to
generate the power stroke (Debold et al., 2016). Action potential transmission may be
influenced by several factors including extracellular and intracellular Na* and K*
concentrations (Allen et al., 2008). In resting skeletal muscle, the chemical gradients
for Na* and K* are maintained within narrow limits by the Na*-K* pump through active
transport of Na* out of the muscle cell and K* into the cell. However, during intense
muscle activity, repeated action potentials cause a net K* efflux and subsequent
increase in K* in the extracellular spaces, particularly within the narrow transverse
tubular space. The increase in extracellular K* concentrations is widely believed to
impair action potential transmission due to ion disturbances over the sarcolemma and

a possible block in its propagation into the transverse tubules (Allen et al., 2008).

2.1.2 Cellular acidosis

The understanding of muscle fatigue has moved on since it was thought that the
accumulation of lactate and associated increase in hydrogen ions (H*) was a primary
culprit in the development of fatigue. Indeed, evidence that lactate production
metabolically consumes an H* and directly opposes cellular acidosis is convincing,
while the source of proton release is associated with glycolysis and ATP hydrolysis
(Robergs et al., 2004). There is also strong evidence that the direct depressant effect
of acidosis is greatly reduced at physiological temperatures (Pate et al., 1995,

Westerblad et al., 1997). Additionally, although acidosis may have a small negative
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impact on muscle performance, these effects appear to have been overestimated and
likely benefits such as maintenance of membrane excitability may have been
disregarded (Nielsen et al., 2001, Pedersen et al., 2004). Accordingly, if acidosis is
involved in skeletal muscle fatigue, the effect may be indirect. For instance,
extracellular acidosis may stimulate group II/lV - muscle afferents (free nerve endings
stimulated by contraction-induced mechanical and chemical stimuli) where it has been
suggested that the brain may use this feedback to produce a sensation of fatigue on
which motor output is regulated (Noakes, 2012, Amann et al., 2008). For these
reasons, from a muscle cell perspective, a greater focus on other metabolites such as

inorganic phosphate has been presented.

2.1.3 Inorganic phosphate

The rapid degradation of phosphocreatine (PCr) during high-intensity exercise gives
rise to elevated intracellular inorganic phosphate (Pi) concentrations. An increase in Pi
has been shown to strongly correlate with a decline in muscle performance in a
number of in vitro investigations (Cady et al., 1989, Pate et al., 1998, Potma et al.,
1995). The primary mechanism by which Pi may exert its effects on muscle fatigability
is by inhibiting Ca?* release from the sarcoplasmic reticulum (Glaister, 2005), but may
also include reduced force production by direct action on cross-bridge cycling and
myofibrillar calcium sensitivity (Allen et al., 2008). However, these observations were
made at physiologically low temperatures (10-15°C) and there is evidence that the
depressive effect of Pidiminishes as the temperature is increased (much like acidosis)
(Debold et al., 2004). Nevertheless, observations made in intact fibres at temperatures
closer to normal physiological values (~25°C) still report marked depressive effects on
muscle performance (Bruton et al., 1998). These findings suggest that further work
related to the temperature dependent effects of metabolites on fatigue is needed and
raises the possibility that different mechanisms might be involved (De Ruiter and De

Haan, 2000).
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2.1.4 Reactive oxygen species

There is a growing body of evidence that reveals reactive oxygen species (ROS) may
contribute to muscle fatigability as these are produced at higher rates in active muscles
(Arbogast and Reid, 2004). Interestingly, ROS scavengers can also slow fatigability in
preparations at 37°C (Khawli and Reid, 1994). Studies using isolated single muscle
fibres and small muscle bundles at 37°C reveal that the increases in ROS may
contribute to fatigability by reducing Ca?* sensitivity (Moopanar and Allen, 2005, Reid,
2008). Additionally, observations at room temperature show that ROS may accelerate
fatigability by reducing maximum Ca?* activated force (van der Poel and Stephenson,
2002) and SR Ca?* release (Reid, 2001). Taken together, there is convincing evidence
that ROS contribute to muscle fatigability at physiological temperatures, however, the
pathway by which ROS affects myofibrillar Ca?* sensitivity is limited as many studies

demonstrate equivocal findings (Steinbacher and Eckl, 2015).

2.1.5 Substrate depletion

During prolonged, strenuous exercise muscle glycogen and blood glucose are key
substrates for working muscles and performance is compromised when glycogen
stores reach low levels (even when there is an abundance of alternative fuel sources)
(Ortenblad et al., 2013). For instance, a strong relationship exists between muscle
glycogen concentration and muscle fatigability during moderate-intensity, sustained (>
60-min) and high-intensity intermittent exercise (Bergstrom et al., 1967, Bangsbo et
al., 1992). This relationship has been explained by compromised rates of ATP
regeneration (Allen et al., 2008). However, the ‘energy deficiency theory’ has been
guestioned by both in vitro and in vivo observations that reveal strong associations
between glycogen stores and muscle function, even after recovery periods where ATP
levels would be restored (Bangsbo et al., 1992). More recently, some evidence

suggests that glycogen, located within the myofibrils, may have a direct inhibitory
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effect on SR Ca?* release affecting muscle contractility and fatigability (Ortenblad et

al., 2013).

2.1.6 Peripheral governor

In addition to the abovementioned ideas that associate substrate depletion,
accumulation of waste products, or wearing down of contractile function as
contributors to fatigue, it has been proposed that individual skeletal muscles have the
capacity to regulate their own activation to limit the rate of adenosine triphosphate
(ATP) use at the cellular level (Maclntosh and Shahi, 2011). The peripheral governor
is therefore a cellular regulated process and suggests that control of skeletal muscle
contraction is not limited to the brain through motor unit recruitment and rate coding

(Maclntosh et al., 2012).

Adenosine triphosphate (ATP) is the energy currency of living cells and its regulation
is of particular importance as several processes including molecular motors, ion
pumps, chemical signaling processes, and synthetic reactions rely on energy from
ATP. The theoretical basis of the peripheral governor is formed from the idea that
regulatory processes mustbe in place to not only replenish ATP as quickly as possible,
but also regulate its use within the active muscle, where there is potential for severe
disruption of homeostasis and metabolic catastrophe (Maclntosh and Shahi, 2011).
With this in mind, the authors believe that each muscle cell can preserve ATP because
the ATP level remains reasonably constant during exercise and does not usually fall
more than 20-25% of resting values (Argov et al., 2000). This proposal is consistent
with studies that demonstrate that neither glycogen depletion (Saltin and Karlsson,
1972) nor exhaustion of ATP (Baker et al., 1994) occurs at exercise termination at
intensities above the critical power. As such, it is argued that the contractile response
of a muscle is regulated within the muscle cell itself, decreasing ATP utilization when

the ability to replenish it is challenged (Macintosh and Shahi, 2011).
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The peripheral governor is proposed to operate by mechanisms that involve Ca?*
handling. For example, there is strong evidence that decreased Ca?" release is a
consequence of repetitive stimulation of a single muscle cell (Allen et al., 2008). This
seems logical because regulating Ca?* release from the sarcoplasmic reticulum and
intracellular Ca?* concentration dictates the rate of ATP use in the muscle cell via the
enzymes Ca?* ATPase and myosin ATPase activity (Homsher, 1987, MacIntosh et al.,
2012). The most likely mechanisms involved with attenuation of Ca?* release are: (i)
muscle membrane depolarization, (ii) ryanodine receptor (RyR) inhibition, (iii) and
decreased Ca?* availability (Macintosh and Shahi, 2011). As such, the peripheral
governor is far removed from the notion of a central governor that theoretically
preserves the integrity of muscle by inhibition of motor cortex drive. The authors
acknowledge the importance of a central governor, which may interfere with pacing
during exercise, but argue that the peripheral governor has the final say in limiting ATP

use by muscles (Macintosh and Shahi, 2011).

Finally, the fact that exercise can be enhanced with psychological interventions such
as motivational self-talk (Blanchfield et al., 2014b), music (Nakamura et al., 2010),
placebo (Beedie et al., 2006), non-conscious visual cues (Blanchfield et al., 2014a),
and competition (Viru et al., 2010) has been used to provide evidence against a cellular
regulated process and muscle fatigue model of endurance performance (Smirmaul
and Dantas, 2011). Nevertheless, Macintosh and Shahi (2011) argue that highly
motivated individuals who are familiar or trained with the task will continue the task
until the muscles are no longer capable of achieving the target force, but agree that in
cases of lower motivation or unfamiliarity with the task, performance is often limited by

an unwillingness to continue.
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2.2 Mechanisms related to alterations in voluntary muscle activation

More recently, a greater focus and culpability has been placed on neural processes
that contribute to performance fatigability as well as cognitive and psychological
factors that contribute to perceived fatigability in the development of fatigue (Enoka
and Duchateau, 2016, Gandevia, 2001, Noakes, 2012, Marcora et al., 2009). A
reduction in neural output or drive from the motor cortex to muscle arises as a
decrease in voluntary muscle activation (VA) during exercise (Gandevia, 2001). That
is, despite voluntary maximal effort the motor units are not driven to high enough firing
rates enough to generate maximal voluntary force (Gandevia, 2001). A decrease in
motor unit firing rate at the motorneuron pool is a likely mechanism for the observed
reductions in VA during exercise, which may result from three distinct processes: (i)
impairment in the motor cortex demonstrated through a decreased descending
efferent drive or an increased perceived exertion; (ii) increased inhibition at the spinal
level; or (iii) changes in the intrinsic motorneuron properties that reduce neuronal
excitability at the synapse of the motor axon (Taylor and Gandevia, 2008, Enoka and

Duchateau, 2016).

It is now well-established that disturbances to nervous system function and reductions
in VA occur. For example Gandevia et al. (1996) found evidence after observing
sustained 2-min isometric MVCs of the elbow flexors. The authors found that during
the MVC, both motor point stimulation of the biceps brachii and magnetic cortical
stimulation increased torque output (relative to voluntary torque) implying that the
participants became progressively worse at activating the biceps brachii and cortical
output became suboptimal. Additionally, the muscle was made ischaemic after the
MVC to retain its metabolic state of stress resulting in an elevated discharge rate of
the group NIV muscle afferents. The authors reported dissociation between the
changes in corticospinal excitability and cortical output (i.e. VA impairment). As well,

VA remained incomplete until blood flow was restored (i.e. metaboreceptors stimuli
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decreased) (Gandevia et al., 1996). The authors suggested that the observed
reduction in VA was likely due to inadequate neural input upstream of the motor cortex

(Gandevia et al., 1996).

One mechanism by which reduced VA may arise during exercise is via neural
signalling from group IIVlV muscle afferents that respond to contraction and/or stretch
as well as metabolic changes within the working muscle (Amann, 2012, Noakes,
2012). It has been proposed that increased group IIFIlV muscle afferent feedback might
progressively inhibit cortical output and tightly regulate exercise intensity to ensure
that the metabolic milieu and thus ‘peripheral fatigue’ (i.e. within the muscle) does not
exceed a certain level (Amann and Dempsey, 2008, Noakes, 2012). The ‘critical
threshold of peripheral fatigue’ theory has been proposed by numerous authors that
argue that the magnitude of contractile dysfunction incurred during whole-body
exercise does not exceed an individual and task specific threshold (Amann and
Dempsey, 2008, Gagnon et al., 2009). For instance, after severe pre-induced
guadriceps fatigue, cycling performance during constant-workload (Gagnon et al.,
2009) and time-protocol (TT) exercise (Amann and Dempsey, 2008) is reduced when
compared to control protocols without prior pre-fatigue. However, although cortical
output reduced, contractile dysfunction and perceived fatigability were similar between
conditions (i.e. control). That is, although participants were significantly pre-fatigued

before exercise they could not exceed their critical threshold of peripheral fatigue.

In addition to contributing to performance fatigability, further roles for group II/IV
muscle afferents in limiting exercise performance have been explored in numerous
studies relating to perceived fatigability (Amann, 2012, Amann and Dempsey, 2008,
Mauger, 2013, Mauger et al., 2010, Noakes, 2012). For example, it is known that
stimulation of group IIFlV muscle afferents contributes to the acute muscle pain
associated with high-intensity exercise (O'Connor and Cook, 1999). Moreover, pain is

perceived by the brain to provide an individual with information regarding the relative
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internal load on the body, which may be used to inform a conscious decision to adjust
exercise performance such that the continuation of exercise is tolerable and does not
become ‘unattractive’ or ‘painful’ (Amann et al., 2008, Mauger, 2013, Noakes, 2012).
In support of this, after pharmacologically blocking afferent feedback and maintaining
normal efferent function during an all-out 5 km cycle time-protocol (TT), cortical output
was greater compared with a placebo (saline infusion) and control protocol (Amann et
al., 2008). Additionally, during the experimental protocol, participants adopted a more
aggressive pacing strategy and could exceed their critical threshold of peripheral
fatigue. However, possibly due to missing feedback, performance was reduced during
the second half of the TT despite continuous high cortical output. The authors
concluded that blocking muscle afferents may release a ‘centrally mediated brake’ on
central motor output, allowing greater fatigability (up to 44%) to occur (Amann et al.,
2008). These findings were supported by Mauger et al. (2010) who found that after
ingesting the analgesic acetaminophen, a higher power output for a given perceived
pain and rating of perceived exertion (RPE) was achieved, resulting in a faster time to

completion of a 16.1 km cycle time protocol.

The brain neurotransmitters dopamine, noradrenaline, and serotonin have also been
shown to influence endurance performance at high ambient temperatures (Roelands
et al., 2013). For example, high levels of dopamine activity in the brain are associated
with increased exercise tolerance (Bridge et al., 2003) and performance in the heat
(Roelands et al., 2012, Watson et al., 2005). Accordingly, as dopamine plays an
important role in motivation, reward and attention, and memory it has been suggested
that a higher power output and sustained metabolic heat production are achieved
through increased drive and motivation (Roelands et al., 2008b). In contrast,
manipulations of serotonin and noradrenaline appear to decrease exercise
performance. For example, after ingesting a serotonin reuptake inhibitor, participants

were unable to perform an ‘end spurt’ despite lower mid-protocol power outputs during
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a 30-min cycle time protocol suggesting an absence of a reserve capacity or lack of
motivation to increase power output (Roelands et al., 2009). Also, Piacentini et al.
(2002) reported a trend towards decreased performance during a 90-min time trial at
18°C after participants ingested a noradrenaline reuptake inhibitor (reboxetine).
Additionally, a higher dose of the same drug decreased performance during a 30-min
time protocol at both 18 and 30°C (Roelands et al., 2008a). Taken together, it appears
that an increase in brain dopamine concentrations, in contrast to serotonin and
noradrenaline has beneficial effects on exercise performance through increased drive

and motivation.

In a challenge to the central governor theory (St Clair Gibson and Noakes, 2004),
Marcora (2008) proposed the psychobiological model of fatigue, based on the intensity
of motivation theory (Brehm and Self, 1989). The psychobiological model proposes
that task failure is caused by a conscious decision to terminate exercise, as opposed
to muscle fatigue (Marcora, 2008). Specifically, exhaustion occurs when the effort
required to perform the task is equal to the maximum effort the individual is willing to
exert during the task or when the individual believes to have exerted a true maximal
effort and continuation of the task is perceived as impossible (Marcora, 2008). The
model proposes that perception of effort (i.e. the conscious decision of how hard,
heavy, and strenuous exercise is) predicts time to exhaustion in several conditions
and so any physiological or psychological factor affecting perception of effort will affect
endurance performance (Marcora, 2008). In support of this, the influence of mental
fatigue, defined as a psychobiological state caused by prolonged periods of
demanding cognitive activity characterised by subjective feelings such as ‘tiredness’
and ‘lack of energy’ (Boksem and Tops, 2008), on performance has been explored
(Marcora, 2009). In this study, participants cycled to exhaustion at 80% of their peak
power output after 90-min of a demanding cognitive task (i.e. mental fatigue) or after

90-min of watching emotionally neutral documentaries (i.e. control). The findings
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demonstrated that mental fatigue reduced time to exhaustion compared with the
control condition that was unmediated by circulatory or energetic factors. The authors
therefore concluded that mental fatigue impairs exercise tolerance through higher

perception of effort (Marcora et al., 2009).

In summary, fatigue is described as an exercise-induced limitation of performance and
measurable as a reduction in the ability of a muscle to exert force, or changes in
voluntary muscle activation (Enoka and Duchateau, 2008, Gandevia, 2001). Recent
literature (Enoka and Duchateau, 2016, Kluger et al., 2013) defines fatigue as a
disabling symptom in which physical and cognitive function is limited by interactions
between performance fatigability and perceived fatigability (Enoka and Duchateau,
2016). Performance fatigability depends on the contractile capabilities of the working
muscle and capacity of the nervous system to provide adequate activation signal to
maintain the task (Enoka and Duchateau, 2016). Performance fatigability is quantified
as the objective rate of change in a criterion performance outcome over a discrete
period of time during a fatiguing task (Enoka and Duchateau, 2016). The performance
outcomes most commonly measured within the scientific literature will be briefly

discussed in the following section.
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3. Assessment of muscle fatigability

Performance fatigability is typically quantified by measuring changes in muscle force
or rate of torque development during a maximal voluntary contraction (MVC). Muscle
torque is measured using dynamometers, where over time torque declines despite
continuing maximal effort. MVCs are typically performed before and after exercise,
and the extent of torque loss observed is a classic index of muscle fatigue.
Furthermore, knowledge of the mechanisms that contribute to muscle fatigability may
be of interest to strength and conditioning practitioners or sports coaches when
designing optimal recovery strategies. For example, strategies that aim to optimise the
recovery process from reduced contractile function may prioritise nutritional as well as
anti-inflammatory interventions such as cold water immersion and cryotherapy
(Barnett, 2006, Reilly and Ekblom, 2005, Ihsan et al., 2016). In contrast, little research
has examined how recovery from reduced nervous system function or perceived
fatigability can be optimised. However, it has been proposed in two narrative reviews
that both carbohydrate and sleep present two major strategies to improve recovery
from perceived fatigability (Rattray et al., 2015, Marcora et al., 2009). So, additional
measurements that provide estimations of contractile function and voluntary muscle
activation may be useful. Accordingly, the procedures and techniques typically used
within the scientific literature to estimate contractile function and voluntary muscle

activation are discussed in the following sub-sections.

3.1 Surface electromyography

A muscle action is performed after the desired motor units are recruited following
neural transmissionfrom the spinal cord. The net motor unit activity is therefore related
to the magnitude of activation signal discharged by the spinal cord, and amplitude of
the surface electromyography (EMG) signal is often used as an index of voluntary
muscle activation (Enoka and Fuglevand, 2001). For example, increases in EMG

amplitude would suggest that more motor units are recruited or are firing faster.



25

However, local peripheral factors may also change the EMG amplitude as many
factors including: changes in fibre type and size, and, more specifically membrane
potential, intramuscular ionic concentrations and Na*-K* pump content will alter the
amplitude of musclefibre action potentials (Fitts, 1994). Although an association exists
between voluntary muscle activation and EMG amplitude, the results should be
interpreted with caution and so voluntary activation cannot be solely assumed from

changes in EMG amplitude.

3.2 Interpolated twitch technique

The completeness of voluntary activation (VA) is more effectively assessed by
superimposing a relatively strong electrical stimulus to the nerve trunk or intramuscular
nerve branches of an active muscle during an MVC. This is known as the interpolated
twitch technique (ITT) (Merton, 1954, Paillard et al., 2005). If extra torque can be
produced in response to stimulation during an MVC, some motor units were not
recruited or firing fast enough to produce fused contractions at the moment of
stimulation (Belanger and McComas, 1981). An increase in superimposed twitch
torque (SIT) indicates a reduction in VA and places the site of fatigue proximal to the
neuromuscular junction (i.e. spinal, sub-cortical, or cortical) (Shield and Zhou, 2004).
Both VA (%) and central activation ratio (CAR) can be estimated from the ITT.
Voluntary activation is quantified by comparing the amplitude of the SIT during an MVC
with the twitch evoked from the same muscle at rest (Shield and Zhou, 2004).
Measurement of VA can therefore be performed before, during, and after exercise to
measure the influence of the task on performance fatigability. The central activation
ratio is calculated from the ratio of the MVC and the MVC plus the SIT amplitude (Kent-
Braun, 1999). However, it is often and erroneously assumed that the combination of
SIT and MVC will evoke the muscle’s true maximum torque. Also, several recruited
synergists typically determine MVC torque, while only the stimulated muscles produce

the torque increment. So, the CAR value will vary with the number of synergists that
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are activated, and is therefore unable to provide a valid measure of muscle activation
(Shield and Zhou, 2004). For these reasons, the measurement of VA in which the

amplitude of the SIT and evoked resting twitch are compared will be used in this thesis.

3.3 Evoked twitch responses

Contraction function is estimated by measuring the declines in twitch or tetanic torque
produced by transcutaneous electrical stimulation applied to the motor nerve or
intramuscular nerve branches of a muscle. The amplitude of an evoked twitch can be
studied in isolation to monitor muscle contractility and excitability. Briefly, muscle
contractility is impaired if the muscle torque output in response to stimulation is
reduced compared to before exercise levels, indicating peripheral fatigue. However,
the simultaneous presence of muscle potentiation (i.e. greater torque production for a
similar Ca* release resulting from the phosphorylation of the myosin light chain) due to
its previous contraction and fatigue can make interpretation difficult. This is due to the
theory that the contractile history of a muscle influences the mechanical performance
of subsequent muscle actions (Robbins, 2005). Nevertheless, this may simply be
overcome by ensuring the evoked twitch is measured after contraction (Fowles and
Green, 2003). As such, evoked potentiated twitch (Pt) torque is a reliable performance
outcome that can provide specific information about muscle contractility. The following
section will discuss the technical and practical considerations of the interpolated twitch

technique.

3.4 Twitch interpolation: technical considerations

3.4.1 Site of stimulation

Gold standard assessment of voluntary quadriceps activation is measured with
electrical stimulation of the femoral nerve. However, nerve stimulation is associated
with discomfort and may lead to negative anticipatory effects (Button and Behm,

2008). Also, the stimulation electrode is likely to be pushed away from the femoral
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nerve during contraction because of the nearby tendon (Placeet al., 2010). In contrast,
direct stimulation of the intramuscular nerve branches causes less discomfort than
nerve stimulation, while providing a valid and reliable measure of quadriceps activation
(Place et al., 2010). Of note, regardless of the technique employed, unnecessary
stimulation of the antagonists should be avoided. This can be achieved by ensuring
the electrodes are not placed too far apart or too close to antagonists and by avoiding

the use of excessively large electrodes (Shield and Zhou, 2004).

3.4.2 Stimulation intensity

Supramaximal stimulation is preferred over submaximal stimulation in studies of
performance fatigability because the threshold of motor axons increases during
fatiguing contractions and stimulation at a given intensity will activate progressively
fewer motor units (Vagg et al., 1998). Supramaximal stimulation can be achieved by
ensuring that the current intensity is 120-130% of the intensity required to achieve a

plateau in peak twitch torque under resting conditions (Shield and Zhou, 2004).

3.4.3 Number of interpolated stimuli

It has been suggested that twin stimuli separated by 10 ms are useful for measuring
VA during exhausting exercise (Shield and Zhou, 2004). This is because the evoked
force increments are larger and more readily detected. Also, single stimuli are less
advisable to muscle fatigue studies because alterations in excitation-contraction
coupling (i.e. low-frequency fatigue characterised by loss or torque at low frequencies
of stimulation) dictate that the resulting evoked responses will decline more than those

evoked with multiple stimuli delivered at a high frequency (i.e. 100 Hz).

3.4.4 Familiarisation of participants

Participants unfamiliar with electrical stimulation generally perform lower MVCs when

stimulation is anticipated compared to when it is not (Button and Behm, 2008). So,
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participants should be formally tested after familiarisation and only when MVCs with

expected stimulation match those without expected stimulation.

3.4.5 Rejection criteria for MVC

It is recommended that MVCs should be rejected and repeated if: (i) the torque trace
exhibits no clear plateau prior to superimposed stimulation; (i) the superimposed
stimulus is not delivered when the voluntary torque is not at or very close to its peak
for that contraction; and (iii) the participant perceives that their effort was submaximal
at the time of stimulation (Shield and Zhou, 2004). Torque traces of rejected MVCs

are presented in figure 1.

In summary, the contribution contractile and central nervous system function to the
development of performance fatigability cannot be estimated by measuring changes
in MVC torque alone. Additional measures such as the interpolated twitch technique,
when performed with rigour provide an acceptable estimation of muscle activation that
cannot be assumed solely from changes in EMG activity alone. Additionally, evoked

potentiated twitch torque measured before and after exercise provides a robust
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Figure 1. Torque traces of rejected MVCs. The left panel represents arejected MVC due to
no plateau in torque prior to the superimposed stimulation. The right panel represents a
rejected MVC due to the superimposed stimulus not delivered at or very close to peak
torque
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estimation of contractile function. The next section provides an overview of the

literature relating to fatigue and human performance.

4. Fatigue and human performance

Muscle contraction relies on a complex chain of events throughout the entire motor
system. The concept of symmorphosis postulates that biological systems adhere to
an ‘economy of design’ giving a close match between their various structural and
functional parameters (Weibel et al., 1991). So, it is unlikely that a single parameter
within the system is over engineered or has excess capacity beyond the requirements
of the system. In the context of muscle fatigability, it is unlikely that only one site or
mechanism is responsible for loss of performance during fatiguing contractions. The
development of muscle fatigue depends on several factors including the type and
duration of activity as well as the nature of muscle action and these differences have
become known as the task dependency of fatigue (Enoka and Stuart, 1992). The next
subsections will explore the influence of exercise mode, duration or volume, and

intensity on muscle fatigability.

4.1 Single-joint exercise

Merton (1954) conducted seminal work in the area of fatigue when he measured
changes in muscle torque during a sustained maximal isometric voluntary contraction
of the isolated adductor pollicis muscle. Additionally, intermittent electrical stimulations
were delivered to the ulnar nerve during the voluntary contraction (superimposed
twitch) and the amplitude of the EMG signal was measured from the muscle. Merton
(1954) showed that the sustained MVC torque reduced soon after exercise onset,
while the evoked twitch force was inversely related to torque output. That is, the
delivered stimulus did not evoke any additional output when voluntary torque
approached maximal values. From these findings two conclusions were made: i)

during a maximal effort, the evoked electrical stimulus does not produce an additional
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input as the motor units are maximally activated; and ii) the relationship between
voluntary torque and the size of the interpolated twitch meant that predictions of

absolute maximal torque via linear extrapolation could be made (Merton, 1954).

Merton’s (1954) original observations were later confirmed by investigations that
employed a similar fatigue assessment model (Bigland-Ritchie et al., 1983, Gandevia
et al.,, 1996, Kent-Braun, 1999, Schillings et al., 2003). For example, Kent-Braun
(1999) examined the influence of a 4-min sustained maximal voluntary ankle
dorsiflexion on contractile function and voluntary muscle activation (VA). The findings
demonstrated that both contractile function and VA were impaired indicate by
reductions in central activation ratio (CAR) and evoked twitch torque amplitude. Lastly,
the authors estimated that 20% of the reduced MVC torque was due to incomplete VA
(Kent-Braun, 1999). As well, Gandevia et al. (1996) attributed ~25% of the loss of MVC
torque (~60%) to supraspinal mechanisms (assessed by transcranial magnetic
stimulation in which a magnetic stimulus is delivered to the motor cortex) after 2-min
of sustained elbow flexion. As previously discussed, corticospinal excitability
recovered immediately, while VA remained impaired (during ischaemia) until normal

blood flow was restored (Gandevia et al., 1996).

Like sustained isometric maximal actions, impaired contractile function and incomplete
muscle activation has been observed after submaximal isometric actions (Behm and
St-Pierre, 1997, Smith et al., 2007, Sogaard et al., 2006, Yoon et al., 2007). Behm and
St-Pierre (1997) compared quadriceps fatigability after a long and short duration knee
extension protocols at 25 and 50% of MVC performed until task failure. Time to failure
was 20-min and 4-min, while reductions in MVC (40 and 30%) and VA (13 and 6%)
were reported. More recently, in two similar studies (Smith et al., 2007, Sogaard et al.,
2006), participants held isometric elbow flexions at 5 and 15% of MVC for 70 and 43-
min. Maximal voluntary contraction was measured every 3-min and contractile function

and VA were assessed via both twitch interpolation and motor cortex stimulation. The
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findings from both studies show that loss of VA developed concurrently with declines
in contractile function (Smith et al., 2007, Sogaard et al., 2006). Interestingly, Sogaard
et al. (2006) measured the recovery of these outcome measures after exercise
cessation. The authors reported that 25-min after exercise cessation, MVC had
recovered by ~86% of before exercise values, while evoked twitch torque presented
with minimal recovery (indicating contractile dysfunction). The authors concluded that
the partial recovery of MVC torque reflects rapid recovery of VA after exercise
cessation, which may be readily explained by the clearance of metabolic-by-products

after a short recovery period (Amann and Dempsey, 2008, Sogaard et al., 2006).

In addition to sustained isometric actions, reduced contractile function and VA have
been observed during intermittent submaximal actions. Bigland-Ritchie et al. (1986)
examined the influence of submaximal (50% of MVC) intermittent isometric
contractions (6-s with 4-s rest) between the quadriceps and soleus muscles until a
target force could no longer be attained. For the quadriceps, participants achieved the
target force for ~4-min with no decrease in VA, whereas in the soleus muscle time to
failure was much longer (~35-min), but some impairment of VA was present (Bigland-
Ritchie et al., 1986). Although the different results between the quadriceps and soleus
might be attributable to the intrinsic properties of the muscles such as fibre type
composition, the impairment of soleus VA may also be related to the longer task
duration. In support of this, self-paced single-joint exercise time protocols (TT) of
different durations induce distinct changes in MVC, VA, and contractile function
measures (Froyd et al., 2016). In this well-controlled study, participants performed 3,
10, and 40-min TTs consisting of continuous maximal isokinetic (60 deg-s™) knee
extensions. Each 3, 10, and 40-min TT consisted of 4, 16, and 64 sets consisting of
15 contractions with muscle performance assessment (ITT) completed after each set.
The results of the study were that MVC reduced to similar levels after all TTs, however

evoked twitch torque decreased more after the 40-min TT compared with the 3-min
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TT (-42 versus --37%). Additionally, declines in VA were present during the longer 10-
and 40-min TTs, but was unchanged during and after the 3-min TT. This work clearly
demonstrates that short duration tasks are associated with contractile dysfunction,
whereas muscle fatigability during longer tasks may be attributed to both reduced VA

and contractile dysfunction.

The influence of muscle action on muscle fatigability has also been examined in
numerous studies (Babault et al., 2006, Kay et al., 2000). For example, Kay et al.
(2000) compared the influence of ‘all-out’ isometric, concentric, and eccentric actions
of the knee extensors each lasting 100-s on muscle fatigability. The authors reported
that MVC torgue reduced to similar levels after isometric and concentric muscle
actions, while eccentric actions were largely fatigue resistant. Interestingly, EMG
amplitude was unchanged during concentric and eccentric conditions, but reduced
after isometric exercise only (Kay et al., 2000). More recently, Babault et al. (2006)
had participants perform maximal concentric and isometric knee extensions until
similar reductions in MVC were established. Voluntary activation assessed by twitch
interpolation decreased progressively during concentric exercise, but faster and more
profoundly during isometric exercise. In contrast, evoked twitch torque amplitude
reduced soon after concentric exercise onset and remained reduced, but decreased
progressively across the three sets of isometric exercise (Babault et al., 2006). So,
after isometric exercise, VA declined rapidly and impairment of contractile function
developed secondarily. Interestingly, the development of fatigue was the inverse
during concentric exercise. Lastly, and comparable to the observations of Kay et al.
(2000), EMG amplitude during MVCs did not change after concentric exercise, but was

reduced after isometric actions.

The differences in the development of muscle fatigue profiles after concentric and
isometric schemes could be partly explained by the increased intramuscular

concentration of metabolites due to the ischaemic nature of isometric muscle actions.
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As previously discussed in section 2.3, metabolite accumulation is likely involved with
inhibition of central motor output (Amann, 2012, Noakes, 2012). Taken together, these
findings indicate that the time course and magnitude of disturbances to VA and
contractile function depend on the duration and intensity of exercise as well as
contraction type and movement velocity. To this point, this review has focused on
studies on single-joint exercise. The topic of fatigue and fatigability however, is likely
more complex in studies of whole-body exercise where larger disturbances to general
homeostasis are expected. The next section will summarise the literature relating to

the influence of locomotor exercise and muscle fatigability.

4.2 Locomotor exercise

Locomotor exercise suchas running or cycling involving a relatively large muscle mass
is likely to cause larger disturbances to general homeostasis and present distinct
influences on muscle fatigability compared to single-joint exercise. It is well known that
reductions in quadriceps VA occur during prolonged, endurance running and cycling
exercise (Decorte et al., 2012, Lepers et al., 2002, Place et al., 2004, Ross et al.,
2010b). For example, during a 20-km self-paced running time protocol (TT) in
experienced runners, loss of isometric knee extensor torque (-15%) was reported
during the final 5-km only (assessmentat 5, 10, 15, and 20-km) (Ross et al., 2010a).
Interestingly, the authors attributed the loss of torque exclusively to impaired VA (-
13%; ITT) as potentiated twitch torque (Pt) induced by femoral nerve stimulation was
unchanged during and after the 20-km run. Additionally, during cycling TTs of 40-, 20,
and 4-km, similar reductions in isometric knee extensor torque were observed (-18, -
15, and -16%) (Thomas et al., 2015). However, impairment of contractile function was
observed after 4-km (40% reduction in Pt) compared to the 20-km (-31%) and 40-km
TTs (-29%). In contrast, the longer 20 and 40-km TTs were characterised by greater
reductions of quadriceps VA (-11 and -10%) compared to the 4-km TT (-7%). Similar

to studies of single-joint exercise (Froyd et al., 2016), changes in VA and contractile
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function after self-paced exercise are task dependent, with greater impairment to
contractile function occurring after short, high-intensity TTs, while greater muscle

inactivation occurs after sustained, low-intensity TTs.

Although much work has described changes in contractile function and VA during
locomotor exercise, very few studies have examined the recovery of these outcome
measures (Bentley et al., 2000, Ross et al., 2010b). Accordingly, high-intensity (30-
min at 80% VO:zmax followed by four x 60-s at 120% VO:2max) cycling exercise supressed
VA and contractile function for a period of 6-hours (h) after exercise cessation (Bentley
et al., 2000). In addition, after 20-days (d) of repetitive endurance cycling within a 22-
d period, both VA and contractile function were impaired after 18-h passive recovery.
Interestingly, while contractile function was restored after 2-d rest, VA remained
impaired at 2-d after exercise cessation (Ross et al., 2010b). Such findings are in
contrast to those observed in isolated muscle groups, where rapid recovery of VA has
been observed (Gandevia, 2001). These results suggest that a different mechanism
may be responsible for the persistent reductions in muscle activation. As such, the
slow recovery of VA may demonstrate a transient form of chronic fatigue and may
provide evidence that the central nervous system has an integral role in the impaired

performance associated with overreaching (Ross etal., 2010b).

Numerous studies have examined the influence of endurance exercise on muscle
fatigability, yet the influence of maximal repeated- or intermittent-sprint exercise is
unclear. For instance, after 10 x 6-s ‘all-out’ repeated cycle sprints (30-s recovery)
followed 6-min later by a further 5 x 6-s sprints (30 s recovery), reductions in MVC (-
11%) were due to impairment of contractile function as VA was unchanged (Girard et
al., 2013). However, loss of MVC (~ -16%) due to contractile dysfunction as well as
small but significant decreases in VA (-2.7%; interpolated twitch technique) were
reported after 12 x 40-m running sprints (Perrey et al., 2010) and 10 x 6-s (30-s

recovery) cycle sprints (-2.5%) (Racinais et al., 2007). More recently, Goodall et al.
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(2015) and Pearcey et al. (2015) observed reduced MVC (-12 and -24%) and larger
reductions in VA (-8% and 6%) after repeated-sprint running. In the study conducted
by Goodall et al. (2015), participants performed 12 x 30-m sprints interspersed by 30-
s rest with assessment of muscle performed before, during, and after exercise. The
reductions in VA observed are larger than those reported after repeated cycle sprints
(Girard et al., 2013, Racinais et al., 2007) and after a similar running protocol (12 x 40-
m) (Perrey et al., 2010). The differences may be due to greater metabolic disturbance
(e.g. blood lactate concentrations) associated with a larger muscle mass recruited
during running compared to cycling. As well, the timing of muscle fatigability
assessment after exercise cessation may be a critical issue. For instance, Perrey et
al. (2010) made measurements 6-8-min after exercise cessation, whereas Goodall et
al. (2015) measured fatigue within 2.5-min and may have captured the presence of

suppressed VA before it quickly dissipates.

The above findings indicate that muscle fatigability during locomotor exercise depends
largely on the intensity and duration of exercise. Impairment to contractile function is
greatest after short, high-intensity exercise, whereas reductions in VA present during
the latter stages of sustained, low-intensity tasks. The influence of high-intensity
intermittent exercise on muscle fatigability is unclear as the role central nervous
system function is debated. Many athletes engage in concurrent training (strength and
endurance) and perform resistance exercise to improve athletic performance and
reduce the risk of injury (Suchomel et al., 2016). Therefore, the next section will

discuss the influence of resistance exercise on muscle fatigability.

4.3 Resistance exercise

In contrastto endurance and intermittent exercise, the influence of resistance exercise
on muscle fatigability is poorly understood owing to a paucity of literature. Similar to
locomotor exercise, it is generally accepted that manipulation of resistance exercise

variables is necessaryto drive and maximise specific adaptations (American College
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of Sports, 2009). The intensity of load is widely considered the most important and
commonlymanipulated of these variables (Schoenfeld et al., 2016a). Indeed, the most
common loading strategies used within athletic training programmes are: high-load
low repetition (HL) and moderate-load high repetitions (ML). High-load strategies have
been proposed to maximise increases muscular strength (Crewther et al., 2006a,
Crewther et al., 2006b, Schoenfeld et al., 2016a), whereas ML strategies are
associated with the largest and quickest increases in muscle cross-sectional area (i.e.
muscle hypertrophy) (Wernbom et al., 2007, Schoenfeld et al., 2016a). The majority
of work relating to resistance exercise and muscle fatigability has examined these

strategies.

Early observations suggestthat HL and ML training protocols present distinct changes
in loss of MVC and EMG amplitude (Hakkinen, 1993, Hakkinen, 1994). In these
studies, resistance-trained males and females performed loaded barbell back squats:
the HL protocol consisted of 20 sets of single maximal repetitions (3-min recovery);
while the ML protocol consisted of ten sets of 10 repetitions at a load corresponding
to 10RM (i.e. the maximum amount of mass that can be lifted for ten consecutive
repetitions) with 1.5-min recovery. MVC torque and EMG amplitude were measured
before, during, and immediately after exercise. The main finding was that after HL and
ML training, MVC torque reduced by 24 and 47% in males and 21 and 29% in females.
These large declines in MVC torque are in contrast with previous observations on
endurance and intermittent exercise where loss of MVC was lower after a 20-km run
(-15%) (Ross et al., 2010a); cycling TTs of 40, 20, and 4-km (-18, -15, and -16%)
(Thomas et al., 2015); and intermittent maximal running and cycling exercise (-11-
16%) (Girard et al., 2013, Perrey et al., 2010). Additionally, the authors reported that
after both protocols EMG amplitude was reduced (implying a decline in VA). As well,
blood lactate concentrations after exercise were 3.5 and 15 mmol/L versus 2.5 and 6

mmol/L for males and females. Taken together, it was suggested that ML training was
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associated with greater reductions in MVC torque and EMG amplitude compared to
HL exercise. However, a causative link to the source of fatigue was outside the scope

of the study as VA cannot be assumed solely from changes in EMG amplitude.

More recently, Walker et al. (2012) also assessed changes in MVC and EMG
amplitude during ML (five sets of 10RM) and HL (fifteen sets of 1RM) leg-press
exercise in untrained males. In line with previous observations (Hakkinen, 1993,
Hakkinen, 1994), the authors reported that ML training induced greater loss of MVC
torque (-48 versus -30%) compared to HL training. However, loss of MVC torque after
ML training was assumed due to impairment of contractile (indirectly indicated by
greater after exercise blood lactate concentrations (~12 mmol/L)) and unchanged VA
assumed from a reduction in EMG amplitude. In contrast, EMG amplitude reduced
during and after the HL protocol only, while after exercise blood lactate concentrations
were lower (~4 mmol/L) compared to ML exercise. Accordingly, it was suggested that
fatigability induced by ML training was due to contractile dysfunction only and therefore
differs from the study of Hakkinen (1994) that reported reduced VA after ML back squat
exercise. However, it is possible that the variance in observations may be explained
by the difference in duration (i.e. volume of work) between the ML protocols. For
example, Walker et al. (2012) had participants perform five sets of 10RM leg press
exercise, whereas Hakkinen (1994) employed ten sets of 10RM back squat exercise.
From studies on both single-joint exercise (Froyd et al., 2016) and whole-body
exercise (Thomas et al., 2015) it is well- established that longer task durations are
associated with more disturbance to nervous system function. Relatedly, the observed
differences between HL and ML resistance exercise may be related to the differences

in volume of work completed.

To further explore this mechanism McCaulley et al. (2009) examined changes in MVC
and EMG amplitude during HL (eleven sets of 3 repetitions at 90% 1RM) and ML (four

sets of 10 repetitions at 75% 1RM) volume load-equated resistance exercise. Briefly,
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volume load (VL) is defined as the product of the total number of repetitions performed
and the corresponding load lifted. Similar to previous observations (Hakkinen, 1993,
Hakkinen, 1994, Walker et al., 2012), ML training induces greater losses in MVC
torque compared to HL training (-26 versus -17%). Additionally, ML training resulted
in elevated muscle activity (EMG amplitude) compared to HL training (McCaulley et
al., 2009). As well, the recovery of rate of force development, measured at 24-h and
48-h after exercise was slower after the HL protocol in comparisonto ML, suggesting
a greater disruption of nervous system function (McCaulley et al., 2009). The authors
concluded that VL did not influence fatigability and recovery during resistance exercise
and that load and rest period modification were more important variables. It was
suggested that the higher intensity of loading in the HL protocol may heighten the
stimulus to the nervous system and result in more greater declined in EMG amplitude

comparedto ML resistance exercise (McCaulley et al., 2009).

In addition to intensity of loading and volume, the influence of contraction velocity on
MVC and EMG has been explored. One study (Linnamo et al., 1998), examined the
influence of two protocols performed with different loads and movement angular
velocities in healthy participants. The first protocol consisted of five sets of leg
extension exercise at a load corresponding to 10RM and the second consisted of five
sets at a reduced load corresponding to 40% of 10RM. Additionally, participants were
asked to perform the task with maximum effort (i.e. as fastas possible). Loss of MVC
torque was greater and the recovery slower after the higher loading protocol, while
reduced EMG amplitude was observed after the reduced loading/fast velocity protocol.

This study suggests that movement angular velocity may also influence fatigability.

Taken together, the findings from the abovementioned studies suggest that intensity
of loading, volume of work, and contraction velocity may influence fatigability during
resistance exercise. High-load resistance exercise is associated with reductions in

EMG amplitude, whereas ML resistance exercise is associated with greater muscle
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fatigability likely from impairment of contractile function. However, as previously
discussed, estimates of VA cannot be assumed solely from changes in EMG
amplitude. Therefore, the abovementioned studies are limited as methods that can
robustly estimate a causative link to the development of fatigue, such as the

interpolated twitch technique (ITT), have not been employed.

Although twitch interpolation is considered a more robust estimate of VA, it is
surprising that very few studies have employed this technigue when assessing before
and after exercise performance fatigability during resistance exercise. To date, only
four studies have used the ITT to estimate the completeness of muscle activation and
contractile function after resistance exercise (Behm et al., 2002, Brandon et al., 2015,
Tran et al., 2006, Howatson et al., 2015). Behm et al. (2002), compared the influence
of one set of maximal elbow flexions at 20, 10 and 5RM in healthy males on MVC, VA,
and contractile function. The authors reported reduced MVC torque and VA after all
protocols that was not different between conditions. However, higher repetitions (i.e.
20RM) was associated with greater detrimental effects on evoked twitch torque

amplitude compared to 10RM (~11%) and 5RM (~30%).

Later, Tran et al. (2006) assessed changes in MVC, VA, and Pt after manipulation of
either concentric time-under-tension (TUT) or volume load (VL) of elbow flexion
exercise. The study conducted in males consisted of three fatiguing protocols: the first
was defined as high-volume (three sets of 10 repetitions) and long (5 s per repetition)
concentric TUT; (ii) in the second protocol participants completed the same high-
volume load but with low (40%; i.e. 2 s per repetition) of the concentric TUT compared
to the first protocol; (i) and in the third protocol, participants performed low-volume
load (50%), but with equal TUT (i.e. 10 s per repetition) compared to the first protocol.
In line with previous observations (Behm et al., 2002), the main finding was that high-
volume and long-TUT was associated with greater muscle fatigability demonstrated

by a 19% reduction in MVC torque compared to 13 and 15% after the short concentric
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TUT and low volume protocols. Also, greater impairments of contractile function were
observed indicated by declines in Pt (-57, 12 and 30%). Additionally, TUT was more
influential than volume load on fatigability, with the low-volume long TUT protocol
associated with greater fatigability than high-volume, short- time under tension. These
findings suggest that prolonged tension elicits greater contractile stress, resulting in
greater contractile dysfunction. As well, the authors were unable to detect any
disruption to nervous system function as VA (~96%) was unchanged after all protocols.
The study (Tran et al., 2006) provides valuable insight into muscle fatigability during
single-joint resistance exercise of varying TUT and volume loads, however elbow
flexions are unrepresentative of primary exercises employed in athletic training
programmes. Therefore, more work is needed on the influence of TUT and volume
load on fatigability during multi-joint exercises such as squats and deadlifts typically

employed by coaches and athletes.

Most recently, Brandon et al. (2015) examined changes in MVC, VA, and contractile
function after typical resistance exercise schemes involving heavy, moderate, and light
barbell back squat exercise (ten sets of 5 repetitions) in elite male track and field
athletes. The heavy condition load corresponded to an active muscle RPE of 16-17
(very hard) and the moderate and light loads were 75 and 50% of the heavy session
load. The main findings of the study were that MVC and evoked twitch torque were
significantly reduced 10-min after the heavy (-12 and 31%) and moderate (-7% and
16%), but not the light sessions. Also, VA assessed by the central activation ratio
(CAR) method was unchanged between all three protocols. As such, the loss of MVC
torgue after ten sets of heavy and moderate back squats was attributed to contractile
dysfunction only. As well, Howatson et al. (2015) studied the acute and 24-h fatigue
response after heavy barbell back squat exercise in elite male and female athletes.
The acute responses were in line with the previous findings (Brandon et al., 2015) as

MVC torque was reduced (-11%), while CAR was unchanged. In addition, MVC torque
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was stillimpaired (-6%) 24-h after exercise, indicating incomplete recovery (Howatson

et al., 2015).

The studies of Brandon et al. (2015), Howatson et al. (2015), and Tran et al. (2006)
suggest that load, time-under-tension, and rest period duration, are critical factors that
influence muscle fatigability during resistance exercise. The abovementioned training
variables are commonly manipulated within athletic training programmes and
knowledge of how they influence fatigability is useful when researchinforms the design
of athletic training programmes. Contrary to previous studies that estimated VA via
changes in EMG amplitude (Hakkinen, 1993, Hakkinen, 1994, Walker et al., 2012),
data from studies using electrical stimulation techniques demonstrate that impairment
of contractile function, and not disruption to nervous system function, contribute to the
loss of MVC torque observed during resistance exercise (Brandon et al., 2015,
Howatson et al., 2015, Tran et al., 2006). However, just one study (Behm et al., 2002),
has observed loss of muscle activation after single-joint resistance exercise. The
studies of Brandon et al. (2015) and Howatson et al. (2015) provide valuable insight
into the influence of typical resistance exercise bouts employed by athletes and
coaches on performance fatigability. However, the use of a closed-loop task design
(i.e. a fixed set and repetition scheme) may not allow participants to reach mechanical
failure where the active muscles are unable to produce the expected force to complete
a repetition due to muscle fatigue. Accordingly, it has been proposed that careful
prescription of resistance exercise performed until mechanical failure may help
advanced athletes exceed ‘plateaus’ (Willardson, 2007). For instance, a dose-
response relationship exists, to which greater volumes of resistance exercise are
associated with greater increases in both strength (Krieger, 2009) and muscle mass
(Schoenfeld et al., 2016b). Additionally, resistance training to mechanical failure
improves upper body strength (bench press) in resistance-trained junior elite

basketball players (Drinkwater et al., 2005). Specifically, muscular strength was
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measured after two different volume-equated protocols performed 3 times per week
for 6 weeks. The protocols were characterised as repetitions to failure (four sets of 6
repetitions) and non-failure (eight sets of 3 repetitions), with similar loads (~85-105%
1-RM). As well, the rest period differed between protocols, with 260 s between sets for
repetitions to failure and 113 s for non-failure. The results showed greater fatigability
(measured before and after exercise using a customised bench throw power test) and
a twofold increase in strength for the failure group compared with non-failure. These
results suggest that, in strength trained males, fatigability caused by muscular failure
may be related to greater muscle activation, which would explain the greater increases
in muscle strength when performing repetitions to failure. In support of this, EMG
amplitude is greater when repetitions are performed until failure compared with
submaximal repetitions of the same intensity (Looney et al., 2016). Further possible
justifications include: an ability to induce more mechanical stress, increase anabolic
hormone levels; and transitional fibres (Willardson, 2007). As such, appropriate
application of mechanical failure resistance exercise can be justified for athletes who
wish to change or enhance the training stimulus. However, to date, no work exists that
has examined the influence of training to failure on performance fatigability during

resistance exercise.

5. Summary

Muscle fatigue is defined as an exercise-induced limitation of performance and
measurable as a reduction in the ability of a muscle to exert force, or changes in
voluntary muscle activation (Enoka and Duchateau, 2008, Gandevia, 2001). Recent
literature (Enoka and Duchateau, 2016, Kluger et al., 2013) defines fatigue as a
disabling symptom in which physical and cognitive function is limited by interactions
between performance fatigability and perceived fatigability (Enoka and Duchateau,
2016). Performance fatigability depends on the contractile capabilities of the working

muscle and capacity of the nervous system to provide adequate activation to maintain
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the task. Perceived fatigability describes the changes in subjective sensations that

regulate the integrity of the exerciser (Enoka and Duchateau, 2016).

Performance fatigability is quantified as the objective rate of change in a criterion
performance outcome over a discrete period of time during a fatiguing task (Enoka
and Duchateau, 2016). The development of performance fatigability during physical
activity is highly task dependent and related to exercise type, duration and intensity as
well as contraction type and velocity. As well, the mechanisms that contribute to
performance fatigability may influence the time course of recovery and affect
subsequent training bouts. Relatedly, ensuring that fatigue is appropriately managed
is important for adaptations to training and competition performance as well as
reducing injury risk. As such, knowledge of muscle fatigability during resistance

exercise may help inform the preparation of athletic training programmes.

Early studies examining the influence of single-joint exercise on performance
fatigability found that sustained maximal isometric muscle actions induce fatigue
attributed to disruption of nervous system function and impairment of contractile
function. Additionally, voluntary activation (VA) is recovered quickly following
restoration of normal blood flow (Gandevia et al., 1996). In contrast, submaximal
isometric exercise of moderate duration induces impairment of contractile function,
while VA progressively declines if exercise is sustained (Behm and St-Pierre, 1997,
Yoon et al., 2007). Performance fatigability during locomotor exercise is largely in
parallel with isolated muscle studies. For example, prolonged endurance exercise is
associated with early contractile dysfunction, while impairment to VA may develop
during the latter stages of exercise (Thomas et al., 2015). However, influence of high-
intensity intermittent exercise on performance fatigability remains unclear (Girard et

al., 2013, Goodall et al., 2015).
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The findings from studies of isolated muscle groups and locomotor exercise are
interesting and suggest that a similar approach to investigating performance fatigability
after resistance exercise may be useful for athletes and coaches. Like locomotor
exercise, performance fatigability induced by resistance exercise is highly task-
dependent and related to the intensity of load, contraction type, rest period duration,
and time-under-tension. Early studies have been limited by the assessment
methodology employed, while evidence using more robust techniques such as the
interpolated twitch technique (ITT) is scarce. Studies employing the ITT have found
that performance fatigability is greater when training is performed with longer time-
under-tension (Tran et al., 2006). However, this study employed single-joint exercise
(i.e. elbow flexions) and warrants further investigation in multi-joint resistance exercise

(e.g. squats and deadlifts) more commonly employed by athletes.

The loss of MVC torque observed after high-load (HL) resistance exercise in elite
athletes (barbell back squats) is due to impaired contractile function (Brandon et al.,
2015, Howatson et al., 2015). Although representative of typical resistance exercise
schemes employed by athletes and sports coaches, the research conducted so far
has focused on closed-loop design (i.e. predetermined sets and repetitions), which
may not allow participants to reach mechanical failure. As well, performing resistance
exercise until muscle failure may maximise muscular adaptions and is a technique that
advanced athletes may use to exceed ‘plateaus’ in training. So, employing an open-
loop design may provide a novel and alternative focus of work. Relatedly, it is possible
that disruption to nervous system function may develop if resistance exercise is
performed with sufficient duration. For example, (Behm and St-Pierre, 1997) reported
that fatigue-induced muscle inactivation after submaximal muscle actions may be
duration dependent increasing with prolonged fatiguing contractions. Accordingly, it is
also important to measure performance fatigability within minutes of exercise

cessation to capture any changes to nervous system function (Gandevia, 2001).
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Finally, the recovery of fatigue after resistance exercise performed until exhaustion is

unknown and warrants investigation.

In conclusion, one of the key objectives of the coach is to plan optimal concurrent
training programmes that combine: strength, endurance, speed, and technical training,
while ensuring fatigue is appropriately managed. It is therefore important that sports
coaches understand the influence of resistance exercise on muscle fatigability.
However, very few studies have explored the influence of resistance exercise on
performance fatigability, and in particular resistance exercise performed until
mechanical failure and of different lifting tempos warrants further research. Finally,
understanding the type of fatigue present is important and may have important

implications for the prescription of recovery interventions.



Chapter 3. Changes in contractile function and voluntary
activation and 24-h recovery after exhaustive high-load and

moderate-load hexagonal-barbell deadlifts
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Abstract

Purpose: To examine changes and recowery of contractile function and woluntary activation
after maximal high-load and moderate-load hexagonal-barbell deadlift (HBD) exercise.
Methods: Eight resistance trained males completed two exhaustive resistance exercise
protocols using a randomised cross-over design. The protocols included: high-load low
repetitions (HL) consisting of sets of 3 repetitions performed until wlitional exhaustion at 90%
3RM (3-min recowery) and moderate-load high repetitions (ML) consisting of sets of 10
repetitions at 75% 3RM (1.5-min recowvery). Maximal woluntary contraction (MVC), woluntary
activation (VA), and ewoked potentiated twitch torque (Pt) of the quadriceps were determined
using the interpolated twitch technique before, immediately after, and 24-h after exercise. Bar
displacement data were measured during the exercise protocol. Results: The external load
was greater during HL compared to ML (170.9 +27.1 vs. 150.9 + 17.8 kg), while total concentric
work, mean power output, velocity, and after exercise blood lactate concentrations were lower
(18.1 + 8.2ws 29.8 +13.8 kJ; 550 + 111 vs 648 £ 51 W; 0.34 £ 0.05 vs 0.45 0.06 m/s; 4.71 +
2.3vs 12.2 £ 2.4 mmol/L). Changes in MVC torque (-15.4 * 10.7%), Pt (-18 + 14.4%), and VA
(-13.1 +£14.35%) were observed immediately after ML HBD exercise, but not HL exercise. Loss
of MVC (-12.8 %= 7.7%) was present up to 24-h after ML exercise, which was associated with
reduced VA and near full recovery of contractile function. Conclusion: Moderate-load HBD
exercise performed until mechanical failure resulted in losses of contractile function and
wluntary activation, while MVC was preserved after HL exercise. After ML exercise, loss of
MVC was present up to 24-h after exercise, which was largely due to suppressed woluntary

activation.

1. Introduction

Muscle fatigue is defined as an exercise-induced limitation of performance and
measurable as a reduction in the ability of a muscle to exert force or changes in
voluntary muscle activation (VA) (Enoka and Duchateau, 2008, Gandevia, 2001). The
primary causes of fatigue are associated with changes in the activation signal
generated by the nervous system (Gandevia, 2001) and/or impairments of the
contractile machinery within the muscle cell (Allen et al., 2008). More recently, fatigue
has been defined as a disabling symptom in which physical function is limited by
interactions between performance fatigability and perceived fatigability (Enoka and
Duchateau, 2016, Kluger et al., 2013). Performance fatigability relates to the
contractile capabilities of the working muscle and capacity of the nervous system to

provide adequate activation to maintain the task, while perceived fatigability describes
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the changes in subjective sensations that regulate the integrity of the exerciser (Enoka

and Duchateau, 2016).

The majority of work examining the rate-limiting adjustments during fatiguing
contractions has focused on locomotor exercise such as running or cycling (Amann
and Dempsey, 2008, Decorte et al., 2012, Girard et al., 2013, Goodall et al., 2015,
Rampinini et al., 2014, Ross et al., 2010a, Ross et al., 2010b, Thomas et al., 2015).
This work demonstrates that the contribution of contractile dysfunction to performance
fatigability is greater after high-intensity activity of shorter durations (Thomas et al.,
2015), while the contribution of reduced voluntary activation is relatively higher after
sustained, low-intensity activity (Ross et al., 2010a). However, very little is known on
the influence of resistance exercise on performance fatigability. This is surprising since
many athletes perform concurrent or mixed training programmes as high-levels of
muscular strength are important for improving general and sport specific skills, while

reducing risk of injury (Suchomel et al., 2016).

Limited data show that high-load (>85% 1RM) and moderate-load (<80% 1RM)
resistance exercise appears to exert different effects on contractile function (Brandon
et al., 2015, Howatson et al., 2015, McCaulley et al., 2009). For example, Brandon et
al. (2015) compared changes in maximal voluntary contraction (MVC) torque, VA, and
evoked potentiated twitch torque (Pt) before and 10-min after heavy, moderate, and
light barbell back squats (ten sets of 5 repetitions) in elite male athletes. Maximal
voluntary contraction of the quadriceps declined after the heavy (-12%) and moderate
(-7%), but not light sessions. Additionally, after the heavy and moderate sessions, Pt
reduced indicating impairment of contractile function, while VA was unchanged after
exercise suggesting that neural drive was preserved. These findings were supported
by another study (Howatson et al., 2015) where similar losses of MVC (-11%) were

observed after heavy barbell back squats, which was similarly attributed to reductions
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in contractile function. Finally, the authors reported that MVC remained suppressed (-

6%) at 24-hours (h) after exercise (Howatson et al., 2015).

The studies of Brandon et al. (2015) and Howatson et al. (2015) provide valuable
insight into performance fatigability and recovery during resistance exercise schemes
employed by elite athletes. Such knowledge is essential when research informs the
preparation of athletic training programmes as management of fatigue is important for
adaptations to training and competition performance as well as reducing injury risk
(Hulin et al., 2016). However, more work is needed to address gaps in knowledge. For
example, a dose-response relationship exists, to which greater volumes of resistance
exercise are associated with greater increases in both strength (Krieger, 2009) and
muscle mass (Schoenfeld et al., 2016b). Relatedly, resistance exercise to mechanical
failure improves strength (bench press) compared to non-mechanical failure exercise
in resistance-trained junior elite basketball players (Drinkwater et al., 2005). For these
reasons, performing resistance exercise until muscle failure is a technique that

advanced athletes may use to exceed ‘plateaus’ in strength development.

With this in mind, this study aims to examine changes and recovery of contractile
function and voluntary activation induced by a single bout of multi-joint resistance
exercise performed until mechanical failure with high-load (HL) (3 repetitions per set)
or moderate-load (ML) (10 repetitions per set). Changes in MVC, VA, and Pt were
measured before, at exhaustion, and 24-h after exercise. It was hypothesised that a
larger volume of work would be completed for the ML protocol compared to HL, which
would induce greater loss of MVC torque. It was also hypothesised that the exhaustive
nature of exercise would result in reductions in both contractile function and voluntary
activation. As well, it was hypothesised that at 24-h, the recovery of fatigue would be

incomplete for both protocols, but less after ML exercise.
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2. Method

2.1 Participants

Eight resistance-trained males (mean + SD; age 27.4 £ 5.7 years, height 1.76 + 0.1
cm, body mass 77.4 + 11.3 kg) who had been engaging in resistance exercise for at
least 2 years and training = 2 sessions per week volunteered to participate in this
study. All participants were accustomed to performing a hexagonal-barbell deadlift
(HBD) with correct technique and laboratory exercise testing and were free of
cardiorespiratory, neurological, or neuromuscular disorders (PAR-Q) (Thomas et al.,
1992). Initial HBD 3 repetitions maximum (3RM) was 181 = 26.4 kg (2.3 + 0.2
normalised per kg of body mass). All participants were informed of the purpose of the
study, experimental procedures, and associated risks prior to participation and
exercise testing. All participants gave verbal and written informed consent, and the
protocol was approved by the University of Essex ethics committee, in the spirit of the

Helsinki Declaration.

2.2 Experimental design

A within-group repeated measures design in which participants performed two
protocols, ML and HL, in a randomised and counterbalanced order, separated by 5-8
d was employed. For each protocol, before and after exercise measurements of knee
extensor MVC torque, voluntary activation, potentiated twitch torque, and capillary (ear
lobe) blood lactate concentrations were taken. Three to seven days prior to the start
of the study participants completed muscular strength testing to evaluate each
participants 3RM for the HBD. On the same day, participants completed a
familiarisation session. Participants were instructed to avoid any lower-body exercise

48-h prior to any visit and any exercise the day before a visit.
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Table 1. Modified APRE protocol for HL and ML with set 2 adjustment

Load intensity (% protocol

Repetitions weight)
Warm up
10 x Empty bar (40 kg)
10 x 50%
6 X 75%
HL
Maximum 100%
Repetitions for set 2 Set 2 adjustment (%)
adjustment
1 -10
2 -5
3-4 No change
5-7 +3
8+ +12
ML
Maximum 100%
Repetitions for set 2
adjustment
0-3 -20%
4-7 -10%
8-9 -5%
10-12 No change
13-17 +10%
17+ +30%

*APRE = auto regulating progressive resistance exercise; 3RM = 3 repetitions maximum

2.3 Muscular strength testing and familiarisation session

Prior to dynamic muscular strength testing, participants performed non-specific,
individual joint mobilisation followed by a specific warm up consisting of submaximal
HBD repetitions of a single setof 10, 5, 3, and 1 repetition(s) at 50, 70, 80, and 90%
of estimated 3RM. After the warm up, participants rested for 3-5-min and performed
three attempts (3-5 min recovery) to determine actual 3RM. The HBD exercise was
performed by stepping inside the barbell and squatting down to grasp the handles with
a shoulder-width stance. A repetition was considered successful if the barbell was not
lowered at any point during the ascent, and upon completion an upright posture was
achieved with the hip and knee joint at full extension. A 3RM and working percentages

(i.e. 90 and 75% of 3RM) were chosen to align with common practice among strength
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and conditioning practitioners. After dynamic strength testing, participants were
accustomed with all laboratory procedures. Attention was given to the quadriceps
MVC, with participants repeating the procedure until they could maintain a stable
plateau in torque for 3-4 s. Also, participants were accustomed with direct muscle
stimulation and care was taken to ensure participants could match MVCs produced

without stimulation with those while expecting stimulation (Shield and Zhou, 2004).

2.4 Exercise protocol

The ML protocol was conducted using a load corresponding to 75% of 3RM and
comprised of an open-ended number of sets comprising ten repetitions with 90 s rest
periods, while the HL protocol was conducted at 90% of 3RM and comprised sets of
three repetitions with 180 s rest. To allow for daily and weekly fluctuations in
participant’s individual strength performance, a modified version of the auto regulating
progressive resistance exercise (APRE) method (Mann et al., 2010) was employed.
Specifically, during the first set, participants performed ‘maximally’ (i.e. as many
repetitions as they could) with the prescribed weight. Next, the weight used for the
remaining sets was based on the performance during the first maximal set using an
adjustment table (Table 1). For the remaining sets, participants then performed 10 or
3 repetitions at the adjusted weight until they reached volitional exhaustion or could
not complete the required repetitions within a set identified as an inability to extend the
knee and hip joints or within the time limit of four s per repetition. Participants were
instructed to perform the concentric portion of the lift with maximal effort (i.e. ‘as fast
as possible’), while controlling the eccentric action to avoid bouncing the weights.
Strong verbal encouragement from the same two investigators was given throughout
each protocol. Maximal voluntary contraction testing and measurements of blood

lactate concentrations were taken before and after each protocol.
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2.5 Before exercise

Upon entering the laboratory, participants were positioned upright on an isokinetic
dynamometer (KinCom, Chattanooga, IL) ensuring the knee joint (i.e. lateral femoral
epicondyle) and dynamometer axes were accurately aligned under contracted
conditions, and stabilised using leg, waist, and chest straps to minimise movement
during testing. The lever arm was attached to the shank 10-cm above the medial
malleolus with an ankle strap. The seat height and distance from the axis were
recorded to ensure accurate repeat positioning and to reduce day-to-day variation.
During all tests, participants were required to have their arms crossedover their chest.
All measurements were performed on the dominant limb (all right) with the knee joint

angle fixed at 70° of flexion (0° corresponding to full knee extension).

Maximal voluntary contraction (MVC), voluntary activation (VA), and potentiated twitch
(Pt) torque of the knee extensors were obtained to quantify muscle performance.
Accordingly, the knee extensors were considered an appropriate muscle group to
investigate because the HBD exercise is associated with greater peak knee moments
when compared with the straight-barbell deadlift as the resistive load is positioned
closer to the athlete’s centre of mass (Swinton et al., 2011). A decline in MVC torque
at exhaustion from before exercise levels indicates muscle fatigue, while adjustments
in Pt and VA indicate contractile dysfunction or incomplete muscle activation. To
determine MVC, participants performed three maximal isometric contractions of the
knee extensors interspersed by 1-min rest after a standardised warm up of 10
submaximal repetitions. Strong verbal encouragement was given to all participants
during each MVC to provide motivation. An electrical stimulus was delivered during
the plateau of each MVC and 3-5 s following relaxation of each MVC. Potentiated
twitches were used since these have been shown to be more sensitive to fatigue than
un-potentiated twitches (Shield and Zhou, 2004). Two self-adhesive rectangular (5 x

9 cm) electrodes (Valutrode®, Axelgaard Manufacturing Co., Ltd, CA, USA) placed on
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the leg connected to a high-voltage, constant current, stimulator (Digitimer Ltd,
Stimulator model DS7AH, Welwyn Garden City, UK) which delivered pair rectangular
pulses of 200 ps at 100 Hz. The electrodes were placed on clean, shaved skin 5-10
cm below the inguinal crease and 5-10 cm above the superior border off the patella
over the belly of the vastus lateralis, rectus femoris, and vastus medialis. Briefly, direct
muscle stimulation (as opposed to nerve stimulation) was employed since it may
cause less discomfort and ensures delivery of a supramaximal stimulus (Place et al.,
2010). Supramaximal stimulation was ensured by increasing stimulation intensity by
25 mA until a plateau occurred in twitch amplitude. The stimulation intensity was then
increased by 25%. The same stimulation intensity was used for the same participant
throughout the intervention. Voluntary activation was derived from the ratio of the
superimposed twitch and the twitch produced in a relaxed potentiated muscle and

expressed as:

VA = 100 (1 — superimposed twitch / Pt)

[Eq. 1]
A correction was applied to the equation if the superimposed stimulation was delivered
slightly before or after peak MVC (Strojnik and Komi, 1998). Next, a specific HBD
warm-upwas performed using a modified ARPE method (see Table 1). After the warm-
up, participants were seated and given 3-min rest before the start of the protocol.
During the rest period, capillary blood samples were obtained from the earlobe and
collected into capillary tubes (20 yL) and placed into 1 mL haemolysing solution for

assessment of blood lactate at rest (EKF Diagnostics, Biosen C-line, Germany).

2.6 During exercise

During the protocol, bar displacement data from each repetition of every set were
collected using a linear positioning transducer (LPT) (GymAware, Kinetic Technology,

Canberra, ACT). The LPT consisted of a central processing unit and a retractable,
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measuring cable that was attached to the bar by a Velcro strap, and calibrated before
each exercise session per the manufacturer’s specifications. The GymAware used
variable rate sampling with level crossing to detect data points that are down sampled
to 50 Hz. During all testing, the LPT was connected to a tablet device to provide an
instantaneous graphic display, which was shown to the participants to provide
feedback on mean barbell velocity (m/s). Data acquisition was later obtained from the
manufacturer’s online portal software. In brief, from the time and displacement data,
velocity can be calculated (i.e. displacement/ time) and then acceleration (i.e. change
in velocity / time). Outcome measures included: power (W), velocity (m/s), and total
concentric work (kJ). The measurement error of the LPT is low and both relative and

absolute reliability are within acceptable limits (Crewther et al., 2011).

2.7 After exercise
Within 1-2-min of task failure, MVC testing was repeated to capture the magnitude of
fatigue induced by the exercise task before it dissipates. Lastly, ~5-min after exercise

cessation a final capillary earlobe blood sample was taken.

2.8 Statistical analysis

From the three MVC measurements before and after the exercise protocol, the
greatest MVC and respective potentiated twitch were selected for data analysis.
Statistical analysis was carried out using SPSS 20.0 (IBM Corp, Armonk, NY).
Differences in load lifted for the first set, adjusted load lifted (for subsequent sets),
completed sets, total repetitions, mean repetition power output and velocity as well as
total concentric work between the two protocols were analysed by paired t-tests. To
compare differences between protocols a two-way repeated measures ANOVA was
performed (protocol x time) for MVC, Pt, and VA. When the assumption of sphericity
was violated, degrees of freedom were corrected (Greenhouse-Geisser). In case of a
significant main effect a post-hoc test was applied. Significance level was 0.05. The

critical value of P was two-tailed.
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3. Results

3.1 Resistance exercise characteristics

The means, standard deviations, p value, effect sizes, and confidence intervals of the
exercise characteristics of the HL and ML protocols are presented in Table 2. There
were differences in post set 1 external load, number of sets, repetitions performed,
total concentric work, and mean repetition power output and velocity. There was an
interaction effect (protocol x time) (F(1,7)=71.6, p=0.0001) and main effect for time
(F(1,7)=46.7, p=0.0001) for before and after blood lactate concentrations (F(1,7)=71.6,

p=0.0001) (Table 3).

3.2 MVC, Pt, and VA measurements

Before, after, and 24-h maximal voluntary contraction, voluntary activation, and

potentiated twitch torque from the HL and ML protocols are presented in Table 3.

There was a main effect of time for MVC (F(2,14)=5.24, p=0.020). The main effect of
protocol for MVC was not significant (p=0.530). The interaction effect (time x protocol)

was significant (F(2,14)=6.91, p=0.008).

A one-way repeated measures ANOVA was conducted to compare the effect of ML
and HL exercise on MVC. There was a significant effect of ML on MVC (F(2,14)=12.4,
p=0.002), but not HL (p=0.441). Post hoc Tukey’s HSD tests demonstrated that for

ML, MVC was reduced after exercise and at 24-h after exercise (p=<0.05).

In addition, one-way ANOVAs demonstrated that both Pt (F(2,14)=6.26, p=0.017) and
VA (F(2,14)=4.51, p=0.049) were reduced across the time periods for ML exercise,
but Pt (p=0.191) and VA (p=0.300) were unchanged across time periods for HL
exercise. Post hoc Tukey’'s HSD tests demonstrated that at each time point for ML
exercise, Pt was reduced after exercise only and VA was reduced after exercise and

at 24-h after exercise (p=<0.05).



Table 2. Load lifted, completed sets and repetitions, power, velocity, and total concentric work for high-load and moderate-load

HL ML t df p d 95% ClI
Set 1 load (kg) * 161.3 + 24.5 142.2 +12.7 17.4 7 .0001 0.98 0.1-2.0
Adjusted load (kg) * 170.9 +27.1 150.9 +17.8 11.7 7 .001 0.87 0.2-1.8
Completed sets * 95+5.6 43+26 3.2 7 .01 1.19 01-22
Total repetitions * 33.4 +16.7 52 +23.7 3.2 7 .02 -0.91 -1.9-0.2
Power (W) * 550.3 +111.4  647.6 +50.5 2.4 7 .049 -2.0 -2.1-0.0
Velocity (m/s) * 0.34 + 0.05 0.45 + 0.06 2.3 7 .001 -2.0 -3.1-0.7
Total concentric work g1 4 g5 20.8 +13.8 2.8 7 0253 2.0 31--07

(kJ) *

Values are mean * SD before, after, 24-h, n=8
* Significant effect of protocol
d = Cohen’d d effect size; HL = high-load-low-repetitions; ML = moderate-load-high-repetitions; kg = kilograms; W = watts; m/s = metres per second; kJ =

kilojoules
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Table 3. Before, after, and 24-h assessment values from high-load (HL) and moderate-load (ML)

HL ML
Before 1138 + 294 1200 = 247
MVC (N.m) &P After 1079 + 306 1020 + 272*
24-h 1097 = 274 1054 + 273*
Before 598 + 121 623 + 118
Pt (N.m) After 551 + 107 504 + 100*
24-h 595 + 101 582 + 122
Before 81 +10 90 + 10
VA (%) After 78 £ 11 79 £ 19*
24-h 80 +11 81 +10*
Before 28+0.8 28+13
Blood lactate (mmol/L) @9
After 49+25 12.7 £ 2.5*

Values are mean * SD before, after, 24-h, n = 8.

a) Significant main effect from before to 24-h, p=<0.05

b) Significant interaction effect (protocol x time), p=<0.05

* Within protocol post-hoc difference compared with before-exercise values

MVC = maximal woluntary contraction; Pt = potentiated twitch torque; VA = wluntary activation



59

4. Discussion

Performance fatigability relates to the contractile capabilities of the working muscle
and capacity of the nervous system to provide adequate activation signal to maintain
the task. This is the first study to characterise changes in performance fatigability and
recovery after performing open-loop exhaustive, hexagonal-barbell deadlift (HBD)
exercise at different loads in resistance-trained men. As expected there were
differences between the moderate-load high-repetition (ML) and high-load low
repetitions (HL) protocols in sets and repetitions performed, power output, barbell
velocity, and total concentric work performed. The main finding was that intensity of
load and rest period modification influenced contractile function and voluntary
activation (VA). Muscle fatigue due to reduced contractile function and VA was present
after moderate-load HBD exercise, but not after high-load HBD exercise indicated by
preserved MVC torque. Additionally, maximal voluntary contraction (MVC) torque was
reduced at 24-h after ML exercise, which was attributed to suppressed voluntary
activation (VA). The fact that MVC was preserved after HL HBD exercise has
significant implications for the prescription of periods of intensified resistance exercise

within athletic training programmes.

In this study, performance fatigability was quantified by comparing MVC torque at
exhaustion and 24-h after exercise with before exercise-values. The ML protocol
induced a 15 + 11% reduction in MVC torque at exhaustion. This result is consistent
with previous findings after single bouts of lower-body multi-joint resistance exercise.
For example, Brandon et al. (2015) reported 13 and 9% reductions in MVC after
‘heavy’ (equivalent to muscle active RPE 16-17) and ‘moderate’ (75% of heavy
session load) barbell back squats (ten sets of 5 repetitions). Additionally, Howatson et
al. (2015) reported an 11% loss of MVC torque for males and females after a ‘strength
session’ (equivalent to muscle active RPE 16-17) comprised of barbell back squats,

split squats, and upper-body press (four sets of 5 repetitions for each exercise).
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The fact that MVC was reduced after ML exercise and not HL is surprising, but may
be associated with the lower concentric work (-39 + 35%) performed during HL
exercise suggesting lower metabolic stress. Additionally, it has been demonstrated
that when volume-equated resistance exercise is performed load and rest period
duration has greater influence on MVC (McCaulley et al., 2009). As well, blood lactate
concentrations were higher after ML HBD exercise compared with HL, which was most
likely due to the shorter rest period (1.5-min versus 3-min) between sets. As such, ML
exercised seemed to cause greater disturbance to homeostasis resulting in greater

losses of MVC torque.

In addition to MVC testing, this study employed direct muscle stimulation techniques
to gain insight into the rate-limiting adjustments responsible for task failure during
resistance exercise. Briefly, when VA is incomplete, the stimulus activates the
motorneurons that were not recruited or firing fast enough and augments the torque
generated by the muscle. Conversely, when there is complete or nearly complete VA,
there is little to no increase in torque when the stimulus is delivered (Enoka and
Duchateau, 2008, Merton, 1954). Also, a decline in potentiated twitch torque (Pt)
amplitude measured ~5-s after an MVC indicates impairment of contractile function.
Briefly, limitations of the interpolated twitch technique (ITT) are recognised. For
example, the accuracy of the ITT is limited when the electrical stimuli delivered during
the voluntary activation test is triggered manually (at the point the investigator
perceived to be peak torque) while watching the participant’s real-time torque curves.
In addition, it was rare for the stimulus to be delivered at peak torque because MVCs
are characteristically somewhat unsteady. Therefore, some measurement error is

typically present in estimates of VA regardless of the equations used.

The -18 + 14% decrease in potentiated twitch torque (Pt) after ML HBD exercise
demonstrates that the ability of the muscle to translate the neural stimulus into a force

response was impaired (Ross et al., 2010b). The accumulation of metabolites such as
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the elevations in blood lactate observed has been associated with blunted Ca?*
release or altered sensitivity of the myofibril complex to Ca?*which may be responsible
for this impaired excitation-contraction coupling process (Allen et al., 2008). It is also
evident that an impairment of neural drive, indicated by reduced VA, was also elicited
by ML resistance exercise. The -13.1 + 14.4% reduction in VA observed in this study
has not previously been detected by electrical stimulation techniques after multi-joint
resistance exercise (Howatson et al., 2015, Brandon et al., 2015). This may be partially
explained by the open-loop task design employed in this study, which allowed
participants to exercise until volitional exhaustion or task failure. It has been suggested
that reduced VA after exhaustive exercise may serve to protect the neuromuscular
system because continuing to drive the muscles would put them in a catastrophic state
(Noakes, 2012). Indeed, group Il and IV muscle afferents (stimulated by muscle
damage and inflammation) can act at a supraspinal level with inhibitory effects on VA
after contractile dysfunction exceeds a ‘critical threshold” (Amann and Dempsey,
2008). So, the impairments to contractile function may have, via afferent feedback,

reduced motor unit firing to avoid increasing damage to the muscle fibres.

In this study, the recovery of fatigue was assessed by repeating MVC testing 24-h after
exercise. Maximal voluntary contraction remained suppressed for the ML protocol (-
12.8 + 7.7%) at 24-h after exercise compared with before exercise-values. These
findings are greater than previous reported findings (i.e. -6%) (Howatson et al., 2015)
and may be related to the exhaustive nature of the bout. The partial recovery was
associated with a near return to before exercise Pt amplitude, indicating recovery of
contractile function. Accordingly, the incomplete recovery of MVC torque may be
explained by the persistence of reduced VA (-10.1 + 8.3%) after ML HBD exercise.
The finding that contractile function was recovered after 24-h of rest, while VA
remained depressed after this time, is indicative that a form of persistent centrally

mediated impairment. Similar findings have been reported up to 60-h after consecutive
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repetitive bouts of prolonged cycling exercise (Ross et al., 2010b). Specifically, after
20 prolonged cycling stages interspersed by 2 rest days, peripheral neuromuscular
function was restored, while central nervous system function was still impaired.
Although the chronic changes in the ability to produce voluntary force occurred after
consecutive bouts of prolonged exercise, this study demonstrates that these changes
are present after a single bout of exhaustive resistance exercise. Therefore, it may be
relevant to emphasise recovery of nervous system function as in some cases this may

take longer to recover than contractile function (Rattray et al., 2015).

This study provides novel information on resistance exercise prescription for
resistance-trained males and suggests that athletes undertaking a bout of moderate-
load high repetition HBD exercise induces greater losses in MVC torque compared to
high-load low repetition HBD exercise, which may require a period greater than 24-h
to observe complete recovery of fatigue. Additionally, recovery of nervous system
function should be prioritised as VA was slower to recover than contractile function
(potentiated twitch torque) (Rattray et al., 2015). An important finding was that high-
load HBD exercise results in no significant loss to MVC torque, even when performed
until task failure. This is interesting for athletes and coaches who are planning in-

season concurrent training programmes or periods of intensified training.

To the author’s knowledge, this is the first study that has employed HBD exercise at
different loads in an open-loop design to examine changes in contractile function and
voluntary activation with recovery measurements after resistance exercise. The HBD
exercise was chosen because of its similar biomechanical and neuromuscular
demands with several athletic movements (e.g. knee and hip extension during running
and jumping), but its relative safety and technical simplicity compared to a straight-
barbell deadlift and squat variations. In addition, the knee extensors were considered
an appropriate muscle group to investigate because the HBD exercise is associated

with greater peak knee moments when compared with the straight-barbell deadlift as
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the resistive load is positioned closer to the athlete’s centre of mass (Swinton et al.,
2011). For these reasons, it is a common exercise employed in athletic training
programmes to strengthen the legs, hips, back, and trunk musculature, while providing
an excellent evaluation of lower body strength. The protocol employed in this study
was designed to align with common practice within athletic training prescription. For
example, the HL protocol included sets of 3 repetitions performed at 90% of 3RM, with
3-min rest, whereas the ML protocol included sets of 10 repetitions performed at 75%
of 3RM, with 1.5-min rest. It is acknowledged that the exhaustive nature of the task is
uncommon, but can be related to periods of intensified training. With this in mind
though, the total number of sets and repetitions performed were similar to previous
investigations that utilised a closed-loop task design (McCaulley et al., 2009). For
instance, in this study participants performed barbell back squats consisting of 11 sets
of 3 repetitions at 90% 1RM and 4 sets of 10 repetitions at 75% 1RM. This may be
explained by the fact that the investigators reduced the resistive load by 5% when

participants reached failure within a set.

Practical applications

One practical application that can be derived from these results is that because of
lowered fatigue after high-load HBD exercise, it may be a preferable training modality
for coaches to employ during the in-season period or during times of intense
concurrent training. In this way, optimal adaptations can be maintained whilst
minimising the negative impact of residual fatigue from resistance exercise. Further
research may reveal if this remains the case between equated volumes of HL and ML
training such as 10 sets of 3 repetitions versus 3 sets of 10 repetitions training

schemes.

Conclusion
In conclusion, this study provides important information for athletes, coaches, and

practitioners seeking to use the HBD exercise and training to mechanical failure. A
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single bout of exhaustive moderate-load HBD exercise induces loss of MVC torque
that is persistent even after a period of recovery. The loss of MVC torque can be
attributed to impaired contractile function and reduced VA. Also, reduced VA was
observed after 24 h, while potentiated twitch torque was largely restored; indicating
VA was slower to recover than contractile function. The fact that fatigue was lowered
after HL HBD exercise has important implications for the prescription of resistance

exercise.



Chapter 4. Changes in contractile function and voluntary
activation during multi-joint resistance exercise performed with

fast and slow lifting tempos
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Abstract

Purpose: To examine changes in contractile function and woluntary activation during
resistance exercise performed with maximal effort or fast tempo (FT) and slower tempo (ST).
Methods: Eight resistance trained males completed both FT and ST hexagonal-barbell deadlift
(HBD) exercise protocols each consisting of eight sets of 6 repetitions at 60% 3RM using a
randomised cross-over design. During the FT protocol, each repetition was performed with
maximal effort, while each repetition during ST was performed with a 3-1-3 lifting tempo.
Changes in maximal woluntary contraction (MVC), woluntary muscle activation (VA), evoked
potentiated twitch torque (Pt) of the quadriceps were determined using the twitch interpolation
technique before, during (after set 4), and after exercise. Bar displacement data were
measured during the exercise protocol. Results: Mean power output (p=0.0001), barbell
wvelocity (p=0.0001), and total concentric work (p=0.0146) were higher for the FT protocol
compared to the ST protocol (995 + 166 vs 233 £ 52 W; 0.87 £ 0.05 vs 0.19 £ 0.05 m/s; 4.8 £
0.8 s 3.7 + 1.1 kJ). MVC torque (p=0.0001), Pt (p=0.013), and VA (p=0.037) were reduced
compared to before exercise values after FT (-7.8 £ 9.2%; -5.2 + 9.2%, -8.7 + 12.2%) and ST
(-11.2 £ 8.4%, -13.3 £ 8.1%, -2.2 + 4.2%). Blood lactate concentrations were greater after ST
(8.6 £ 3 mmol/L) compared with FT (4.2 £ 2.5 mmol/L) (p=0.0001). Conclusion: Changes in
contractile function and woluntary activation similar after both fast tempo and slow tempo HBD
exercise (8 sets of 6 repetitions at 60% 3RM). Future studies may reveal if this remains the

case when performing greater resistance exercise wlumes.

1. Introduction

It is well accepted that resistance exercise is a potent stimulus for developing skeletal
muscle mass and strength (Folland and Williams, 2007). Additionally, manipulation of
resistance training variables such as load and repetition duration or contraction
velocity stimulate specific adaptations (Schoenfeld et al., 2015). For instance, when
lifting submaximal loads such as below 85% 1RM, an individual can vary the lifting
tempo of each repetition for a given exercise. It has been proposed that intentionally
slowing repetition cadence reduces the momentum in a lift, thereby increasing
mechanical tension on the working muscles (Westcott et al., 2001). Hypothetically,
increasing mechanical tension throughout a lift could positively mediate intracellular
anabolic signalling, promoting a greater hypertrophic response (Schoenfeld et al.,
2015). In contrast, maximum effort resistance exercise in which the athlete moves the

resistive load with maximum effort (i.e. velocity) has been shown to drive specific
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adaptations such as enhanced rate of force development, which is crucial for
improving general and sports specific skills such as running, jumping, and throwing
(Newton et al., 1997). Performing bouts of resistance exercise will induce muscle
fatigue and ensuring that fatigue is appropriately managed is important for adaptations
to training and competition performance as well as reducing injury risk (Hulin et al.,
2016). Therefore, knowledge of the development of fatigue after resistance exercise
performed with different lifting tempos has important implications for the prescription
of athletic training programmes as the magnitude of fatigue will dictate the nature of

subsequent training bouts.

Previous research that has measured changes in contractile function and voluntary
muscle activation (VA) during resistance exercise has largely focused on the influence
of load intensity. Yet many of these studies have not controlled for volume load (VL),
defined as the product of the total number of repetitions performed and the
corresponding load lifted (Benson et al., 2006, Brandon et al., 2015, Hakkinen, 1993,
Hakkinen, 1994, Howatson et al., 2015). Additionally, very few studies have examined
the influence of lifting tempo (i.e. contraction velocity) (Tran et al., 2006). With this in
mind, Tran et al. (2006) studied the effects of manipulating lifting tempo and therefore
the time the muscle is under tension (TUT) as well as VL for elbow flexion exercise.
The study conducted in males consisted of three fatiguing protocols: the first was
defined as high-volume (three sets of 10 repetitions) and long (5 s per repetition)
concentric TUT; (i) in the second protocol participants completed the same high-
volume load but with low (40%; i.e. 2 s per repetition) of the concentric TUT compared
to the first protocol; whereas the in third protocol participants performed low-volume
load (50%) but with equal TUT (i.e. 10 s per repetition) compared to the first protocol.
The findings of the study were that all three sessioninduced reductions in MVC torque
(-19 £ 1.9%, -13 = 1.6%, -15 + 2.8%) that were associated with contractile dysfunction

indicated by reduced potentiated twitch (Pt) amplitude (-57 + 5.1%, -12 + 6.5%, -30 =
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8.6%). As well, initial VA was unchanged after each protocol indicating preserved
neural drive. As such, the low-volume long TUT protocol resulted in greater reductions
in contractile function than high-volume, short TUT. These findings suggest that
prolonged tension elicits greater contractile stress, resulting in greater contractile

dysfunction compared with volume load.

The study by Tran et al. (2006) provides valuable insights into changes to contractile
function and VA during resistance exercise and suggests that TUT is more influential
than volume load. These findings are in agreement with previous observations that
showed resistive load was more influential than volume of work completed (McCaulley
et al., 2009). However, the use of a single-joint exercise (i.e. elbow flexions) is
unrepresentative of primary exercises employed in athletic training programmes and
therefore investigating contractile function and VA after multi-joint exercises, which
may cause larger disturbances to general homeostasis may be of more interest and
warrants further investigation. This study aims to describe the influence of a single,
structured bout of volume load controlled slow tempo training (ST) and fast tempo
training (FT) on changes in contractile function and voluntary activation. Changes in
MVC, VA, and Pt measurements were made before, during, and immediately after
exercise. It was hypothesised that both protocols would induce muscle fatigue,

however the ST protocol would induce larger fatigability due to longer TUT.
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2. Method

2.1 Participants

Eight resistance-trained males (means £ SD; age 23 + 2.7 years, height 1.77 + 0.04
cm, 79.5 £ 6.9 kg) who had been engaging in resistance exercise for at least 2 yr and
training > 2 sessions per week volunteered to participate in this study. All participants
were well accustomed to performing the hexagonal barbell deadlift (HBD) with correct
technique and laboratory exercise testing and, were free of cardiorespiratory,
neurological, or neuromuscular disorders. Initial HBD 3 repetition maximum (3RM)
was 192 + 19.3 kg (2.4 + 0.2 normalised per kg of body mass). All participants were
informed of the purpose of the study, experimental procedures, and associated risks
prior to participation and exercise testing. All participants gave verbal and written
informed consent, which was approved by the University of Essex ethics committee,

in the spirit of the Helsinki Declaration.

2.2 Experimental design

A within-group repeated measures design in which participants performed two
protocols, ST and FT, in a randomised and counterbalanced order separated by 5-8 d
was employed. For each protocol, before, during (after set 4) and after exercise
measurements of MVC torque, voluntary muscle activation, potentiated twitch torque,
and blood lactate concentrations were included. Three to seven days prior to the start
of the study participants completed muscular strength testing to evaluate each
participant's 3RM performance for the HBD exercise. On the same day, participants
completed a familiarisation session. Participants were instructed to avoid any lower-

body exercise 48 h prior to any visit and any exercise the day before a visit.

2.3 Muscular strength testing and familiarisation
Maximal strength testing was conducted using the protocol described in the previous
experimental chapter. After strength testing, participants were accustomed with all

laboratory procedures. Particular attention was paid to the maximal isometric voluntary
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contraction (MVC) of the knee extensors, with participants repeating the procedure
until they were able to maintain a stable plateau in torque for 3-4 s. As well, participants
were also fully familiarised with direct muscle stimulation and care was taken to ensure
participants could match MVCs produced without stimulation with those while

expecting stimulation (Shield and Zhou, 2004).

2.4 Exercise protocol

Resistance exercise tempo is expressed as three digits where the first number
represents time (s) to complete the concentric action, the second number is the
isometric transition phase between concentric and eccentric actions, and the third is
the timeto complete the eccentric action. The slowtempo (ST) protocol was performed
with a tempo of 3-1-3, while the fast tempo (FT) was performed with maximal effort
while controlling the eccentric action to avoid bouncing the weights. For both protocols
eight sets of 6 repetitions with 2-min recovery between sets were performed at 60%
of 3RM. During the ST protocol, participants were instructed to keep time with a
metronome and/or timer displayed via a personal laptop; while a linear positioning
transducer (LPT) (GymAware, Kinetic Technology, Canberra, ACT) connected to a
tablet device displaying real-time feedback of mean barbell velocity for each repetition
was shown to participants during the FT protocol. Measurements of blood lactate
concentrations and muscle force were taken before, during (after set 4), and after each

protocol.

2.5 Before exercise

Maximal voluntary contraction, voluntary muscle activation (VA), and potentiated
guadriceps twitch (Pt) torque were obtained to quantify muscle performance as
previously described in the previous chapter. After MVC testing, a specific warm up
for the HBD exercise was conducted by performing two sets of 10 repetitions, first with
the empty barbell (40kg) and second with 50% of 3RM, followed by a single set of 6

repetitions at 75% of 3RM. After the warm-up, participants were seated and given 3-
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min rest before the start of the protocol. During the rest period, capillary blood samples
were obtained from the earlobe and collected into capillary tubes (20 pL) and placed
into 1 mL haemolysing solution for assessment of blood lactate at rest (EKF

Diagnostics, Biosen C-line, Germany).

2.6 During exercise

Muscle function was assessed midway during the protocol after set 4, where a single,
acceptable MVC was performed to minimise the effect of fatigue. In addition,
throughout the protocol, bar displacement data from each repetition of every set was

measured using the LPT previously described.

2.7 After exercise
Within 1-2-min of task failure, MVC testing was repeated to capture the magnitude of
fatigue induced by the exercise before it dissipates (Froyd et al., 2016). Lastly, ~5-min

after exercise cessation a further capillary earlobe blood sample was taken.

2.8 Statistical analysis

From the three MVC measurements before and after the exercise protocol, the
greatest MVC and respective twitch were selected for data analysis. Statistical
analysis was carried out using SPSS 20.0 (IBM Corp, Armonk, NY). Differences
between the two protocols were analysed by paired t-tests. To compare differences
between protocols a two-way repeated measures ANOVA was performed (protocol x
time) for MVC, Pt, and VA. When the assumption of sphericity was violated, degrees
of freedom were corrected (Greenhouse-Geisser). In case of a significant interaction
effect a post-hoc test was applied. Significance level was 0.05. The critical value of P

was two-tailed.
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3. Results

3.1 Resistance exercise characteristics

The means, standard deviations, p value, effect sizes, and confidence intervals of the
exercise characteristics of the FT and ST protocols are presented in Table 4. There
were differences in mean power output, velocity, total concentric work, and repetition

height.

3.2 MVC, Pt, and VA measurements

Before, during, and after MVC, Pt, VA, and blood lactate concentration values from

the FT and ST protocols are presented in Table 5.

Main effects of time were found for blood lactate (F(1.1,14)=51.2, p=0.0001), MVC
(F(2,14)=15.69, p=0.0001), Pt (F(1.1,7.6)=9.94, p=0.013), and VA (F(2,14)=2.22,
p=0.037). Post hoc tests revealed that MVC declined during (p=0.046) and after
exercise (p=0.007). Pt declined after exercise only (p=0.034). Blood lactate increased
during (p=0.0003) and after exercise (p=0.001). There was an interaction effect
(protocol x time) for blood lactate (F(1.14,14)=14.31, p=0.0001), but not for MVC

p=0.929, Pt p=0.061 or VA p=0.194.
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Table 4. Power output, velocity, total concentric work, and repetition height for fast tempo (FT) and slow tempo (ST)

FT ST t df p d 95% ClI
Power (W)* 995.4 + 166.2 232.6 +51.9 7 13.8 .0001 6.2 3.6-8.1
Velocity (m/s)* 0.87 +0.05 0.19 + 0.05 7 34.1 .0001 13.6 17.4 - 8.3
Total concentric work (kJ)* 4.57 +0.8 3.65 +1.1 7 3.4 .0146 .99 0.1-2
Rep height (m)* 0.53 +0.03 0.38 +0.04 7 10.24 .0001 4.2 2.3-57

Values are mean + SD before, after, 24-h, n=8
* Significant effect of protocol

d = Cohen’s d effect size; FT =fast tempo; ST = slow tempo; W = watts; m/s = metres per second; kJ = kilojoules; m = metres



Table 5. Before, after, and 24-h assessment values for fast tempo (FT) and slow tempo (ST)

FT ST
Before 1317 + 303 1277 = 250
MVC (N.m) & During 1238 + 289* 1196 + 288*
After 1202 + 255* 1139 + 281*
Before 640 = 77 645 = 74
Pt (N.m) @ During 605 + 58 602 + 66
After 602 + 44* 557 + 67*
Before 91 +£13 90 =13
VA (%) @ During 83+ 14 86 + 17
After 83 £ 17 88 + 14
Before 1.9+0.7 2+0.9
Blood lactate (mmol/L) @9
During 3.5+1.7* 7127
After 4.2 £ 2.5% 8.6 + 3*

Values are mean + SD before, during, and after, n = 8.
a) Significant time effect from before to after, p=<0.05
b) Significant interaction effect (protocol x time), p=<0.05

* Within protocol post-hoc difference compared with before-exercise values

MVC = maximal woluntary contraction; Pt = potentiated twitch torque; VA = woluntary activation
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4. Discussion

This is the first study to characterise performance fatigability during volume load
equated hexagonal-barbell deadlift (HBD) exercise performed with different lifting
tempos in resistance-trained men. As expected there were differences between the
fast tempo (FT) and slow tempo (ST) protocols in power output and barbell velocity.
The main finding was that a single, structured bout of FT and ST HBD exercise
resulted in a progressive decline in MVC torque, which was associated with
impairments of both voluntary activation and contractile function. This study provides
novel information on resistance exercise prescription for resistance-trained males and
suggests that undertaking FT and ST training may have similar influences on

contractile function and voluntary activation (VA).

In this present study, changes in MVC torque, VA, and contractile function were
measured during (after set 4) and immediately after exercise with before exercise
levels. Both FT and ST induced declines in MVC torque (-5.7 £ 8.4% vs -6.2 + 11.8%)
after the fourth set, while FT resulted in a -7.8 £ 9.2% reduction at exercise cessation
compared with -11.2 + 8.4% after the ST protocol. These findings are slightly lower
than previous studies that report ~ -13-19% reductions in MVC after single-bouts of
elbow flexions of varying loads and time-under-tension (TUT) (Tran et al., 2006), but
are similar to observations made after lower-body multi-joint resistance exercise (~ -

9-13%) (Brandon et al., 2015, Howatson et al., 2015).

Interestingly, contractile function was not significantly impaired during (fourth set) FT
and ST HBD exercise. However, the progressive reduction in potentiated twitch torque
(Pt) (-5.2 £ 9.2% vs -13.3 £ 8.1) after FT and ST HBD exercise demonstrates that
neuromuscular transmission leading to muscle contraction was impaired after exercise
only (Ross etal., 2010b). In addition to contractile dysfunction, impairment of nervous
system function was observed after both protocols. Maximal voluntary activation (VA)

(~ 90%) of the quadriceps in the non-fatigued state was in line previous observations
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(Ross et al., 2010b, Stoter et al., 2016). Voluntary activation was reduced after both
FT and ST HBD exercise suggesting a reduced number of motorneurons were
voluntarily recruited. Fast and slow tempo HBD exercise resulted in after exercise
impairments of VA (-8.7 = 12.2% vs -2.2 + 4.2%). The reductions in VA observed in
this study have not previously been detected with electrical stimulation techniques
after maximal effort multi-joint resistance exercise (Brandon et al., 2015, Howatson et
al., 2015). It has been suggested that reduced VA during exercise may serve to protect
the neuromuscular system via muscle afferent feedback systems (Amann and
Dempsey, 2008). This may readily explain the impairment of VA after ST, however the
comparatively low after exercise blood lactate concentrations observed after FT
suggest a different mechanism may be involved. Speculation about the mechanism
responsible for impaired VA after this type of exercise is difficult as no data currently
exists. However, it has been proposed that the high-frequency motor-unit firing pattern
associated with performing movement with maximal intent may be related to
impairment of nervous system function (Behm and Sale, 1993). Clearly, more work is
required and future studies aimed at identifying the mechanisms responsible for

impaired VA after fast tempo training is recommended.

As expected there were differences between the FT and ST protocols in power output
and barbell velocity. Interestingly, although the resistance exercise was volume
controlled, there was a difference in total concentric work performed between the
protocols. This may be explained by the method used to calculate concentric work by
the linear positioning transducer used for this study. Briefly, the LPT calculates
mechanical work by multiplying the force required to move the load, by the distance
travelled by the load. In practice, it is assumed that the force involved is equal to the
load being lifted and that all repetitions are performed with the same range of motion
and so mechanical work may be estimated by multiplying the load by the number of

repetitions, referred to as volume load (Painter et al., 2012). However, during the FT



77

protocol, due to the nature of lifting with maximum intent, the increased momentum of
the load frequently lifted the participant’s heels from the ground. So, the increased
distance travelled by the load explains the difference in total concentric work

performed.

The exercise in this study was characterised by multi-joint resistance exercise
performed using a hexagonal-barbell deadlift (HBD) with different tempo schemes.
The protocol design employed in this study comprised of 8 sets of 6 repetitions
performed at 60% of 3RM, with 2-min rest. Importantly, the FT protocol was performed
with maximal effort, whereas the ST protocol was performed with a 3-1-3 tempo
producing longer time-under-tension per repetition. These schemes were designed to
align with common practice within athletic training prescription. For example, although
much debate exists regarding the mechanisms that promote skeletal muscle growth
after resistance training. (Campos et al., 2002, Kraemer and Ratamess, 2005, Morton
et al., 2016, Schoenfeld, 2013, Tanimoto and Ishii, 2006, Tanimoto et al., 2008), slow
tempo (3-1-3) training conducted with moderate-loads ~50% 1 repetition maximum
(RM) is as effective for muscular hypertrophy and strength gains as normal tempo
training (1-0-1) conducted with moderate-loads ~80% 1RM in single-joint (Tanimoto
and Ishii, 2006) and multi-joint (Tanimoto et al., 2008) resistance exercise.
Practitioners may prescribe slow tempo training during rehabilitation programmes or
to develop connective tissue strength as well as improvng control and body
awareness. In contrast, resistance training with intention to move the load with
maximal effort compared to slow tempo training has been shown to drive specific
adaptations such as enhanced rate of force development (Behm and Sale, 1993) and

greater increases in jump and sprint performance (Smith and Melton, 1981).

The main limitation of this study and other twitch interpolation studies is the number of
factors that may affect the accuracy of the twitch interpolation technique contributing

to some measurement error typically present in estimates of VA. Additionally,
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measurement of contractile function and VA at 24 hours after exercise may have
allowed useful conclusions on the recovery of these outcomes after performing this
type of exercise. However, a follow up measurement was not considered due to the
non-exhaustive nature of the study design and low reductions in MVC expected
allowing for full recovery at 24 hours after exercise. Future studies should address the

effect of structured bouts of consecutive concurrent training.

Practical applications

One practical application that can be derived from these results is that changes in
voluntary activation and contractile function are similar after performing eight sets of 6
repetitions of FT and ST HBD exercise. Future studies may reveal if this remains the
case when performing greater resistance exercise volumes. Additionally, more work
is needed to identify the mechanisms responsible for loss of nervous system function

after fast tempo resistance exercise.

Conclusion

In conclusion, this study provides novel information for athletes, coaches, and
practitioners seeking to use the hexagonal-barbell deadlift (HBD) exercise. Both
impairment of voluntary activation and contractile dysfunction contributed to the
performance fatigability observed after fast tempo and slow tempo HBD exercise. This
work provides further understanding on the influence of resistance exercise on
performance fatigability and may help coaches with the preparation of athletic training

programmes.



Chapter 5. Thesis summary and recommendations
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1. Thesis summary

Athletes perform bouts of resistance exercise to enhance athletic performance and
reduce the risk of injury (Suchomel et al., 2016). The hexagonal-barbell deadlift (HBD)
exercise is commonly employed by strength and conditioning practitioners to develop
strength and skeletal muscle mass in athletes, however there are no available data
that describe the changes to contractile function and voluntary activation (VA)
associated with performing this exercise. An important outcome of athletic training is
to ensure that fatigue is appropriately managed, and therefore the aim of this thesis
was to study the influence of resistance exercise on contractile function and VA using
methods employed from previous fatigue and human performance research. These
were used to conduct novel studies on high-load and moderate-load resistance
exercise as well as volume-load equated slow and fast tempo resistance exercise in
resistance-trained males. This thesis contributes to a knowledge-base for coaches to

make evidence-informed decisions regarding athletic training programmes.

The first chapter provided a broad overview of the literature relating to fatigue and
human performance. From this review, it was evident that a well-established literature
exists relating to the influence of single-joint and locomotor exercise such as running
and cycling on fatigue and fatigability. However, studies relating to performance
fatigability after resistance exercise are generally limited by the assessment model
employed such as surface electromyography (EMG). For instance, increases in EMG
amplitude would suggest that more motor units are recruited or are firing faster.
However, local peripheral factors such as changes to membrane potential also change
the EMG and so the contribution of central mechanisms to fatigue cannot be assumed
solely from changes in EMG amplitude. Furthermore, understanding of the type of
fatigue has important implications for the prescription of recovery interventions. In this
context, very few studies have employed more robust techniques such as nerve or

direct muscle electrical stimulation. From these studies, it was evident that a paucity
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of literature existed relating to the influence of multi-joint resistance exercise
performed until mechanical failure or with different concentric and eccentric tempos
on VA and contractile function. For these reasons, two experimental studies were
conducted which importantly employed electrical stimulation techniques to evaluate

these outcome measures.

Chapter three presents a novel study that sought to examine the influence of an
exhaustive bout of multi-joint resistance exercise on contractile function and voluntary
activation in resistance-trained males. The study also examined the influence of load
and rest period modification by comparing a traditional high-load low repetition (HL)
protocol (3-min recovery) with a moderate-load (ML) high repetition protocol (1.5-min
recovery). Additionally, the study is the first to employ a hexagonal-barbell deadlift
(HBD) exercise, which is commonly used by strength and conditioning practitioners.
The main finding of the study was that disruption to contractile function and voluntary
activation were observed after ML HBD exercise, but not after HL exercise.
Additionally, after a 24-h recovery period, MVC torques remained suppressed.
Interestingly, the partial recovery of MVC was due a near return to before exercise
levels of contractile function and therefore the incomplete recovery was due to an

impairment of voluntary activation.

Chapter four again presents a novel study that employed the HBD exercise and
measures of contractile function and VA. In this study, the influence of a structured
bout of volume load-equated HBD exercise with manipulation lifted tempo was
examined. Modification of lifting tempo was chosen as this is commonly manipulated
within athletic training programmes to drive specific adaptations such as enhanced
rate of force development or to promote greater hypertrophic gains. The main finding
of the study was reductions in contractile function and VA were similar after performing
fast or slow tempo HBD exercise. However, more work is needed to see if this remains

the case with greater resistance exercise volumes.
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2. Practical applications
Strength and conditioning practitioners and coaches may consider the following
recommendations of how to apply these findings when preparing athletic training

programmes:

1. Loss of MVC torque due to changes in contractile function and voluntary
activation are expected after moderate-load HBD exercise, but not high-load
exercise.

2. When conducting ML HBD exercise to exhaustion, a period of more than 24-h
is likely required to observe full recovery, which is largely attributed to
impairment of voluntary activation.

3. Selection of fast or slow tempo volume load-equated HBD exercise (8 sets x 6
repetitions) results in similar changes to contractile function and voluntary

activation.

3. Recommendations for future research

The research presented in this thesis has developed understanding on the influence
of resistance exercise on the development and recovery of voluntary muscle activation
and contractile function. However, a range of research questions remain to be
answered to further understand the preparation of athletic training programmes. The

following areas require further exploration:

1. While the influence of individual locomotor and resistance exercise sessions
on contractile function and VA are understood, more information is required to
establish the effect of consecutive bouts of concurrent training.

2. Fatigue is a multi-dimensional construct, and while much is known on
performance fatigability, more research is needed to establish the influence of

resistance exercise on fatigue and perceived fatigability.
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3. While the influence of load is well-established after resistance exercise,
further research is required to establish the differences between equated
volumes of high-load and moderate load exercise such as 10 sets of 3
repetitions versus 3 sets of 10 repetitions training schemes.

4. More work is needed to reveal if contractile function and VA are similar when
a greater volume of fastand slow tempo volume-equated exercise is

performed



84

6. References

ALLEN, D. G., LAMB, G. D. & WESTERBLAD, H. 2008. Skeletal muscle fatigue: cellular
mechanisms. Physiol Rev, 88, 287-332.

AMANN, M. 2012. Significance of Group Il and IV muscle afferents for the endurance
exercising human. Clin Exp Pharmacol Physiol, 39, 831-5.

AMANN, M. & DEMPSEY, J. A. 2008. Locomotor muscle fatigue modifies central motor drive
in healthy humans and imposes a limitation to exercise performance. J Physiol, 586,
161-73.

AMANN, M., PROCTOR, L. T., SEBRANEK, J. J., ELDRIDGE, M. W., PEGELOW, D. F. &
DEMPSEY, J. A. 2008. Somatosensory feedback from the limbs exerts inhibitory
influences on central neural drive during whole body endurance exercise. J Appl
Physiol (1985), 105, 1714-24.

AMERICAN COLLEGE OF SPORTS, M. 2009. American College of Sports Medicine position
stand. Progression models in resistance training for healthy adults. Med Sci Sports
Exerc, 41, 687-708.

ARBOGAST, S. & REID, M. B. 2004. Oxidant activity in skeletal muscle fibers is influenced by
temperature, CO2 lewel, and muscle-derived nitric oxide. Am J Physiol Regul Integr
Comp Physiol, 287, R698-705.

ARGOV, Z., LOFBERG, M. & ARNOLD, D. L. 2000. Insights into muscle diseases gained by
phosphorus magnetic resonance spectroscopy. Muscle Nerve, 23, 1316-34.

BABAULT, N., DESBROSSES, K., FABRE, M. S., MICHAUT, A. & POUSSON, M. 2006.
Neuromuscular fatigue dewvelopment during maximal concentric and isometric knee
extensions. J Appl Physiol (1985), 100, 780-5.

BAKER, A.J., CARSON, P.J., MILLER, R.G., AND WEINER, M.W. 1994. Metabolic and
nonmetabolic components of fatigue monitored with 31P-NMR. Muscle Nerve, 17,
1002-09.

BANGSBO, J., GRAHAM, T. E., KIENS, B. & SALTIN, B. 1992. Elevated muscle glycogen and
anaerobic energy production during exhaustive exercise in man. J Physiol, 451, 205-
27.

BARNETT, A.2006. Using recovery modalities between training sessions in elite athletes: does
it help? Sports Med, 36, 781-96.

BEEDIE, C. J.,, STUART, E. M., COLEMAN, D. A. & FOAD, A. J. 2006. Placebo effects of
caffeine on cycling performance. Med Sci Sports Exerc, 38, 2159-64.

BEHM, D. G., REARDON, G., FITZGERALD, J. & DRINKWATER, E. 2002. The effect of 5, 10,
and 20 repetition maximums on the recovery of wluntary and ewked contractile
properties. J Strength Cond Res, 16, 209-18.

BEHM, D. G. & SALE, D. G. 1993. Intended rather than actual movement \elocity determines
velocity-specific training response. J Appl Physiol (1985), 74, 359-68.

BEHM, D. G. & ST-PIERRE, D. M. 1997. Effects of fatigue duration and muscle type on
wluntary and ewoked contractile properties. J Appl Physiol (1985), 82, 1654-61.
BELANGER, A. Y. & MCCOMAS, A. J. 1981. Extent of motor unit activation during effort. J

Appl Physiol Respir Environ Exerc Physiol, 51, 1131-5.

BENSON, C., DOCHERTY, D. & BRANDENBURG, J. 2006. Acute neuromuscular responses
to resistance training performed at different loads. J Sci Med Sport, 9, 135-42.
BENTLEY, D. J., SMITH, P. A., DAVIE, A.J. & ZHOU, S. 2000. Muscle activation of the knee
extensors following high intensity endurance exercise in cyclists. Eur J Appl Physiol,

81, 297-302.

BERGSTROM, J., HERMANSEN, L., HULTMAN, E. & SALTIN, B. 1967. Diet, muscle glycogen
and physical performance. Acta Physiol Scand, 71, 140-50.

BIGLAND-RITCHIE, B., FURBUSH, F. & WOODS, J. J. 1986. Fatigue of intermittent
submaximal woluntary contractions: central and peripheral factors. J Appl Physiol
(1985), 61, 421-9.

BIGLAND-RITCHIE, B., JOHANSSON, R., LIPPOLD, O.C. & WOODS, J. J. 1983. Contractile
speed and EMG changes during fatigue of sustained maximal voluntary contractions.
J Neurophysiol, 50, 313-24.



85

BIGLAND-RITCHIE, B., JONES, D. A., HOSKING, G. P. & EDWARDS, R. H. 1978. Central
and peripheral fatigue in sustained maximum wluntary contractions of human
quadriceps muscle. Clin Sci Mol Med, 54, 609-14.

BLACKER, S. D., FALLOWFIELD, J. L., WILLEMS, M. E. 2013. Intra- and interday reliability
of wluntary and electrically stimulated isometric contractions of the quadriceps
femoris. J Electromyogr Kinesiol 23: 886 —891.

BLANCHFIELD, A., HARDY, J. & MARCORA, S. 2014a. Non-conscious \isual cues related to
affect and action alter perception of effort and endurance performance. Front Hum
Neurosci, 8, 967.

BLANCHFIELD, A. W., HARDY, J., DE MORREE, H. M., STAIANO, W. & MARCORA, S. M.
2014b. Talking yourself out of exhaustion: the effects of self-talk on endurance
performance. Med Sci Sports Exerc, 46, 998-1007.

BOKSEM, M. A. & TOPS, M. 2008. Mental fatigue: costs and benefits. Brain Res Rev, 59, 125-
39.

BRANDON, R., HOWATSON, G., STRACHAN, F. & HUNTER, A. M. 2015. Neuromuscular
response differences to power vs strength back squat exercise in elite athletes. Scand
J Med Sci Sports, 25, 630-9.

BREHM, J. W. & SELF, E. A. 1989. The intensity of motivation. Annu Rev Psychol, 40, 109-
3L

BRIDGE, M. W., WELLER, A. S., RAYSON, M. & JONES, D. A. 2003. Responses to exercise
in the heat related to measures of hypothalamic serotonergic and dopaminergic
function. Eur J Appl Physiol, 89, 451-9.

BRUTON, J. D., LANNERGREN, J. & WESTERBLAD, H. 1998. Effects of CO2-induced
acidification on the fatigue resistance of single mouse muscle fibers at 28 degrees C.
J Appl Physiol (1985), 85, 478-83.

BUTTON, D. C. & BEHM, D. G. 2008. The effect of stimulus anticipation on the interpolated
twitch technique. J Sports Sci Med, 7, 520-4.

CADY, E. B., JONES, D. A., LYNN, J. & NEWHAM, D. J. 1989. Changes in force and
intracellular metabolites during fatigue of human skeletal muscle. J Physiol, 418, 311-
25.

CAMPOS, G. E., LUECKE, T. J.,, WENDELN, H. K., TOMA, K., HAGERMAN, F. C., MURRAY,
T. F., RAGG, K. E., RATAMESS, N. A., KRAEMER, W. J. & STARON, R. S. 2002.
Muscular adaptations in response to three different resistance-training regimens:
specificity of repetition maximum training zones. Eur J Appl Physiol, 88, 50-60.

CREWTHER, B., CRONIN, J. & KEOGH, J. 2006a. Possible stimuli for strength and power
adaptation : acute metabolic responses. Sports Med, 36, 65-78.

CREWTHER, B., KEOGH, J., CRONIN, J. & COOK, C. 2006b. Possible stimuli for strength
and power adaptation: acute hormonal responses. Sports Med, 36, 215-38.

CREWTHER, B. T., KILDUFF, L. P., CUNNINGHAM, D. J., COOK, C., OWEN, N. & YANG, G.
Z. 2011. Validating two systems for estimating force and power. Int J Sports Med, 32,
254-8.

DE RUITER, C. J. & DE HAAN, A. 2000. Temperature effect on the force/velocity relationship
of the fresh and fatigued human adductor pollicis muscle. Pflugers Arch, 440, 163-70.

DEBOLD, E. P., DAVE, H. & FITTS, R. H. 2004. Fiber type and temperature dependence of
inorganic phosphate: implications for fatigue. Am J Physiol Cell Physiol, 287, C673-81.

DEBOLD, E. P., FITTS, R. H., SUNDBERG, C.W. & NOSEK, T. M. 2016. Muscle Fatigue from
the Perspective of a Single Crosshridge. Med Sci Sports Exerc, 48, 2270-2280.

DECORTE, N., LAFAIX, P.A., MILLET, G. Y., WUYAM, B. & VERGES, S. 2012. Central and
peripheral fatigue kinetics during exhaustive constant-load cycling. Scand J Med Sci
Sports, 22, 381-91.

DRINKWATER, E. J., LAWTON, T. W., LINDSELL, R. P., PYNE, D. B., HUNT, P. H. &
MCKENNA, M. J. 2005. Training leading to repetition failure enhances bench press
strength gains in elite junior athletes. J Strength Cond Res, 19, 382-8.

ENOKA, R. M. & DUCHATEAU, J. 2008. Muscle fatigue: what, why and how it influences
muscle function. J Physiol, 586, 11-23.

ENOKA, R. M. & DUCHATEAU, J. 2016. Translating Fatigue to Human Performance. Med Sci
Sports Exerc, 48, 2228-2238.

ENOKA, R. M. & FUGLEVAND, A. J. 2001. Motor unit physiology: some unresolved issues.
Muscle Nerve, 24, 4-17.



86

ENOKA, R. M. & STUART, D. G. 1992. Neurobiology of muscle fatigue. J Appl Physiol (1985),
72, 1631-48.

FITTS, R. H. 1994. Cellular mechanisms of muscle fatigue. Physiol Rev, 74, 49-94.
FOLLAND, J. P. & WILLIAMS, A. G. 2007. The adaptations to strength training : morphological
and neurological contributions to increased strength. Sports Med, 37, 145-68.
FOWLES, J. R. & GREEN, H. J. 2003. Coexistence of potentiation and low-frequency fatigue
during woluntary exercise in human skeletal muscle. Can J Physiol Pharmacol, 81,

1092-100.

FROYD, C., BELTRAMI, F. G., MILLET, G.Y. & NOAKES, T. D. 2016. Central Regulation and
Neuromuscular Fatigue during Exercise of Different Durations. Med Sci Sports Exerc.

GAGNON, P., SAEY, D., VIVODTZEV, |, LAVIOLETTE, L., MAINGUY, V., MILOT, J.,
PROVENCHER, S. & MALTAIS, F. 2009. Impact of preinduced quadriceps fatigue on
exercise response in chronic obstructive pulmonary disease and healthy subjects. J
Appl Physiol (1985), 107, 832-40.

GANDEVIA, S. C. 2001. Spinal and supraspinal factors in human muscle fatigue. Physiol Rev,
81, 1725-89.

GANDEVIA, S.C., ALLEN, G. M., BUTLER, J. E. & TAYLOR, J. L. 1996. Supraspinal factors
in human muscle fatigue: evidence for suboptimal output from the motor cortex. J
Physiol, 490 ( Pt 2), 529-36.

GIRARD, O., BISHOP, D. J. & RACINAIS, S. 2013. Neuromuscular adjustments of the
quadriceps muscle after repeated cycling sprints. PLoS One, 8, e61793.

GLAISTER, M. 2005. Multiple sprint work : physiological responses, mechanisms of fatigue
and the influence of aerobic fithess. Sports Med, 35, 757-77.

GOODALL, S., CHARLTON, K., HOWATSON, G. & THOMAS, K. 2015. Neuromuscular
fatigability during repeated-sprint exercise in male athletes. Med Sci Sports Exerc, 47,
528-36.

HAKKINEN, K. 1993. Neuromuscular fatigue and recowery in male and female athletes during
heaw resistance exercise. IntJ Sports Med, 14, 53-9.

HAKKINEN, K. 1994. Neuromuscular fatigue in males and females during strenuous heavy
resistance loading. Electromyogr Clin Neurophysiol, 34, 205-14.

HOMSHER, E. 1987. Muscle enthalpy production and its relationship to actomyosin ATPase.
Annu Rev Physiol, 49, 673-90.

HOWATSON, G., BRANDON, R. & HUNTER, A. M. 2015. The Response To, and Recowery
From Maximum Strength and Power Training in Elite Track and Field Athletes. Int J
Sports Physiol Perform.

HULIN, B. T., GABBETT, T. J.,, LAWSON, D. W., CAPUTI, P. & SAMPSON, J. A. 2016. The
acute:chronic workload ratio predicts injury: high chronic workload may decrease injury
risk in elite rugby league players. Br J Sports Med, 50, 231-6.

IHSAN, M., WATSON, G. & ABBISS, C. R. 2016. What are the Physiological Mechanisms for
Post-Exercise Cold Water Immersion in the Recovery from Prolonged Endurance and
Intermittent Exercise? Sports Med, 46, 1095-109.

KAY, D., ST CLAIR GIBSON, A., MITCHELL, M. J., LAMBERT, M. I. & NOAKES, T. D. 2000.
Different neuromuscular recruitment patterns during eccentric, concentric and
isometric contractions. J Electromyogr Kinesiol, 10, 425-31.

KENT-BRAUN, J. A. 1999. Central and peripheral contributions to muscle fatigue in humans
during sustained maximal effort. Eur J Appl Physiol Occup Physiol, 80, 57-63.
KHAWLI, F.A. & REID, M. B. 1994. N-acetylcysteine depresses contractile function and inhibits

fatigue of diaphragm in vitro. J Appl Physiol (1985), 77, 317-24.

KLUGER, B. M., KRUPP, L. B. & ENOKA, R. M. 2013. Fatigue and fatigability in neurologic
illnesses: proposal for a unified taxonomy. Neurology, 80, 409-16.

KRAEMER, W. J. & RATAMESS, N. A. 2005. Hormonal responses and adaptations to
resistance exercise and training. Sports Med, 35, 339-61.

KRIEGER, J. W. 2009. Single versus multiple sets of resistance exercise: a meta-regression.
J Strength Cond Res, 23, 1890-901.

LEPERS, R., MAFFIULETTI, N. A., ROCHETTE, L., BRUGNIAUX J. & MILLET, G. Y. 2002.
Neuromuscular fatigue during a long-duration cycling exercise. J Appl Physiol (1985),
92, 1487-93.

LINNAMO, V., HAKKINEN, K. & KOMI, P. V. 1998. Neuromuscular fatigue and recovery in
maximal compared to explosive strength loading. Eur J Appl Physiol Occup Physiol,
77, 176-81.



87

LOONEY, D. P., KRAEMER, W. J., JOSEPH, M. F., COMSTOCK, B. A., DENEGAR, C. R.,
FLANAGAN, S. D., NEWTON, R. U., SZIVAK, T. K., DUPONT, W. H., HOOPER, D.
R., HAKKINEN, K. & MARESH, C. M. 2016. Electromyographical and Perceptual
Responses to Different Resistance Intensities in a Squat Protocol: Does Performing
Sets to Failure With Light Loads Produce the Same Activity? J Strength Cond Res, 30,
792-9.

MACINTOSH, B. R., HOLASH, R. J. & RENAUD, J. M. 2012. Skeletal muscle fatigue--
regulation of excitation-contraction coupling to avoid metabolic catastrophe. J Cell Sci,
125, 2105-14.

MACINTOSH, B. R. & SHAHI, M. R. 2011. A peripheral governor regulates muscle contraction.
Appl Physiol Nutr Metab, 36, 1-11.

MANN, J. B., THYFAULT, J. P., IVEY, P. A. & SAYERS, S. P. 2010. The effect of
autoregulatory progressive resistance exercise vs. linear periodization on strength
improvement in college athletes. J Strength Cond Res, 24, 1718-23.

MARCORA, S. 2009. Perception of effort during exercise is independent of afferent feedback
from skeletal muscles, heart, and lungs. J Appl Physiol (1985), 106, 2060-2.

MARCORA, S. M. 2008. Do we really need a central governor to explain brain regulation of
exercise performance? Eur J Appl Physiol, 104, 929-31; author reply 933-5.

MARCORA, S. M., STAIANO, W. & MANNING, V. 2009. Mental fatigue impairs physical
performance in humans. J Appl Physiol (1985), 106, 857-64.

MAUGER, A. R. 2013. Fatigue is a pain-the use of nowel neurophysiological techniques to
understand the fatigue-pain relationship. Front Physiol, 4, 104.

MAUGER, A. R., JONES, A. M. & WILLIAMS, C. A. 2010. Influence of acetaminophen on
performance during time trial cycling. J Appl Physiol (1985), 108, 98-104.

MCCAULLEY, G. O., MCBRIDE, J. M., CORMIE, P., HUDSON, M. B., NUzZZO, J. L.,
QUINDRY, J. C. & TRAVIS TRIPLETT, N. 2009. Acute hormonal and neuromuscular
responses to hypertrophy, strength and power type resistance exercise. Eur J Appl
Physiol, 105, 695-704.

MERTON, P. A. 1954. Voluntary strength and fatigue. J Physiol, 123, 553-64.

MOOPANAR, T. R. & ALLEN, D. G. 2005. Reactive oxygen species reduce myofibrillar Ca2+
sensitivity in fatiguing mouse skeletal muscle at 37 degrees C. J Physiol, 564, 189-99.

MORTON, R. W., OIKAWA, S. Y., WAVELL, C. G., MAZARA, N., MCGLORY, C.,
QUADRILATERO, J., BAECHLER, B. L., BAKER, S. K. & PHILLIPS, S. M. 2016.
Neither load nor systemic hormones determine resistance training-mediated
hypertrophy or strength gains in resistance-trained young men. J Appl Physiol (1985),
121, 129-38.

NAKAMURA, P. M., PEREIRA, G., PAPINI, C. B., NAKAMURA, F. Y. & KOKUBUN, E. 2010.
Effects of preferred and nonpreferred music on continuous cycling exercise
performance. Percept Mot Skills, 110, 257-64.

NEWTON, R. U., MURPHY, A.J., HUMPHRIES, B. J., WILSON, G. J., KRAEMER, W. J. &
HAKKINEN, K. 1997. Influence of load and stretch shortening cycle on the kinematics,
kinetics and muscle activation that occurs during explosive upper-body movements.
Eur J Appl Physiol Occup Physiol, 75, 333-42.

NIELSEN, O. B., DE PAOLI, F. & OVERGAARD, K. 2001. Protective effects of lactic acid on
force production in rat skeletal muscle. Journal of Physiology-London, 536, 161-166.

NOAKES, T. D. 2012. Fatigue is a Brain-Derived Emotion that Regulates the Exercise Behavior
to Ensure the Protection of Whole Body Homeostasis. Front Physiol, 3, 82.

O'CONNOR, P.J. & COOK, D. B. 1999. Exercise and pain: the neurobiology, measurement,
and laboratory study of pain in relation to exercise in humans. Exerc Sport Sci Rev,
27, 119-66.

ORTENBLAD, N., WESTERBLAD, H. & NIELSEN, J. 2013. Muscle glycogen stores and
fatigue. J Physiol, 591, 4405-13.

PAILLARD, T., NOE, F., PASSELERGUE, P. & DUPUI, P. 2005. Electrical stimulation
superimposed onto wluntary muscular contraction. Sports Med, 35, 951-66.

PAINTER, K.B., HAFF, G. G., RAMSEY, M. W., MCBRIDE, J., TRIPLETT, T., SANDS, W. A.,
LAMONT, H. S., STONE, M. E. & STONE, M. H. 2012. Strength gains: block versus
daily undulating periodization weight training among track and field athletes. Int J
Sports Physiol Perform, 7, 161-9.



88

PATE, E., BHIMANI, M., FRANKS-SKIBA, K. & COOKE, R. 1995. Reduced effect of pH on
skinned rabbit psoas muscle mechanics at high temperatures: implications for fatigue.
J Physiol, 486 ( Pt 3), 689-94.

PATE, E., FRANKS-SKIBA, K. & COOKE, R. 1998. Depletion of phosphate in active muscle
fibers probes actomyosin states within the powerstroke. Biophys J, 74, 369-80.
PEARCEY, G. E., MURPHY, J. R.,, BEHM, D. G., HAY, D. C., POWER, K. E. & BUTTON, D.
C. 2015. Neuromuscular fatigue of the knee extensors during repeated maximal

intensity intermittent-sprints on a cycle ergometer. Muscle Nerve, 51, 569-79.

PEDERSEN, T. H., NIELSEN, O. B., LAMB, G. D. & STEPHENSON, D. G. 2004. Intracellular
acidosis enhances the excitability of working muscle. Science, 305, 1144-7.

PERREY, S., RACINAIS, S., SAIMOUAA, K. & GIRARD, O. 2010. Neural and muscular
adjustments following repeated running sprints. Eur J Appl Physiol, 109, 1027-36.

PIACENTINI, M. F., MEEUSEN, R., BUYSE, L., DE SCHUTTER, G., KEMPENAERS, F., VAN
NIJVEL, J. & DE MEIRLEIR, K. 2002. No effect of a noradrenergic reuptake inhibitor
on performance in trained cyclists. Med Sci Sports Exerc, 34, 1189-93.

PLACE, N., CASARTELLI, N., GLATTHORN, J. F. & MAFFIULETTI, N. A. 2010. Comparison
of quadriceps inactivation between nerve and muscle stimulation. Muscle Nerve, 42,
894-900.

PLACE, N., LEPERS, R., DELEY, G. & MILLET, G. Y. 2004. Time course of neuromuscular
alterations during a prolonged running exercise. Med Sci Sports Exerc, 36, 1347-56.

PLACE, N., MAFFIULETTI, N. A.,MARTIN, A.,LEPERS, R. 2007. Assessment of the reliability
of central and peripheral fatigue after sustained maximal wluntary contraction of the
quadriceps muscle. Muscle Nerve 35, 486—495.

POTMA, E. J., VAN GRAAS, I. A. & STIENEN, G. J. 1995. Influence of inorganic phosphate
and pH on ATP utilization in fast and slow skeletal muscle fibers. Biophys J, 69, 2580-
9.

RACINAIS, S.,BISHOP, D., DENIS, R., LATTIER, G., MENDEZ-VILLANEUVA, A. & PERREY,
S. 2007. Muscle deoxygenation and neural drive to the muscle during repeated sprint
cycling. Med Sci Sports Exerc, 39, 268-74.

RAMPININI, E., CONNOLLY, D. R., FERIOLI, D., LA TORRE, A., ALBERTI, G. & BOSIO, A.
2014. Peripheral neuromuscular fatigue induced by repeated-sprint exercise: cycling
Vs running. J Sports Med Phys Fitness.

RATTRAY, B., ARGUS, C., MARTIN, K., NORTHEY, J. & DRILLER, M. 2015. Is it time to turn
our attention toward central mechanisms for post-exertional recowery strategies and
performance? Front Physiol, 6, 79.

REID, M. B. 2001. Invited Review: redox modulation of skeletal muscle contraction: what we
know and what we don't. J Appl Physiol (1985), 90, 724-31.

REID, M. B. 2008. Free radicals and muscle fatigue: Of ROS, canaries, and the IOC. Free
Radic Biol Med, 44, 169-79.

REILLY, T. & EKBLOM, B. 2005. The use of recovery methods post-exercise. J Sports Sci, 23,
619-27.

ROBBINS, D. W. 2005. Postactivation potentiation and its practical applicability: a brief review.
J Strength Cond Res, 19, 453-8.

ROBERGS, R. A., GHIASVAND, F. & PARKER, D. 2004. Biochemistry of exercise-induced
metabolic acidosis. Am J Physiol Regul Integr Comp Physiol, 287, R502-16.

ROELANDS, B., DE KONING, J., FOSTER, C., HETTINGA, F. & MEEUSEN, R. 2013.
Neurophysiological determinants of theoretical concepts and mechanisms inwlved in
pacing. Sports Med, 43, 301-11.

ROELANDS, B., GOEKINT, M., BUYSE, L., PAUWELS, F., DE SCHUTTER, G., PIACENTINI,
F., HASEGAWA, H., WATSON, P. & MEEUSEN, R. 2009. Time trial performance in
normal and high ambient temperature: is there a role for 5-HT? Eur J Appl Physiol,
107, 119-26.

ROELANDS, B., GOEKINT, M.,HEYMAN, E., PIACENTINI, M. F., WATSON, P.,HASEGAWA,
H., BUYSE, L., PAUWELS, F., DE SCHUTTER, G. & MEEUSEN, R. 2008a. Acute
norepinephrine reuptake inhibition decreases performance in normal and high ambient
temperature. J Appl Physiol (1985), 105, 206-12.

ROELANDS, B., HASEGAWA, H., WATSON, P., PIACENTINI, M. F., BUYSE, L., DE
SCHUTTER, G. & MEEUSEN, R. R. 2008b. The effects of acute dopamine reuptake
inhibition on performance. Med Sci Sports Exerc, 40, 879-85.



89

ROELANDS, B., WATSON, P., CORDERY, P., DECOSTER, S., DEBASTE, E., MAUGHAN,
R. & MEEUSEN, R. 2012. A dopamine/noradrenaline reuptake inhibitor improves
performance in the heat, but only at the maximum therapeutic dose. Scand J Med Sci
Sports, 22, €93-8.

ROSS, E. Z,, GOODALL, S.,STEVENS, A. & HARRIS, I. 2010a. Time course of neuromuscular
changes during running in well-trained subjects. Med Sci Sports Exerc, 42, 1184-90.

ROSS, E. Z,, GREGSON, W., WILLIAMS, K.,ROBERTSON, C. & GEORGE, K.2010b. Muscle
contractile function and neural control after repetitive endurance cycling. Med Sci
Sports Exerc, 42, 206-12.

SALTIN, B., AND KARLSSON, J. 1972. Muscle glycogen utilisation during work of different
intensities. In Muscle Metabolism During Exercise. Edited by B. Pernow and B. Saltin.
Plenum, New York, N.Y. pp. 289-299.

SCHILLINGS, M. L., HOEFSLOOT, W., STEGEMAN, D. F. & ZWARTS, M. J. 2003. Relative
contributions of central and peripheral factors to fatigue during a maximal sustained
effort. Eur J Appl Physiol, 90, 562-8.

SCHOENFELD, B. J. 2013. Potential mechanisms for a role of metabolic stress in hypertrophic
adaptations to resistance training. Sports Med, 43, 179-94.

SCHOENFELD, B. J.,, CONTRERAS, B., VIGOTSKY, A. D. & PETERSON, M. 2016a.
Differential Effects of Heaw Versus Moderate Loads on Measures of Strength and
Hypertrophy in Resistance-Trained Men. J Sports Sci Med, 15, 715-722.

SCHOENFELD, B. J.,, OGBORN, D. & KRIEGER, J. W. 2016b. Dose-response relationship
between weekly resistance training wlume and increases in muscle mass: A
systematic review and meta-analysis. J Sports Sci, 1-10.

SCHOENFELD, B. J., OGBORN, D. I. & KRIEGER, J. W. 2015. Effect of repetition duration
during resistance training on muscle hypertrophy: a systematic review and meta-
analysis. Sports Med, 45, 577-85.

SHIELD, A. & ZHOU, S. 2004. Assessing wluntary muscle activation with the twitch
interpolation technique. Sports Med, 34, 253-67.

SIFF, M. 2000. Biomechanical foundations of strength and power training. London: Blackwell
Scientific Ltd.

SMIRMAUL, B. P. & DANTAS, J. L. 2011. Discussion: psychological factors rather than
peripheral fatigue hawe the final say in limiting aerobic performance. Appl Physiol Nutr
Metab, 36, 773-4; discussion 775-6.

SMITH, J. L., MARTIN, P. G., GANDEVIA, S. C. & TAYLOR, J. L. 2007. Sustained contraction
at very low forces produces prominent supraspinal fatigue in human elbow flexor
muscles. J Appl Physiol (1985), 103, 560-8.

SMITH, M. J. & MELTON, P. 1981. Isokinetic versus isotonic variable-resistance training. Am
J Sports Med, 9, 275-9.

SOGAARD, K., GANDEVIA, S. C., TODD, G., PETERSEN, N. T. & TAYLOR, J. L. 2006. The
effect of sustained low-intensity contractions on supraspinal fatigue in human elbow
flexor muscles. J Physiol, 573, 511-23.

ST CLAIR GIBSON, A. & NOAKES, T. D. 2004. Evidence for complex system integration and
dynamic neural regulation of skeletal muscle recruitment during exercise in humans.
Br J Sports Med, 38, 797-806.

STEINBACHER, P. & ECKL, P. 2015. Impact of oxidative stress on exercising skeletal muscle.
Biomolecules, 5, 356-77.

STOTER, I K., MACINTOSH, B. R., FLETCHER, J. R., POOTZ, S., ZIIDEWIND, I. &
HETTINGA, F. J. 2016. Pacing Strategy, Muscle Fatigue, and Technique in 1500-m
Speed-Skating and Cycling Time Trials. Int J Sports Physiol Perform, 11, 337-43.

STROJNIK, V. & KOMI, P. V. 1998. Neuromuscular fatigue after maximal stretch-shortening
cycle exercise. J Appl Physiol (1985), 84, 344-50.

SUCHOMEL, T. J., NIMPHIUS, S.& STONE, M. H. 2016. The Importance of Muscular Strength
in Athletic Performance. Sports Med.

SWINTON, P.A., STEWART, A., AGOURIS, I, KEOGH, JW. & D LLOYD, R., 2011. A
biomechanical analysis of straight and hexagonal barbell deadlifts using submaximal
loads. J Strength Cond Res, 25, 2000-09.

TANIMOTO, M. & ISHIIl, N. 2006. Effects of low-intensity resistance exercise with slow
movement and tonic force generation on muscular function in young men. J Appl
Physiol (1985), 100, 1150-7.



90

TANIMOTO, M., SANADA, K., YAMAMOTO, K., KAWANO, H., GANDO, Y., TABATA, |, ISHII,
N. & MIYACHI, M. 2008. Effects of whole-body low-intensity resistance training with
slow movement and tonic force generation on muscular size and strength in young
men. J Strength Cond Res, 22, 1926-38.

TAYLOR, J. L. & GANDEVIA, S. C. 2008. A comparison of central aspects of fatigue in
submaximal and maximal wluntary contractions. J Appl Physiol (1985), 104, 542-50.

THOMAS, K., GOODALL, S., STONE, M., HOWATSON, G., ST CLAIR GIBSON, A. &
ANSLEY, L. 2015. Central and peripheral fatigue in male cyclists after 4-, 20-, and 40-
km time trials. Med Sci Sports Exerc, 47, 537-46.

THOMAS, S., READING, J. & SHEPHARD, R. J. 1992. Reuvision of the Physical Activity
Readiness Questionnaire (PAR-Q). Can J Sport Sci, 17, 338-45.

TRAN, Q. T., DOCHERTY, D. & BEHM, D. 2006. The effects of varying time under tension and
wlume load on acute neuromuscular responses. Eur J Appl Physiol, 98, 402-10.

VAGG, R., MOGYOROS, I, KIERNAN, M. C. & BURKE, D. 1998. Activity-dependent
hyperpolarization of human motor axons produced by natural activity. J Physiol, 507 (
Pt 3), 919-25.

VAN DER POEL, C. & STEPHENSON, D. G. 2002. Rewersible changes in Ca(2+)-activation
properties of rat skeletal muscle exposed to elevated physiological temperatures. J
Physiol, 544, 765-76.

VIRU, M., HACKNEY, A. C., KARELSON, K., JANSON, T., KUUS, M. & VIRU, A. 2010.
Competition effects on physiological responses to exercise: performance,
cardiorespiratory and hormonal factors. Acta Physiol Hung, 97, 22-30.

WALKER, S., DAVIS, L., AVELA, J. & HAKKINEN, K. 2012. Neuromuscular fatigue during
dynamic maximal strength and hypertrophic resistance loadings. J Electromyogr
Kinesiol, 22, 356-62.

WATSON, P., HASEGAWA, H., ROELANDS, B., PIACENTINI, M. F., LOOVERIE, R. &
MEEUSEN, R. 2005. Acute dopamine/noradrenaline reuptake inhibition enhances
human exercise performance in warm, but not temperate conditions. J Physiol, 565,
873-83.

WEIBEL, E. R., TAYLOR, C. R. & HOPPELER, H. 1991. The concept of symmorphosis: a
testable hypothesis of structure-function relationship. Proc Natl Acad SciU S A, 88,
10357-61.

WERNBOM, M., AUGUSTSSON, J. & THOMEE, R. 2007. The influence of frequency,
intensity, wlume and mode of strength training on whole muscle cross-sectional area
in humans. Sports Med, 37, 225-64.

WESTCOTT, W. L., WINETT, R. A., ANDERSON, E. S., WOJCIK, J. R.,, LOUD, R. L.,
CLEGGETT, E. & GLOVER, S. 2001. Effects of regular and slow speed resistance
training on muscle strength. J Sports Med Phys Fitness, 41, 154-8.

WESTERBLAD, H., BRUTON, J. D. & LANNERGREN, J. 1997. The effect of intracellular pH
on contractile function of intact, single fibres of mouse muscle declines with increasing
temperature. J Physiol, 500 ( Pt 1), 193-204.

WILLARDSON, J. M. 2007. The application of training to failure in periodized multiple-set
resistance exercise programs. J Strength Cond Res, 21, 628-31.

YOON, T., SCHLINDER DELAP, B., GRIFFITH, E.E. & HUNTER, S. K. 2007. Mechanisms of
fatigue differ after low- and high-force fatiguing contractions in men and women.
Muscle Nerve, 36, 515-24.



