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ABSTRACT 
International Journal of Exercise Science 16(2): 1334-1384, 2023. This paper systematically reviews the 

latest evidence regarding Quercetin’s (Q) effect following exercise performance, aerobic and anaerobic exercise, 
muscle-damaging bouts and highlights blood biomarkers associated with muscle damage and recovery. Google 
Scholar, Web of Science, and MedLine (PubMed) searches were conducted through July- December 2021. Peer-
reviewed studies that investigated Q as a single ingredient or in combination with other ingredients at dosages of 
500 mg - 3000 mg, ranging from 15 min-to-1 h prior to exercise bout or chronic dose (7 days - 8 weeks) of 
consumption were included. A total of 34 studies met the inclusion criteria for the review. Key results include 
significant performance improvements in the following: VO2max (n = 2), time to exhaustion (n = 4 articles), fatigue 
decrement (n = 1 article), muscle damage (n = 3 articles), strength, torque velocity, and neuromuscular performance 
(n = 3 articles), redox potential (n = 1 article), repeated sprint performance and oxygen extraction (n = 1). Q also 
caused a change in systemic biomarkers: decrease in creatine kinase (n = 2), c-reactive protein (n = 4), lactate 
dehydrogenase (n = 4), inflammatory markers (n = 3), lipid peroxidation (n = 3) in aerobic and anaerobic 
performance. Varied findings exist regarding the efficacy of Q supplementation on exercise performance and 
recovery outcomes. The source of Q, training status of subjects, and exercise protocol performed may contribute to 
the effectiveness of Q as an antioxidant, anti-inflammatory, or ergogenic agent in exercise. 
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INTRODUCTION 
 
Humans produce free radicals as part of normal metabolic processes and exercise. Free radicals 
(e.g., superoxide, hydroxyl radical, hydrogen peroxide, oxygen singlet, etc.) are reactive 
molecular species with unpaired electrons that oxidize and cause damage to other substances 
(e.g., proteins, lipids, DNA, carbohydrates, etc.) (10). Although these free radicals have positive 
effects in metabolic reactions such as mitochondrial biogenesis and hypertrophy, they are also 
known to cause negative effects. Such as, if the oxidative damage exists above a specific 
adaptation threshold for a chronic time, it has been associated with an increase in the 
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inflammatory response (30, 39, 44, 71), impaired exercise performance (e.g., force production), 
and induce muscle damage (48, 63, 71, 81, 94, 97), and accelerate fatigue (32, 48, 55, 71, 92, 93). 
Finding the optimal balance of negative-positive effects between physiological reactive oxygen 
species (ROS) and increasing adaptations is difficult to determine (7). Substances such as 
antioxidants help protect the cell from the harmful effects of free radicals.  
 
Antioxidants are substances that may protect cells and provide oxidation-reduction balance 
from the damage caused by unstable molecules. In addition, they help provide a compatible 
physiological level of ROS to elicit long-term adaptations (e.g., mitochondrial biogenesis, 
hypertrophy) (7). Flavonoids are phenolic are antioxidant substances widely found in fruits and 
vegetables. The previous studies showed that the ingestion of flavonoids reduces the risk of 
cardiovascular diseases, liver damage, metabolic disorders, gene mutation and induces certain 
types of diseases such as diabetes (23, 101). These effects are due to the physiological activity of 
flavonoids in reducing oxidative stress, inhibiting low-density lipoproteins oxidation and 
platelet aggregation, and acting as vasodilators in blood vessels (10, 23). On the other hand, free 
radicals are constantly generated, resulting in extensive damage to tissues leading to various 
disease conditions such as cancer, Alzheimer's, renal diseases, cardiac abnormalities, etc., (23).  
 
Plant-based diets (which contain flavonoids) or nutritional supplementation have grown in 
popularity to prevent free radical damage (10). Flavonoids have several subclasses: flavonols, 
flavones, isoflavones, anthocyanidins, and flavonols (10). Medicinal plants with antioxidant 
properties play a vital function in exhibiting beneficial effects and are employed as an alternative 
source of medicine to mitigate the disease associated with oxidative stress. Flavonoids have 
existed over one billion years, exist in a variety of foods (e.g., wine, citrus foods, green leafy 
vegetables), and possess a wide spectrum of biological activities that might be able to influence 
processes that are regulated in disease.  
 
Quercetin (Q), a plant pigment, is an antioxidant flavonol belonging to the flavonoid group (10, 
86). It is found in foods such as elderberries, citrus fruits, red wine, red onions, hot peppers, 
apples, berries, kale, and a large amount can be found in buckwheat tea and capers (10, 45, 101). 
Q is suggested to have antioxidant, anti-inflammatory, and cardioprotective effects, which may 
help reduce chronic inflammation and oxidative stress. The activity of Q and its protective 
effects against cardiovascular disorders, cancer, inflammation, oxidation, and anti-viral 
activities have been extensively documented in animal models (34, 41, 54, 58, 66, 102, 105). Q is 
an effective and potent free radical scavenger in the flavonoid family, and it is 6.24 times higher 
than Trolox, which has been used as an antioxidant reference (75, 85, 101). However, the 
combination of quercetin with metal ions (i.e., vanadium, copper, magnesium, iron, ruthenium, 
cobalt and cadmium, calcium, and rare earth elements) elicits a higher antioxidant activity (101). 
Quercetin when employed as an antioxidant becomes oxidized to generate quercetin–quinone 
(QQ). QQ is toxic because of its ability to arylate protein thiols (85). Protection against QQ may 
arise from binding with glutathione (GSH), the most abundant thiol (prevents uncontrolled 
oxidative reactions). In the presence of a low concentration of GSH QQ reaction, the Q quinones 
may become free to react with other thiol groups (e.g., protein sulfhydryls) and may cause ROS 
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(13, 85). The potentially toxic effects of QQ species have not yet been proven in humans. Further 
studies are needed to elucidate these exact mechanisms. The properties and structure of Q as a 
promising agent inhibit oxidative stress in damaging bouts of exercise. It appears that Q may 
increase aerobic performance to a greater extent than anaerobic performance. As such, there is 
an interest in its impact on exercise, especially regarding recovery from damaging bouts of 
exercise (88). 
 
Structure, Pharmacokinetics, and Bioavailability of Quercetin 
 
The structure of Q is glycosylated (sugar group at the 3-position). Glycosides consist of 
simple or several sugar groups which is the main compound that contributes to the potential 
beneficial effects of Q (40). Therefore, it is these glycosylated structures that are most 
common when assessing the antioxidant properties of Q. The structural composition of Q 
contains B ring o-dihydroxyl groups, 4-oxo group in conjugation with the 2,3-alkene, and 
3- and 5-hydroxyl groups. Because of Q’s structure, it can act as an antioxidant by donating 
electrons to stabilize reactive oxygen species (10). Q has served as a more powerful 
antioxidant than vitamins C and E (86). In different food products, onion-derived Q (containing 
Q glucoside) revealed a higher bioavailability than apple-derived Q (containing Q rhamnoside 
and Q galactoside) (85, 86). 
 
Q shows relatively higher bioavailability than other phytochemicals, such as vitamins 
(carotenoids) and food polyphenols, such as flavonoids, phytoalexins, phenolic acids, indoles, 
and sulfur-rich compounds (20, 85, 86). Bioavailability is the extent to which absorption occurs. 
The average daily intake of Q in the diet has been estimated as 5–40 mg/day (85) with plasma 
concentrations between 0.06 and 7.6 μM (10), although these levels can increase up to 200–500 
mg/day in individuals who consume high quantities of fruits and vegetables rich in Q (i.e., 
apples, onions, tomatoes) (85). However, Q in foods is not present with sugar groups, aglycon, 
but it is otherwise glycosylated. Q’s bioavailability depends on the type of glycosides present in 
different food sources and food handling. For example, boiling can cause a significant decrease 
in Q bioavailability (10). Furthermore, storage effects (i.e., shelf life) can also affect Q content in 
digestion and absorption. High levels of ultraviolet-B rays (location grown) can also affect the 
flavanol content of Q. Thus, Q content varies with aglycons, geography, type, storage, boiling, 
and freezing (10, 31, 78).  
 
The biochemical explanation for the higher bioavailability of Q glycosides (e.g., onion-derived 
than apple-derived Q) probably resides in either de-glycosylation processes at the intestinal 
level and/or carrier-mediated transport (40, 85). The biological activity of Q found in food is 
diminished during small-intestinal and hepatic metabolism (52) resulting in decreased potency 
after absorption into the blood compartment. In the small intestine, Q is conjugated to sugar 
molecules to form Q-glucuronides and can be further glucuronidated, sulfated, or methylated 
in the liver (73). However, the metabolism and bioavailability of Q are believed to substantially 
lower its bioactivity in vivo (72). Q glucosides can pass through the epithelial cell layer, but 
they have a lower efficiency than the Qaglycone (10). Therefore, the hydrolysis of the 



Int J Exerc Sci 16(2): 1334-1384, 2023 

International Journal of Exercise Science                                                          http://www.intjexersci.com 
 1337 

glucoside to the aglycone accelerates the absorption of Q. Q absorption depends on the 
variety and position of the sugar groups attached.  
 
After absorption, Q is metabolized in different organs, such as the small intestines, colon, liver, 
and kidney. Then, the molecule is conjugated to methyl and sulfate groups and glucuronic acid 
to generate its major conjugates in humans: 30-O-methyl Q (isorhamnetin), Q -3-O-glucuronide, 
30-O-methyl Q -3-O-glucuronide, and Q -30-O-sulfate (43). According to some research, neither 
glycosides of Q nor free aglycone are present in plasma (95). The bioavailability of Q may be 
increased by incorporating conjugates, which further enhance its activity (i.e., antioxidant). 
However, it has been proposed Q does not necessarily need to be absorbed to exert an effect 
(10). The beneficial effects of Q in humans are largely dependent on its bioavailability after 
administration. 
 
Q's dietary intake with other compounds' ingestion has been further examined, but little 
research exists on how this affects q Q’s bioavailability. For example, Q combined with 30 mg of 
epigallocatechin 3-gallate (EGCG) from green tea extract, 100 mg of isoquercetin, and 100 mg of 
N3- PUFA (55 mg of EPA and 45 mg DHA) from fish oil in trained cyclists for two weeks 

improved Q bioavailability and extended its bioactive effects, as determined by experiments 
conducted by Quercegen Pharma (69). In addition, the absorption of Q is also influenced by gut 
microflora, which, in rats, converts more than 95% of the Q -40-glucoside to phenolic acids (85). 
As a result of its absorption and metabolism, total Q derived from the diet is present in plasma 
at the nanomolar range (< 100 nM) but can be increased to micromolar concentrations after 
supplementation (1 g, 28 days) (18, 85). These variations can be explained by evoking the 
different bioavailability of Q glycosides present in different foods and the polymorphism of 
intestinal enzymes in humans compared to animals (85). Q can be detected in plasma within 15–
30 min of ingestion of a 250 or 500 mg Q chew preparation, reaching a peak concentration at 
approximately 120–180 min and returning to baseline levels at 24 h (9). Further, Q has a peak 
bioavailability time of 12 to 19 h (57). Q’s bioavailability is largely dependent on co-ingestion 
with other nutrients, gut microbiota, and glycosides.  
 
Q’s half-life provides useful information serving as an antioxidant and anti-inflammatory in 
exercise. The half-lives of the molecule and its metabolites range between 11 and 28 h, which 
suggests the possibility of significantly increased plasma concentrations upon continuous 
supplementation (8, 9, 85). The plasma half-life of Q is 6–12 hr, and peak concentration has 
occurred in 1–3 hours (29). However, there does not appear to be a toxicity threshold and 
absorption rates from high dosages (> 3.5 g/day) of Q. With limited evidence existing in 
humans, Q and Q metabolites are widely distributed in rat tissues with the highest 
concentrations in the lung (3.98 and15.3 nmol/g tissue for 0.1% and 1% Q diet, respectively). 
Further studies are needed to elucidate the effects of Q degree and rate of absorption with 
varying dosages and forms.  
 
Quercetin Toxicity and Safety  
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The International Agency for Research on Cancer stated that Q is not classifiable as carcinogenic 
to humans. Human studies have failed to show any adverse effects associated with the oral 
administration of Q in a single dose of up to 4 g (85)or after one month of 500 mg twice daily for 
4-8 weeks (46, 76, 91). Clinical trials of Q currently recommend a dose of 1400 mg/m2, which 
corresponds to about 2.5 g for a 70 kg individual, administered via intravenous infusion at 3-
week or weekly intervals (103). At higher doses, healthy individuals consumed up to 50 mg/kg 
(about 3.5 g/70 kg), renal toxicity was detected without signs of nephritis or obstructive 
uropathy (103). The consumption of Q in high doses (200-500mg, often found in diets rich in 
fruits and vegetables) is likely safe. However, no longer-term studies to date have been 
performed in humans. Previously mentioned, there does not appear to be a toxicity threshold 
from high Q dosages (> 3.5 g/day).  
 
Mechanisms of Action: Quercetin in Exercise 

Quercetin and Oxidative Stress 
 
Several investigations have focused on Quercetin to decrease health-related concerns, such as 
decreasing high levels of oxidative stress and inflammation, and increasing lipid metabolism 
via transcription proteins, all of which improve sport and exercise. Related studies determined 
that Q acts as an antioxidant by inducing copper and ferrous iron through catechol in its 
chemical composition (101). In an animal study with rats, Q inhibited ferrous iron lipid 
peroxidation by binding ferrous and inhibiting iron overload in alcoholic liver disease (10, 101). 
Ferrous in compounds containing dihydroquercetin is inactive, unable to catalyze the 
decomposition of hydrogen peroxide, and thus unable to trigger further generation of free 
radicals (101).  
 
Further, Q could inhibit oxidative damage by inhibiting lipid peroxidation (i.e., low-density 
lipoproteins (LDL)) by increasing the expression of LDL-R and reducing the secretion of 
proprotein convertase subtilisin/Kexin type 9 serine protease, which plays a role in cholesterol 
metabolism (10, 101). Further, Q combined with liposomes and glycerol nanoparticles could 
scavenge free radicals and protect human keratinocytes from hydrogen peroxide damage in 
vitro (59). A high antioxidant capacity of Q in vivo largely depends on a high concentration and 
gradient dependence. Q has been shown to manifest itself in the glutathione pathway to enhance 
antioxidant capacity (100). When reactive oxygen species are present, superoxide dismutase-2 
captures the oxide molecule and converts it into hydrogen peroxide. Plasma glutathione 
peroxidase catalyzes the degradation of hydrogen peroxide to water molecules, which requires 
glutathione to provide reducing hydrogen (100). Thus, Q can assist with the glutathione 
pathway: regulating the levels and increasing glutathione synthesis (100). Increasing the 
glutathione pathway via Q may assist in antioxidant defense, nutrient metabolism, and 
regulation of cellular events (e.g., gene expression and protein synthesis). Although only 
performed in animal and cell studies, Q shows a promising supplement to minimize high levels 
of ROS through the glutathione pathway and enzyme activities. 
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Q can increase the expression of antioxidant enzymes, such as acetylcholinesterase and 
butyrylcholinesterase by the binding of the -OH groups on the side phenyl ring of Q to 
important amino acid residues at the active site of the two enzymes (100). It was reported that 
pretreatment with Q significantly enhanced the expression levels of endogenous antioxidant 
enzymes such as copper/ zinc superoxide dismutase (Cu/Zn SOD), manganese superoxide 
dismutase (Mn-SOD), catalase (CAT), and glutathione (GSH) peroxidase in the hippocampal 
CA1 pyramidal neurons of animals suffering from ischemic injury (100). This suggests that Q 
may be a potential neuroprotective agent for transient ischemia in animals. Further, Q can 
increase the expression of some antioxidant enzymes, such as glutathione transferase and aldo-
ketoreductase, in rat liver (74). Q treatment in rats increased the levels of SOD and CAT and 
reduced the level of malondialdehyde after lipopolysaccharide-induced endotoxemia., 
suggesting that Q enhanced the antioxidant defense system (2).  
 
The Q molecule is shown to have a protective effect by upregulating the expression of oxidative 
stress-related genes: superoxide dismutase-1 (SOD-1), CAT and glutathione synthetase (GSS) in 
menopausal rat ovaries in vivo and in vitro (98). Further, Q has been shown to activate, inhibit 
(e.g., p38MAPK/iNOS pathway), upregulate (e.g., SOD, TRAF3, GSH, CAT, Nrf12 or 
downregulate (e.g., MDA pathway, NIK, and NF-κB including IKK and RelB) many molecules 
in the antioxidant signaling pathway (101). Q inhibits oxidative stress by regulating the 
antioxidant defense systems by regulating the balance between oxidant and antioxidant effects. 
By influencing the signaling transduction pathways, Q may modulate the enzymes or 
antioxidant substances that enhance antioxidant capacity, preventing oxidative stress in high 
bouts of exercise. Due to Q’s effect by stimulating genes responsible for antioxidative effects, Q 
may serve to be beneficial during sport and exercise as may assist in anti-inflammatory 
processes.  
 
Quercetin and Inflammation 
 
Q is confirmed to be a long-acting anti-inflammatory agent in animal and human cells by 
scavenging free radicals (10, 101).  Free radicals can activate transcription factors to upregulate 
pro-inflammatory cytokines (10). It is validated in the treatment of respiratory and food allergies 
by inhibiting IL-8 and IL-6 (101). Further, it is shown to exert anti-inflammatory effects on 
endothelial and monocyte/macrophage systems in vitro (56). In animal models, Q inhibited the 
production of TNF-α induced by LPS in macrophages (38) and lung A549 cells LPS-induced IL-
8 production (37). Furthermore, it has even been shown in glia cells that Q can suppress LPS-
induced mRNA levels of TNF-α and interleukin1α: neuronal cell death is also reduced (15). Q 
can inhibit the enzymes that produce inflammation COX and LOX (69). The activity of COX-2 
and iNOS was inhibited by Q by suppressing AP-1, NF-κB, and STAT-1 signaling in cytokine- 
or LPS-induced HUVECs and macrophages (42, 89). The expression of pro-inflammatory 
cytokines in calcium ionophore-and PMA-induced mast cells was attenuated by Q. Moreover, 
the TNF-α-stimulated NF-κB recruitment to proinflammatory gene promoters was also 
suppressed by Q in murine intestinal epithelial cells (77, 84). The TNF-α- or PMA-induced 
expression of ICAM-1 in human endothelial cells was decreased by Q (49). The LPS-stimulated 
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NF-κB and nitrite oxide production was also inhibited by Q in mice. The properties of Q in the 
inflammation process may assist in repair and recovery after exercise. 
 
Quercetin and Lipid Metabolism  
 
The research on improving lipid metabolism with supplements is surging, especially with plant 
polyphenols. Q is shown to improve lipid metabolism in animal models by modulating the 
AMPK/ PPARs signaling pathways via upstream (PI3K) and downstream enzymes (acetyl-CoA 
carboxylase). AMPK plays a key role in regulating lipid and glucose metabolism. AMPK 
signaling pathway coordinates glucose metabolism by regulating glycolysis and 
gluconeogenesis and controls lipid metabolism by acting on fatty acid synthesis and fatty acid 
oxidation (99). AMPK is shown to suppress the expression of NF-κB by increasing the 
expression of SIRT1, thereby minimizing the inflammatory response (104). A previous study 
reported that Q increased the phosphorylation of AMPK in cultured smooth muscle cells and 
aortic arteries, which also exhibited increased levels of acetyl CoA carboxylase, a downstream 
protein of AMPK, implicating the increased activity of AMPK following Q administration. Q 
supplementation has also been shown to increase the upstream proteins of AMPK, namely PI3K 
and PKB, fatty acid synthesis enzymes, (e.g., acetyl-CoA carboxylase), beta-oxidation enzymes 
(e.g., carnitine palmitoyltransferase), and peroxisome proliferator-activated receptors (PPARs) 
(99). Q supplementation in rats also improved the expression of SIRT1 (improves cellular ability 
to remove ROS and increase mitochondrial biogenesis) (104). Although most research is 
performed in animal models, Q increase may improve lipid metabolism and oxidation via the 
expression of AMPK via stimulating PI3K-PKB/AKT kinase activity (99). Current literature 
states that Q may serve as a lipid metabolism signaling modulator by accelerating lipolysis, fatty 
acid oxidation, and inhibiting lipid synthesis. Q may have promising effects inhibiting 
inflammation and oxidative stress by modulating the AMPK/SIRT1 pathway.   
 
The benefits of Q have generally been ascribed to its combination of antioxidant and anti-
inflammatory activity which may help increase exercise performance. It appears Q shows more 
of a health benefit (decreasing blood pressure, inflammation, and oxidative stress) in clinical 
populations (14, 45, 80, 101), but future research is warranted investigating its oxidative, anti-
inflammatory, and recovery effects in exercise. Due to Q’s ability to modulate antioxidative 
systems and inhibit the enzymes that produce inflammation, minimal information exists on how 
Q impacts sport performance and muscle-damaging bouts.  
 
Muscle damage is often seen in eccentric muscle actions, characterized by the lengthening of 
skeletal muscle while producing force. However, mechanical shear stress produced by the 
muscle induces disruption of the contractile components and damage to the sarcolemma of 
muscle tissue followed by a subsequent inflammatory phase and release of free radicals that 
cause muscle damage (82). Further, muscle damage because of eccentric actions may be 
characterized by an impaired action potential propagation along the sarcolemma which is 
responsible for an immediate decrease in muscle function. This is a direct indicator of an 
impairment in the neuromuscular efficiency and peripheral function and causes eccentric EIMD. 
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However, since Q is purported to have potent antioxidant and anti-inflammatory properties, 
this molecule may seem reasonable to attenuate markers of EIMD. While literature is scarce on 
the impact of Q on anaerobic and muscle damage bouts, more information is known about the 
effect of Q on oxidative stress.  
 
METHODS 
 
All literature that investigated the effect of Q on aerobic and anaerobic adaptations and 
performance, muscle damage, and recovery were searched and obtained using the Preferred 
Reporting Items for Systematic Reviews and Meta-Analyses (PRISMA) statement guidelines, 
with a pre-determined search strategy (64). Articles were identified for inclusion via electronic 
database literature searches. An initial search was conducted using Google Scholar and PubMed 
on July 12th, 2021. Subsequent searches of Web of Science and PubMed were conducted, using 
identical search criteria, to capture the most recent publications available (1999–2021). The final 
search was conducted on December 1st, 2021 The full search strategy used for both databases 
by topic is as follows: ((quercetin) AND (aerobic/ endurance); (quercetin) AND (submaximal 
exercise); (quercetin) AND muscle damage; (quercetin) AND (muscle); (quercetin) AND 
(recovery); (quercetin) AND (resistance training); (quercetin) AND (oxidative stress) AND 
(inflammation) OR runner* OR cyclist* OR endurance* OR inflammation* OR *OR oxidative 
stress* OR athlete*). Asterisks denote truncation. The following exclusions were applied to the 
searches to narrow the scope of the article lists generated: animal studies, non-exercise specific, 
subjects with atherosclerosis, diabetes, or other health issues.  
 
Study inclusion and exclusion criteria 
 
Inclusion criteria included 1) the article was written or available in English, 2) peer-reviewed 
publication status, 3) clear information on the administration of Q, 4) Q supplementation was 
administered in the form of a capsule, powder, or a beverage with or without other ingredients, 
5) the study was conducted on humans, 6) the study had at least two trials (or separate groups 
of subjects) in which Q was consumed in one trial (or group) and placebo in the other, 6) a test 
of performance (aerobic, anaerobic, strength, muscle damage or muscle soreness, and/or 
recovery outcomes. Studies were excluded for the following: 1) animal studies, 2) non-exercise 
specific, 3) subjects with coronary artery disease, metabolic syndrome, atherosclerosis, diabetes, 
or other health issues, 4) not published in peer-review journals, 5) if participants were older than 
50 years, 6) articles published before 1999 
 
Selection of studies 
 
Articles that met inclusion criteria from each database were compiled using Endnote software. 
Duplicates were removed, and abstracts were pre-screened for the source type. After identifying 
all eligible records data were extracted on the following variables: study design, sex, athlete type 
(i.e., sport, training level, age range), recruitment numbers, study length, training protocols, 
strength exercise bouts (e.g., eccentric, concentric, isometric) and running/ cycling 
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performance/secondary outcomes (e.g., LDH, CK, cytokines). Results were synthesized 
qualitatively.  
 
RESULTS 
 
In total, 182 publications were initially identified by the database searches and review of article 
reference lists. However, 33 publications were initially excluded based on title, review of the 
abstract, duplicate results obtained from the different databases, or on the above-mentioned 
inclusion indices (animal studies, n = 62; review studies, n = 21; human disease, n = 32). Data 
from the matrix are presented in Figure 1. Results were synthesized qualitatively. 34 
publications were thoroughly evaluated. Among the 34 studies included in this review, sex and 
athlete type were inextricable variables. Among the examined studies, the type of subjects 
varied: six recruited trained runners (50, 61, 67, 83, 87, 96), five recruited trained cyclists (17, 27, 
62, 68, 69), one recruited trained boxers (26), one recruited trained swimmers (22), five recruited 
recreationally active individuals (1, 8, 9, 19, 33, 36), seven recruited untrained to minimal 
training experience (16, 24, 28, 35, 60, 70, 72, 79). There were improvements in: aerobic outcomes 
(mitochondrial genes, VO2max, TTE) (24, 70), strength (torque velocity) (8, 9, 79), redox markers 
(28), repeated sprint performance and oxygen extraction (36), lipid levels (26), lipid peroxidation 
(28, 61). Eighteen of the 34 studies examined athletes (4-6, 17, 21, 22, 26, 27, 50, 57, 61, 62, 67-69, 
83, 87, 96). Of those athlete studies, 4 showed improvement in inflammatory or muscle damage 
markers (4-6, 69); two showed improvements in aerobic performance (21, 57); one showed 
improvements in lipid profiles (26) and lipid peroxidation (61). Two studies examined soldiers 
(11, 90). Seventeen of the studies examined aerobic parameters (e.g., VO2peak, race times, TTE, 
oxidative capacity, etc) (4, 5, 16, 19, 21, 24, 27, 33, 35, 57, 67-70, 83, 87, 96). Seven of the studies 
measured anaerobic measures (e.g., strength, power, or repeated sprint performance) or muscle 
damage (1, 8, 9, 28, 36, 60, 72, 79). Fifteen of the 34 studies examined inflammatory, oxidative, or 
muscle damage outcomes (e.g., CK, LDH, myoglobin, cytokines, lipid peroxidation, etc) (4-6, 8, 
9, 17, 28, 50, 60-62, 67, 69, 72, 87). Two athlete studies examined lipid profiles (6, 26) and showed 
mixed results. 
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Aerobic performance results  
 
Eighteen of the 26 aerobic studies investigated athletes. Among the athlete studies, VO2max, 
VO2peak, TT, race times (n = 9), lipid metabolism, or oxidative capacity outcomes were mixed: 
two studies reported improvements in cycling TT performance with Q capsules (1000 mg/, 8 
weeks) (21) or Q in a Q cocktail containing other vitamins and minerals (300 mg Q, 6 weeks) 
(57), eight reported no difference in performance measures (4, 5, 27, 67, 69, 83, 87, 96). Four 
athlete studies showed a decrease in LDH (500 mg Q with 200 mg vitamin C) (5, 6) and cytokine 
markers (Q mixture with antioxidants (EGCG and vitamin C) (4, 69), Q 1000 mg + 120 mg EGCG 
(69), 500 mg Q with 200 mg vitamin C. One study showed improvements in lipid profiles (500 
mg Q, 15 minutes prior to exercise) (26) and one study showed improvements in lipid 
peroxidation. Young female-trained swimmers showed no improvement in aerobic 
performance (TTE, VO2max, lactate, or body fat percentage) (22). Two of the studies had mixed 
aerobic measurements performed with soldiers had no improvements in performance (11, 90), 
Table 4. An improvement in mitochondrial biogenesis genes was found in untrained males (1000 
mg Q in a beverage form, 2 weeks) (70). There was a reported modest increase in VO2max and 
ride time to exhaustion in untrained men and women (500 mg of Q twice daily dissolved in 
sugar-free vitamin-enriched Tang, 7 days) (24). Results are presented in Tables 1, 2, 4. 

 
Table 1. Cycling studies to date and outcomes. 

Study n Participants 
Age 
(yrs.) 

Supplementation 
Protocol 

Exercise 
Protocol 

Outcomes 

Cheuvront et 
al. 2009 

10 Healthy men 

mean 
(range): 
age 23 
(18–37) 

Volunteers drank 
30 ml/kg of fluid 

electrolyte 
beverage either P 

(Group P), caffeine 
(Group C; 9 

mg/kg), or Q 
(Group Q; 2,000 

mg) the night 
before each test 

30-min of cycle 
ergometry at 
50% V̇o2peak 
followed by a 

15-min 
performance 

time trial after 
receiving either 

placebo o, 
caffeine, or Q 

Supplementation 
with caffeine 
and Q ↑ pre-

exercise blood 
concentrations of 
caffeine and Q. 
No treatment 
effects were 

observed for any 
physiological or 

perceptual 
measure except 

for elevated 
rectal body 

temperatures. 
For Group C vs. 
Groups Q and P. 
Supplementation 

did not affect 
total work 

performed or the 
self-selected 

pacing strategy 
employed 
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Chou et al. 
2012 

13 
Trained 
cyclists 

30.1 ± 7.1 
y 

Supplementation 
for 28-days with 

either an 
antioxidant 
supplement 
containing 

vitamins and Q 
(Q-VIT: 1000mg Q, 
820mg Vitamin C, 
40mg Vitamin B3) 

or the same 
vitamin 

supplement 
without Q (VIT: 

820mg Vitamin C, 
40mg Vitamin B3) 

  

Subjects 
completed a 

simulated time 
trial on a cycle 

ergometer 

Q-VIT compared 
to VIT did not 

affect post-
exercise plasma 
IL- 6, CRP, and 

IL-10. There was 
a trend that Q-
VIT lowered 
plasma CRP 

compared to VIT 

Cureton et 
al., 2009 

30 

Recreationally 
active, but not 

endurance-
trained, 

young men 

 

Q ingested a sports 
hydration 

beverage four 
times daily, with 

the morning, 
midday, and 

evening meals, 
and prior to sleep, 

containing 
carbohydrate 
(sucrose and 

maltodextrins), 
NaCl, vitamins 

(niacin, B6, B12), 
citric acid, a gel-

forming additive, 
and Q (1,000 

mg/day), whereas 
untreated 

participants in 
group P ingested 

the same beverage 
without Q. 
Participants 

remained on the 
treatment for 9–16 

days, beginning 
immediately after 
the pretests and 

continuing until all 
the posttests were 

administered 
  

Performance 
was measured 

on a 10-min 
cycling test in 

which 
participants 

performed as 
much work as 

possible, 
following 1 h of 

cycling at a 
moderate 
intensity 

Pretreatment-to-
posttreatment 

changes in 
phosphocreatine 

recovery time 
constant, 
VO2peak, 
substrate 

utilization, and 
perception of 
effort during 
submaximal 

exercise, total 
work done 

during the 10-
min maximal 
effort cycling 

trial, and 
voluntary and 

electrically 
evoked strength 

loss were not 
significantly 

different 
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Daneshvar et 
al. 2013 

26 
Male athlete 
badminton 

players 

Q, n = 
14 (17.5 
± 2.0); P, 

n = 12 
(17 ± 
1.5) 

Q (1000 mg) or P 
(1000 mg dextrose) 

at two capsules 
per day for two 

months 

At pre- and 
post-

supplementation 
protocol, all 
participants 
performed a 

cycling graded 
exercise test 

(GTX) to 
determine 

VO2peak and TTE 

Lactate 
concentration, 

body fat 
percentage, and 
VO2max did not 

show any 
significant 

difference after 
eight weeks of 

supplementation 
with placebo 

and Q between 
two groups and 

within one 
group. There 

was a significant 
↑ in TTE after 

intervention in 
the Q group 

Davis et al., 
2009- In 
combination 

12 

7 men and 5 
women 

untrained 
student 

volunteers 

22.9 ± 
2.4 

500 mg of Q twice 
daily dissolved in 

sugar-free 
vitamin-enriched 

Tang or (b) a 
nondistinguishable 

placebo (Tang). 
Treatments were 

administered for 7 
days 

Baseline VO2max 
and bike-ride 

times to fatigue 
were 

established. 
After treatment, 
both VO2max and 

ride time to 
fatigue were 
determined 

Seven days of Q 
feedings were 

associated with a 
modest ↑ in 

VO2max along 
with a 

substantial 
increase in ride 
time to fatigue 

Dumke et al. 
2009 

40 
Trained male 

cyclists 

Q, (n = 
20) 

26.1±1.8; 
P, (n = 

20) 
29.1±2.4 

3 weeks of Q (1000 
mg/day–1) or P 

supplements prior 
to and during the 
3-day period of 

intensified exercise  

Subjects cycled 
for 3 hr at ~57% 
watts max each 

of these 

No Q treatment 
effect was 

observed for any 
of the outcome 

measures in this 
study 
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MacRae & 
Mefferd, 
2006 - In 
Combination 

12 
Elite male 

cyclists 
 

6 wk of FRS (300 
mg) versus FRS 

FRS-Q (300 mL, 2 
× per day one 
drink in the 

morning with a 
meal, and one in 
the afternoon or 
evening with a 

meal). Each 
serving of FRS and 
FRS-Q contained 
green tea extract 

(300 mg), vitamin 
C (150 mg), 

vitamin E (50 mg), 
caffeine (45 mg), 
niacin (25 mg), 
taurine (9 mg), 
vitamin B-6 (2.5 
mg), vitamin B-2 
(2.1 mg), vitamin 
B-1 (1.9 mg), and 

vitamin B-12 (0.008 
mg) 

  

29.82 km cycling 
TT performance 
after 6 wks of a 

free radical 
scavenger 

cocktail 
containing Q 
(FRS) versus 
FRS minus Q 

(FRS-Q) 

30 km TT was ↑ 
by 3.1% on an 

antioxidant 
supplement 

(FRS) compared 
to baseline. 

Absolute and 
relative 

(%HRmax) heart 
rates and 

percent VO2max 
were not 
different 

between trials, 
but average and 
relative power 

(% peak power) 
was higher on 

FRS 

McAnulty et 
al., 2008 

40 
Male trained 

cyclists 

Q (26.1 
± 1.8), P 
(29.1± 

2.4) 

3 weeks of Q (1000 
mg/day–1) or P 

supplements prior 
to and during the 
3-day period of 

intensified exercise  

Subjects cycled 
for 3 hr at ~57% 
watts max each 

of these 

Chronic Q 
ingestion did not 

affect 
inflammatory or 
oxidative stress 

markers in 
trained 

individuals 

Nieman et 
al., 2007 b. 

40 
Male trained 

cyclists 

26.1 ± 
1.8 (Q, n 

= 20); 
29.1 ± 

2.4 (P, n 
= 20) 

Subjects received 
Q (1000 mg/d) or 
P supplements for 

3 wk before, 
during, and 2 wk 

after the 3-d 
period of 

intensified exercise 

Subjects came to 
the lab for three 

consecutive 
days after the 3-
wk Q or placebo 
supplementation 
period. Subjects 
cycled for 3 h at 
approximately 
~57% Wmax or 

57% of the 
maximal watts 
attained during 
graded maximal 

protocol 
  

Q did not alter 
exercise-induced 

changes in 
several measures 

of immune 
function, but it 

significantly 
↓URTI incidence 
in cyclists during 
the 2-wk period 
after intensified 

exercise 
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Nieman et 
al., 2009 c. 

39 

Trained male 
(n = 32) and 

female (n = 7) 
cyclists 

26.3 ± 
1.7 (P, n 

= 12); 
26.8 ± 

2.6 (Q, n 
= 13); 
28.1 ± 

2.8, (Q–
EGCG, 
n = 14); 

1000 mg of Q with 
or without 120 mg 
of EGCG, 400 mg 
of isoquercetin, 
and 400 mg of 

eicosapentaenoic 
acid and 

docosahexaenoic 
acid (Q–EGCG) on 

exercise 
performance. 

Trained cyclists 
were randomized 

to P, Q, or Q–
EGCG and 

ingested 
supplements in a 
double-blinded 
fashion for 2 wk 
before, during, 

and 1 wk after a 3-
d period 

Subjects then 
came to the 

laboratory for 
three 

consecutive 
days and cycled 
from 3:00 to 6:00 

p.m. at ~57% 
Wmax. During 

the test sessions, 
experimental 

subjects cycled 
using their 
bicycles on 

CompuTraineri 
Pro Model 8001 

trainers 
(RacerMate) 

with the exercise 
load set at ~57% 

Wmax 

↑ in plasma Q 
and Q–EGCG 

and GOBA in Q–
EGCG. 

Immediately 
after the third 
exercise bout, 

significant ↓ for 
CRP, and 

plasma IL-6 and 
IL-10 were 

measured in Q–
EGCG compared 
with P. GM-CSF 
and CRP were ↓ 
in Q–EGCG 14 h 

after exercise 

↑ = improved performance, ↓ = decreased performance, CRP = c-reactive protein, Q = quercetin, P/PLA = 
placebo, mg/kg = milligram per kilogram, IL-8/IL-6/IL-10 = interleukin 8, 6, 10, TTE = time to exhaustion, Wmax 
= Watts per maximum, GTX = graded exercise test, TT = time trial, GOBA = granulocyte oxidative burst activity, 
GM-CSF = granulocyte-macrophage colony-stimulating factor, EGCG = epigallocatechin 3-gallate, FRS = free 
radical scavenger cocktail containing Q, FRS-Q = free radical scavenger cocktail minus Q 
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Table 2. Running studies to date and outcomes. 

Study n Participants 
Age 
(yrs.) 

Supplementatio
n Protocol 

Exercise 
Protocol 

Outcomes 

Askari et al., 
2012 - In 
Combinatio
n 

56 

Male athletes, 
but not involved 
in professional 

sports 

21.0 ± 
1.6 

Subjects were 
randomly 

assigned to one 
of the four 

groups: 1) Q + 
vitamin C (500 

mg/day Q + 200 
mg/day vitamin 

C), 2) Q (500 
mg/day Q + 200 

mg/day P), 3) 
vitamin C (500 

mg/day P + 200 
mg/day vitamin 
C), and 4) P (500 
mg/day P + 200 
mg/day P). Q 
and its P were 
ingested after 

meals daily for 8 
weeks before 
post-testing 

Prior to and 
following the 
intervention, 
participants 
performed a 
continuous 
GXT using 

Bruce 
protocol to 
determine 

TTE. Plasma 
samples were 
obtained for 

the 
determinatio
n of plasma 

AST and 
creatine 
kinase 

concentration
s 

Supplementatio
n with Q and 

vitamin C for 8 
weeks did not 

improve 
exercise 

performance 
but reduced 

oxidative stress 
and reduced 

inflammatory 
biomarkers, 

including CRP 
and IL-,6 with 

little effect on E-
selectin in 

healthy subjects 

Askari et al., 
2013 - In 
Combinatio
n 

56 

Male students 
having an 

athletic history 
of at least 3 

years 

0.93 ± 
1.53, 

21.50 ± 
2.17, 

21.21 ± 
1.52, 
and 

20.46 ± 
1.18 

The first to 
fourth groups 
received a 500 

mg 
supplemental Q 
capsule plus a 

250 mg vitamin 
C pill, a 500 mg 
supplemental Q 
capsule plus a 

250 mg P 
vitamin C pill, a 

500 mg P Q 
capsule plus a 

250 mg vitamin 
C pill, and a 500 
mg P Q capsule 
plus a 250 mg P 
vitamin C pill, 

daily for 8 weeks 

An exercise 
test was 

performed 
for all 

participants 
using the 

Bruce 
protocol and 
HP cosmos 
treadmill to 

evaluate 
performance 

indices. 
VO2max and 
the distance 

covered were 
measured by 

a gas 
analyzer 

Significant 
differences in 
LDH, VO2max, 

TEE, TBW, and 
LBM among the 
Q and vitamin 

C groups. 
VO2max ↑ in the 
“Q” and “Q + 

vitamin C” 
groups 

following the 
intervention, 

non-
significantly. No 

differences 
between "Q + 

vitamin C" and 
Q alone. LBM, 

total body 
water, BMR, 

and total energy 
expenditure ↑ 
significantly in 

the Q group 
after 

intervention 
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Askari et al., 
2013 - In 
Combinatio
n 

56 

Male athletes, 
but not involved 
in professional 

sports 

21.0 ± 
1.6 

Subjects were 
randomly 

assigned to one 
of the four 

groups: 1) Q + 
vitamin C (500 

mg/day Q + 200 
mg/day vitamin 

C) 2) Q (500 
mg/day Q + 200 

mg/day P) 3) 
vitamin C (500 

mg/day vitamin 
C + 200 mg/day 
P) and 4) P (500 
mg/day P + 200 
mg/day P daily 

for 8 weeks 

Intensive 
exercising (no 
specifics were 

mentioned) 

LDL values ↓ 
significantly in 
the “Q + Vit C” 

group but 
decrease was 

not considerable 
in other groups 
before and after 

intervention 
and among 

groups 

Freese et al., 
2019 

9 
Recreationally 

active men 

Q = 
22.0 ± 

3.2; P = 
20.8 ± 

0.8 

Participants in 
the experimental 
group ingested 

four individually 
wrapped chews 

(weeks 4-11) 
(two with 

breakfast, two 
with dinner). 

Each chew 
contained 250 
mg Q, Vitamin 
C, Vitamin B3, 

and folic acid for 
an 8-week 
treatment 

period. Total Q 
consumption for 
the experimental 
group was 1000 
mg/day. During 

the first 3 and 
last 3 weeks, no 

Q 
supplementation 

was 
administered 

Participants 
performed a 

graded 
treadmill 

running test 
to measure 

VO2peak each 
week (14-

weeks, except 
for week 8) 

VO2peak or 
physical work 

capacity did not 
change 

throughout the 
14 weeks in 

non-endurance 
trained men and 

women 
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Ganio et al., 
2010 - In 
combination 

11 
participant
s (5 males, 
6 females) 

Untrained, 
sedentary 

individuals 

19.8 + 
3.8 

1000 mg/ day 
with Q for 5 

days with a food 
bar with no Q 

added (P). 
Participants 
ingested two 
assigned bars 
after baseline 

testing (Day 1) 
and on the five 

subsequent 
mornings, Days 

2–6 prior to a 
VO2max test 

Participants 
repeated 
baseline 
VO2max 

testing on 
day 6, then 

completed a 
22-day 

‘‘washout’’ 
period (Days 
7–28) prior to 

other 
supplement 

5 days of Q 
supplementatio

n did not 
influence 
VO2max or 

related variables 
(respiratory 
rate, blood 

lactate, RER, 
HR, RPE, tidal 

volume, 
respiratory rate, 
expired volume, 

rating of 
perceived 

muscle pain) in 
sedentary men 

and women 

Konrad et 
al. 2011 

20 20 runners 

11 men, 
9 

women
, age 

38.4 ± 
2.1 yr 

Q-based chews 
or P 15 min were 
consumed before 

the runs. The 4 
Q-chews 

provided 1,000 
mg Q, 120 mg 

epigallocatechin 
3-gallate, 400 mg 
isoquercetin, 400 

mg each 
eicosapentaenoic 

acid and 
docosahexaenoic 

acid, 1,000 mg 
vitamin C, and 

40 mg 
niacinamide 

Subjects ran 
on treadmills 

at 70–75% 
VO2max for 2 

hr post-
ingestion 

Plasma Q ↑ 
from 

immediately 
postexercise 

and 1 hr 
postexercise 

after ingestion 
of Q-chews, 

compared with 
no change in 
PL. Exercise 

caused 
significant ↑ in 
CRP, GM-CSF, 
IL-10, IL-1β, IL-

2, IL-6, IL-8, 
TNFα, GR-
PHAG, and 

MO-PHAG and 
↓ GR-OBA and 
MO-OBA, but 
no differences 

in the pattern of 
change were 

measured 
between Q-

chew and PL 
trials 

 



Int J Exerc Sci 16(2): 1334-1384, 2023 

International Journal of Exercise Science                                                          http://www.intjexersci.com 
 1352 

McAnulty et 
al. 2013 

14 
Healthy trained 

males 
26.7 + 

5.2 

Subjects were 
initially 

randomized to 
either resveratrol 
plus Q (120 mg 
resveratrol and 
225 mg Q  for 6 

days and 240 mg 
resveratrol and 
450 mg Q  on 

day 7, just prior 
to exercise) or P 

The exercise 
testing 

consisted of a 
1-h run at a 

3% grade and 
~80% V 
VO2max 

The postexercise 
increase in F2-
isoprostanes 

was more 
significant ↓ 

with resveratrol 
plus Q (68%) 
than with P 

(137%). Protein 
carbonyls, 

FRAP, ORAC, 
TEAC, IL-8, and 

CRP 
significantly 

increased after 
exercise but 

were not 
affected by 
treatment 

Nieman et 
al., 2007 a. 

63 

Experienced 
male and female 
ultramarathoner
s from the 2006 
160-km WSER 

Q, n = 
198 

(44.2 ± 
2.0); P, 
n = 21 
(46.0 ± 

2.3) 

250 mg or Q or 
P, 4x/day; 1,000 
mg/day total) or 

Q-free 
supplements 3 
weeks before 

and during the 
160-km WSER. 
On race day, 
participants 

ingested all four 
chews before the 
5 a.m. start time 

 
160-km 
WSER 

↑ increased 
plasma Q levels 

but failed to 
attenuate 

muscle damage 
(DOMS), 

inflammation, 
increases in 

plasma cytokine 
and hormone 

levels, and 
alterations in 

leukocyte 
cytokine mRNA 

expression 

Nieman et 
al. 2010 

30 
Young male 

adults 
20.2 ± 

0.4 

2 wk of Q 
supplementation 

(1000 mg/d) 
compared with P 
before or after a 

2-week wash-out 
period. Subjects 
consumed 16 oz 

of the 
supplement 

beverage at 8:00 
a.m. and then 
again at 1:00 

p.m. each day. 

Subjects 
performed a 
12-min time 
trial after a 

60-min 
treadmill 
exercise 

preload at 
60% V 

̇O2max with a 
10% treadmill 

grade 

Small but 
significant ↑ in 

12-min 
treadmill TT 
performance 

and modest but 
insignificant 

increases in the 
relative copy 

number of 
mitochondrial 

DNA and 
messenger RNA 

levels of four 
genes related to 
mitochondrial 

biogenesis 
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Quindry et 
al., 2008 

63 

Experienced 
male and female 
ultramarathoner
s from the 2006 
160-km WSER 

Q, n = 
198 

(44.2 ± 
2.0); P, 
n = 21 
(46.0 ± 

2.3) 

250 mg or P, 
4x/day; 1,000 

mg/day total) or 
Q-free 

supplements 3 
weeks before 

and during the 
160-km Western 
States Endurance 

Run. On race 
day, participants 
ingested all four 
chews before the 
5 a.m. start time 

160-km 
WSER 

Q 
supplementatio
n did not affect 

race 
performance 

nor blood 
plasma lipid or 
aqueous-phase 

antioxidant 
capacity, or 
oxidative 
damage 

Scholten et 
al., 2013 

8 
Male long-

distance runners 

Q = 
24.0 ± 

5.4; P = 
22.5 ± 

3.0 

Q (1000 
mg/day) or P for 
6-weeks prior to 

exercise 

Treatment 
started after 

the 
completion of 

the first 10 
km running 

TT and 
continued for 

6 weeks 
through 

completion of 
the second 

VO2peak and 
10 km TT 

No notable 
differences in 

oxidative stress 
and antioxidant 

activity (SOD 
and TAC), 

protein 
carbonyl, RPE, 
heart rate, TT, 

or VO2peak. 
There was a 

significant time 
× supplement 
interaction for 

MDA, an 
indicator of 

lipid 
peroxidation 

 

Utter et al., 
2009 

63 

Experienced 
male and female 
ultramarathoner
s from the 2006 
160-km WSER 

Q, n = 
198 

(44.2 ± 
2.0); P, 
n = 21 
(46.0 ± 

2.3) 

Q and P groups, 
and under 

double-blinded 
methods, 

ingested four 
supplements per 

day with or 
without 250 mg 
Q for 3 weeks 

before the 
WSER. 

160-km 
WSER 

The pattern of 
change in RPE 
over time was 

not significantly 
different 

between the Q 
and P groups. 

Race times were 
not different 
between the 

groups 

↑ = improved performance, ↓ = decreased performance, CRP = c-reactive protein, Q = quercetin, P/PLA = 
placebo, mg/kg = milligram per kilogram, IL-2/IL-6/IL-8/IL-10/IL-1β = interleukin 2, 6, 8, 10, 1β, AST = 
aspartate transaminase TTE = time to exhaustion, LDH = lactate dehydrogenase, GTX = graded exercise test, TT = 
time trial, TNFα = tumor necrosis factor alpha, GM-CSF = granulocyte-macrophage colony-stimulating factor, 
GR-PHAG = granulocyte phagocytosis, MO-PHAG = monocyte phagocytosis, GR-OBA = granulocyte oxidative 
burst activity, FRAP = ferric-reducing ability of plasma, ORAC = oxygen radical absorptive capacity, TEAC = 
Trolox equivalent antioxidant capacity, LBM = lean body mass,   BMR = basal metabolic rate, WSER = Western 
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States Endurance Run , TAC = total antioxidant capacity , DOMS = delayed onset muscle soreness, SOD = 
superoxide dismutase, MDA = serum malondialdehyde  
 

Anaerobic performance results  
 
No studies investigated were performed on athletes. Five studies reported an improvement in 
anaerobic measures: decrease in fatigue decrement (1000 mg Q in a beverage, 1 week) (1); 
improvement in strength and torque velocity (1000 mg Q 3 hr prior to resistance training bout)  
(79) (1000 mg Q in capsule form, 14 days) (8, 9); improvement in neuromuscular performance 
efficiency rate, total volume, and a decrease in maximal voluntary isometric contraction (MVIC) 
(1000 mg Q 3 hr prior to resistance training bout) (79); decrease in muscle fiber conduction 
velocity and a decrease in LDH and CK markers (1000 mg in capsule form, 14 days) (8, 9); 
improved redox status (1000 mg Q in capsule form, 14 days) (28); repeated sprint performance 
and oxygen extraction (Treatment A: 140 mg of Zynamite®, 140 mg of w, 147.7 mg of 
maltodextrin, and 420 mg of sunflower lecithin; Treatment B, 140 mg of Zynamite®, 140 mg of 
Q 1 hr prior to exercise) (36). There was one study that reported no effects on exercise-induced 
muscle damage or cytokine markers (72). There was one study with a mixture of aerobic 
performance (10 km) and anaerobic (vertical jump) showing a decrease in muscle pain over the 
10-km race, myoglobin and alanine aminotransferase (men only), and accelerates the recovery 
of performance (loss of jump height and mechanical impulse) from a polyphenol-Q capsule 
mixture (70 mg of Zynamite® combined with 70 mg of Q, 1 hr prior to the start of the race and 
every 8 h after the race at lunch, dinner time and in the next morning before the vertical jump 
test, to a total of 420 mg of Zynamite® combined with 420 mg of Q) (60). Results are presented 
in Tables 3 and 4. 
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Table 3. Strength studies to date and outcomes. 

Author n Participants Age (yrs.) Supplementation Protocol Exercise Protocol Outcomes 

Eccentric 
Studies  
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
Bazzucchi 
et al., 2019 

12 
Young 

moderately 
active men 

26.1 ± 3.1 
Q (1000 mg/day) or P for 
14 days in capsule form 

A 
neuromuscular 
test isokinetic 
dynamometer 

was performed 
pre-post, 24 h, 48 
h, 72 h, 96 h and 
7 days after an 

intense eccentric 
exercise: 

"maximally 
during the whole 
ROM (from 40 to 

140°). Each 
participant 

completed 10 
bouts. The 

dynamometer 
was set to an 

angular velocity 
of 45 °/s, and 

participants were 
instructed to 

(separated by a 
30 s-rest) of 10 

maximal 
lengthening 

contractions of 
the elbow 

flexors. Each 
eccentric 

resist maximally 
during the whole 
ROM (from 40° 
to 140°). Each 

participant 
completed 10 

bouts 
contraction 
lasted 2 s 

followed by 6-s 
rest. Blood 

samples were 
drawn at 48 h, 72 

h, 96 h, 7 days 
during the 
recovery 

Q 
supplementation 

significantly ↑ 
the isometric 

strength 
recorded during 
MVIC compared 
to baseline. The 

torque and 
MFCV decay 

were recorded 
during the 
eccentric 

exercise ↓ in Q 
compared to 

PLA. 
Immediately 

after the EIMD, 
isometric 

strength, the 
force-velocity 

relationship, and 
MFCV were 

significantly ↓ 
when 

participants 
were given P 

rather than Q. Q 
attenuated the 
increases in CK 

and LDH 
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Bazzuchhi 
et al., 2020 

16 
Healthy 

men 
25.9 ± 3.3 

Q (1000 mg/day) or P for 14 
days in capsule form 

A 
neuromuscular 
test isokinetic 
dynamometer 
was performed 
post–post, 24 h, 
48 h, 72 h, 96 h 

and 7 days after 
an intense 
eccentric 
exercise: 

"maximally 
during the 

whole ROM 
(from 40 to 
140°). Each 
participant 

completed 10 
bouts. The 

dynamometer 
was set to an 

angular velocity 
of 45 °/s, and 
participants 

were instructed 
to 

(separated by a 
30 s-rest) of 10 

maximal 
lengthening 

contractions of 
the elbow 

flexors. Each 
eccentric 

resist 
maximally 
during the 

whole ROM 
(from 40° to 
140°). Each 
participant 

completed 10 
bouts 

contraction 
lasted 2 s 

followed by 6-s 
rest. Blood 

samples were 
drawn at 48 h, 

72 h, 96 h, 7 
days during the 

recovery 

Q 
supplementation 

significantly ↓ 
the strength loss 

compared to 
PLA. The force-

velocity 
relationship and 
MFCV persisted 
significantly less 

during the 
recovery when 

participants 
consumed PLA 
rather than Q, 

especially at the 
highest angular 
velocities. There 

was a higher 
MCFC decay in 

POST, 24 h, 72 h, 
96 h, 7 d in PLA 
compared to Q. 

Greater ↑ in 
biomarkers of 

damage (CK and 
LDH) was also 
evident in PLA 
with respect to 
Q. Elbow angle 

was significantly 
↓ both in Q and 

PLA. Q ↓ the 
time course of 

symptoms 
associated with 

the 
inflammatory 

response of the 
secondary 

damage and 
accelerates the 

recovery of 
neuromuscular 

function 
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Duranti et 
al., 2018 

14 
Healthy 

young men 
25.5 ± 0.8 

Q (1000 mg/day) or P for 14 
days in capsule form 

Subjects 
underwent 

eccentric 
protocol session 

14-days after 
treatment (P or 
Q). The upper 
limb [right or 

left] was 
randomly 

assigned to 
EIMD, 

completing 
maximal 

lengthening 
contractions at 
the isokinetic 

dynamometer. 
The limb was 

reversed when 
the protocol 

was repeated 
with the other 
treatment. The 
dynamometer 
was set to an 

angular velocity 
of 45°/s, and 
participants 

were instructed 
to resist 

maximally 
during the 

whole ROM 
(from 50° to 
140°). Each 
participant 

completed 6 to 
10 sets of 10 

maximal 
lengthening 

contractions of 
the elbow 

flexors; each set 
was separated 
by 30-seconds 

rest. Each 
eccentric 

contraction 
lasted 2 seconds 

and was 
followed by a 6-

Q significantly 
reduced 

erythrocytes 
lipid 

peroxidation 
levels and the 

susceptibility to 
hemolysis 

induced by the 
free radical 
generator 

AAPH, while no 
differences in 
antioxidant 

enzyme 
activities and 
glutathione 
homeostasis 
were found 

between the two 
groups. Q 

supplementation 
↑ redox status as 

assessed by 
GSH/GSSG 

ratio analysis 
and ↓ TBARs 
levels both in 

erythrocytes and 
plasma 



Int J Exerc Sci 16(2): 1334-1384, 2023 

International Journal of Exercise Science                                                          http://www.intjexersci.com 
 1358 

seconds rest 
period in which 

the subject 
relaxed while 

the 
dynamometer 
arm returned 
automatically 
back to 50° of 

elbow flexion as 
previously 
described 

O'Fallon 
2012 

30 
Healthy 
men and 
women 

Q, n = 15 
(M = 20.9 
± 1.8, W = 

20.6 ± 
1.1); P, n 

= 15 (M = 
19.5 ± 1.1, 
F= 19.6 ± 

1.3) 

Subjects then ingested 
nutrition bars containing 

1,000 mg/d Q or PLA for 7 
d before and 5 d after the 
second exercise session, 
using the opposite arm 

Subjects 
performed two 

bouts of 24 
maximal 
eccentric 

contractions of 
the elbow 

flexors using a 
modified 

preacher-curl 
bench. Bout 1 

was performed 
in Phase 1; Bout 

2 was 
performed with 
the contralateral 
arm in Phase 3. 
Three isometric 
strength trials (3 
s/trial) with 1-

min rest 
between trials, 
12 consecutive 

isokinetic 
contractions at 

60°/s and 
180°/s, muscle 

soreness, 
relaxed arm 
angle, and 
upper arm 

circumference 
were assessed 

daily 

No significant 
main effects of 
group or phase 
on CK between 
PLA and Q. No 

significant 
group, phase, or 
time effects on 

these markers of 
systemic 

inflammation 
(IL-6, and Serum 

CRP) were 
observed. No 

effect of Q 
supplementation 

on the 
aforementioned 

markers of 
EIMD. Plasma Q 

↑ after 7 d of 
supplementation 

and remained 
elevated during 

the 5-d 
postexercise 

recovery period. 
No differences 

between 
treatments were 
not detected in 
strength loss, 

muscle soreness, 
reduced arm 

angle, CK 
elevations, and 
arm swelling 

peak 
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Strength 
Studies 

      

Patrizio et 
al., 2018 

10 

Healthy 
trained 

non-smoker 
male 

volunteers 

22.1 ± 1.8 

Subjects consumed Q (1 
g/day) or PLA in capsule 

form 3 h prior to a 
resistance training session 
and 5 days post-exercise 

The resistance 
training session, 
which consisted 

of 3 sets of 8 
repetitions at 

80% of the 
(1RM) 

completed 
bilaterally for 
eight different 

resistance 
exercises 

After a single 
dose of Q, the 

torque–velocity 
curve of knee 

extensors was ↑ 
and after the 

resistance 
exercise. 

Subjects showed 
a lower MVIC 

reduction with a 
greater rate of 

torque 
development 

and 
neuromuscular 
efficiency ratio. 

The total 
volume of the 

resistance 
exercises was 
significantly 
greater in Q 
compared to 

PLA. No 
significant 

differences were 
found in blood 

markers 
between 

treatments 
↑ = improved performance, ↓ = decreased performance, CRP = c-reactive protein, Q = quercetin, P/PLA = 
placebo, mg/kg = milligram per kilogram, IL-6 = interleukin 6, PQ = acute paraquat, LDH = lactate 
dehydrogenase, CK = creatine kinase, MVIC = maximal voluntary isometric contraction, MFCV = mean fiber 
conduction velocity, EIMD = exercise induced muscle damage, 1RM = one repetition maximum, ROM = range of 
motion 
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Table 4. Mixed anaerobic and aerobic studies. 

Author n 
Participant

s 
Age 
(yrs.) 

Supplementation 
Protocol 

Exercise 
Protocol 

Outcomes 

Anaerobic Studies       

Abbey and Rankin 
2011 

1
5 

Recreationa
lly active, 

young 
adult men 

23.3 ± 
2.6 

1 wk supplementation 
with a P, a 6% 
carbohydrate 

commercial sports 
drink, or that drink 
with 500 mg of Q-3-

glucoside, consumed 
twice a day (1,000 

mg/d) 

2 RST, 12 × 30-
m maximal-

effort sprints, 
each after 1-

week 
supplementati

on 

Mean sprint 
time ↑ 

progressively 
and was 

significantly 
higher for 

both 
treatments; 

there were no 
significant 
differences 

between 
treatments. % 
FD for placebo 
was ↓ with Q. 

Changes in 
blood XO, IL-
6 showed no 
difference by 

treatment. 
Repeated-

sprint 
performance 

was not 
improved by 

Q 
supplementati

on and was 
worse than 

with placebo 
when 

expressed as 
%FD. Q 

showed no 
effect on 

indicators of 
XO activity or 

IL-6 
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Gelabert-Rebato et al. 
2019 

5
0 

Physically 
active men 
(n = 26) and 
women (n = 

24) 

M: 23.1 
± 2.2, 

W: 23.5 
± 2.9 

Treatment A, 140 mg 
of Zynamite®, 140 mg 

of w, 147.7 mg of 
maltodextrin, and 420 

mg of sunflower 
lecithin; Treatment B, 
140 mg of Zynamite®, 
140 mg of Q, and 2126 

mg of maltodextrin 
and Treatment C, 2548 

mg of maltodextrin 
(P) 1 hr prior to 

exercise. 

After a 4.5 
min period of 

unloaded 
pedaling, they 

stopped 
pedaling, and 
the ergometer 
was switched 
to isokinetic 
mode. At the 
5th minute, 

they 
performed a 
WanT (30 s 

all-out sprint 
in isokinetic 
mode at 80 
rpm). This 

was followed 
by 3.5 min of 

unloaded 
pedaling and 
another 30 s 

period, during 
which they 

stopped 
pedaling, and 
the ergometer 
was switched 

to the 
isokinetic 

mode. At the 
4th minute, a 
second 30 s 
WanT was 
performed, 
followed by 
another 3.5 

min of 
unloaded 

pedaling and 
another 30 s 

period of rest. 
A third 30 s 
WanT was 

then 
performed. 

↑ repeated-
sprint 

performance 
and muscle 

O2 extraction 
and 

mitochondrial 
O2 

consumption 
during 

ischemia 
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Anaerobic + Aerobic 
Studies 

      

Marcos Martin-
Rincon 2020 - In 
Combination 

4
8 

24 women 
and 33 
men, 

students 

M: 23.1 
± 2.5, 

W: 23.3 
± 3.4 

One hr before the start 
of the 10 km race, 

subjects ingested the 
treatment assigned. 
The P was delivered 
in the form of two 

capsules, each 
containing 364 mg of 

maltodextrin. The 
polyphenols were also 

provided in two 
capsules, each 

containing 70 mg of 
Zynamite® combined 
with 70 mg of Q in the 

form of 140 mg of 
Sophora japonica 

extract standardized 
to 50% Q, and 153 mg 
of maltodextrin. Three 
additional doses were 

ingested every 8 h 
after the race at lunch, 

dinner time, and in 
the next morning 
before the vertical 

jump test, to a total of 
420 mg of Zynamite® 

combined with 420 
mg of Q. Both 

treatments 
(polyphenols and 

placebo) were orally 
administered in 

opaque and non-
distinguishable 
methylcellulose 

capsules ingested with 
300 mL of water 

To elicit 
EIMD, 

subjects 
participated in 

a 10 km 
running 

competition 
on the athletic 
track. At the 

end of the 
10km running 

bout, they 
performed 100 

drop jumps 
from a 59 cm 

step-in height, 
consisting of 5 

sets of 20 
repetitions 
with a 10-s 

interval 
between 

jumps and 
interspaced by 

a 2-min 
recovery 
period 

between sets 
to elicit EIMD 

Competition 
times were 

similar, 
polyphenol 

supplementati
on attenuated 

the muscle 
pain felt after 

the 
competition 

and the loss of 
jumping 

performance 
and 

mechanical 
impulse 24 h 

later. The 
polyphenols 

attenuated the 
increase of 

serum 
myoglobin 
and alanine 

aminotransfer
ase in men, 
but not in 
women. 

Polyphenol 
mixture 

attenuated 
muscle pain 
and damage 

and 
accelerated 

the recovery 
of muscle 

performance 
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Mixed Aerobic Studies       

Bigeiman et al., 2010 
5
8 

Moderately 
trained 

men and 
women 

(recruited 
from Army 

and Air 
Force 

Reserve 
Officers' 
Training 

Corps 
(ROTC) 

programs) 

Q: 22.0 
± 5.1; P: 
20.3 ± 

1.6 

Each participant 
swallowed four 

individually wrapped 
chews daily (two with 

breakfast, two with 
dinner) during a 6-

week treatment 
period. Each chew 

contained 250 mg Q 
(1000 mg total/day), 
100 mg iso-Q, 100 mg 
omega-3 fatty acids 
(EPA and DHA]), 30 
mg EGCG, a vitamin 
mixture, sucrose, and 
other ingredients in a 
carnauba wax and soy 

lecithin base 

VO2peak 

during uphill 
treadmill 
running, 

performance 
on the APFT, 

BMPU 
(muscular 
endurance, 

WanT 
(power), and 
36.6-m speed 

test were 
measured 
before and 
after 42-54 

days of 
supplementati

on, with a 
minimum of 
48 h between 
each physical 

test 

Q 
supplementati

on did not 
have an 

ergogenic 
effect, as 

assessed using 
VO2peak and 
four physical 
performance 

measures: 
(APFT, 

BMPU, WanT, 
and a 36.6-m 

sprint 
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Sharp et al. 2012 
1
6 

Male 
trained 
soldiers 

22 6 ±3 

Soldiers consumed 2 
energy bars, each 

containing 0 mg P or 
500 mg of Q (1,000 
mg/d) for 8.5 days. 
Beginning day 6 of 

supplementation, the 
soldiers performed 
the 3 exercise days 

The subjects 
donned a 16-
kg weighted 

vest and 
walked on a 
treadmill for 
75 minutes. 
This load is 

similar to that 
carried while 

wearing 
protective 

body armor. 
Loaded 

treadmill 
walking was 
performed in 

three 25-
minute bouts 

with a 5-
minute break 
between each 

bout. After 
completing 

the treadmill 
exercise, the 

volunteers sat 
quietly for at 

least 10 
minutes. After 

the rest, 
volunteers 

were given a 
5-minute 

warm-up with 
the cycle 

ergometer set 
at 75 W in 
hyperbolic 
mode. The 

cycle 
ergometer 
was then 
placed in 

linear (pedal 
rate 

dependent) 
mode, and 
volunteers 

completed 200 
kJ of work at 

Significant ↑ 
in plasma Q 

after Q 
supplementati

on.  No 
differences 
after P or Q 

supplementati
on compared 
with baseline 
inVO2peak, TT 

trial, RER, 
RPE. During 

Q 
supplementati

on, muscle 
soreness was 
higher on day 
2 compared 
with day 1, 
whereas no 
differences 
were seen 

over days for 
baseline or P 

testing 
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maximal 
effort 

Other Aerobic Events       

Darvishi et al., 2013 
2
6 

Young, 
trained 
female 

swimmers 

Q: 16.1 
± 2.5; P: 
15.7 ± 

1.5 

Participants were 
randomly assigned to 
one of two groups: Q 
(1000 mg/day) or P 
(1000 mg dextrose/ 

day) for 8 weeks 

Prior to and 
following the 

supplementati
on protocol, 
participants 
performed a 

GXT 

No effect on 
VO2max, TTE, 

lactate, or 
body fat % 

Demirci et al., 2017 
2
0 

Junior male 
athletes 

18.95 ± 
1 

Control and 
experimental group 
an exercise program 
of two hours applied 
to the athletes three 
times a week for one 

month 

The 
participants 

were 
supplemented 
with 500 mg Q 

fifteen 
minutes 

before each 
workout in a 
one-month 

boxing 
training 
program 

↓ in TC and 
LDL-C and an 

increase in 
HDL-C in EG 

while there 
was only 

significant ↑ in 
HDL-C of in 

controls 

↑ = improved performance, ↓ = decreased performance, CRP = c-reactive protein, Q = quercetin, P/PLA = 
placebo, mg/kg = milligram per kilogram, IL-6/IL-8/IL-10 = interleukin, TT = time trial, TTE = time to 
exhaustion, %FD = percent fatigue decrement, XO = xanthine oxidase, EIMD = exercise induced muscle damage, 
APFT = army physical fitness test, BMPU = Baumgartner modified pull-up test, WanT = Wingate anaerobic test, 
EPA = eicosatetraenoic acid, DHA = docosahexaenoic acid, EGCG = epigallocatechin gallate, RER = respiratory 
exchange ratio, RPE = rate of perceived exertion, ROTC = Reserve Officers' Training Corps, RST = repeated-sprint 
test, TC = total cholesterol, LDL-C = low density lipoprotein cholesterol, HDL-C = high density lipoprotein 
cholesterol  

 
DISCUSSION 
 
The discussion will include details about studies that met the inclusion criteria for this review. 
Specifically, highlights of individual study methods, dosing, participants will be highlighted 
surrounding anaerobic, aerobic, and muscle-damaging exercise. Following, conclusions are 
highlighted and synthesize the research to date as it pertains to the aforementioned specific 
areas.  

Quercetin and Aerobic Performance 
Cycling 
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There is modest evidence to suggest Q improves cycling performance. Among 39 well-trained 
cyclists, supplementing 1000 mg of Q with or without 120 mg of epigallocatechin 3-gallate 
(EGCG) (flavonoid) for two weeks significantly enhanced Q concentrations, enhanced 
granulocyte oxidative burst activity, and resisted inflammatory markers ( CRP, IL-6, and IL-10) 
in Q–EGCG after three days of heavy exercise (cycling for three hours at ~57% Wmax) (69). Q in 
combination with EGCG shows more of a promising effect in performance and inflammation, 
possibly due to improving the bioavailability of Q. However, 1000 mg of Q or placebo for 3 
weeks prior to a 3-hr cycling bout did not alter improvements in exercise measures but it 
significantly decrease upper respiratory tract infections in trained cyclists (68). Since URTIs are 
common in heavy-trained endurance athletes (65), Q may lessen sickness and improve 
immunity. The comparison of caffeine to Q may shed insight into Q’s effects on performance. 
Healthy men consumed caffeine (9 mg/kg), placebo, or Q (2,000 mg of Q) in a 30 ml/kg 
electrolyte the night before a 30-minute cycle ergometry at 50% V̇o2peak followed by a 15-min 
performance time trial did not yield performance improvements (16). There is no effect of a 28-
day consumption of Q vitamin (Q-VIT: 1000 mg Q, 820mg Vitamin C, 40mg Vitamin B3) on a 
time trial in trained cyclists (17). Q (1000 mg) ingested in a beverage form with other vitamins 
and carbohydrates, four times a day, revealed no performance improvements in VO2peak, 
substrate utilization, perception of effort during submaximal exercise, total work done during 
the 10-min maximal effort cycling trial, and voluntary and electrically evoked strength (19). 
Further, Q (1000 mg, two times a day for 2 months) did not affect lactate concentrate, body fat 
percentage, or VO2max in male athlete badminton players (21). The ingestion of Q (500 mg) for 7 
days in untrained individuals was associated with modest improvements in VO2max. Q (1000 
mg) consumption for three weeks did not improve performance for 3 hr cycling bout or affect 
inflammatory or oxidative stress markers in trained cyclists (27, 62). With the little evidence that 
exists, it appears that Q does not improve cycling performance.  

V02 peak/max in Cycling Performance 
 
Ten healthy men consumed 30 ml/kg of fluid electrolyte beverage either placebo (Group P), 
caffeine (Group C; 9 mg/kg), or Q (Group Q; 2,000 mg) the night before a 30-min of cycle 
ergometry at 50% V̇o2peak followed by a 15-min performance time trial (16). No treatment 
effects were observed for any physiological or perceptual measures except for elevated rectal 
body temperatures. For Group C vs. Groups Q and P. Supplementation did not affect total work 
performed or the self-selected pacing strategy employed (16). 
 
Thirty recreationally active men consumed Q or a placebo in a sports hydration beverage four 
times daily, with the morning, midday, and evening meals, and prior to sleep (19). The drink 
contained carbohydrates and maltodextrins), NaCl, vitamins (niacin, B6, B12), citric acid, a gel-
forming additive, and Q (1,000 mg/day), whereas untreated participants in group P ingested 
the same beverage without Q. Participants remained on the treatment for 9–16 days, beginning 
immediately after the pretests and continuing until all the posttests were administered. 
Pretreatment-to-posttreatment changes in phosphocreatine recovery time constant, VO2peak, 
substrate utilization, and perception of effort during submaximal exercise, total work done 
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during the 10-min maximal effort cycling trial, and voluntary and electrically evoked strength 
loss were not significantly different between Q and placebo. Short duration, chronic dietary Q 
supplementation in untrained men did not improve muscle oxidative capacity; metabolic, 
neuromuscular, and perceptual determinants of performance in prolonged exercise; or cycling 
performance (19). Contrary, 12 untrained individuals (men and women) consumed 500 mg of Q 
twice daily dissolved in sugar-free vitamin-enriched Tang or a non-distinguishable placebo 
(Tang). Seven days of Q feedings were associated with a modest increase in biking VO2max along 
with a substantial (13.2%) increase in ride time to fatigue (24). There is not enough evidence to 
suggest Q supplementation improves VO2peak/max in cycling performance.  
 
Time-to-exhaustion 
 
Improving exercise time-to-exhaustion (TTE) is ideal to perform for longer durations and helps 
delay fatigue. In one study, badminton players (n = 26) consumed Q (1000 mg) or placebo (1000 
mg dextrose) at two capsules per day for two months (21). Lactate concentration, body fat 
percentage, and VO2max did not show any significant difference after eight weeks of 
supplementation with placebo and Q between two groups and within one group. However, 
there was a significant increase in cycling TTE after intervention in the Q group (21). 
 
Twelve elite male athletes consumed a free radical scavenger (FRS) cocktail containing Q (300 
MG) versus FRS minus Q (FRS-Q). The total amount was 300 mL, 2 × per day, one drink in the 
morning with a meal, and one in the afternoon or evening with a meal for 6 weeks. Each serving 
of FRS and FRS-Q contained green tea extract (300 mg), vitamin C (150 mg), vitamin E (50 mg), 
caffeine (45 mg), niacin (25 mg), taurine (9 mg), vitamin B-6 (2.5 mg), vitamin B-2 (2.1 mg), 
vitamin B-1 (1.9 mg), and vitamin B-12 (0.008 mg). A cycling TT (30km) was improved by 3.1% 
on an antioxidant supplement containing essential vitamins plus Q (FRS) compared to baseline. 
Absolute and relative (%HRmax) heart rates and percent VO2max were not different between 
trials, but average and relative power (% peak power) were higher on FRS (57).  
 
Among 39 well-trained cyclists, supplementing 1000 mg of Q with or without 120 mg of 
epigallocatechin 3-gallate (EGCG) (flavonoid) for two weeks significantly enhanced Q 
concentrations, enhanced granulocyte oxidative burst activity, and resisted inflammatory 
markers ( CRP, IL-6, and IL-10) in Q–EGCG after three days of heavy exercise (cycling for three 
hours at ~57% Wmax) (69). Q in combination with EGCG shows more of a promising effect in 
performance and inflammation, possibly due to improving the bioavailability of Q.  
 
Similarly, trained cyclists received Q (1000 mg/d) or placebo supplements for 3 weeks before, 
during, and 2 weeks after the 3-d period of intensified exercise (68).  No significant differences 
were found between groups for age, body composition, training history, or maximal 
performance measures. Higher Q concentration levels (9.2 fold increase) were noted after the 3 
wk intervention with a significantly lower incidence of URTI symptoms during the 2-wk period 
after intensified exercise (68). There was no beneficial effect of Q on any of the immune 
components measured, including natural killer cell lytic activity, polymorphonuclear 
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respiratory burst rate, or phytohemagglutinin-stimulated lymphocyte proliferation, despite the 
reduced incidence of URTI symptoms that were observed after Q feedings. 
 
The same research group (70) investigated a 2-week of Q supplementation (1000 mg/d) 
compared with placebo (before or after a 2-wk wash-out period) ingestion on skeletal muscle 
mitochondrial biogenesis in untrained males. Q versus P for 2 wk in untrained males was 
associated with a small but significant improvement in 12-min treadmill time trial performance 
and modest but insignificant increases in the relative copy number of mitochondrial DNA and 
messenger RNA levels of four genes related to mitochondrial biogenesis (70). This modest 
increase is likely due to the untrained subjects having a lower mitochondrial biogenesis gene 
expression prior to exercise. 
 
There was no effect of Q supplementation (1000 mg/day or placebo supplements prior to and 
during the 3 days of intensified exercise for 3 weeks) on cycling time trial performance, power 
output, VO2max, HRmax in trained individuals (27). Further, there were no differences in 
investigating oxidative and inflammatory makers (F2-isoprostanes, ferric-reducing antioxidant 
potential, Trolox equivalent antioxidant capacity, C-reactive protein, plasma nitrite), in the Q 
treatment compared to placebo (62). 
 
A co-ingestion of quercetin with other ingredients is suggested to improve TTE. Thirteen trained 
cyclists consumed either an antioxidant supplement containing vitamins and Q (Q-VIT: 1000mg 
Q, 820mg Vitamin C, 40mg Vitamin B3) or the same vitamin supplement without Q (VIT: 820mg 
Vitamin C, 40mg Vitamin B3) for 28 days prior to a maximal cycling bout (17). After 
supplementation, subjects completed a simulated time trial on a cycle ergometer. In endurance-
trained athletes, chronic supplementation with Q did not influence plasma cytokine or exercise-
induced cytokine response (IL-6, IL-10, CRP) (17). No performance improvements were 
detected. Limited evidence exists that suggests that Q improves TTE. 

Swimming 
 
With one study to date, it is not clear how Q may affect swimmers, especially younger trained 
individuals. Young female trained swimmers were randomly assigned to one of two groups: Q 
(1000 mg/day) or P (1000 mg dextrose per day) for 8 weeks (22). There was no aerobic 
performance (VO2max, TTE, lactate, or body fat percentage) improvement with Q 
supplementation in young, trained female swimmers(22). Future research should investigate Q 
supplementation, especially in young, trained swimmers.  
 
Boxing 
 
Most Q research has focused on improving aerobic performance. Young male boxing athletes 
supplemented with 500 mg Q or P fifteen minutes before each workout in the one-month boxing 
training program [78]. The control and experimental group participated in an exercise program 
of two hours applied to the athletes three times a week for one month. There were significant 
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decreases in TC and LDL and an increase in HDL in the Q group, while there was only a 
significant increase in controls' HDL. Classic boxing training plus Q supplementation had a 
strong effect on lipid profile compared to controls (26). Q with exercise may serve as an 
antioxidant on free radicals and regulate lipid profiles in boxing.  
Quercetin and Anaerobic Performance 
 
There is minimal evidence on how Q impacts anaerobic performance. After a repeated-sprint 
exercise in 15 recreationally team sport trained athletes, 1-week supplementation of a placebo, 
a 6% carbohydrate commercial sports drink, or that drink with 500 mg of Q-3-glucoside, 
consumed twice a day (1,000 mg/d) did not affect the levels of the pro-inflammatory cytokine 
IL-6, uric acid, or xanthine oxidase. Mean sprint time was significantly higher in the sports drink 
and Q treatment, but the differences were not notable. Percent fatigue decrement for placebo 
(3.8% ± 2.3%) was significantly less than with Q (5.1% ± 2.7%). Repeated-sprint performance was 
not improved by Q (1). Fifty trained men and women were randomly assigned A, B or C 
Treatment: Treatment A, 140 mg of Zynamite®, 140 mg of w, 147.7 mg of maltodextrin, and 420 
mg of sunflower lecithin; Treatment B, 140 mg of Zynamite®, 140 mg of Q, and 2126 mg of 
maltodextrin and Treatment C, 2548 mg of maltodextrin (P) 1 hr prior to exercise. Treatments A 
and B improved peak power output during the first three Wingates by 2.8% and 3.8%. Vastus 
Lateralis oxygenation (NIRS) was reduced, indicating higher O2 extraction. Improved O2 
extraction was observed in the sprints after ischemia. Blood lactate concentration was 5.9% 
lower after the ingestion of Zynamite® with Q in men. There was a higher vastus lateralis O2 
extraction during 60 s ischemia with polyphenols, due to the greater muscle VO2 in men (36). A 

single dose of Zynamite
® 

combined with Q one hour before exercise improves repeated-sprint 
performance and muscle O2 extraction and mitochondrial O2 consumption during ischemia.  

 
Anaerobic Performance Conclusions 

 

There are inconsistent results with Q and anaerobic performance. Although only two studies 

were examined, both were performed in recreationally trained individuals with mixed 

outcomes. The majority of studies have reported Q supplementation by higher dosages (> 500 

mg), administered during several days, but only one study to date has improved anaerobic 

performance (peak power) with the combination of Zynamite®. It is likely that the combined 

effect of Q with another polyphenol (mangiferin) improved peak power output and oxygen 

extraction during repeated maximal sprints. Each polyphenolic compound has unique chemical 

properties, determining its effect and specific actions in different cellular compartments (36). 
Although experimental evidence is lacking and inconsistent, a combination of polyphenols 

likely counteracts more efficiently the ROS produced during anaerobic exercise in different 

cellular compartments of the skeletal muscle fibers compared to single compounds. Although 

high levels of antioxidant capacity may limit force production and fatigue (81), Q, in 

combination with other polyphenols in smaller doses (< 200 mg), may provide an anaerobic 

performance benefit.  
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Mixed endurance  
 
The consumption of Q was studied to improve functional performance tests in soldiers. Army 
and Air Force Reserve Officers’ Training Corporation men and women (n = 58) swallowed four 
individually wrapped chews daily (two with breakfast, two with dinner) during a 6-week 
treatment period. Each chew contained 250 mg Q  (1000 mg total/day), 100 mg iso-quercetin, 
100 mg omega-3 fatty acids (eicosapentaenoic acid [EPA] and docosahexaenoic acid [DHA]), 30 
mg epigallocatechin gallate (EGCG), a vitamin mixture, sucrose, and other ingredients in 
carnauba wax and soy lecithin base. Dietary Q supplementation (1 g) by moderately trained 
men and women did not have an ergogenic effect, as assessed using VO2peak (uphill treadmill 
running) and four physical performance measures: army physical fitness test, Baumgartner 
Modified Pull-Up Test, Wingate Anaerobic Test, and a 36.6-m sprint after 54 days of 
supplementation (11). 
 
Male soldiers (n = 16) consumed 2 energy bars, each containing 0 mg (placebo) or 500 mg of Q 
(1,000 mg/d) for 8.5 days. Beginning day 6 of supplementation, the soldiers performed the 3 
exercise days (90). The subjects donned a 16-kg weighted vest and walked on a treadmill for 75 
minutes. VO2 during treadmill walking was maintained between 45 and 60% of VO2peak. After 

10 minutes of rest, volunteers were given a 5-minute warm-up with the cycle ergometer set at 
75 W in hyperbolic mode. The cycle ergometer was then placed in linear (pedal rate dependent) 
mode, and volunteers completed 200 kJ of work at maximal effort performance and were 
assessed as the time required for completing 200-kJ work. There was a significant increase in 
plasma Q after Q supplementation. No differences after P or Q supplementation as compared 
with B in steady-state load carriage, metabolic responses, VO2peak, TT trial, RER, or RPE. 
Though, Q supplementation muscle soreness was higher on day 2 compared with day 1, 
whereas no differences were seen over days for B or P testing (90). It is not certain that Q 
improves functional exercise modalities.  

Running Performance  
Endurance Run 
 
A great deal of research has been focused on supplements to improve running times. Q’s 
antioxidant functions may help decrease ROS, delay cognitive fatigue, and improve running 
performance times. In one study, 63 experienced male and female ultramarathoners from the 
2006-160-km Western State Endurance Run were recruited to measure the effects of Q or placebo 
(250 mg Q 4x/day 1,000 mg/day total) for 3 weeks before the Western States Endurance Run 
(WSER)) on ratings of perceived exertion (96). On race day, participants ingested all four chews 
before the 5 a.m. start time. RPE was assessed at aid stations located at 40, 90, 125, 150, and 160 
km (finish line) and did not show any improvement in perceived exertion or race times (96). Q 
supplementation did not affect race performance nor blood plasma lipid or aqueous-phase 
antioxidant capacity, or oxidative damage during an ultramarathon challenge (83). There was 
no reported benefit on illness rates following the run (83). Plasma Q levels were increased but 
failed to attenuate muscle damage (DOMS), inflammatory markers (IL-1R α, IL-6, IL-8, IL-10, G-
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CSF, MCP-1, MIP-1, TNF-α, MIF-1), plasma cytokine and hormone levels, and alterations in 
leukocyte cytokine mRNA expression (67). With only a few studies to reference, we cannot say 
for certain that Q will improve race performance. 
 
VO2 peak/max 
 
The structure and function of Q may help improve oxygen consumption and utilization. For 
example, male and female runners ingested Q-based chews (Q-chew) or placebo chews 15 min 
before a 2-hr run at 70–75% VO2max (50). The 4 Q-chews provided 1,000 mg Q, 120 mg 
epigallocatechin 3-gallate, 400 mg isoquercetin, 400 mg each eicosapentaenoic acid and 
docosahexaenoic acid, 1,000 mg vitamin C, and 40 mg niacinamide. Plasma Q increased from 
80.0 ± 26.0 μg/L to 6,337 ± 414 μg/L immediately after postexercise and 4,324 ± 310 μg/L 1 hr 
postexercise after ingestion of Q-chews, compared with no change in PL. Exercise caused 
significant increases in c-reactive protein, granulocyte, and monocyte phagocytosis and 
oxidative burst activity, inflammatory markers, and decreases in granulocyte and monocyte 
oxidative burst activity, but no differences in the pattern of change were measured between Q-
chew and PL trials. After 15 min before heavy exertion, acute ingestion of Q-chews caused a 
strong increase in plasma Q levels but did not counter postexercise inflammation or immune 
changes relative to placebo (50). Similarly, 11 untrained sedentary individuals (men and 
women) consumed 1000 mg/ day of Q for days with a food bar or no Q added (placebo) for 6 
days prior to a running VO2max test. Five days of Q supplementation did not influence VO2max 
or related variables (respiratory rate, blood lactate, RER, HR, RPE, etc.) in sedentary men and 
women (35).  
 
Male long-distance runners consumed Q (1000 mg/day) or placebo while maintaining their 
current training schedules for 6 weeks while maintaining their current training schedules (87). 
Treatment started after the completion of the first 10 km running TT and continued for 6 weeks 
through completion of the second VO2peak and 10 km TT. There were no notable differences in 
oxidative stress and antioxidant activity (SOD and total antioxidant capacity (TAC)), protein 
carbonyl, RPE, heart rate, TT, or VO2peak. There was a significant time × supplement interaction 
for serum malondialdehyde (MDA), an indicator of lipid peroxidation (87).  
 
Trained runners were initially randomized to either resveratrol plus Q (120 mg resveratrol and 
225 mg Q  for 6 days and 240 mg resveratrol and 450 mg Q  on day 7, just prior to exercise) (61). 
Protein carbonyls, FRAP = ferric-reducing ability of plasma, ORAC = oxygen radical absorptive 
capacity, TEAC = Trolox equivalent antioxidant capacity, interleukin-8, and CRP significantly 
increased after exercise but were not affected by treatment (61). In addition, 1 week with an 
acute dose of resveratrol and Q administered in the hour prior to exercise resulted in a 
significant reduction in the immediate postexercise increase in F2- isoprostanes (a marker of 

oxidative damage), compared with placebo.  
 
In nine recreationally active men, ingested four individually wrapped chews (weeks 4-11) (two 
with breakfast, two with dinner) (33). Each chew contained 250 mg Q, Vitamin C, Vitamin B3, 
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and folic acid for and 8-weeks treatment period. Total Q consumption for the experimental 
group was 1000 mg/day. During the first 3 and last 3 weeks, no Q supplementation was 
administered. VO2peak or physical work capacity did not change throughout the 14 weeks in 
non-endurance trained men and women (33). 
 
Three studies (4-6) performed by the same research group investigated Q in male trained 
students but not professionally involved in a sport. Subjects were randomly assigned to one of 
the four groups: 1) Q + vitamin C (500 mg/day Q + 200 mg/day vitamin C), 2) Q (500 mg/day 
Q + 200 mg/day placebo), 3) vitamin C (500 mg/day placebo + 200 mg/day vitamin C), and 4) 
placebo (500 mg/day placebo + 200 mg/day placebo). Q and its placebo were ingested after 
meals for 8 weeks. Supplementation with Q and vitamin C for 8 weeks did not improve exercise 
performance but reduced oxidative stress and inflammatory biomarkers, including CRP and IL-
6, with little effect on E-selectin in healthy subjects (4). Q in combination with vitamin C revealed 
significant differences in LDH, VO2max, TEE, TBW, and LBM among the Q and vitamin C groups 
(5). To evaluate performance indices, an exercise test was performed for all participants using 
the Bruce protocol and HP cosmos treadmill. VO2max and the distance covered were measured 
by a gas analyzer. After eliminating the confounding effects of initial variables, only VO2max 
changes remained significant. Lean body mass, total body water, basal metabolic rate, and total 
energy expenditure increased significantly in the Q group after intervention (5). a  
 
The co-ingestion of Q and vitamin C were assessed on lipid profile and muscle damage (6). 
There were no significant changes that occurred in high-density lipoprotein levels within or 
between groups in the four groups before and after supplementation. LDH values decreased 
significantly in the “Q + Vit C” group, but it was not considered in other treatments and between 
groups (6). It appears that Q may be promising in minimizing muscle damage and improving 
body composition in trained individuals. However, exercise regimens were not monitored or 
incorporated in these studies. There is not enough evidence to suggest Q improves VO2peak/max. 
It appears that Q may play more of a role in decreasing oxidative stress.  
 
Aerobic Conclusions 
 
As seen in previous literature, Q provides a small but trivial benefit in human endurance 
exercise, specifically cycling (VO2max, TTE). Possible reasons for the inconsistent findings among 

these studies may include the range of subject fitness levels (i.e., untrained subjects compared 
to trained subjects), study design or protocol implemented, and/or differences in Q 
supplementation protocol/supplement types (beverage, capsule, chew, bar). The likely 

mechanism involved is Q’s ability to improve mitochondrial biogenesis (via PGC-1), which in 
turn would increase oxidative capacity and subsequently endurance exercise performance (51). 
It is unknown whether Q can enhance mitochondrial biogenesis or density in humans. It is also 
proposed that Q may act similarly to caffeine blocking the adenosine receptors via the central 
nervous system (CNS) (16). The effect of Q in the CNS needs to be further explored. There is still 
inadequate knowledge of the possible underlying mechanisms in humans. It appears that 
chronic supplementation (> 2 weeks) may provide a performance benefit from Q 
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supplementation compared to the short term. The benefits may be due to improved Q 
bioavailability in combination with other ingredients, such as vitamin C, resveratrol, or other 
antioxidants. More dose-response data (> 1000mg/d) is needed to understand the potential 
effects of Q on aerobic performance.  
 
Strength 
 
Resistance training is important to increase muscular strength and power. It is shown that an 
increased ROS can reduce strength force-generating capacity (12). Q, an anti-inflammatory 
nutrient, may reduce the inflammatory markers in the blood, thereby decreasing post-exercise 
muscular damage. Healthy trained non-smoker male individuals (n = 10) consumed Q (1 g/day) 
or placebo (PLA) 3 h prior to a resistance training session (79). After a single dose of Q, the 
torque–velocity curve of knee extensors was enhanced, and after the resistance exercise, subjects 
showed a lower MVIC reduction (Q: 0.91 ± 6.10%, PLA: 8.66 ± 5.08%) with a greater rate of 
torque development (+ 10.6%, p < 0.005) and neuromuscular efficiency ratio (+ 28.2%, p < 0.005). 
The total volume of the resistance exercises was significantly greater in Q compared to PLA. No 
significant differences were found in biomarkers between treatments (79). It is unknown 
whether Q will improve strength in trained individuals.  
 
Quercetin and Muscle Damage  
 
An associated inflammatory response is associated with muscle damage, seen especially in 
eccentric actions. Sarcomere length nonuniformities (overstretching) and myofibrillar 
disruption are thought to be the cause of muscle injury and damage from eccentrically 
contracting muscles (47). Q is proposed to attenuate the severity of muscle weakness caused by 
eccentric actions.  
 
Eccentric Studies 
 
The effect of Q supplementation may help decrease eccentric-work muscle damage. Thirty 
young, healthy, recreationally active, but not endurance-trained consumed Q (1000 mg/day) or 
PLA for 14 days (in capsule form) prior to eccentric exercise. Participants completed a 
comprehensive neuromuscular evaluation (NM) (maximal voluntary isometric contraction 
(MVIC)), before, during, and after an eccentric protocol able to induce severe muscle damage 
(10 sets of 10 maximal lengthening contractions, each eccentric resist maximally during the 
whole ROM from 40 to 140°). Q supplementation significantly increased the isometric strength 
recorded during a NM MVIC test compared to baseline. Moreover, the torque and muscle fiber 
conduction velocity (MFCV) decay recorded during the eccentric exercise was significantly 
lower in Q compared to PLA (9).  
Q supplementation significantly decreased the strength loss compared to placebo in 16 healthy 
men (8). During the recovery force-velocity relationship and mean fibers, conduction velocity 
persisted significantly less when participants consumed PLA rather than Q, especially at the 
highest angular velocities (p < 0.02). There was a higher MFCV decay in POST, 24 h, 72 h, 96 h, 
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7 d in PLA compared to Q. Greater increase in biomarkers of damage (CK and LDH) was also 
evident in placebo compared to Q. Elbow angle was significantly decreased both in Q and 
placebo. Q may ameliorate the time course of symptoms associated with the inflammatory 
response of the secondary damage and accelerate the recovery of neuromuscular function (8).  
 
In a double cross-over protocol (exercise limb and treatment), healthy men consumed 1000 
mg/day or PLA for 14 days (in capsule form) prior to completing maximal lengthening 
contractions on an isokinetic dynamometer (28). Each participant completed 6 to 10 sets of 10 
maximal lengthening contractions of the elbow flexors; each set was separated by 30-seconds 
rest. Q supplementation improved redox status as assessed by GSH/GSSG ratio analysis and 
reduced thiobarbituric acid reactive substances (TBARS) levels both in erythrocytes and plasma. 
After a single bout of eccentric exercise, Q supplementation improved redox status as assessed 
by reduced/oxidized glutathione ratio analysis and reduced TBARs levels in both erythrocytes 
and plasma. Q supplementation has antioxidant potential prior to and after a strenuous eccentric 
exercise, thus making the erythrocytes better able to cope with an oxidative insult (28).  
 
Q in a bar-form yielded no significant improvements in muscle strength or muscle soreness. 
Healthy subjects (n = 30) ingested nutrition bars containing 1,000 mg/d Q or PL for 7 d before 
and 5 d after two bouts of 24 maximal eccentric contractions of the elbow flexors, using the 
opposite arm (72). There were no significant main effects of group or phase on CK between PLA 
and Q. In addition, no significant group, phase, or time effects on these markers of systemic 
inflammation (PQ, IL-6, and Serum CRP) were observed. There was no effect of Q 
supplementation on the aforementioned markers of EIMD. Plasma Q increased after 7 d of 
supplementation and remained elevated during the 5-d postexercise recovery period. 
Differences between treatments were not detected in strength loss, muscle soreness, reduced 
arm angle, CK elevations, and arm swelling peak (72). Q may be a promising supplement to 
mitigate exercise-induced muscle damage and improve redox balance following eccentric 
exercises. 

 
Aerobic and EIMD mixed 
 
Q consumed in a capsule form may be more promising especially in mixed events. Forty-eight 
student subjects ingested a Q or placebo treatment assigned one hour before a 10 km race (60). 
The placebo was delivered in the form of two capsules, each containing 364 mg of maltodextrin. 
The polyphenols were also provided in two capsules, each containing 70 mg of Zynamite® 
(Mangifera indica leaf extract, standardized to 60% mangiferin) combined with 70 mg of Q in 
the form of 140 mg of Sophora japonica extract standardized to 50% Q, and 153 mg of 
maltodextrin. Three additional doses were ingested every 8 h after the race at lunch, dinner time, 
and in the next morning before the vertical jump test, to a total of 420 mg of Zynamite® 
combined with 420 mg of Q. Although competition times were similar, polyphenol 
supplementation attenuated the muscle pain felt after the competition and the loss of jumping 
performance and mechanical impulse 24 h later. In addition, the polyphenols attenuated the 
increase of serum myoglobin and alanine aminotransferase in men, but not in women. A single 
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dose of 140 mg Zynamite®, combined with 140 mg of Q, administered one hour before the 
competition, followed by three additional doses every eight hours, attenuates muscle pain and 
damage, and accelerates the recovery of muscle performance (60). Although limited studies 
exist, research is necessary to investigate the effects of Q on oxidative stress, inflammation, and 
recovery following various damaging bouts of exercise.  
 
Muscle Damage Conclusions  
 
Eccentric-induced muscle damage causes myofibrillar and Z-disk disruption and sarcolemma 
action potential propagation impairment (9). Although the exact mechanism is unknown, Q can 
serve as a lipophilic compound and may be able to cross membranes easily and promote 
membrane stability, preserving the excitation-contraction coupling in myocytes (9).  

Quercetin and the Central Nervous System 
 
Q which may enhance mental and physical performance is its caffeine-like psychostimulant 
effect. Psychostimulants, like caffeine, can delay fatigue during endurance exercise because of 
their ability to block adenosine receptors in the brain, which increases dopamine activity (25). Q 
may have a blocking effect on the adenosine receptors at a central level. This may also be 
involved in neurotransmitter uptake's energetics and may influence motor unit recruitment 
capacity (8, 9, 53). A psychostimulant effect of Q has also been reported in vitro (3) similarly, but 
this effect was not found in human subjects (53). Although only performed in one study, Q 
supplementation, prior to and after a strenuous eccentric exercise, makes erythrocytes more able 
to cope with oxidative insult and could ensure efficient oxygen delivery to the working muscles. 
The anti-inflammatory and antioxidant properties of Q may reduce exercise-induced muscle 
damage (8, 9). Q may serve to improve neuromuscular improvement and strength, possibly by 
blocking adenosine receptors, improving RBC redox potential, augmenting Ca2+ availability, 
and thereby improving contraction rates. However, research is needed to elucidate these exact 
mechanisms. 
 
The majority of the currently available literature supports that Q may serve as an anti-
inflammatory agent and antioxidant without much mention of exercise; however, this literature 
has primarily been conducted in animal models and little is known about Q’s effects in humans 
in exercise conditions. This is the first review to examine the impact and application of Q 
supplementation on aerobic or anaerobic performance and muscle damage in humans. Some 
studies reported improved exercise performance in humans after Q ingestion, whereas most 
other studies failed to find significance. It seems that the most notable effect of Q is related to a 
possible benefit is in endurance performance, possibly enhancing mitochondrial biogenesis, but 
only one study supports this (70). Much of the research to date comes from in vitro and rodent 
studies that show Q stimulates mitochondrial biogenesis, including proliferator-activated 
receptor-γ coactivator-1α (PGC-1α) and sirtuin-1( SIRT-1) gene expression, mitochondrial DNA 
and cytochrome c enzyme concentration in both the brain and soleus muscle of rats (53). Possible 
reasons for the inconsistent findings among these studies may include the range of subject 
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fitness levels, differences in plasma Q concentration and bioavailability obtained via the various 
sources, supplementation protocol, co-ingestion with other ingredients, and differences in 
research design (e.g., ingestion period, subjects, training history).  
 
Dosage conclusion 

• 500 mg - 1000 mg/day of Q given as a chronic dose (> 2 weeks) has been more effective 
in trained individuals. However, short term doses (< 2 weeks) may be more effective in 
untrained individuals 

o Normal dietary intake of Q needs to be taken into consideration prior to Q 
supplementation especially in trained individuals 

o The absorption rate and bioavailability show high interindividual variability 
o Little evidence documents high vs low Q responders 

• Higher doses (> 1000 mg) may not make significant differences in sports performance if 
quercetin is already adequately consumed via normal dietary intake 

• Q (< 200 mg) in combination with other antioxidant ingredients (vitamins and minerals) 
show more promising results relative to Q as a single ingredient  

o Polyphenolic compounds have unique chemical properties which determine 
specific actions in cellular compartments and could exhibit different antioxidant 
effects 

• It is recommended to consume Q 1-3 h prior to exercise for peak bioavailability and 
chronically to avoid Q returning to baseline levels 

Training status of individuals  
• The population that would most benefit from this supplement remains unclear, given the 

range of subjects (trained, untrained, males, and females) and duration of consumption  
o It appears that athletes may benefit more from Q’s effects but may take longer to 

see a performance increase possibly due to higher starting nutrient levels 
o Q consumption (~1000 mg/day) in untrained individuals may be more effective 

to improve exercise performance (i.e., cycling) 
• It is important to consider the impact of type, level, and duration of training, genetics, 

recovery strategy, and sex of athletes compared to untrained individuals moderating the 
influence of Q consumption on performance outcomes 

Quercetin and Performance 

• There is mixed research that Q improves endurance and anaerobic performance and 
expedites the recovery of DOMS or markers of muscle damage 

• Chronic Q ingestion (> 14 days in athletes) shows more promising results in reducing 
muscle damage and aerobic events, likely conferring to its role in neuromuscular and 
mitochondrial function. This longer timeframe is likely because of athletes having a 
higher starting concentration of Q; It may take longer to see a difference in the athletic 
population. It remains to be determined whether Q can enhance mitochondrial 
biogenesis in humans 
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• Lower doses of Q (< 200 mg) in combination with other ingredients (e.g., EGCG, tang, 
other vitamins (e.g., vitamin C), and minerals) likely improve Q’s bioavailability and can 
elicit greater performance benefits 

• The physiological mechanism that Q targets during exercise in skeletal muscle is 
warranted. The mechanisms that explain how Q affects exercise performance and the 
appropriate doses and sources for specific performance outcomes are unclear. While 
more research is continually developed regarding the effects of Q in sports and exercise, 
the consensus of these outcomes is unclear regarding’s Q’s role in aerobic and anaerobic 
performance, muscle damage, and recovery. Future research is needed to evaluate this 
novel dietary supplement further 

Future Research 
 
Previous research showed improvements in elbow isometric strength (maximal voluntary 
isometric contraction) and reduced muscle fatigue after consuming 1g of quercetin for 14 days 
prior to performing an elbow eccentric exercise compared to placebo in young recreationally 
trained men (9). Similarly, healthy subjects ingested 1000mg/day (or 1 gram per day) or placebo 
for 7 days and 5 days after an eccentric bout of elbow flexor exercise. Differences between 
treatments were not detected in inflammatory markers (IL-6 or CRP) or markers of muscle 
damage (creatine kinase) (72). To our knowledge, three studies exist investigating 1000 mg of 
quercetin for 14 days prior to eccentric elbow flexor exercise bout (using Biodex dynamometer) 
(8, 9, 28). However, research is necessary to investigate quercetin supplementation prior to 
lower-body eccentric muscle damaging protocols. 

ACKNOWLEDGEMENTS  
 
Dr. Vandusseldorp, thank you for all your support and encouragement during my doctorate 
pursuit. I would not be where I am without you. 
 
REFERENCES 
 
1. Abbey EL, Rankin JW. Effect of quercetin supplementation on repeated-sprint performance, xanthine oxidase 
activity, and inflammation. Int J Sport Nutr Exerc Metab 21(2): 91-96, 2011. 
 
2. Akkoyun DC, Akyuz A, Dogan M, Erboga M, Aktas C, Caglar V, Uygur R, Topcu B, Yilmaz A, Gurel A. Quercetin 
inhibits heart injury in lipopolysaccharide-induced endotoxemic model by suppressing the effects of reactive 
oxygen species. Anal Quant Cytopathol Histopathol 38: 183-188, 2016. 
 
3. Alexander SP. Flavonoids as antagonists at a1 adenosine receptors. Phytother Res 20(11): 1009-1012, 2006. 
 
4. Askari G, Ghiasvand R, Feizi A, Ghanadian SM, Karimian J. The effect of quercetin supplementation on selected 
markers of inflammation and oxidative stress. J Res Med Sci 17(7): 637-641, 2012. 
 
5. Askari G, Ghiasvand R, Paknahad Z, Karimian J, Rabiee K, Sharifirad G, Feizi A. The effects of quercetin 
supplementation on body composition, exercise performance, and muscle damage indices in athletes. Int J Prev 
Med 4(1): 21-26, 2013. 



Int J Exerc Sci 16(2): 1334-1384, 2023 

International Journal of Exercise Science                                                          http://www.intjexersci.com 
 1378 

 
6. Askari G, Hajishafiee M, Ghiasvand R, Hariri M, Darvishi L, Ghassemi S, Iraj B, Hovsepian V. Quercetin and 
vitamin c supplementation: Effects on lipid profile and muscle damage in male athletes. Int J Prev Med 4(Suppl 1): 
S58-S62, 2013. 
 
7. Barbieri E, Sestili P. Reactive oxygen species in skeletal muscle signaling. J Signal Transduct 2012: 982794, 2012. 
 
8. Bazzucchi I, Patrizio F, Ceci R, Duranti G, Sabatini S, Sgrò P, Di Luigi L, Sacchetti M. Quercetin supplementation 
improves neuromuscular function recovery from muscle damage. Nutrients 12(9): 2850, 2020. 
 
9. Bazzucchi I, Patrizio F, Ceci R, Duranti G, Sgrò P, Sabatini S, Di Luigi L, Sacchetti M, Felici F. The effects of 
quercetin supplementation on eccentric exercise-induced muscle damage. Nutrients 11(1): 205, 2019. 
 
10. Bentz AB. A review of quercetin: Chemistry, antioxident properties, and bioavailability. J Young Investigators 
Retrieved from: https://www.jyi.org/2009-april/2017/10/15/a-review-of-quercetin-chemistry-antioxidant-
properties-and-bioavailability; 2009. 
 
11. Bigelman KA, Fan EH, Chapman DP, Freese EC, Trilk JL, Cureton KJ. Effects of six weeks of quercetin 
supplementation on physical performance in ROTC cadets. Mil Med 175(10): 791-798, 2010. 
 
12. Bloomer RJ, Goldfarb AH, Wideman L, McKenzie MJ, Consitt LA. Effects of acute aerobic and anaerobic exercise 
on blood markers of oxidative stress. J Strength Cond Res 19(2): 276-285, 2005. 
 
13. Bolton JL, Dunlap T. Formation and biological targets of quinones: Cytotoxic versus cytoprotective effects. Chem 
Res Toxicol 30(1): 13-37, 2017. 
 
14. Boots AW, Drent M, de Boer VC, Bast A, Haenen GR. Quercetin reduces markers of oxidative stress and 
inflammation in sarcoidosis. Clin Nutr 30(4): 506-512, 2011. 
 
15. Bureau G, Longpré F, Martinoli MG. Resveratrol and quercetin, two natural polyphenols, reduce apoptotic 
neuronal cell death induced by neuroinflammation. J Neurosci Res 86(2): 403-410, 2008. 
 
16. Cheuvront SN, Ely BR, Kenefick RW, Michniak-Kohn BB, Rood JC, Sawka MN. No effect of nutritional 
adenosine receptor antagonists on exercise performance in the heat. Am J Physiol Regul Integr Comp Physiol 296(2): 
R394-R401, 2009. 
 
17. Chou T-H. The effect of quercetin on exercise induced cytokine response in trained cyclists. Retrieved from: 
https://repositories.lib.utexas.edu/handle/2152/20034; 2012. 
 
18. Conquer J, Maiani G, Azzini E, Raguzzini A, Holub B. Supplementation with quercetin markedly increases 
plasma quercetin concentration without effect on selected risk factors for heart disease in healthy subjects. J Nutr 
128(3): 593-597, 1998. 
 
19. Cureton KJ, Tomporowski PD, Singhal A, Pasley JD, Bigelman KA, Lambourne K, Trilk JL, McCully KK, Arnaud 
MJ, Zhao Q. Dietary quercetin supplementation is not ergogenic in untrained men. J Appl Physiol 107(4): 1095-
1104, 2009. 
 
20. Dabeek WM, Marra MV. Dietary quercetin and kaempferol: Bioavailability and potential cardiovascular-related 
bioactivity in humans. Nutrients 11(10): 2288, 2019. 
 



Int J Exerc Sci 16(2): 1334-1384, 2023 

International Journal of Exercise Science                                                          http://www.intjexersci.com 
 1379 

21. Daneshvar P, Hariri M, Ghiasvand R, Askari G, Darvishi L, Mashhadi NS, Khosravi-Boroujeni H. Effect of eight 
weeks of quercetin supplementation on exercise performance, muscle damage and body muscle in male badminton 
players. Int J Prev Med 4(Suppl 1): S53-S57, 2013. 
 
22. Darvishi L, Ghiasvand R, Hariri M, Askari G, Rezai P, Aghaie M, Iraj B, Khosravi-Boroujeni H, Mashhadi NS. 
Quercetin supplementation does not attenuate exercise performance and body composition in young female 
swimmers. Int J Prev Med 4(Suppl 1): S43-S47, 2013. 
 
23. David AVA, Arulmoli R, Parasuraman S. Overviews of biological importance of quercetin: A bioactive 
flavonoid. Pharmacogn Rev 10(20): 84-89, 2016. 
 
24. Davis JM, Carlstedt CJ, Chen S, Carmichael MD, Murphy EA. The dietary flavonoid quercetin increases VO2max 
and endurance capacity. Int J Sport Nutr Exerc Metab 20(1): 56-62, 2010. 
 
25. Davis JM, Zhao Z, Stock HS, Mehl KA, Buggy J, Hand GA. Central nervous system effects of caffeine and 
adenosine on fatigue. Am J Physiol Regul Integr Comp Physiol 284(2): R399-R404, 2003. 
 
26. Demirci N. Effects of quercetin supplementation on lipid and protein metabolism after classic boxing training. 
J Educ Train Stud 5(4): 74-80, 2017. 
 
27. Dumke CL, Nieman DC, Utter AC, Rigby MD, Quindry JC, Triplett NT, McAnulty SR, McAnulty LS. Quercetin’s 
effect on cycling efficiency and substrate utilization. Appl Physiol Nutr Metab 34(6): 993-1000, 2009. 
 
28. Duranti G, Ceci R, Patrizio F, Sgrò P, Di Luigi L, Sabatini S, Felici F, Bazzucchi I. Chronic consumption of 
quercetin reduces erythrocytes oxidative damage: Evaluation at resting and after eccentric exercise in humans. Nutr 
Res 50: 73-81, 2018. 
 
29. Egert S, Wolffram S, Bosy-Westphal A, Boesch-Saadatmandi C, Wagner AE, Frank J, Rimbach G, Mueller MJ. 
Daily quercetin supplementation dose-dependently increases plasma quercetin concentrations in healthy humans. 
Journal Nutr 138(9): 1615-1621, 2008. 
 
30. Elkington LJ, Gleeson M, Pyne DB, Callister R, Wood LG, Lamprecht M. Inflammation and immune function: 
Can antioxidants help the endurance athlete? In: Antioxidants in sport nutrition. Boca Raton, FL: CRC Press/Taylor 
& Francis; 2015. 
 
31. Escobar-Bravo R, Klinkhamer PG, Leiss KA. Interactive effects of uv-b light with abiotic factors on plant growth 
and chemistry, and their consequences for defense against arthropod herbivores. Front Plant Sci 8: 278, 2017. 
 
32. Finaud J, Lac G, Filaire E. Oxidative stress. Sports Med 36(4): 327-358, 2006. 
 
33. Freese E, Cureton K. Dietary quercetin supplementation does not increase maximal oxygen uptake and physical 
work capacity. Sci Sport Curr Trends 7(4): 12-18, 2019. 
 
34. Gaballah HH, Zakaria SS, Mwafy SE, Tahoon NM, Ebeid AM. Mechanistic insights into the effects of quercetin 
and/or glp-1 analogue liraglutide on high-fat diet/streptozotocin-induced type 2 diabetes in rats. Biomed 
Pharmacother 92: 331-339, 2017. 
 
35. Ganio MS, Armstrong LE, Johnson EC, Klau JF, Ballard KD, Michniak-Kohn B, Kaushik D, Maresh CM. Effect 
of quercetin supplementation on maximal oxygen uptake in men and women. J Sports Sci 28(2): 201-208, 2010. 
 
 



Int J Exerc Sci 16(2): 1334-1384, 2023 

International Journal of Exercise Science                                                          http://www.intjexersci.com 
 1380 

36. Gelabert-Rebato M, Martin-Rincon M, Galvan-Alvarez V, Gallego-Selles A, Martinez-Canton M, Vega-Morales 
T, Wiebe JC, Fernandez-del Castillo C, Castilla-Hernandez E, Diaz-Tiberio O. A single dose of the mango leaf extract 
zynamite® in combination with quercetin enhances peak power output during repeated sprint exercise in men and 
women. Nutrients 11(11): 2592, 2019. 
 
37. Geraets L, Moonen HJ, Brauers K, Wouters EF, Bast A, Hageman GJ. Dietary flavones and flavonoles are 
inhibitors of poly (adp-ribose) polymerase-1 in pulmonary epithelial cells. J Nutr 137(10): 2190-2195, 2007. 
38. Ghosh B. Quercetin inhibits lps-induced nitric oxide and tumor necrosis factor-α production in murine 
macrophages. Int J Immunopharmacol 21(7): 435-443, 1999. 
 
39. Gill R, Tsung A, Billiar T. Linking oxidative stress to inflammation: Toll-like receptors. Free Radic Biol Med 
48(9): 1121-1132, 2010. 
 
40. Graefe EU, Wittig J, Mueller S, Riethling AK, Uehleke B, Drewelow B, Pforte H, Jacobasch G, Derendorf H, Veit 
M. Pharmacokinetics and bioavailability of quercetin glycosides in humans. J Clin Pharmacol 41(5): 492-499, 2001. 
 
41. Guzel A, Yunusoglu S, Calapoglu M, Candan IA, Onaran I, Oncu M, Ergun O, Oksay T. Protective effects of 
quercetin on oxidative stress-induced tubular epithelial damage in the experimental rat hyperoxaluria model. 
Medicina (Kaunas) 57(6): 566, 2021. 
 
42. Hämäläinen M, Nieminen R, Vuorela P, Heinonen M, Moilanen E. Anti-inflammatory effects of flavonoids: 
Genistein, kaempferol, quercetin, and daidzein inhibit stat-1 and nf-κb activations, whereas flavone, isorhamnetin, 
naringenin, and pelargonidin inhibit only nf-κb activation along with their inhibitory effect on inos expression and 
no production in activated macrophages. Mediators Inflamm 2007: 45673, 2007. 
 
43. Harwood M, Danielewska-Nikiel B, Borzelleca J, Flamm G, Williams G, Lines T. A critical review of the data 
related to the safety of quercetin and lack of evidence of in vivo toxicity, including lack of genotoxic/carcinogenic 
properties. Food Chem Toxicol 45(11): 2179-2205, 2007. 
 
44. Hussain T, Tan B, Yin Y, Blachier F, Tossou MC, Rahu N. Oxidative stress and inflammation: What polyphenols 
can do for us? Oxid Med Cell Longev 2016: 7432797, 2016. 
 
45. Jantan I, Ahmad W, Bukhari SNA. Plant-derived immunomodulators: An insight on their preclinical evaluation 
and clinical trials. Front Plant Sci 6: 655, 2015. 
 
46. Javadi F, Eghtesadi S, Ahmadzadeh A, Aryaeian N, Zabihiyeganeh M, Foroushani AR, Jazayeri S. The effect of 
quercetin on plasma oxidative status, c-reactive protein and blood pressure in women with rheumatoid arthritis. 
Int J Prev Med 5(3): 293-301, 2014. 
 
47. Joumaa V, Bertrand F, Liu S, Poscente S, Herzog W. Does partial titin degradation affect sarcomere length 
nonuniformities and force in active and passive myofibrils? Am J Physiol Cell Physiol 315(3): C310-C318, 2018. 
 
48. Kawamura T, Muraoka I. Exercise-induced oxidative stress and the effects of antioxidant intake from a 
physiological viewpoint. Antioxidants (Basel) 7(9): 119, 2018. 
 
49. Kobuchi H, Roy S, Sen CK, Nguyen HG, Packer L. Quercetin inhibits inducible icam-1 expression in human 
endothelial cells through the jnk pathway. Am J Physiol Cell Physiol 277(3): C403-C411, 1999. 
 
50. Konrad M, Nieman DC, Henson DA, Kennerly KM, Jin F, Wallner-Liebmann SJ. The acute effect of ingesting a 
quercetin-based supplement on exercise-induced inflammation and immune changes in runners. Int J Sport Nutr 
Exerc Metab 21(4): 338-346, 2011. 
 



Int J Exerc Sci 16(2): 1334-1384, 2023 

International Journal of Exercise Science                                                          http://www.intjexersci.com 
 1381 

51. Kressler J, Millard-Stafford M, Warren GL. Quercetin and endurance exercise capacity: A systematic review and 
meta-analysis. Med Sci Sports Exerc 43(12): 2396-2404, 2011. 
 
52. Kroon PA, Clifford MN, Crozier A, Day AJ, Donovan JL, Manach C, Williamson G. How should we assess the 
effects of exposure to dietary polyphenols in vitro? Am J Clin Nutr 80(1): 15-21, 2004. 
 
53. Lamprecht M. Antioxidants in sport nutrition. Boca Raton, FL: CRC Press/Taylor & Francis; 2015. 
 
54. Li H, Xiao L, He H, Zeng H, Liu J, Jiang C, Mei G, Yu J, Chen H, Yao P. Quercetin attenuates atherosclerotic 
inflammation by inhibiting gal‐3‐nlrp3 signaling pathway. Mol Nutr Food Res 65(15): e2000746, 2021. 
 
55. Logan AC, Wong C. Chronic fatigue syndrome: Oxidative stress and dietary modifications. Altern Med Rev 
6(5): 450-460, 2001. 
 
56. Lotito SB, Frei B. Dietary flavonoids attenuate tumor necrosis factor α-induced adhesion molecule expression 
in human aortic endothelial cells: Structure-function relationships and activity after first pass metabolism. J Biol 
Chem 281(48): 37102-37110, 2006. 
 
57. MacRae HS, Mefferd KM. Dietary antioxidant supplementation combined with quercetin improves cycling time 
trial performance. Int J Sport Nutr Exerc Metab 16(4): 405-419, 2006. 
 
58. Mahesh T, Menon VP. Quercetin allievates oxidative stress in streptozotocin‐induced diabetic rats. Phytother 
Res 18(2): 123-127, 2004. 
 
59. Manca ML, Castangia I, Caddeo C, Pando D, Escribano E, Valenti D, Lampis S, Zaru M, Fadda AM, Manconi 
M. Improvement of quercetin protective effect against oxidative stress skin damages by incorporation in 
nanovesicles. Colloids Surf B Biointerfaces 123: 566-574, 2014. 
 
60. Martin-Rincon M, Gelabert-Rebato M, Galvan-Alvarez V, Gallego-Selles A, Martinez-Canton M, Lopez-Rios L, 
Wiebe JC, Martin-Rodriguez S, Arteaga-Ortiz R, Dorado C. Supplementation with a mango leaf extract (zynamite®) 
in combination with quercetin attenuates muscle damage and pain and accelerates recovery after strenuous 
damaging exercise. Nutrients 12(3): 614, 2020. 
 
61. McAnulty LS, Miller LE, Hosick PA, Utter AC, Quindry JC, McAnulty SR. Effect of resveratrol and quercetin 
supplementation on redox status and inflammation after exercise. Appl Physiol Nutr Metab 38(7): 760-765, 2013. 
 
62. McAnulty SR, McAnulty LS, Nieman DC, Quindry JC, Hosick PA, Hudson MH, Still L, Henson DA, Milne GL, 
Morrow JD. Chronic quercetin ingestion and exercise-induced oxidative damage and inflammation. Appl Physiol 
Nutr Metab 33(2): 254-262, 2008. 
 
63. McLeay Y, Stannard S, Houltham S, Starck C. Dietary thiols in exercise: Oxidative stress defence, exercise 
performance, and adaptation. J Int Soc Sports Nutr 14: 12, 2017. 
 
64. Moher D, Shamseer L, Clarke M, Ghersi D, Liberati A, Petticrew M, Shekelle P, Stewart LA. Preferred reporting 
items for systematic review and meta-analysis protocols (prisma-p) 2015 statement. Syst Rev 4(1): 1, 2015. 
 
65. Moreira A, Delgado L, Moreira P, Haahtela T. Does exercise increase the risk of upper respiratory tract 
infections? Br Med Bull 90: 111-131, 2009. 
 
66. Nakhaee S, Farrokhfall K, Miri-Moghaddam E, Foadoddini M, Askari M, Mehrpour O. The effects of quercetin 
on seizure, inflammation parameters and oxidative stress in acute on chronic tramadol intoxication. BMC 
Pharmacol Toxicol 22(1): 59, 2021. 



Int J Exerc Sci 16(2): 1334-1384, 2023 

International Journal of Exercise Science                                                          http://www.intjexersci.com 
 1382 

 
67. Nieman DC, Henson DA, Davis JM, Dumke CL, Gross SJ, Jenkins DP, Murphy EA, Carmichael MD, Quindry 
JC, McAnulty SR. Quercetin ingestion does not alter cytokine changes in athletes competing in the western states 
endurance run. J Interferon Cytokine Res 27(12): 1003-1012, 2007. 
 
68. Nieman DC, Henson DA, Gross SJ, Jenkins DP, Davis JM, Murphy EA, Carmichael MD, Dumke CL, Utter AC, 
McAnulty SR. Quercetin reduces illness but not immune perturbations after intensive exercise. Med Sci Sports 
Exerc 39(9): 1561-1569, 2007. 
 
69. Nieman DC, Henson DA, Maxwell KR, Williams AS, McAnulty SR, Jin F, Shanely RA, Lines TC. Effects of 
quercetin and egcg on mitochondrial biogenesis and immunity. Med Sci Sports Exerc 41(7): 1467-1475, 2009. 
 
70. Nieman DC, Williams AS, Shanely RA, Jin F, McAnulty SR, Triplett NT, Austin MD, Henson DA. Quercetin's 
influence on exercise performance and muscle mitochondrial biogenesis. Med Sci Sports Exerc 42(2): 338-345, 2010. 
 
71. Nocella C, Cammisotto V, Pigozzi F, Borrione P, Fossati C, D’Amico A, Cangemi R, Peruzzi M, Gobbi G, Ettorre 
E. Impairment between oxidant and antioxidant systems: Short-and long-term implications for athletes’ health. 
Nutrients 11(6): 1353, 2019. 
 
72. O’Fallon KS, Kaushik D, Michniak-Kohn B, Dunne CP, Zambraski EJ, Clarkson PM. Effects of quercetin 
supplementation on markers of muscle damage and inflammation after eccentric exercise. Int J Sport Nutr Exerc 
Metab 22(6): 430-437, 2012. 
 
73. O’Leary KA, Day AJ, Needs PW, Mellon FA, O’Brien NM, Williamson G. Metabolism of quercetin-7-and 
quercetin-3-glucuronides by an in vitro hepatic model: The role of human β-glucuronidase, sulfotransferase, 
catechol-o-methyltransferase and multi-resistant protein 2 (mrp2) in flavonoid metabolism. Biochem Pharmacol 
65(3): 479-491, 2003. 
 
74. Odbayar T-O, Kimura T, Tsushida T, Ide T. Isoenzyme-specific up-regulation of glutathione transferase and 
aldo-keto reductase mrna expression by dietary quercetin in rat liver. Mol Cell Biochem 325: 121-130, 2009. 
 
75. Oh WY, Ambigaipalan P, Shahidi F. Preparation of quercetin esters and their antioxidant activity. J Agric Food 
Chem 67(38): 10653-10659, 2019. 
 
76. Ożarowski M, Mikołajczak PŁ, Kujawski R, Wielgus K, Klejewski A, Wolski H, Seremak-Mrozikiewicz A. 
Pharmacological effect of quercetin in hypertension and its potential application in pregnancy-induced 
hypertension: Review of in vitro, in vivo, and clinical studies. Evid Based Complement Alternat Med 2018: 7421489, 
2018. 
 
77. Park H-H, Lee S, Son H-Y, Park S-B, Kim M-S, Choi E-J, Singh TS, Ha J-H, Lee M-G, Kim J-E. Flavonoids inhibit 
histamine release and expression of proinflammatory cytokines in mast cells. Arch Pharm Res 31(10): 1303-1311, 
2008. 
 
78. Patil BS, Pike LM, Yoo KS. Variation in the quercetin content in different colored onions (Allium cepa L.). J Am 
Soc Hortic Sci 120(6): 909-913, 1995. 
 
79. Patrizio F, Ditroilo M, Felici F, Duranti G, De Vito G, Sabatini S, Sacchetti M, Bazzucchi I. The acute effect of 
quercetin on muscle performance following a single resistance training session. Eur J Appl Physiol 118(5): 1021-
1031, 2018. 
 



Int J Exerc Sci 16(2): 1334-1384, 2023 

International Journal of Exercise Science                                                          http://www.intjexersci.com 
 1383 

80. Pfeuffer M, Auinger A, Bley U, Kraus-Stojanowic I, Laue C, Winkler P, Rüfer C, Frank J, Bösch-Saadatmandi C, 
Rimbach G. Effect of quercetin on traits of the metabolic syndrome, endothelial function and inflammation in men 
with different apoe isoforms. Nutr Metab Cardiovasc Dis 23(5): 403-409, 2013. 
 
81. Powers SK, Ji LL, Kavazis AN, Jackson MJ. Reactive oxygen species: Impact on skeletal muscle. Compr Physiol 
1(2): 941-969, 2011. 
 
82. Proske U, Morgan DL. Muscle damage from eccentric exercise: Mechanism, mechanical signs, adaptation and 
clinical applications. J Physiol 537(2): 333-345, 2001. 
 
83. Quindry JC, McAnulty SR, Hudson MB, Hosick P, Dumke C, McAnulty LS, Henson D, Morrow JD, Nieman D. 
Oral quercetin supplementation and blood oxidative capacity in response to ultramarathon competition. Int J Sport 
Nutr Exerc Metab 18(6): 601-616, 2008. 
 
84. Ruiz PA, Braune A, Hölzlwimmer G, Quintanilla-Fend L, Haller D. Quercetin inhibits tnf-induced nf-κ b 
transcription factor recruitment to proinflammatory gene promoters in murine intestinal epithelial cells. J Nutr 
137(5): 1208-1215, 2007. 
 
85. Russo M, Spagnuolo C, Tedesco I, Bilotto S, Russo GL. The flavonoid quercetin in disease prevention and 
therapy: Facts and fancies. Biochem Pharmacol 83(1): 6-15, 2012. 
 
86. Salehi B, Machin L, Monzote L, Sharifi-Rad J, Ezzat SM, Salem MA, Merghany RM, El Mahdy NM, Kılıç CS, 
Sytar O. Therapeutic potential of quercetin: New insights and perspectives for human health. ACS Omega 5(20): 
11849-11872, 2020. 
 
87. Scholten SD, Sergeev IN. Long-term quercetin supplementation reduces lipid peroxidation but does not 
improve performance in endurance runners. Open Access J Sports Med 4: 53-61, 2013. 
 
88. Schor J. The influence of quercetin on exercise performance and muscle mitochondria. Nat Med J Retrieved 
from: https://www.naturalmedicinejournal.com/journal/influence-quercetin-exercise-performance-and-muscle-
mitochondria; 2014. 
 
89. Shaik Y, Castellani M, Perrella A, Conti F, Salini V, Tete S, Madhappan B, Vecchiet J, De Lutiis M, Caraffa A. 
Role of quercetin (a natural herbal compound) in allergy and inflammation. J Biol Regul Homeost Agents 20(3-4): 
47-52, 2006. 
 
90. Sharp MA, Hendrickson NR, Staab JS, McClung HL, Nindl BC, Michniak-Kohn BB. Effects of short-term 
quercetin supplementation on soldier performance. J Strength Cond Res 26: S53-S60, 2012. 
 
91. Shi Y, Williamson G. Quercetin lowers plasma uric acid in pre-hyperuricaemic males: A randomised, double-
blinded, placebo-controlled, cross-over trial. Br J Nutr 115(5): 800-806, 2016. 
 
92. Simioni C, Zauli G, Martelli AM, Vitale M, Sacchetti G, Gonelli A, Neri LM. Oxidative stress: Role of physical 
exercise and antioxidant nutraceuticals in adulthood and aging. Oncotarget 9(24): 17181-17198, 2018. 
 
93. Steinbacher P, Eckl P. Impact of oxidative stress on exercising skeletal muscle. Biomolecules 5(2): 356-377, 2015. 
 
94. Tanskanen M, Atalay M, Uusitalo A. Altered oxidative stress in overtrained athletes. J Sports Sci 28(3): 309-317, 
2010. 
 
95. Thilakarathna SH, Rupasinghe H. Flavonoid bioavailability and attempts for bioavailability enhancement. 
Nutrients 5(9): 3367-3387, 2013. 



Int J Exerc Sci 16(2): 1334-1384, 2023 

International Journal of Exercise Science                                                          http://www.intjexersci.com 
 1384 

 
96. Utter AC, Nieman DC, Kang J, Dumke CL, Quindry JC, McAnulty SR, McAnulty LS. Quercetin does not affect 
rating of perceived exertion in athletes during the western states endurance run. Res Sports Med 17(2): 71-83, 2009. 
 
97. Vollaard NB, Shearman JP, Cooper CE. Exercise-induced oxidative stress. Sports Med 35(12): 1045-1062, 2005. 
 
98. Wang J, Qian X, Gao Q, Lv C, Xu J, Jin H, Zhu H. Quercetin increases the antioxidant capacity of the ovary in 
menopausal rats and in ovarian granulosa cell culture in vitro. J Ovarian Res 11(1): 1-11, 2018. 
 
99. Wang M, Wang B, Wang S, Lu H, Wu H, Ding M, Ying L, Mao Y, Li Y. Effect of quercetin on lipids metabolism 
through modulating the gut microbial and ampk/ppar signaling pathway in broilers. Front Cell Dev Biol 9: 616219, 
2021. 
 
100. Xu D, Hu M-J, Wang Y-Q, Cui Y-L. Antioxidant activities of quercetin and its complexes for medicinal 
application. Molecules 24(6): 1123, 2019. 
 
101. Yang D, Wang T, Long M, Li P. Quercetin: Its main pharmacological activity and potential application in 
clinical medicine. Oxid Med Cell Longev 2020: 8825387, 2020. 
 
102. Yang DK, Kang H-S. Anti-diabetic effect of cotreatment with quercetin and resveratrol in streptozotocin-
induced diabetic rats. Biomol Ther (Seoul) 26(2): 130-138, 2018. 
 
103. Zappia V, Panico S, Russo GL, Budillon A, Della Ragione F. Advances in nutrition and cancer. Berlin: Springer; 
2013. 
 
104. Zhang F, Feng J, Zhang J, Kang X, Qian D. Quercetin modulates ampk/sirt1/nf‐κb signaling to inhibit 
inflammatory/oxidative stress responses in diabetic high fat diet‐induced atherosclerosis in the rat carotid artery. 
Exp Ther Med 20(6): 280, 2020. 
 
105. Zheng J, Wu J, Chen J, Liu J, Lu Y, Huang C, Hu G, Wang X, Zeng Y. Therapeutic effects of quercetin on early 
inflammation in hypertriglyceridemia-related acute pancreatitis and its mechanism. Pancreatology 16(2): 200-210, 
2016. 
 

 

 

 

 


