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Abstract: Massage therapy is a common postexercise muscle recovery modality; however,
its mechanisms of efficacy are uncertain. We evaluated the effects of massage on systemic inflammatory
responses to exercise and postexercise muscle performance and soreness. In this crossover study, nine
healthy male athletes completed a high-intensity intermittent sprint protocol, followed by massage
therapy or control condition. Inflammatory markers were assessed pre-exercise; postexercise; and at
1, 2, and 24 h postexercise. Muscle performance was measured by squat and drop jump, and muscle
soreness on a Likert scale. Significant time effects were observed for monocyte chemoattractant
protein-1 (MCP-1), interleukin-8 (IL-8), interleukin-6 (IL-6), interleukin-10 (IL-10), tumor necrosis
factor alpha (TNFα), drop jump performance, squat jump performance, and soreness. No significant
effects for condition were observed. However, compared with control, inflammatory marker
concentrations (IL-8, TNFα, and MCP-1) returned to baseline levels earlier following the massage
therapy condition (p < 0.05 for all). IL-6 returned to baseline levels earlier following the control versus
massage therapy condition (p < 0.05). No differences were observed for performance or soreness
variables. MCP-1 area under the curve (AUC) was negatively associated with squat and drop jump
performance, while IL-10 AUC was positively associated with drop jump performance (p < 0.05
for all). In conclusion, massage therapy promotes resolution of systemic inflammatory signaling
following exercise but does not appear to improve performance or soreness measurements.
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1. Introduction

High-intensity exercise results in metabolic and mechanical stress to muscle fibers, leading to
delayed-onset muscle soreness (DOMS) and/or increased perceived fatigue, which can be associated
with performance decrements. These negative consequences of high-intensity exercise are thought to
result from disruption of the muscle microstructure and subsequent inflammatory responses [1–4].
While the inflammatory response to intense exercise is important for recovery and repair of stressed
or damaged muscle tissue [5], it is a positive feedback process, whereby stress signals in the form of
inflammatory mediators are released from damaged or dysregulated muscle tissue. These activate
inflammatory effector cells, ultimately leading to the release of systemic inflammatory signaling
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mediators—cytokines [5–7]. Excessive or prolonged inflammation can lead to edema, local hypoxia,
and accumulation of noxious substances, as well as phagocytosis of healthy tissue by inflammatory cells,
resulting in soreness and tissue disruption [6,8]. Therefore, many postexercise modalities have been
used to facilitate quicker and better recovery postexercise by targeting inflammatory processes [9].

Massage therapy is one postexercise recovery technique that is widely used. Previous studies
investigating the effects of postexercise massage on DOMS have reported consistent improvements in
DOMS at 24 and 48 h postexercise [2,10]. As well, a recent meta-analysis revealed that massage therapy
was the most effective technique in reducing perceived fatigue. Massage therapy is hypothesized to act
by blunting the production of inflammatory signaling at the cellular level [8,11,12] while also promoting
the clearance of inflammatory signaling factors such as cytokines from systemic circulation [13–16].
For example, Crane, et al. [12] used various massage techniques, including effleurage, petrissage,
and slow stripping, following an interval training protocol in inactive participants. They found reduced
expression of proinflammatory pathways (i.e., NFκB) and increased expression of anti-inflammatory
and regenerative pathways (i.e., ERK1/2 and FAK) at 2.5 h after massage therapy. Animal studies have
found that massage therapy can promote the shift in local inflammatory effector cell populations, such as
macrophages, toward a phenotype promoting repair and regeneration of damaged muscle fibers [11].
These animal studies have also shown histological recovery of normal myofibrillar organization and
recovery of function following massage [11], which suggest that manual manipulation of skeletal
muscle by massage therapy can promote repair of muscle fibers and recovery of both structure
and function.

However, the overall impact of massage on muscle recovery remains unclear, likely due to
the variability in massage therapy protocols used [17,18]. Additionally, in studies that examine the
impact of massage postexercise, the inflammatory processes are not commonly evaluated in tandem
with physical performance and soreness metrics. Therefore, in the present study, we sought to
understand the impact of massage therapy using effleurage and neurolymphatic activation techniques
on postexercise inflammatory signaling and subsequent muscle performance and soreness resulting
from an intense bout of high-intensity sprint exercise. Given the proposed mitigation of postexercise
stress signaling and enhanced clearance of inflammatory signaling factors such as cytokines associated
with massage therapy, we hypothesized that postexercise effleurage and neurolymphatic massage
would reduce the time-course and area under the curve (AUC) of inflammatory signaling factors.
Further, we hypothesized that lower inflammatory signaling would be associated with reduced
DOMS and would blunt muscle performance decrements experienced following intense intermittent
sprint exercise.

2. Materials and Methods

Male collegiate-level or comparable athletes volunteered to participate in the study (Table 1).
Participants were not taking medications, did not report a history of anti-inflammatory use, were free
of cardiopulmonary and/or inflammatory conditions, and were cleared by their athletic trainer to
participate. All participants were in the off-season of their sport’s competitive cycle. The study
was approved by the University of Toronto Research Ethics Board (Protocol Reference number
30423). Each participant completed a PAR-Q screening form (http://www.csep.ca/CMFiles/GAQ_
CSEPPATHReadinessForm_2pages.pdf) and provided written consent to participate.

http://www.csep.ca/CMFiles/GAQ_CSEPPATHReadinessForm_2pages.pdf
http://www.csep.ca/CMFiles/GAQ_CSEPPATHReadinessForm_2pages.pdf
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Table 1. Descriptive and fitness characteristics of participants.

Factor All Participants (N = 9)

Male sex (N; %) 100%

Age (years) 23 ± 2

Height (cm) 180.3 ± 5.79

Weight (kg) 84.4 ± 6.41

Avg power from Wingate test (watts kg−1) 9.08 ± 2.21

VO2peak (mL kg minute−1) 61.32 ± 7.4

Notes: All values displayed as mean ± SD unless otherwise indicated.

2.1. Experimental Overview

Participants completed a high-intensity intermittent sprint exercise protocol followed by either a
massage therapy treatment or a control condition. Participants completed both the massage therapy
and control conditions (on two different trial days, separated by 1 week), and the order of trial
days was randomized and counterbalanced. Moderate- to high-intensity exercise (>12 on the Borg
20-point scale), alcohol, and caffeine were prohibited 24 h prior to any blood collection. Nonsteroidal
anti-inflammatory drugs, steroidal anti-inflammatory drugs, and antioxidant supplementation were
prohibited for the duration of the study. Anthropometric measures, maximal aerobic power (VO2peak),
Wingate performance, and familiarization with the exercise protocol were conducted 1 week prior to
the experimental (massage therapy or control) trial days. Drop jump and squat jump height, rating of
perceived muscle soreness, and a blood sample were taken pre-exercise; postexercise; and at 1, 2, and
24 h postexercise. All test procedures were completed at the University of Toronto Athletic Centre.
No food was consumed during the experimental procedures. Water was permitted ad libitum.

2.2. Exercise Protocol

The exercise protocol used in the current study has been shown to increase inflammatory signaling
and has been described previously [19]. Briefly, the exercise protocol was conducted on a 200 m indoor
track between the hours of 12:00 and 6:00 p.m. Participants attended sessions at the same time of
day for each of the experimental trials (massage or control). Following pre-exercise measurements,
participants completed a standardized warm-up including 800 m at a self-selected jogging pace, a
series of eight dynamic stretches performed over 20 m, and a 5 min free-stretch period followed by
the intermittent sprint protocol. The intermittent sprint protocol was comprised of 10 repetitions of
120 m distance sprints at maximal effort. Upon completion of the sprint, the participant was instructed
to walk back to the start line on the opposing side of the track. Each sprint was initiated 3 min from
the start of the previous sprint, such that the duration of rest between sprints equated to 3 min minus
the time taken to complete the 120 m sprint (i.e., a 20 s sprint completion would allow 2 min and 40 s
of rest).

This protocol was chosen to induce high metabolic and mechanical stress by engaging a large
muscle mass with ground-contact forces and repeated stretch-shortening cycles. The rest period was
chosen to allow full-recovery of phosphocreatine stores for maximal effort on subsequent repetitions.
Heart rate and Rating of Perceived Exertion (RPE) were recorded at the beginning and end of each
sprint to ensure maximal effort and to compare effort between trials. Standardized encouragement
was given before each bout, with a reminder to exert maximal effort. Upon completion of the 10 sprint
repetitions, participants completed a cool-down of 400 m jogging at a self-selected pace prior to
returning to the laboratory for postexercise measurements and their assigned recovery treatment
(massage or control) for that trial.
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2.3. Massage Therapy Protocol

Immediately following postexercise blood sampling, performance, and soreness measurements,
participants assigned to the massage therapy condition underwent the massage therapy protocol.
The protocol was 30 min in duration and included traditional effleurage of the lower body muscles
and the lower back muscles for 6 min, neurolymphatic activation for 18 min, followed by a further
6 min of effleurage of the lower body muscles. Treatments were administered by one of three Certified
Sport Massage Therapists trained in the neurolymphatic activation technique. Neurolymphatic reflex
points located along the spine, inner sternum, and outer spine and were activated using 0.5–1.5 kg
force administered with the Lafayette Manual Muscle Testing system (Lafayette Instrument Company,
IN, USA). Upon completion of the massage protocol, participants sat quietly in the lab until the 1 h
postexercise sampling time-point.

2.4. Control Protocol

Immediately following postexercise blood sampling, performance, and soreness measurements,
participants sat quietly in the laboratory for the 30 min period equivalent to the massage protocol and
until the 1 h postexercise sampling time-point.

2.5. Ratings of Perceived Skeletal Muscle Soreness

Ratings of perceived skeletal muscle soreness were collected at pre-exercise; postexercise; and 1,
2, and 24 h postexercise on a 10-point Likert scale ranging from 1 “No soreness” to 10 “Agonizing”.
These ratings were collected prior to commencing the tests of muscle function (jump tests).

2.6. Blood Sampling

Two 4.0 mL vacutainer tubes treated with 7.2 mg of EDTA (BD™ Vacutainer, USA) were collected
from the antecubital vein while participants lay in the supine position on an examination table.
Blood samples were collected prior to the tests of muscle function (jump tests) at pre-exercise;
postexercise; and 1, 2, and 24 h postexercise time-points. Pre-exercise samples were taken at a
minimum of 10 min prior to commencing the exercise protocol to allow the puncture site to clot.
Postexercise samples were collected immediately following the exercise cool-down protocol, and the
subsequent samples were collected 1, 2, and 24 h from the time the pre-exercise sample was collected.
Vacutainer tubes were spun in a centrifuge (Universal 320 R, Hettich, Germany) for 15 min at 4 ◦C at
1560× g, and the plasma was aliquoted into 0.5 mL Eppendorf tubes and frozen at −80 ◦C until the
time of assaying.

2.7. Muscle Function

Muscle function was measured using squat jump and drop jump heights measured using the
Optojump™ Vertical Jump system (Microgate, USA). The Optojump™ uses an infrared beam to
conduct a jump height computation calculated by flight time and body mass as independent variables.
Jump tests were conducted pre-exercise; postexercise; and at 1, 2, and 24 h postexercise. Force generation
indicated by jump height gives a reliable indication of integrated voluntary neuromuscular function.
The squat jump test was performed with the participants’ hands on their hips in a standing position in
the infrared beam of the Optojump™. They were then instructed to assume a squatted position with
knees at 90◦, pause for 1 s, and then jump maximally. This test allows only a concentric phase of force
generation to be implemented, eliminating any contribution of prestretch activation of neuromuscular
structures and passive elastic forces from connective tissue for force generation. As such, the squat jump
test gives an indirect measure of muscle fiber activation, excitability, and functionality of contractile
elements. Participants completed three attempts of the squat jump test at each time-point, and the
average of the highest two jumps was used for statistical analyses to eliminate the effects of mis-jumps
or submaximal efforts.
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The drop jump test was used to measure the maximal voluntary force generated in a
stretch-shortening cycle with the eccentric phase emphasized. This test includes a stretch-shortening
cycle and therefore includes prestretch activation, stretch-reflex activation, and passive elastic
contributions to force production [3]. The drop jump test was conducted from a 40 cm high box.
Participants were instructed to start on the box with their hands on their hips. They were then verbally
instructed to step off the box with their dominant foot, land in the infrared beam of the Optojump™,
and immediately perform a maximal vertical jump. Participants completed three attempts of the drop
jump test at each time-point, and the average of the highest two jumps was used for statistical analyses
to eliminate the effects of mis-jumps or submaximal efforts.

These jump tests were used as tests of muscle function that are applicable to major movement types
across athletic endeavors, as massage is widely used across many different sport types. Participants were
familiarized with these two jump protocols prior to commencing any experimental procedures.
Standardized instructions were given to each participant, with standardized technique correction if
needed. Participants were reminded between jump attempts to give maximal effort.

2.8. Inflammatory Assays

Blood samples were analyzed for total plasma concentration of inflammatory signaling
biochemicals using electrochemiluminescence-based solid-phase sandwich immunoassays
(Meso-Scale Discovery, Rockville, MD, USA). A 30-plex multiarray assay for interferon (IFN), vascular
endothelial growth factor (VEGF), interleukin-12 subunit p40 (IL-12p40), interleukin 12 subunit p70
(IL-12p70), interleukin-1 beta (IL-1β), interleukin-2 (IL-2), interleukin-4 (IL-4), interleukin-5 (IL-5),
interleukin-6 (IL-6), interleukin-7 (IL-7), interleukin-8 (IL-8), interleukin-10 (IL-10), interleukin-13
(IL-13), interleukin-15 (IL-15), interleukin-16 (IL-16), eotaxin, eotaxin-3, interferon gamma-induced
protein- 10 (IP-10), tumor necrosis factor alpha (TNFα), tumor necrosis factor beta (TNFβ),
granulocyte-macrophage colony stimulating factor (GM-CSF), monocyte chemoattractant protein-1
(MCP-1), monocyte chemoattractant protein-4 (MCP-4), macrophage derived chemokine (MDC),
macrophage inflammatory protein 1 alpha (MIP-1α), macrophage inflammatory protein 1 beta
(MIP-1β), and thymus and activation regulated chemokine (TARC) was conducted according to the
manufacturer’s instructions by an experienced laboratory technician. Samples and standards were run
in duplicate. Interassay coefficient of variance (CV) values ranged from 4.9% to 15.2%, with CV < 20%
deemed acceptable for statistical analysis.

2.9. Statistical Analyses

Data presented in text and figures represent the mean ± SD with a 95% confidence interval (unless
otherwise indicated). Note that statistical analyses have not been corrected for multiple comparisons.
Plasma concentration of inflammatory markers is expressed as change from baseline to account for
interindividual variation and is expressed in pg/mL. Performance data are presented as the average
of the highest two jump attempts of three total attempts expressed in cm to account for mis-jumps.
Ratings of perceived soreness are expressed in points on a 10-point Likert scale. A two-way (five
time-points × two recovery conditions) repeated measures analysis of variance (ANOVA) was used
to determine the main effects for time and recovery condition and the interaction effects of time by
recovery condition for all variables using SPSS™ version 24 (IBM, Armonk, NY, USA). The assumption
of sphericity was tested by Mauchley’s W. In the case where the assumption of sphericity was violated,
a Greenhouse–Geisser correction was used. All significant main effects were further analyzed with
Tukey’s honestly significant difference (HSD) using GraphPad™ Prism software.

AUC for inflammatory concentration change over time provides a singular variable to indicate
the overall inflammatory response to the exercise protocol. AUC was calculated only for inflammatory
factors with significant time effects using the following methodology: the inflammatory factor
concentration for each participant at postexercise and 1, 2, and 24 h postexercise was normalized
to pre-exercise values. AUC was calculated using the trapezoidal method [20] in MATLAB R2017b
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(MATLAB, Natick, MA, USA). Paired t tests were used to identify significant differences in AUC as a
gross measure of postexercise inflammation between experimental conditions. Correlations between
AUC values for inflammatory markers with significant time effects and performance and soreness
values at 24 h for all participants with complete datasets were conducted using Pearson’s product
correlations on SPSS version 24 (IBM, Armonk, NY, USA).

3. Results

A total of nine male participants (mean age 23 ± 2 years) completed the exercise protocol on two
different trial days. No significant differences were observed on measures of exertion, including time
to complete sprints or RPE, and there were no differences in plasma cytokine concentrations at the
pre-exercise time-point between experimental conditions. Data for one participant were excluded from
the IL-10 statistical analyses due to CV exceeding 20%, and two participants for IL-6 (Table 2).

Table 2. Change from baseline of inflammatory variables.

Variable Postexercise 1 h Postexercise 2 h Postexercise 24 h Postexercise

IL-8 Control (N = 9) 0.73 ± 0.37 * 0.80 ± 0.35 * 0.46 ± 0.29 * 0.37 ± 0.09 *
p < 0.001 p = 0.02 p = 0.48 p = 0.05

IL-8 Massage (N = 9) 1.01 ± 0.29 * 1.05 ± 0.36 * −0.40 ± 0.15 −0.17 ± 0.22
p < 0.001 p < 0.001 p = 0.11 p = 0.34

IL-10 Control (N = 8) 0.19 ± 0.12 0.58 ± 0.22 * 0.23 ± 0.12 0.003 ± 0.009
p = 0.14 p = 0.03 p = 0.09 p = 0.87

IL-10 Massage (N = 8) 0.15 ± 0.04 0.16 ± 0.03 * 0.003 ± 0.06 −0.01 ± 0.07
p = 0.06 p = 0.05 p = 0.74 p = 0.95

IL-6 Control (N = 7) 1.36 ± 0.46 * 1.04 ± 0.38 * 0.56 ± 0.26 * 0.13 ± 0.04
p < 0.001 p = 0.02 p = 0.04 p = 0.45

IL-6 Massage (N = 7) 0.99 ± 0.29 * 0.68 ± 0.26 * 0.38 ± 0.12 * 0.45 ± 0.32 *
p = 0.01 p = 0.04 p = 0.05 p = 0.04

TNFα Control (N = 9) 0.29 ± 0.10 * 0.28 ± 0.10 * 0.21 ± 0.07 * 0.14 ± 0.09 *
p = 0.04 p = 0.04 p = 0.05 p = 0.05

TNFα Massage (N = 9) 0.21 ± 0.06 * 0.17 ± 0.08 * 0.11 ± 0.13 * 0.06 ± 0.13
p = 0.05 p = 0.05 p = 0.05 p = 0.43

MCP-1 Control (N = 9) 61.534 ± 14.99 * 35.48 ± 8.09 * 28.06 ± 9.75 * 9.85 ± 10.05
p < 0.001 p = 0.009 p = 0.01 p = 0.26

MCP-1 Massage (N = 9) 44.078 ± 11.93 * 30.79 ± 8.15 * −1.99 ± 7.86 1.81 ± 6.47
p = 0.002 p = 0.01 p = 0.87 p = 0.86

Notes: Only inflammatory variables with significant time effects are shown. All values indicate change from
pre-exercise (baseline) concentrations measured in plasma in pg/mL units. * Indicates a statistically significant
difference from baseline values at a level of p < 0.05.

3.1. Inflammatory Markers

Significant main effects for time were observed for inflammatory markers, including IL-8
(F(4,32) = 6.166, p < 0.001), IL-10 (F(4,28) = 5.915, p < 0.001), IL-6 (F(4,24) = 6.407, p < 0.001),
TNFα (F(4,32) = 4.756, p < 0.01), and MCP-1 (F(4,32) = 16.082, p < 0.001) (Table 2). No significant
changes were observed for other plasma analytes and thus are excluded from Table 2.

Plasma IL-8 was elevated from baseline (pre-exercise) at postexercise and 1 and 2 h postexercise
in both massage and control experimental conditions (p < 0.05). IL-8 plasma concentration returned to
a nonsignificant difference from baseline in the massage condition at 2 and 24 h postexercise, but in the
control condition, IL-8 remained significantly higher than baseline at 2 h (p < 0.05) and 24 h (p < 0.04)
postexercise. Plasma IL-10 was also elevated from baseline at 1 h postexercise in both massage and
control experimental conditions (p < 0.02). IL-10 plasma concentration returned to nonsignificant
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change from baseline in both conditions at 2 and 24 h postexercise. Plasma IL-6 was elevated from
baseline at postexercise as well as 1 and 2 h postexercise in both massage and control experimental
conditions (p < 0.05). IL-6 plasma concentration returned to nonsignificant change from baseline in the
control condition 24 h postexercise but remained elevated in the massage condition (p < 0.05).

Plasma TNFα was elevated from baseline at postexercise as well as 1 and 2 h postexercise in
both massage and control experimental conditions (p < 0.05). TNFα plasma concentration returned to
nonsignificant change from baseline in the massage condition at 24 h postexercise, while it remained
significantly elevated from baseline in the control condition (p < 0.05). Plasma MCP-1 was elevated
from baseline at postexercise and 1 h postexercise in both massage and control experimental conditions
(p < 0.05). MCP-1 plasma concentration returned to nonsignificant change from baseline in the massage
condition at 2 h postexercise, while it remained significantly elevated versus baseline in the control
condition (p < 0.05). MCP-1 plasma concentration returned to nonsignificant concentrations in both
conditions at 24 h postexercise.

No significant main effects for group or interaction effects were found for any of the inflammatory
markers tested.

3.2. Performance and Soreness

Significant main effects for time were observed for performance and soreness measures (Table 3).
A significant main effect for time was observed for squat jump height (F(4,32) = 12.748, p < 0.01)
and drop jump height (F(4,32) = 15.330, p < 0.001). Squat jump height and drop jump height were
significantly reduced compared with pre-exercise at all postexercise time-points in both massage and
control conditions (p < 0.05). No significant main effects for group or interaction effects were observed
for muscle performance measures.

Table 3. Summary of performance variables.

Variable Baseline
(Pre-Exercise) Postexercise 1 h

Postexercise
2 h

Postexercise
24 h

Postexercise

Squat Jump Height
(cm)

Control
35.54 ± 2.20

31.95 ± 1.83 * 32.27 ± 2.32 * 33.15 ± 2.39 * 32.51 ± 2.14 *
(N = 9) p = 0.04 p = 0.04 p = 0.05 p = 0.05

Massage
36.02 ± 2.00

33.19 ± 1.61 * 33.16 ± 1.71 * 33.21 ± 1.74 * 34.14 ± 1.33 *
(N = 9) p = 0.05 p = 0.05 p = 0.05 p = 0.05

Drop Jump Height
(cm)

Control
40.81 ± 2.49

36.84 ± 2.09 * 36.18 ± 2.45 * 37.82 ± 2.61 * 37.66 ± 2.62 *
(N = 9) p = 0.03 p = 0.03 p = 0.04 p = 0.04

Massage
40.11 ± 1.76

36.19 ± 2.17 * 36.44 ± 2.01 * 36.50 ± 1.80 * 36.92 ± 1.37 *
(N = 9) p = 0.03 p = 0.05 p = 0.05 p = 0.05

Perceived Soreness
(unitless)

Control
1.0 ± 0.4

3.5 ± 0.6 * 3.0 ± 0.3 * 2.7 ± 0.3 * 4.0 ± 0.5 *
(N = 9) p = 0.03 p = 0.03 p = 0.04 p = 0.01

Massage
1.0 ± 0.5

4.4 ± 0.8 * 3.1 ± 0.7 * 3.5 ± 1.2 * 3.0 ± 0.7 *
(N = 9) p = 0.02 p = 0.03 p = 0.03 p = 0.03

Notes: * Indicates a statistically significant difference from baseline values at a level of p < 0.05.

A significant main effect for time was observed for ratings of perceived soreness (F(4,32) = 13.266,
p < 0.001). Compared with pre-exercise, perceived soreness was significantly greater at all postexercise
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time-points in both conditions (p < 0.05). No significant main effects for group or interaction effects
were observed for muscle soreness ratings.

3.3. Correlation of Inflammatory Factors and Performance and Soreness

No differences were observed between massage and control experimental conditions for mean
AUC for any of the inflammatory factors. Significant negative correlations were observed for MCP-1
AUC and drop jump height at 24 h (r = −0.469, p < 0.05) and squat jump height at 24 h (r = −0.510,
p < 0.05). A significant positive correlation was observed between IL-10 AUC and drop jump height
at 24 h (r = 0.563, p < 0.05). No significant correlations between AUC for IL-6, IL-8, or TNFα and
performance variables at 24 h were observed.

4. Discussion

Massage therapy is a common postexercise recovery modality aimed to reduce DOMS
and performance decrements by attenuating the inflammatory response to exercise [8,11,12,21].
Although this mechanism has been suggested by several authors [8,11,12,21], inflammatory processes
are not commonly evaluated in tandem with performance and soreness metrics. The present study is
the first to examine the effects of postexercise massage therapy using effleurage and neurolymphatic
activation techniques on postexercise inflammatory signaling and subsequent muscle performance
and soreness resulting from an intense bout of exercise.

The main finding of this study is that in a small sample of young healthy males, massage therapy
employed immediately following an intense bout of intermittent sprint exercise was more effective
than a control condition at facilitating return of circulating inflammatory signaling factors to baseline.
More specifically, we observed significant increases in IL-8, IL-10, IL-6, TNFα, and MCP-1 postexercise
in both the massage and control conditions, confirming that the exercise protocol was effective at
inducing an inflammatory response. The massage therapy condition was associated with faster return
to nonsignificant elevations from baseline of plasma concentrations for IL-8, IL-10, TNFα, and MCP-1
compared with the control condition, while IL-6 remained elevated in the massage condition but not
the control condition. Although there were no main effects for group or interaction effects observed,
these findings confirm our primary hypothesis as they indicate that massage can speed the time-course
of inflammatory signaling, which aligns with previous studies that have observed inflammatory
modulation at the tissue level following massage therapy [11,12]. Our findings support the use of
massage therapy as a means of expediting the resolution of inflammatory signaling postexercise as
indicated by concentrations of inflammatory mediators measured from systemic circulation.

Several studies have investigated the impact of massage therapy to treat DOMS and performance
decrements experienced in the hours and days following an intense bout of exercise; however, results are
variable [10]. Contrary to our hypothesis, in the current study, massage therapy did not reduce measures
of pain or soreness compared to the nonmassage control group. It is unclear why we failed to observe
changes in muscle soreness; however, our results agree with some previous studies that have examined
the impact of massage on soreness measures. For example, one systematic review [10] of studies
investigating the effects of massage therapy found that only four of seven studies reported reduced
measures of pain or soreness with massage [22–25]. Furthermore, we did not observe any significant
effects of massage therapy on muscle performance, indicated by squat jump and drop jump heights.
While these findings do not support our hypothesis, they are consistent with some previous studies.
For example, in the same systematic review [10], only 2 out of the 10 studies that examined the impact
of massage on muscle performance reported improvements [26,27]. In another study, Tiidus et al. [28]
demonstrated no significant difference between the isometric and dynamic peak torques between
massage and control legs up to 96 h postexercise [28]. Therefore, while results are somewhat conflicting
between studies, it appears that massage therapy may not be useful in recovering muscle function in
the short term.
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In the current study, we also examined the association between the AUC of inflammatory markers
and muscle function (in the massage vs. control experimental conditions). We found a negative
association between the proinflammatory factor MCP-1 with both drop jump and squat jump height
(i.e., muscle function) and a positive correlation between anti-inflammatory factor IL-10 and squat jump
height in both the massage and control conditions. MCP-1, also known as chemokine ligand 2 (CCL2),
is a monocyte chemoattractant that is involved in recruiting monocytes to sites of inflammation or tissue
damage which is released from the muscle in response to exercise [29]. IL-10 is an anti-inflammatory
cytokine thought to promote a shift from inflammatory monocyte and T helper cell type 1 (Th1) activity
towards a T helper cell type 2 (Th2) regenerative phenotype that may assist in the resolution of tissue
disruption and inflammation at a cellular level [6,30]. Therefore, in the current study, we found that a
proinflammatory marker was associated with worse muscle performance, and an anti-inflammatory
cytokine was associated with better muscle performance. These associations support the idea that
postexercise inflammation disrupts skeletal muscle function; however, these associations did not
differ by massage versus control conditions despite resolution of inflammatory signaling at earlier
time-points in the massage condition.

One possible explanation for the lack of difference in the massage versus control conditions is that
the sample size of the current study was too small to reach statistical significance. It is also possible that
the mechanical manipulation of muscles to induce mechanotransduction of anti-inflammatory cellular
signaling [12] and a shift in local inflammatory cell phenotype to support healing [11] is the primary
means of promoting functional recovery following an intense bout of exercise. Thus, stimulation of
lymphatic circulation and clearance of cytokines and biochemical stress signals may only change
inflammatory signaling at a systemic level with minimal nociceptive effects at the level of the muscle
fiber [2]. However, further research designed to answer this question would be needed to confirm this.

The massage therapy protocol used for this study was a combination of effleurage inducing
manual manipulation of the skeletal muscle belly and neurolymphatic activation to stimulate lymphatic
circulation. Stimulation of lymphatic circulation has been suggested to enhance clearance of cytokines,
creatine kinase (CK), and other noxious substances associated with inflammation and thought to
contribute to soreness and functional disruptions of muscle [8]. As we employed both modalities to
induce the anti-inflammatory effects of massage therapy, it is not possible to distinguish the effects of
cellular inflammatory signal generation from the effects of enhanced clearance by lymphatic stimulation.
A future comparison of these massage techniques is warranted to differentiate these two potential
anti-inflammatory affects.

While our results confirm our hypothesis that massage therapy immediately postexercise can
facilitate the resolution of inflammatory processes, additional limitations of our study are noteworthy.
We measured inflammation using systemic concentrations of known inflammatory signaling factors in
peripheral plasma samples. While this is indicative of systemic signaling processes, it is not possible to
identify their source (i.e., skeletal muscle vs. immune cell vs. hepatic tissue) or the local inflammatory
or regeneration processes that may be occurring [31,32]. A small sample size was used in the present
study, which may have limited statistical power for determining differences between conditions or
associations. Further, the exact inflammatory pathways mediated by cytokines and myokines are not
fully understood, nor are their physiological implications. Some appear to promote inflammation,
some to reduce it, and some may do either depending on the circumstances. While inflammation is
thought to underlie the performance decrements and soreness experience following intense exercise,
our current results do not support this, and the long-term implications of blunting of inflammatory
signaling is not well understood.

5. Conclusions

In our small study of nine healthy young male athletes, massage therapy that included both
mechanical manipulation of muscle tissue and neurolymphatic activation promoted resolution of
systemic inflammatory signaling following high-intensity intermittent exercise. While massage did not
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appear to improve performance or soreness measurements, future studies that include larger sample
sizes (including females) should confirm this. As well, future studies should investigate modalities of
massage therapy for inflammatory effects and subsequent performance and soreness benefits to provide
evidence-based best practice to athletes and practitioners and to further elucidate the anti-inflammatory
effects of massage therapy. Overall, massage therapy appears to be an effective treatment regimen
that resolves some exercise-related inflammation in male athletes following high-intensity intermittent
exercise. Combined with other data that suggest that massage reduces DOMS and perceived fatigue,
massage might be an effective postexercise recovery tactic that athletes should consider.

Author Contributions: Conceptualization, G.E.W. and G.D.W.; Methodology, G.E.W. and G.D.W.; Formal Analysis,
G.E.W., J.E.C., and G.D.W.; Investigation, G.E.W.; Resources, G.E.W. and G.D.W.; Data Curation, G.E.W. and
G.D.W.; Writing—Original Draft Preparation, G.E.W., S.L.W., J.E.C., and G.D.W.; Writing—Review and Editing,
G.E.W., S.L.W., J.E.C., A.P.D.B., S.G.R., and G.D.W.; Supervision, G.D.W.; Project Administration, G.E.W. and
J.E.C.; Funding Acquisition, G.E.W. and G.D.W. All authors have read and agreed to the published version of
the manuscript.

Funding: This research was funded by the Massage Therapy Research Fund, grand number (497640) and the APC
was waived.

Acknowledgments: We would like to acknowledge the assistance of Ed Ratz, RMT, SMT in the conception of
this study and design of the massage therapy practices used, as well as the massage therapists that assisted with
the experimental procedures. We would also like to thank University of Toronto Varsity Athletics and all of the
participants who volunteered for this research.

Conflicts of Interest: All authors declare no conflicts of interest.

References

1. Bruunsgaard, H.; Galbo, H.; Halkjaer-Kristensen, J.; Johansen, T.L.; MacLean, D.A.; Pedersen, B.K.
Exercise-induced increase in serum interleukin-6 in humans is related to muscle damage. J. Physiol.
1997, 499, 833–841. [CrossRef]

2. Smith, L.L. Acute inflammation: The underlying mechanism in delayed onset muscle soreness? Med. Sci.
Sports Exerc. 1991, 23, 542–551. [CrossRef]

3. Byrne, C.; Eston, R. The effect of exercise-induced muscle damage on isometric and dynamic knee extensor
strength and vertical jump performance. J. Sports Sci. 2002, 20, 417–425. [CrossRef] [PubMed]

4. Peake, J.M.; Nosaka, K.; Suzuki, K. Characterization of in ammatory responses to eccentric exercise in
humans. Exerc. Immunol. Rev. 2005, 11, 64–85. [PubMed]

5. Tidball, J.G. Inflammatory processes in muscle injury and repair. AJP Regul. Integr. Comp. Physiol. 2004, 288,
R345–R353. [CrossRef] [PubMed]

6. Tidball, J.G.; Villalta, S.A. Regulatory interactions between muscle and the immune system during muscle
regeneration. AJP Regul. Integr. Comp. Physiol. 2010, 298, R1173–R1187. [CrossRef] [PubMed]

7. Paulsen, G.; Mikkelsen, U.R.; Raastad, T.; Peake, J.M. Leucocytes, cytokines and satellite cells: What role do
they play in muscle damage and regeneration following eccentric exercise? Exerc. Immunol. Rev. 2012, 18,
42–97. [PubMed]

8. Waters-Banker, C.; Dupont-Versteegden, E.E.; Kitzman, P.H.; Butterfield, T.A. Investigating the Mechanisms
of Massage Efficacy: The Role of Mechanical Immunomodulation. J. Athl. Train. 2014, 49, 266–273. [CrossRef]

9. Barnett, A. Using recovery modalities between training sessions in elite athletes: Does it help? Sports Med.
2006, 36, 781–796. [CrossRef]

10. BEST, T.M.; Hunter, R.; Wilcox, A.; Haq, F. Effectiveness of sports massage for recovery of skeletal muscle
from strenuous exercise. Clin. J. Sport Med. 2008, 18, 446–460. [CrossRef]

11. Butterfield, T.A.; Zhao, Y.I.; Agarwal, S.; Haq, F.; Best, T.M. Cyclic Compressive Loading Facilitates Recovery
after Eccentric Exercise. Med. Sci. Sports Exerc. 2008, 40, 1289–1296. [CrossRef] [PubMed]

12. Crane, J.D.; Ogborn, D.I.; Cupido, C.; Melov, S.; Hubbard, A.; Bourgeois, J.M.; Tarnopolsky, M.A. Massage
Therapy Attenuates Inflammatory Signaling After Exercise-Induced Muscle Damage. Sci. Transl. Med.
2012, 4, 119ra13. [CrossRef]

13. Bakar, Y.; Coknaz, H.; Karlı, Ü.; Semsek, Ö.; Serın, E.; Pala, Ö.O. Effect of manual lymph drainage on removal
of blood lactate after submaximal exercise. J. Phys. Ther. Sci. 2015, 27, 3387–3391. [CrossRef] [PubMed]

http://dx.doi.org/10.1113/jphysiol.1997.sp021972
http://dx.doi.org/10.1249/00005768-199105000-00006
http://dx.doi.org/10.1080/026404102317366672
http://www.ncbi.nlm.nih.gov/pubmed/12043831
http://www.ncbi.nlm.nih.gov/pubmed/16385845
http://dx.doi.org/10.1152/ajpregu.00454.2004
http://www.ncbi.nlm.nih.gov/pubmed/15637171
http://dx.doi.org/10.1152/ajpregu.00735.2009
http://www.ncbi.nlm.nih.gov/pubmed/20219869
http://www.ncbi.nlm.nih.gov/pubmed/22876722
http://dx.doi.org/10.4085/1062-6050-49.2.25
http://dx.doi.org/10.2165/00007256-200636090-00005
http://dx.doi.org/10.1097/JSM.0b013e31818837a1
http://dx.doi.org/10.1249/MSS.0b013e31816c4e12
http://www.ncbi.nlm.nih.gov/pubmed/18580410
http://dx.doi.org/10.1126/scitranslmed.3002882
http://dx.doi.org/10.1589/jpts.27.3387
http://www.ncbi.nlm.nih.gov/pubmed/26696704


J. Funct. Morphol. Kinesiol. 2020, 5, 9 11 of 11

14. Aldrich, M.B.; Sevick-Muraca, E.M. Cytokines are systemic effectors of lymphatic function in acute
inflammation. Cytokine 2013, 64, 362–369. [CrossRef] [PubMed]

15. Cromer, W.E.; Zawieja, S.D.; Tharakan, B.; Childs, E.W.; Newell, M.K.; Zawieja, D.C. The effects of
inflammatory cytokines on lymphatic endothelial barrier function. Angiogenesis 2013, 17, 395–406. [CrossRef]
[PubMed]

16. Sejari, N.; Kamaruddin, K.; Ramasamy, K.; Lim, S.M.; Neoh, C.F.; Ming, L.C. The immediate effect of
traditional Malay massage on substance P, inflammatory mediators, pain scale and functional outcome
among patients with low back pain: Study protocol of a randomised controlled trial. BMC Complement.
Altern. Med. 2016, 16, 16. [CrossRef] [PubMed]

17. Tiidus, P.M. Manual massage and recovery of muscle function following exercise: A literature review.
J. Orthop. Sports Phys. 1997, 25, 107–112. [CrossRef]

18. Hilbert, J.E.; Sforzo, G.A.; Swensen, T. The effects of massage on delayed onset muscle soreness. Br. J.
Sports Med. 2003, 37, 72–75. [CrossRef]

19. White, G.E.; Rhind, S.G.; Wells, G.D. The effect of various cold-water immersion protocols on exercise-induced
inflammatory response and functional recovery from high-intensity sprint exercise. Eur. J. Appl. Physiol.
2014, 114, 2353–2367. [CrossRef]

20. Pruessner, J.C.; Kirschbaum, C.; Meinlschmid, G.; Hellhammer, D.H. Two formulas for computation of the
area under the curve represent measures of total hormone concentration versus time-dependent change.
Psychoneuroendocrinology 2003, 28, 916–931. [CrossRef]

21. Weerapong, P.; Hume, P.A.; Kolt, G.S. The mechanisms of massage and effects on performance, muscle
recovery and injury prevention. Sports Med. 2005, 35, 235–256. [CrossRef] [PubMed]

22. Zainuddin, Z.; Newton, M.; Sacco, P.; Nosaka, K. Effects of massage on delayed-onset muscle soreness,
swelling, and recovery of muscle function. J. Athl. Train. 2005, 40, 174–180. [PubMed]

23. Farr, T.; Nottle, C.; Nosaka, K.; Sacco, P. The effects of therapeutic massage on delayed onset muscle soreness
and muscle function following downhill walking. J. Sci. Med. Sport 2002, 5, 297–306. [CrossRef]

24. Tanaka, T.H.; Leisman, G.; Mori, H.; Nishijo, K. The effect of massage on localized lumbar muscle fatigue.
BMC Complement. Altern. Med. 2002, 2, 9. [CrossRef]

25. Hemmings, B. Effects of massage on physiological restoration, perceived recovery, and repeated sports
performance. Br. J. Sports Med. 2000, 34, 109–114. [CrossRef]

26. Rinder, A.N.; Sutherland, C.J. An investigation of the effects of massage on quadriceps performance after
exercise fatigue. Complement. Nurs. Midwifery 1995, 1, 99–102. [CrossRef]

27. Sykaras, E.; Mylonas, A.; Malliaropoulos, N.; Zakas, A.; Papacostas, E. Manual massage effect in knee
extensors peak torque during short-term intense continuous concentric-eccentric isokinetic exercise in female
elite athletes. Isokinet. Exerc. Sci. 2003, 11, 153–157. [CrossRef]

28. Tiidus, P.M.; Shoemaker, J.K. Effleurage massage, muscle blood flow and long-term post-exercise strength
recovery. Int. J. Sports Med. 1995, 16, 478–483. [CrossRef] [PubMed]

29. Catoire, M.; Mensink, M.; Kalkhoven, E.; Schrauwen, P.; Kersten, S. Identification of human exercise-induced
myokines using secretome analysis. Physiol. Genom. 2014, 46, 256–267. [CrossRef]

30. Pedersen, B.K. Exercise and cytokines. Immunol. Cell Biol. 2000, 78, 532–535. [CrossRef]
31. Suzuki, K. Cytokine Response to Exercise and Its Modulation. Antioxidants 2018, 7, 17. [CrossRef]
32. Pillon, N.J.; Bilan, P.J.; Fink, L.N.; Klip, A. Cross-talk between skeletal muscle and immune cells:

Muscle-derived mediators and metabolic implications. Am. J. Physiol. Endocrinol. Metab. 2013, 304,
E453–E465. [CrossRef] [PubMed]

© 2020 by the authors. Licensee MDPI, Basel, Switzerland. This article is an open access
article distributed under the terms and conditions of the Creative Commons Attribution
(CC BY) license (http://creativecommons.org/licenses/by/4.0/).

http://dx.doi.org/10.1016/j.cyto.2013.05.015
http://www.ncbi.nlm.nih.gov/pubmed/23764549
http://dx.doi.org/10.1007/s10456-013-9393-2
http://www.ncbi.nlm.nih.gov/pubmed/24141404
http://dx.doi.org/10.1186/s12906-016-0988-1
http://www.ncbi.nlm.nih.gov/pubmed/26767971
http://dx.doi.org/10.2519/jospt.1997.25.2.107
http://dx.doi.org/10.1136/bjsm.37.1.72
http://dx.doi.org/10.1007/s00421-014-2954-2
http://dx.doi.org/10.1016/S0306-4530(02)00108-7
http://dx.doi.org/10.2165/00007256-200535030-00004
http://www.ncbi.nlm.nih.gov/pubmed/15730338
http://www.ncbi.nlm.nih.gov/pubmed/16284637
http://dx.doi.org/10.1016/S1440-2440(02)80018-4
http://dx.doi.org/10.1186/1472-6882-2-9
http://dx.doi.org/10.1136/bjsm.34.2.109
http://dx.doi.org/10.1016/S1353-6117(05)80048-4
http://dx.doi.org/10.3233/IES-2003-0142
http://dx.doi.org/10.1055/s-2007-973041
http://www.ncbi.nlm.nih.gov/pubmed/8550258
http://dx.doi.org/10.1152/physiolgenomics.00174.2013
http://dx.doi.org/10.1111/j.1440-1711.2000.t01-11-.x
http://dx.doi.org/10.3390/antiox7010017
http://dx.doi.org/10.1152/ajpendo.00553.2012
http://www.ncbi.nlm.nih.gov/pubmed/23277185
http://creativecommons.org/
http://creativecommons.org/licenses/by/4.0/.

	Introduction 
	Materials and Methods 
	Experimental Overview 
	Exercise Protocol 
	Massage Therapy Protocol 
	Control Protocol 
	Ratings of Perceived Skeletal Muscle Soreness 
	Blood Sampling 
	Muscle Function 
	Inflammatory Assays 
	Statistical Analyses 

	Results 
	Inflammatory Markers 
	Performance and Soreness 
	Correlation of Inflammatory Factors and Performance and Soreness 

	Discussion 
	Conclusions 
	References

