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Complimentary Therapies and Epilepsy 

About two thirds of Australians are now using complementary 
therapies in some way to improve their health, combat illness 
or even prolong their lives. Complementary therapies are used 

alongside conventional medicines or treatment. 

Complementary therapies such as herbal remedies, homeopathy, supplements, yoga, 
aromatherapy, and acupuncture can help to promote well-being and underlying health, 
as well as reduce stress. 

However, many people believe that these therapies are safe because they are derived 
from natural sources, but this isn’t always true. Just because it’s natural doesn’t mean 
it’s safe. Complementary therapies contain active ingredients and can therefore also 
cause unwanted side effects, including allergic reactions,  whether it’s ingested, inhaled 
or applied to your skin. 

Plus, there is a risk they may also interact or “clash” with your antiepileptic medication, 
changing the way it is absorbed, metabolised or excreted from your body. Always seek 
advice from a health care professional before commencing any complementary therapy. 

Antiepileptic medication cause nutrition deficiencies 

Some antiepileptic medications can change how many nutrients are absorbed or me-
tabolised in the human body. Therefore people with epilepsy taking antiepileptic medi-
cation may be at higher risk of a nutrient deficiency. Supplementation is useful in peo-
ple with a confirmed deficiency. 

It is well known that long-term use of antiepileptic medication affects bone density and 
increases the risk of bone fractures. 

Many people with epilepsy prefer to take vitamin supplements. This is generally not a 
problem, but it is important for people planning on trying any alternative, complemen-
tary, herbal or nutritional therapies to consult with their doctor or neurologist first. 

Never stop taking antiepileptic medication suddenly or attempt to alter the dose with-
out consulting your doctor. This can lead to serious or life threatening seizures. 
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Nutrients that may be affected 

 Folic acid 
 Calcium 
 Vitamin D 
 Biotin 
 Vitamin B6 and B12 
 Selenium 
 Zinc and Selenium 

This is a short list of possible deficiencies. Not all medications cause this. There is possi-
bly a role for nutritional supplementation to help reduce seizure frequency in some 
people with poorly controlled epilepsy. 

Be careful if you purchase via the internet as quality control may be poor. Australia has 
more stringent regulations in this area. 

It is always recommended that you avoid any foods that you are allergic to or you feel 
are connected to your seizures. 

Mixing with antiepileptic medication 

If wish to explore the use of herbal or nutritional supplements to talk to your doctor, 
pharmacist and also a naturopath to discuss taking these alongside antiepileptic medi-
catin. Some of these therapies can interfere with your medication or your medication 
may enhance their effects. 

Examples include: 

Commonly used herbal remedies, such as Ginkgo (ginkgo biloba), evening primrose 
oil and star flower, are thought to increase the risk seizures. 

Seizures have been reported with some dietary supplements especially if they con-
tain caffeine. 

Scutellaria lateriflora (Skullcap), Piper guineense (west African black pep-
per) and inhaled lavender oil vapour are thought to have anti-seizure properties. 

Some herbal remedies can change the medication absorption, metabolism or excretion 
from the body, thus can lead to lowering or increase in the levels in the bloodstream 
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For example Shankpushpi, a herbal remedy used as a tranquiliser and to lower blood 
pressure, interacts with phenytoin (Dilantin) lowering the blood levels. 

Mentat, a product made up of more than 20 herbs and advertised as a sedative and 
ʻoffering protec�on against seizuresʼ, increases the bioavailability (blood level) 
of Carbamazepine (tegretol), which can lead to high blood levels. 

These are just some examples. If you notice any side effects check with your therapist 
and doctor/neurologist immediately. 

Using alternative and complementary therapies with epilepsy 

Stress Management – many adults with epilepsy report they have more seizures at 
times of increased or prolonged periods of stress. If stress is a trigger for your seizures, 
strategies to reduce stress can help. Using relaxation techniques such as meditation, 
muscle relaxation, mindfulness or breathing techniques, Tai Chi, yoga,  exercise or 
therapeutic massage are some ways to reduce stress. There are many apps that can 
help with stress reduction. 

EEG Neurofeedback – evolving from biofeedback, is a therapeutic intervention that 
provides immediate feedback from a computer-based program that assesses a client’s 
brainwave activity. It has been used to teach people how to regulate their heart rate 
and exert some control over their brainwaves. It is unknown how these changes reduce 
seizure activity, however, 18 studies on humans have shown up to a 50% reduction in 
seizure activity. 

Transcranial Magnetic Stimulation (TMS) – Also known as repetitive transcranial mag-
netic stimulation (rTMS), it has helped a small number of people with no other success-
ful options for controlling their seizures. It is generally used to treat anxiety and depres-
sion. rTMS involves placing a very strong magnet over the persons scalp which gener-
ates a powerful, fluctuating magnetic field that induces small electrical currents inside 
the brain. It’s completely non-invasive. Experimental evidence has shown that low fre-
quency rTMS has an anti-seizure effect and may have a role in future epilepsy treat-
ment. 
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Aromatherapy – the use of concentrated essential oils as inhalations or in massage 
therapy has long been used as a means of relaxation for stress reduction. Studies on the 
use of essential oils on people with epilepsy and found that Jasmine, Ylang Ylang, Lav-
ender, Chamomile and Bergamot have a beneficial effect while essential oils to avoid 
include Rosemary, Hyssop, sweet fennel and sage. 

Acupuncture – There is some scientific evidence for the effectiveness of acupuncture 
with epilepsy, but success is usually variable and limited.  Although there is no strong 
proof acupuncture is beneficial in people with epilepsy, it should not be ruled out and is 
worthy of further investigation to determine who may benefit. 

Some complementary therapies can help improve seizures indirectly because they 
make you feel better generally. For instance, if stress is a trigger for your seizures, a 
therapy that helps you to feel less stressed may help you to have fewer seizures. 

Remember that some complementary therapies may increase the risk of seizures. To 
help make sure therapies are suitable for you, always use a qualified therapist and tell 
them you have epilepsy any other conditions you have, plus any medication you are 
taking. 

Like with medications, people respond differently, and some therapies may help reduce 
seizures for some people, and not others. 

Epilepsy Action Australia does not endorse the use of any of these products. Medical in-
formation and knowledge changes rapidly and you should consult your doctor for more 
detailed information. This is not medical advice and you should not make any medica-
tion or treatment changes without consulting your doctor. 
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The Effects of Various Essential Oils on Epilepsy and Acute Seizure: 
A Systematic Review 

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6556313/ 

Abstract 

Many essential oils (EOs) have anticonvulsant activity and might benefit people with 
epilepsy. Lemongrass, lavender, clove, dill, and other EOs containing constituents such 
as asarone, carvone, citral, eugenol, or linalool are good candidates for evaluation as 
antiepileptic drugs. On the other hand, some EOs have convulsant effects and may trig-
ger seizures in both epileptic and healthy individuals. Internal use of EOs like sage, hys-
sop, rosemary, camphor, pennyroyal, eucalyptus, cedar, thuja, and fennel can cause epi-
leptic seizures because they contain thujone, 1,8-cineole, camphor, or pinocamphone, 
which have been identified as convulsive agents. While more research is needed to con-
firm their mechanisms of action, it appears that the convulsant or anticonvulsant prop-
erties of essential oils are largely due to (1) their ability to modulate the GABAergic sys-
tem of neurotransmission and (2) their capacity to alter ionic currents through ion 
channels. This review presents a systematic analysis of the current research on EOs and 
epilepsy, including human case studies, animal models, and in vitro studies. 

1. Introduction 

Approximately 20-30% percent of patients with epilepsy suffer from seizures that can-
not be controlled using any antiepileptic drugs (AEDs) that are currently available [1]. 
Although surgery is another method of controlling epilepsy, it is used selectively in pa-
tients whose seizures originate from a single, localizable site. Other treatments for epi-
lepsy are still in developmental stages [1]. Although this generation's AEDs tend to have 
fewer side effects, there is still risk for psychological complications, such as anxiety, de-
pression, and cognitive impairment [1]. Despite these limitations, AEDs are likely to re-
main the primary treatment for epileptic patients because of their ease of use and wide 
availability. According to Ekstein in 2010, “New drug therapies with efficacy against drug
-resistant seizures, favorable adverse events profiles, especially in regard to neurologi-
cal and psychiatric effects, and, if possible, low costs to patients and high worldwide 
availability are clearly needed” [2]. A large amount of evidence suggests that natural 
medicines may be one potential source of new antiepileptic drugs [2]. 
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Essential oils (EOs) are one particular class of natural medicines obtained by distillation 
of plant material to obtain a volatile, hydrophobic extract. EOs have been used as anti-
convulsants in traditional medicine in many cultures worldwide, especially in the Mid-
dle East, India, China, and Brazil. It is no surprise that much of the research on EOs and 
their antiepileptic effects has been produced by institutions in these regions. Even to-
day, some herbal remedies are often more accessible than synthetic drugs for individu-
als in developing communities located in these parts of the world [3]. 

EOs have been documented for anxiolytic, sedative, neuroprotective, and anticonvul-
sive properties by academic research groups worldwide [4–7]. Despite a large amount 
of primary research describing the antiepileptic potential of many EOs, no prior review 
article has summarized these findings exclusively in the context of epilepsy and seizures 
to our knowledge. 

Compounds found in EOs have been shown to interact with and exert pharmacological 
action on central nervous system targets involved in epilepsy. Structures involved in 
neurotransmitter release and metabolism such as NMDA, GABAA, GABAB, glycine, and 
acetylcholine receptors, as well as the acetylcholinesterase and GABA transaminase en-
zymes are modulated by certain EO compounds [8–14]. Other EO compounds influence 
neuronal excitability and action potential dynamics by modulating voltage-gated so-
dium and calcium channels [15, 16]. 

EOs and their constituent compounds have unique chemical properties that make them 
good candidates for drug design. Since the plant enzymes that produce terpenes are 
stereoselective, many EOs contain only one enantiomer of a compound. This can be ad-
vantageous in cases where one enantiomer has pronounced effects while the other is 
inactive or affects a different target. Another key property of EOs in the context of epi-
lepsy is their ability to cross the blood-brain barrier (BBB). Drug candidates likely to 
cross the BBB are usually of small size (<400 Da) and high lipid solubility [17]. Virtually 
all compounds found in EOs meet these criteria. 

2. Materials and Methods 

2.1. Systematic Review 

The present review employed a systematic search of the National Institute of Health 
PubMed database for all articles containing the keyword “essential oils,” together with 
either of the three keywords “epilepsy,” “epileptic,” or “seizure.” Only primary research 
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articles published in the English language between 1900 and 2017 with relevant infor-
mation on EOs and epilepsy were included in the review. Publications documenting the 
activity of methanolic or aqueous extracts but not EOs were excluded, as were articles 
describing the activity of EOs in the context of diseases other than epilepsy. 

Of the 122 research articles identified in the initial search, fifty-eight were excluded. Of 
these fifty-eight, thirty-three did not contain information about essential oils in the con-
text of epilepsy or seizures and were excluded for being irrelevant to the subject at 
hand. Eight were excluded because they were published in a language other than Eng-
lish, and sixteen others were excluded because they were review articles, commentar-
ies, or other publications which are not considered original research. A total of sixty-
four articles meeting the inclusion criteria were systematically reviewed and classified 
into two categories depending on whether the research documented positive or nega-
tive outcomes. Of the articles included in this review, fifty-four of the publications (84%) 
reported positive outcomes and ten of the publications (16%) reported negative out-
comes. 

2.2. Animal Models 

Two main types of animal models emerged in this review: models of acute seizure and 
models of chronic epilepsy. Animal models of chronic epilepsy aim to simulate sponta-
neous seizure, neurological insult that results from seizure, and lasting changes in the 
epileptic brain. Animal models of acute seizure aim to simulate the hyperexcitation of 
neural circuitry that causes convulsions and neurological lesion. 

The majority of the studies that investigated the effects of EOs on chronic epilepsy used 
the pilocarpine or electric kindling models. Pilocarpine is a muscarinic acetylcholine re-
ceptor agonist used to mimic complex human partial seizures. The pilocarpine model 
shares many similarities to human temporal lobe epilepsy in terms of neurochemistry 
and its effects on cerebral networks [81]. Drugs effective against complex partial sei-
zures in humans are usually effective against spontaneous seizures in model animals 
chronically exposed to pilocarpine. 

The two main models used to study acute seizure were pentylenetetrazole (PTZ) and 
maximal electroshock (MES) models. PTZ is thought to be a GABAA receptor antagonist. 
Administration of PTZ triggers epileptiform activity that imitates absence seizures and 
generalized tonic-clonic seizures [81, 82]. Maximal electroshock is a method where 
electrodes are placed on the ears and an electric current sufficient to induce seizure is 
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passed through the animal's central nervous system. MES is an animal model of tonic-
clonic seizures and can also be used to study the changes in gene expression, cell signal-
ing, and synaptic plasticity since there is no chemical agent acting on neurological struc-
tures after the seizure [81]. 

Some authors in the present review used other drugs to induce acute seizures. Above-
threshold doses of pilocarpine and kainic acid, which are also used to model chronic 
epilepsy, can be effective models of acute seizure. Picrotoxin and strychnine are two 
other less common proconvulsants. Picrotoxin (PCTX) antagonistically binds to the 
GABAA receptor complex and in theory works similarly to PTZ. Strychnine (STRN), a gly-
cine and acetylcholine antagonist, can also be used to produce tonic-clonic, absence, 
and myoclonic seizures [81]. 

In the majority of the studies, EOs or their isolated compounds were administered via 
intraperitoneal injection and the dosage was standardized across all test animals by mil-
liliters or milligrams per kilogram body weight. The animal studies included in this re-
view were not screened for their inclusion or exclusion of controls. 

2.3. Human Case Reports 

No clinical trials have been conducted on EOs as antiepileptic drugs. Eight case studies 
of adverse events in humans were the only source of human clinical research data in 
this review. Generally, these were peer-reviewed publications produced by physicians 
or by researchers using data from hospital records. 

3. Results 

3.1. Essential Oils with Anticonvulsive Effects 

Many EOs and their isolated constituents have been documented for their anticonvul-
sive properties. Oils high in monoterpenes and monoterpenoids such as a-pinene, limo-
nene, myrcene, asarone, carvone, citral, eugenol, and linalool predominate.  

3.1.1. Oils High in a-Pinene, Limonene, and Other Monoterpenes 

EOs containing alpha-pinene and other monoterpenes show anticonvulsant effects in 
animal models. Angelica archangelica, which contains alpha-pinene, 3-carene, and 
limonene, decreases the duration of tonic convulsions and decreases the postseizure 
recovery time in PTZ mice [22]. It also increases latency for clonic convulsions and de-
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creases mortality in PTZ seizures. The peel of Citrus aurantium, also high in limonene, 
increases latency to both PTZ- and MES-induced seizures, increases sleep time in pento-
barbital-treated animals, and decreases anxiety [33]. Nigella sativa, which contains al-
pha-pinene, p-cymene, and thymoquinone (a GABAB agonist) [14] inhibits MES convul-
sions, but its activity can be reversed by GABAA antagonists PCTX and bicuculline indicat-
ing a GABAA-dependent mechanism of action [40]. Both the myrcene and limonene 
chemotypes of Lippia alba increase the latency period and survival of mice with PTZ-
induced seizures [56]. The alpha-pinene rich resin of Gardenia lucida prolongs pento-
barbital hypnosis and protects against intensity and frequency of seizures and animal 
mortality in PTZ and MES models, with loss of motor function as a side effect [47]. 

3.1.2. Oils High in Asarone 

Asarone is  a  compound found in the rhizomes of plants  of the ge-
nus Acorus and Asarum. Chronic daily treatment with the alpha isomer has been shown 
to improve the latency and severity of pilocarpine-induced seizures [18]. Coadministra-
tion of the alpha isomer with chlorpromazine decreased the effects of chlorpromazine 
in animals, suggesting competition for the same site [21]. Chlorpromazine is an antago-
nist of various receptors including dopamine, serotonin, histamine, adrenergic, and 
cholinergic receptors. In MES animals, EO of Acorus tatarinowii prolonged seizure la-
tency and decreased the convulsive rate and mortality, although it had no effect on PTZ-
induced seizures [19]. Acorus gramineus EO was found to inhibit the GABA transami-
nase enzyme. Animals that inhaled the oil for 30 days while receiving regular PTZ treat-
ments had significantly higher brain GABA levels and significantly lower glutamate lev-
els than animals that did not inhale the oil. In fact, neurotransmitter levels in the ani-
mals that inhaled the oil during the PTZ seizure regimen were almost identical to the 
levels found in control animals that did not go through PTZ-induced seizures periodi-
cally [20]. 

3.1.3. Oils High in Carvone 

Carvone is a monoterpene ketone found in mint plants and some Mediterranean spices. 
The S (+) enantiomer is the primary chemical constituent of Anethum graveolens (dill) 
and Carum carvi (caraway) oils, while the R (+) enantiomer is the primary constituent 
of Mentha spicata (spearmint) oil and can also be found in some chemotypes 
of Calamintha officinalis (calamint) oil. Interestingly, the stereochemistry of carvone 
plays a major role in its anticonvulsant properties. In one study, 200 mg/kg of S-carvone 
significantly increased the latency of convulsions in animals treated with PTZ and PCTX 
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while the same of dose of R-carvone had no effect [29]. 

Carum carvi oil, high in (S)-(+)-Carvone, effectively inhibits tonic-clonic seizures induced 
by PTZ without any neuromuscular side effects [28]. Spearmint oil has not been docu-
mented for any anticonvulsant effects. However, one study found the oil of Calamintha 
officinalis to moderately reduce the duration of convulsions and increase the latency 
period to PTZ seizures [27]. This effect might indicate a minor presence of S-carvone or 
perhaps the presence of active carvone derivatives. Epoxycarvone, for example, has an-
tiepileptic effects on PTZ seizures in both its enantiomeric forms, however the (S)-
isomer is more active [44]. Another carvone derivative, hydroxydihydrocarvone, in-
creases seizure latency at high doses, but comes with negative side effects including 
palpebral ptosis, decreased response to touch, and decreased motor activity [48]. 

3.1.4. Oils Hydrodistilled from Cymbopogon spp 

EOs obtained from plants of the genus Cymbopogon contain multiple compounds with 
anticonvulsive activity including citral, citronellol, and citronellal. Cymbopogon citra-
tus EO, primarily composed of citral, increases latency and decreases tonic convulsions 
in various models of acute seizure including the PTZ, MES, and STRN models [36, 38]. 
The effects of the EO were blocked by flumazenil and potentiated by diazepam, sug-
gesting that citral modulates GABA neurotransmission [38]. Another study on C. citra-
tus oil tested the effects of a similar dosage given orally rather than intraperitoneally, 
but found that the oral route of administration abolished its anticonvulsive effect 
[37]. Lippia alba (citral chemotype), another EO high in citral, was shown to have anti-
convulsive effects on PTZ mice [56]. 

Cymbopogon winteranius is primarily composed of citronellal. C. winteranius oil was 
not observed to affect STRN-induced seizures and had only moderate effects on PCTX 
seizures, but did significantly improve latency and number of convulsions in phenytoin, 
MES, and PTZ animals [31, 39]. Like C. citratus, C. winteranius oil also seems to exert an-
ticonvulsant effects dependent on GABAergic transmission [38]. Citronellol, another 
compound found in C. winteranius and other Cymbopogon species, is nearly identical to 
citronellal except that it has an alcohol group rather than an aldehyde group. Isolated 
citronellol had significant anticonvulsive effects in animals [31]. A follow-up experiment 
investigated compound action potentials in nerve bundles. The amplitude of action po-
tentials decreased more than 90% in a 6.4 mM solution of citronellol. Electrophysiology 
recordings revealed that citronellol had no effect on repolarization, but that it strongly 
depressed the initial depolarization during the action potential [31]. 
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3.1.5. Oils High in Eugenol 

Like citronellol, eugenol also has a depressive action on action potentials. It activity as a 
sodium channel blocker has been confirmed using whole-cell electrophysiology. Iso-
lated eugenol depressed transient and late components of the sodium current. It also 
decreased L-type calcium currents and delayed rectifier potassium currents at higher 
concentrations [16]. In animal models, treatment with eugenol decreased the duration 
and intensity of pilocarpine-induced seizures about threefold each and increased the 
latency by about 50%. Daily eugenol treatment in pilocarpine chronic epilepsy animals 
prevented neuronal loss in the hippocampus, decreased seizure stage, and decreased 
seizure mortality [46]. 

Eugenol is the primary constituent in Eugenia caryophyllata (clove) oil and some Medi-
terranean spice oils. One study on clove oil found that a dose of 0.1 mL/kg prevented all 
convulsions with a 100% survival rate in mice treated with MES protocol. This same dos-
age nearly doubled the threshold for PTZ-induced seizures, but produced some motor 
impairment [45]. Laurus nobilis EO, also high in eugenol, prevented PTZ convulsions and 
80% of MES convulsions at doses of 0.75 mL/kg and 1 mL/kg, respectively [49]. Eugenol 
is also the primary constituent in Ocimum gratissimum, which had modest anticonvul-
sant effects in MES and PTZ mice [59]. The presence of the proconvulsive constituent 
1,8-cineole in this oil probably explains why this O. gratissimum showed weaker effects 
against seizures than other eugenol-containing EOs. 

3.1.6. Oils High in Linalool 

Linalool is a monoterpene alcohol proven to potentiate GABAA function in mammalian 
electrophysiology experiments [83]. Linalool derivatives and metabolites including li-
nalool oxide, linalyl acetate, 8-oxolinalyl acetate, 8-carboxylinalyl acetate, and 8-
oxolinalool also affect GABAA function or have anticonvulsive effects [55, 83]. In snail 
neurons, linalool has an inhibitory effect on sodium channels and augments potassium 
currents. At lower concentrations, linalool suppresses spontaneous activity and PTZ-
induced epileptiform activity. At higher concentrations, it somehow induces epilepti-
form activity which can be reversed by calcium channel blockers [52]. 

In addition, it is possible that linalool may have neuroprotective effects by modulating 
NMDA receptors. NMDA-mediated calcium toxicity is one major mechanism of injury 
from epileptic seizures. In vitro assays showed that linalool displaced an NMDA antago-
nist, MK801, which directly interacts with NMDA receptors [53]. This suggests a direct 



 

15

interaction between linalool and NMDA receptors; however, it is not currently known if 
this interaction results in NMDA receptor inhibition. Lavender EO and its main constitu-
ent linalool were also found to inhibit T-type calcium channels in human embryonic kid-
ney cells [50]. If this mechanism applies to neurons, lavender might attenuate cellular 
excitability by decreasing intracellular calcium and might further protect against calcium 
toxicity during seizure events. 

Lavender and other EOs high in linalool demonstrate strong anticonvulsive effects in 
animal models of seizure. Zhumeria majdae, Cinnamosma madagascariensis, and Citrus 
aurantium blossom oil all increased latency and survival and decreased convulsions in 
PTZ-treated animals [30, 32, 70]. In one experiment with lavender oil, inhalation of 1 
mL of the EO vapor 15 minutes before PTZ treatment prevented all convulsions in 100% 
of the animals and resulted in a 100% survival rate. All animals in the control group (PTZ 
but no lavender oil) experienced seizures and there was a 100% mortality rate at this 
dose [51]. 

3.1.7. Other Oils/Constituents with Anticonvulsive Activity 

Many other EOs and their isolated constituents have demonstrated anticonvulsive ac-
tivity in animal models. Cumin EOs of the species Cuminum cyminum and Bunium persi-
cum have been shown to inhibit epileptiform activity in animal models and in in vi-
tro neurons, respectively [25, 34]. Both share the same two major constituents, 
cuminaldehyde and p-cymene. 

Certain sesquiterpene compounds have positive effects on animal models of epilepsy. 
Trans-caryophyllene has protective effects on kainic acid-induced seizure by inhibiting 
malondialdehyde synthesis and maintaining healthy catalase, superoxide dismutase, 
and glutathione peroxidase activity [26]. (+)-Dehydrofukinone, a sesquiterpene ketone, 
increases the latency to PTZ-induced seizures in mice. Whole-cell electrophysiology ex-
periments showed that dehydrofukinone induced hyperpolarization, decreasing calcium 
mobilization from the synapse. Activity could be blocked by flumazenil, indicating that 
the compound's mechanism is GABAergic neuronal inhibition [41]. Smyrnium cordi-
folium EO, which is high in the sesquiterpenes curzerene, cadinene, and elemene, pro-
tected PTZ mice against all convulsions and mortality at a dose of 0.4 mg/kg [35]. 

Monoterpene alcohols may have potential as AEDs. Terpineol prolonged narcotic ef-
fects of hexobarbital, ethyl alcohol, and chloral hydrate and protected against MES- and 
PTZ- but not STRN-induced convulsions [54]. Terpinen-4-ol was found to alleviate con-
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vulsions mediated by 3-MP (a GABAA antagonist); however, its activity was not reversed 
by flumazenil, indicating that it does not bind to the benzodiazepine site [65]. It also 
protected against PTZ and PCTX-induced convulsions in mice [66]. In whole-cell electro-
physiology experiments, terpinen-4-ol decreased the sodium current, so its anticonvul-
sant activity might involve an additional mechanism in which neuronal excitability is de-
creased [65]. In one study, peppermint oil, with its main constituent menthol, was 
tested against a panel of other EOs and was found to have the highest anticonvulsive 
activity. Ocimum basilicum, Mentha spicata, Lavandula angustifolia, Rosmarinus offici-
nalis, Mentha pulegium, Origanum dictamnus, and Origanum vulgare were the other 
EOs tested [57]. 

Other monoterpenoids are documented for similar activity. The monoterpene ketone 
verbenone increased seizure latency more than tenfold and upregulated COX-2, BDNF 
and c-fos in PTZ animals [68]. Zataria multiflora EO, high in monoterpene phenols car-
vacrol and thymol, increased the onset time of clonic seizures and prevented PTZ tonic 
convulsions in PTZ and MES mice [69]. SuHeXiang Wan oil, rich in borneol and eugenol, 
markedly delayed the appearance of PTZ-induced convulsions but showed only weak 
inhibition on PCTX- and STRN-induced convulsions. Daily inhalation of the oil inhibited 
the activity of GABA transaminase, increasing GABA content and decreasing glutamate 
content in the brain to levels similar to controls. The EO inhibited the binding of a GABA 
ligand at the benzodiazepine site [64]. 

Only a few EOs with nonterpene constituents have been found to inhibit seizures. These 
include Myristica fragrans (myristicin, elemicin, and safrole), Dennettia tripetala (1-
nitro-2-phenylethane), and Rosa damascena (rose oxide and phenyl ethyl alcohol) 
[42, 58, 63]. 

3.2. Essential Oils with Proconvulsive Effects 

Some EOs contain constituents with convulsant activity. Reports of adverse events in 
humans are the primary source of research on these EOs. EOs of the species Salvia offi-
cinalis (sage), Thuja plicata (thuja), Cedrus spp. (cedar), Hyssopus offici-
n a l i s  ( hy s s o p ) ,  E u c a l y p t u s  s p p .  ( e u c a l y p t u s ) ,  C i n n a m o m u m  c a m -
phora (camphor), Mentha pulegium (pennyroyal), and Anethum graveolens (fennel), as 
well as the constituents 1,8-cineole, camphor, thujone, and pinocamphone have pro-
duced seizures when used both internally and topically.  
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3.2.1. Oils High in Thujone 

Thujone is the primary chemical constituent in sage oil, although sage oil also contains 
significant levels of 1,8-cineole and camphor. The ingestion of small quantities of sage 
EO has caused tonic-clonic seizures in humans, especially in children [73, 76]. According 
to one report, a 33-day-old boy experienced tonic-clonic convulsions lasting 20 minutes 
after consuming an unknown amount of sage oil [78]. In another report, a 5-1/2-year-
old girl ingested about 5 mL of sage oil and subsequently experienced a generalized 
tonic-clonic seizure lasting 10 minutes [78]. In another case report, a healthy 54-year-
old woman with no history of epilepsy had taken sage orally for years as a purported 
treatment for her hyperlipidemia. One day, she took a higher dose than normal and no-
ticed involuntary convulsions in her tongue. Half an hour later she experienced a gener-
alized tonic-clonic seizure and then fell unconscious for a full hour (Burkhard et al., 
1999). A 53-year-old man was given about ten drops of sage oil by a coworker and after 
20 minutes he began to experience a tonic-clonic seizure followed by a coma that lasted 
fifteen minutes [73]. Animal studies investigated the minimum dosages necessary to 
produce convulsions and mortality. 0.5 g/kg was sufficient to trigger seizures and 3.2 g/
kg was lethal [78]. 

Like sage oil, thuja and cedar EOs are high in thujone and are also known to cause con-
vulsions, sometimes even when used topically [73, 76]. In one report, a 7-month-old 
child experienced eight tonic-clonic seizures at different times due to repeated topical 
exposure to an unknown amount of thuja EO. EEG and MRI scans appeared normal and 
seizures ceased after discontinuation of the thuja EO [79]. Toxicology studies on alpha- 
and beta-thujone revealed that a dosage of 25 mg/kg is sufficient to trigger seizures 
and a dosage of 50 mg/kg is lethal in 100% of mice [80]. 

3.2.2. Oils High in 1,8-Cineole and Camphor 

EOs of camphor, rosemary, and eucalyptus which are high in 1,8-cineole and camphor 
(note that camphor is the name of the EO and the isolated compound) have produced 
adverse epileptic reactions in humans. For example, in one report a 3-year-old girl of 15 
kg had been using chest rub with 19% camphor oil for nasal congestion. Her father mis-
takenly gave her a teaspoon of the oil and within 20 minutes she had a generalized 
tonic-clonic seizure [74]. In another report, a 15-month-old boy of 10 kg opened a bot-
tle of camphor oil and consumed 20 mL. He developed a generalized tonic-clonic sei-
zure after 10 minutes [74]. In animal models, 1,8-cineole and camphor were both able 
to induce seizures at a dosage of 0.5 mL/kg [71]. 



 

18

Topical application of these EOs can also cause seizures, especially in people with epi-
lepsy. Another patient with a history of epilepsy experienced a breakthrough (relapse) 
seizure after a massage with a blend of sea fennel, maritime pine, sea-buckthorn, and 
rosemary EOs. The camphor content in rosemary EO was thought to be the cause of the 
seizure. The patient had not had a seizure in 8 years and did not experience any sei-
zures again for at least a year following the incident [72]. In another case report, a 12-
month-old girl with no prior history of epilepsy was bathed in a wash containing an un-
known quantity of eucalyptus, pine, and thyme oil. A few minutes after her last bath, 
she experienced an episode of tonic convulsions lasting about one minute and experi-
enced two more similar episodes later that day. Over the next few days, her seizures 
became increasingly frequent and could not be controlled by anticonvulsant drugs. As a 
result of the seizures, the child was developmentally delayed and became prone to fu-
ture seizures. The seizures persisted following the discontinuation of EO use; therefore 
the researchers suggested the child had underlying epileptogenic encephalopathy. 
Eventual epileptic events were likely for the child, but her exposure to EOs may have ini-
tiated and exacerbated the activity [73]. 

Paradoxically, oils high 1,8-cineole have produced some positive results in animal mod-
els of seizure. Artemisia annua EO, high in camphor, 1,8-cineole, and p-cymene, in-
creased latency to pilocarpine and PCTX-induced convulsions and prevented onset of 
PTZ and STRN-induced seizures [23]. Ocimum gratissimum EO, high in eugenol but also 
high in 1,8-cineole, showed good anticonvulsant activity as did the EO of Zhumeria ma-
jdae, which is high in linalool but also high in camphor [59, 70]. Elettaria cardamomum 
(cardamom) EO, which contains high levels of 1,8-cineole, significantly delayed the on-
set of clonic seizures, prevented all PTZ seizures, and prevented 62.5% of MES seizures 
at a dose of 1mL/kg [43]. Psidium guyanensis (guava) leaf EO, high in 1,8-cineole and 
also alpha-pinene, reduced the severity of PTZ but not STRN or PCTX seizures 
[62]. Tetrapleura tetraptera EO, predominantly composed of 1,8-cineole, protected 78% 
of animals from leptazol-induced seizures at a dose of 0.4 mL [67]. One potential expla-
nation for these conflicting results is that 1,8-cineole may be a weak partial 
GABAA antagonist. It is possible that 1,8-cineole competes for the same site as other 
convulsant drugs; however, its effects are much weaker, giving the appearance of anti-
convulsant activity. 
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3.2.3. Other Oils with Proconvulsive Effects 

Some other EOs that do not contain thujone, 1-8-cineole, or camphor can cause sei-
zures. Hyssop EO, predominantly composed of the compound pinocamphone, can 
cause tonic-clonic convulsions in humans [73, 76]. In animals, 0.13g/kg was sufficient to 
trigger seizures and 1.25 g/kg was lethal [73]. Pennyroyal EO may cause epileptic and 
toxic effects due to its pulegone and menthofuran content, especially in infants [67, 78]. 
In one report, an infant consumed pennyroyal oil and was hospitalized for epileptic en-
cephalopathy and liver failure. Blood levels of pulegone and menthofuran were 25 and 
41 ng/mL, respectively [67]. 

Anethum graveolens (fennel) EO is also documented for having proconvulsive effects 
[73, 75]. A woman consumed a large number of cakes containing an unknown quantity 
of fennel EO and experienced tonic-clonic convulsions lasting 45 minutes. This is the 
only adverse report associated with fennel oil, and the chemotype of the fennel oil was 
unknown [75]. Fennel EO is usually rich in anethole; however, animal studies on oils 
high in anethole demonstrate that anethole likely possesses neuroprotective and anti-
convulsant effects. For example, Pimpinella anisum EO elevated the PTZ seizure thresh-
old and suppressed MES and PTZ convulsions in mice [60, 61]. It also inhibited the pro-
duction of dark neurons in epileptic rats, a side effect of chronic epilepsy [61]. Artemisia 
dracunculus oil, another oil high in anethole, showed dose-dependent anticonvulsive 
effects in both PTZ and MES mice [24]. Taken together, these results suggest that the 
adverse reaction associated with the fennel EO may not associated with anethole, but 
another chemical constituent found in fennel EO. 

4.1. Summary of the Research 

In this review, we find that many EOs demonstrate anticonvulsant activity and might 
benefit people with epilepsy. Plants of the genus Cymbopogon or Acorus are likely to 
produce EOs with anticonvulsive properties. The chemical compounds asarone, car-
vone, eugenol, linalool, monoterpene alcohols, and some sesquiterpenes are also likely 
to have positive effects on epilepsy by acting on various nervous system targets. 

Some of the research studies in this review described EOs that were composed of multi-
ple constituent compounds, but many described EOs that were predominantly com-
posed of one compound. When many oils containing the same major constituent had 
similar effects, it was inferred that that specific constituent was the active component 
responsible for the oils' anticonvulsive effects. However, further research is needed to 
confirm that these compounds are in fact the active components of the EOs. 
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4.2. Mechanisms of Action 

While more research is needed to confirm their mechanisms of action, it appears that 
one mechanism for the anticonvulsant properties of EOs is their ability to modulate 
GABAergic neurotransmission. Alpha-asarone and SuHeXiang Wan oil, for instance, 
both inhibit the GABA transaminase enzyme, increasing brain GABA levels and decreas-
ing brain glutamate levels in animal models of chronic epilepsy. The constituents li-
nalool, alpha-pinene, thymoquinone, and terpinen-4-ol either potentiated GABA activ-
ity or were found to bind the GABAA receptor at the benzodiazepine site. 

A second mechanism explaining the anticonvulsive action of EOs is their capacity to 
block ionic currents. Eugenol, the principal component of clove oil, inhibits action po-
tential generation by blocking sodium channels. Citronellol depresses the depolariza-
tion phase of action potentials in nerve fibers, probably by the same mechanism. Ter-
pinen-4-ol also decreased sodium currents in electrophysiology experiments. 

Blending is a popular practice among people who use EOs. Traditionally, mixtures and 
formulations of two or more EOs were believed to sometimes exhibit synergy. At this 
time however, no blends have been studied for their anticonvulsive potential except for 
SuHeXiang Wan oil, which did show significant effects on brain GABA levels in a model 
of chronic epilepsy. From these and other results discussed in this review, it is possible 
that a blend of anticonvulsive oils might serve as a multitarget pharmacological ap-
proach to controlling epilepsy and could be more effective than any single oil alone. For 
example, a combination of acorus EO high in asarone, lemongrass EO high in citronellol 
and citral, lavender EO high in linalool, and clove EO high in eugenol would simultane-
ously suppress action potentials, potentiate GABAA receptor activity, and increase syn-
aptic GABA levels by inhibiting the GABA transaminase enzyme. Future research should 
be conducted on antiepileptic blends. 

4.3. CBD and Epilepsy 

Another chemical that has recently become popular in the world of natural products 
and is undergoing investigation for possible benefits in regard to seizures and epilepsy is 
cannabidiol (CBD). CBD itself has been shown anecdotally and clinically to provide 
benefit and significant relief to epileptic patients [84, 85]. CBD comes from 
the Cannabis plant and is provided in many dosage forms, one of which is hemp essen-
tial oil. While present in hemp oil, CBD itself is not an essential oil; as such, studies 
which investigated CBD alone with regard to seizures and epilepsy do not fit in the 
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scope of this review. As of the publication of this review, no primary research exists in-
vestigating hemp oil in the context of epilepsy. 

4.4. Limitations 

This review has limitations. The publications included in this review were gathered ex-
clusively from PubMed; other scientific databases were not searched for relevant publi-
cations. Poison databases were not searched for reports of potential EO-induced sei-
zures. Furthermore, the animal studies included in this review were not screened for 
their inclusion or exclusion of controls. 

5. Conclusion 

Because of their lipophilic nature, EO compounds can easily cross the blood-brain bar-
rier. This property, combined with the aforementioned pharmacology of their constitu-
ents, makes EOs excellent candidates for investigation into their potential as AEDs. That 
said, certain EOs should be used with caution due to case reports and animal studies 
demonstrating that they may induce seizures, specifically EOs of sage, thuja, cedar, hys-
sop, eucalyptus, camphor, pennyroyal, and fennel, as well as the constituents 1,8-
cineole, camphor, thujone, and pinocamphone. Future research will be necessary to de-
termine the pharmacological action of these compounds, but GABAA antagonism ap-
pears to be one potential mechanism. 

Together, these results suggest that many EOs may be promising for treating people 
with epilepsy. While some EOs have convulsive properties, these observations cannot 
be generalized to all EOs. Many EOs have had positive effects on animal models of 
chronic and acute epilepsy. Because different EOs affect different targets, blends and 
formulations of EOs should be considered. Future experiments including human clinical 
trials should also be considered as a next step in verifying whether EOs might be used 
as AEDs in people with epilepsy. 

https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6556313/ 
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Essential Oils With Antispasmodic and Anticonvulsant Properties 

Data on dōTERRA Essential Oils 

Copaiba: The Miracle Oil 

Posted on July 13, 2018 by AromaTools 

Copaiba essential oil has quickly gained the nickname as the miracle oil since its re-
lease.  After writing a post about copaiba, we’ve received many questions about how to 
apply the oil, so we wanted to share a little more about what we found! This essential 
oil is truly amazing with its powerful healing abilities, making it absolutely essential to 
your inventory. We want to help you understand a little of the science behind copaiba’s 
powerful properties, and then we’ll dive in to a few uses of this miraculous oil. 

First, let’s talk about cannabinoids. That’s right—you’ve heard of cannabis oil and mari-
juana. Some cannabinoids are illegal due to their highly addictive nature. Recent studies 
have proven that the addictive nature of these substances is caused by their connection 
to the CB1 receptor in the body. This receptor allows for the healing and wonderful 
health properties to enter the body, but it all comes at the expense of adverse psycho-
logical issues and addictions. Recent studies have shown that if these cannabinoids 
could connect only to the CB2 receptor, then there would not be adverse psychological 
effects. However, this is much more difficult to achieve with these CBDs. Although can-
nabis oil is not addictive, it is incredibly expensive for a high-quality batch. 

And that’s where copaiba essential oil comes in. Copaiba contains some of the same 
chemical properties as cannabinoids, but it is entirely safe and non-addictive. Copaiba 
bonds with the CB2 receptor, leading to a myriad of possible health benefits without 
bonding with the CB1 receptor—preventing possible addiction. This essential oil con-
tains no THC, so it won’t show up as a false positive on drug tests; not to mention that 
copaiba contains a higher amount of BCP than high-quality cannabis oil, meaning that it 
is even more effective. 

All the research is very interesting, but let’s get down to how to put it to the test. First, 
copaiba is a natural magnifier or enhancer, meaning that it can enhance the benefits of 
any oil it is blended with. This makes it extremely valuable in any blend, especially when 
combined with Roman chamomile, cedarwood, sandalwood, frankincense, and ylang 
ylang. 
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Copiaba has very powerful properties and can act as a pain reliever. Many people have 
inquired about the most effective application method. The only answer we can give is 
that it is entirely subjective. What works for one person may not work for others, espe-
cially when it comes to pain management. Our rule of thumb is to apply the oil topically 
when the pain feels topical. However, if you are experiencing internal pain or nerve 
pain, you may want to take the oil internally in a capsule or beverage. 

Uses of Copaiba 

Copaiba (Copaifera officinalis, C. reticulata, C. coriacea, C. langdorffii) essential oil is 
steam-distilled from oleoresin, a substance made up of resin and essential oils. It has a 
soft, sweet, balsamic odor. 

Some properties of this oil include analgesic, powerful anti-inflammatory, antibacterial, 
antiseptic, antioxidant, and stimulant for the circulatory and pulmonary systems. 

The oleoresin has traditionally been used for inflammation (internal and external), skin 
disorders, respiratory problems (including bronchitis and sinusitis), and urinary tract 
problems (including cystitis and bladder/kidney infections). It has also been used for 
bleeding, gonorrhea, hemorrhages, herpes, incontinence, insect bites, pain, pleurisy, 
sore throats, stomach ulcers, syphilis, tetanus, tonsillitis, tuberculosis, and tumors. 

Today, copaiba essential oil is commonly used for acne, antioxidant, anxiety, inflamma-
tion, muscle aches, and pain. Copaiba may also help with colds, constipation, diarrhea, 
dyspepsia, edema, flatulence, flu, hemorrhoids, nervous exhaustion, piles, poor circula-
tion, stiffness, and wounds. 

The body systems affected by copaiba essential oil include the cardiovascular, respira-
tory, and nervous systems, muscles and bones, emotional balance, and skin. 

Applications of Copaiba Essential Oil and Safety Data 

Topical Application: Copaiba essential oil can be used neat (with no dilution). Dilute 
with carrier oil for children or those with sensitive skin. Apply to reflex points and/or 
directly on area of concern. 

Aromatic Application: Diffuse, or inhale the aroma directly. The aroma of copaiba helps 
to elevate the mood and lift depression. It also helps to combat nervous tension, stress 
problems, and anxiety. 
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Internal Application: Copaiba essential oil can be taken internally via capsule or bever-
age. Try diluting 1 drop of copaiba essential oil in 1 tsp. (5 ml) honey or 4 oz. (125 ml) of 
beverage (such as non-dairy milk). It is not to be used for children under 6 years of age 
and should be used with caution and in greater dilution for children over 6 years of age. 

Safey Note: Repeated use may result in contact sensitization. It may irritate sensitive 
skin in some individuals. 

Frankincense 

Frankincense (Boswellia frereana, Boswellia carterii, Boswellia sacra) essential oil is 
steam-distilled from the gum/resin of Burseraceae trees and shrubs. It is well known for 
its rich, deep, warm, balsamic, and sweet odor. 

Frankincense has been used historically as a holy oil in the Middle East. Today it is pri-
marily used for arthritis, asthma, balance, brain (injury), cancer, depression, inflamma-
tion, memory, scar prevention, and warts. Frankincense contains anticatarrhal, antican-
cer, antidepressant, anti-infectious, anti-inflammatory, antiseptic, antitumor, expecto-
rant, immune stimulant, and sedative health properties. 

Other common uses of frankincense include aging, bronchitis, diarrhea, herpes, menin-
gitis, sciatic pain, stress, tonsillitis, and wounds. It contains sesquiterpenes, enabling it 
to go beyond the blood-brain barrier, and can also help the body against infection. It af-
fects emotional balance, the immune and nervous systems, and skin. 

Applications of Frankincense Essential Oil and Safety Data: 

Topical Application: Frankincense can be applied neat (with no dilution) directly to the 
area of concern. 

Aromatic Application: Diffuse, or inhale the aroma of frankincense directly. The aroma 
of frankincense helps to focus energy, improve concentration, and minimize distrac-
tions. 

Internal Application: Frankincense can be taken internally. Place 1–2 drops under the 
tongue, or take in a capsule. Dilute 1 drop oil in 1 tsp. (5 ml) honey or in 1/2 cup (125 
ml) of beverage. 

Safety Data: For internal application, frankincense is not for children under 6 years old 
and should be used in greater dilution for children 6 years old and older. 
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Birch 

Birch (Betula lenta) essential oil is steam distilled from the wood of the birch tree. This 
oil has analgesic, anti-inflammatory, antirheumatic, antiseptic, antispasmodic, disinfec-
tant, diuretic, stimulant (bone, liver), and warming health properties. 

Primarily, birch is used to help with cartilage injury, muscle aches, muscle development, 
muscle tone, and whiplash. This oil can also be helpful in treating the following condi-
tions: acne, bladder infection, eczema, fever, gout, infection, kidney stones, obesity, 
skin diseases, ulcers, and urinary tract disorders. 

Birch is also known to help alleviate bone pain. It has cortisone-like action due to the 
high content of methyl salicylate. 

Application and Safety Data 

Topical: Birch can be applied neat (undiluted) or diluted 1:1 (1 drop essential oil to 1 
drop carrier oil) for children and for those with sensitive skin. Apply to reflex points 
and/or directly on the area of concern. Use neat only in small amounts and over a small 
area. Dilute with fractionated coconut oil for application on larger areas. 

Aromatic: Diffuse, or inhale aroma directly. Aromatically, birch opens, elevates, influ-
ences, and increases awareness in the sensory system. 

Internal: Not for internal use 

Turmeric 

Turmeric (Curcuma longa) essential oil is steam distilled from the bright yellow-orange 
rhizome. (Rhizomes are horizontal, underground stems that sprout both vertical roots 
and stems to propagate perennial plants.) Turmeric is a pungent herb commonly used 
to season savory dishes in its native India. The essential oil likewise has a warm, earthy, 
and spicy aroma. Turmeric properties: analgesic, anticonvulsant, anti-inflammatory, an-
timicrobial, antimutagenic, antioxidant, antitumor, and insecticidal. 

Common Primary Uses: Turmeric can be taken internally, topically, or aromatically— as 
an antioxidant, to help with indigestion, and for neurological health and protection (the 
latter since it contains chemical sesquiterpenes that can cross the blood-brain barrier). 
Turmeric is antibacterial when inhaled or applied to the skin, and topical use also helps 
heal skin conditions. 
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Other Possible Uses: Turmeric may be beneficial for arthritis, blood clots, cancer, de-
pression, digestive issues (including gastritis and nausea), epilepsy, and joint pain and 
health. 

Application of Turmeric Essential Oil and Safety Data 

Topical: Turmeric can be applied neat (with no dilution) when used topically. Apply di-
rectly to area of concern or to reflex points. 

Aromatic: Diffuse, or inhale the aroma directly. The warm, earthy aroma of turmeric is 
grounding and relaxing to the mind and emotions. 

Internal: Turmeric oil is generally regarded as safe (GRAS) for human consumption by 
the FDA. Dilute 1 drop oil in 1 tsp. (5 ml) honey or in ½ cup (125 ml) of beverage 
(e.g.soy/rice milk).  

Safety Data: Not for children under 6 years old; use with caution and in greater dilution 
for older children. (Because of its strong taste, turmeric may be preferred taken in a 
capsule.) 

Safety: May irritate highly sensitive skin. Dilute as needed with carrier oil. Consult with 
a physician before use if taking medications (especially for diabetes) and during preg-
nancy and lactation. 

Turmeric Dual Chamber Capsules  

doTERRA is the first to combine CPTG Certified Pure Therapeutic Grade® Turmeric es-
sential oil and Turmeric extract in a dual chamber capsule, creating a uniquely powerful 
synergy of tumerones and curcuminoids, in order to maximize the effectiveness and 
benefits of both compounds for a healthy inflammatory response.* 

Description 

Derived from a plant that is a member of the ginger family and a key botanical of the 
traditional Ayurvedic health practices of India, Turmeric essential oil and extract have a 
long history that has inspired many modern uses of Turmeric today. 

Turmeric Essential Oil 

Steam distilled from turmeric roots of the Curcuma longa plant, Turmeric essential oil 
encourages the body’s healthy response to inflammation and oxidative stress, and may 
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support healthy cellular function.* Turmeric essential oil has two unique chemical com-
ponents, Turmerone and ar-Turmerone, that have been shown to help the body with 
the absorption of curcumin, offering support to the body’s natural defenses.* These 
components make Turmeric essential oil a daily staple. 

Turmeric Extract 

Turmeric extract may be one of the most effective nutritional supplement in existence 
because it contains curcuminoids that help the body fight free radicals and have a role 
in protecting against oxidative damage.* An important benefit of Turmeric extract is its 
ability to maintain a healthy inflammatory response at the molecular level.* 

Dual Chamber Capsules 

Research has shown that curcuminoids have poor bioavailability, but when combined 
with turmerones from Turmeric essential oil bioavailability can be increased. The dual 
chamber capsules are truly unique because they combine key ingredients together in 
one convenient delivery system, resulting in better absorption of Turmeric. Unlike other 
brands that combine Turmeric extract with agents like black pepper extract, the dual 
chamber capsule is a more natural approach. 

Along with a healthy diet, regular exercise, and good sleep, doTERRA’s Turmeric Dual 
Chamber Capsules add a natural one-two punch in the fight against free radicals and 
providing a healthy inflammatory response in the body.* 

Directions for Use 

Take two Turmeric Dual Chamber Capsules daily as needed to support an active life-
style. 

Cautions  

Keep out of reach of children. If you are pregnant, nursing, or under a doctor’s care, 
consult your physician. Do not use if safety seal is broken or missing. Store in a cool, dry 
place. 

Clary Sage 

Clary sage (Salvia sclarea) essential oil is steam-distilled from the flowering plant. Clary 
sage can be identified by its herbaceous, spicy, and hay-like aroma. This essential oil 



 

28

possesses anticonvulsant, antifungal, antiseptic, antispasmodic, astringent, nerve tonic, 
sedative, soothing, tonic, and warming health properties. Clary sage primarily affects 
the body’s hormonal system. 

In the Middle Ages, clary sage was nicknamed “clear eyes” for its ability to clear eye 
problems. During that time it was also widely used for female complaints, kidney/
digestive/skin disorders, inflammation, sore throats, and wounds. The French have long 
used this oil to aid with bronchitis, cholesterol, frigidity, genitalia, impotence, menstrual 
cramps, and weak digestion. 

Today, clary sage essential oil is commonly used to help with the following health condi-
tions: aneurysm, breast enlargement, convulsions, cramps, emotional stress, endome-
triosis, epilepsy, estrogen balance, hair (fragile), hormonal balance, hot flashes, infec-
tion, infertility, insomnia, lactation (start milk production), mood swings, muscle fa-
tigue, Parkinson’s disease, PMS, postpartum depression, premenopause, and seizures. 

Applications of Clary Sage Essential Oil and Safety Data: 

Topical Application: Clary sage can be applied neat (with no dilution). Apply to reflex 
points and/or directly on the area of concern. 

Aromatic Application: Diffuse, or inhale the aroma directly. The aroma of clary sage 
may calm and enhance the dream state, helping to bring about a feeling of euphoria. 

Internal Application: Clary sage is recognized as safe for human consumption by the 
FDA and can be taken in capsules or used as a flavoring agent. 

Safety Data: Should not be taken internally by children under 6 years old, and should be 
taken with caution and in greater dilution by children 6 years old and older. Use with 
caution during pregnancy. Not for babies. Avoid using this oil during and after consump-
tion of alcohol. 

Basil 

Basil essential oil (Ocimum basilicum CT linalool) is steam-distilled from the leaves, 
stems, and flowers of the basil plant. This oil is characteristically known for its herba-
ceous, spicy, anise-like, camphorous, and lively aroma. 

Anciently, basil was used to treat respiratory problems, digestive and kidney ailments, 
epilepsy, poisonous insect or snake bites, fevers, epidemics, and malaria. The French 
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have historically used basil to help aid migraines, mental fatigue, and menstrual peri-
ods. 

Today basil is most commonly used for autism, bee/hornet stings, bronchitis, carpal 
tunnel syndrome, cramps (abdominal), earache, hiatal hernia, incisional hernia, infertil-
ity, mouth ulcers, muscular dystrophy, ovarian cyst, and viral hepatitis. This essential oil 
primarily affects the cardiovascular system, muscles, and skeletal system. 

Basil contains antibacterial, antidepressant, anti-infectious, anti-inflammatory, antioxi-
dant, antispasmodic (powerful), antiviral, decongestant (veins, arteries of the lungs, 
prostate), diuretic, disinfectant (urinary/pulmonary), energizing, stimulant (nerves, ad-
renal cortex), and uplifting health properties. 

Other possible uses of basil oil include anxiety, chills, concentration, digestion, fainting, 
insect repellent, chronic mucus, vomiting, and whooping cough. 

Cardamom 

Cardamom essential oil (Elettaria cardamomum) is steam-distilled from the seeds of the 
plant. It has a sweet, spicy, balsamic scent with floral undertones. 

It has antibacterial, anti-infectious, anti-inflammatory, antiseptic, antispasmodic, aphro-
disiac, decongestant, diuretic, expectorant, stomachic, and tonic properties. 

Anciently, cardamom was used for epilepsy, spasms, paralysis, rheumatism, cardiac dis-
orders, all intestinal illnesses, pulmonary disease, fever, and digestive and urinary com-
plaints. It is said to be able to neutralize the lingering odor of garlic. 

If you are acquainted with Indian food, you may associate the flavor and smell of this oil 
with sweet Indian dishes such as rice pudding, as the cardamom spice is a common in-
gredient in this dish and gives it a cool, minty aroma and taste. It may be that rice pud-
ding is often served at the end of the meal because of cardamom’s ability to neutralize 
lingering odors that cause halitosis. 

Today cardamom is commonly used for coughs, digestive support, headaches, inflam-
mation, muscle aches, nausea, and respiratory ailments. Cardamom may also help with 
appetite loss, bronchitis, colic, debility, dyspepsia, flatulence, halitosis, mental fatigue, 
heartburn, sciatica, ulcers, and vomiting. It may also be beneficial for menstrual peri-
ods, menopause, and nervous indigestion. 
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Cardamom is most known for supporting the digestive and respiratory systems of the 
body. 

Applications of Cardamom Essential Oil and Safety Data 

Topical Application: Cardamom essential oil is safe to use without dilution, but it can 
also be diluted as needed. Apply to reflex points and/or directly on area of concern. 

Aromatic Application: Diffuse, or inhale cardamom essential oil directly. The aroma of 
cardamom is uplifting, refreshing, and invigorating. It may be beneficial for clearing 
confusion. 

Internal Application: Cardamom essential oil can be taken internally and is often used 
as a flavoring in cooking. Put 1–2 drops of cardamom oil under the tongue or in a bever-
age. It can also be taken in capsules. 

 

Are any essential oils not recommended for use in epilepsy? 

It is thought that some essential oils may trigger seizures, and so are not recommended 
for use by people with epilepsy.  

Essential oils that are not recommended include: 

Rosemary, fennel, sage, eucalyptus, hyssop, wormwood, camphor and spike lavender 
are not recommended as essential oils if you have epilepsy.  For pregnant women there 
are also a number of other essential oils to avoid. 

Pregnancy Safety Data 

It is very difficult to compile a list of oils and products to be avoided during pregnancy. 
Each aromatologist has a different opinion. We feel that an oil that is unsafe is an oil 
that has been adulterated or one that is used improperly. Oils that are diluted, applied 
externally and in moderation should not create a problem. This list is a compilation of 
the safety data contained in aromatherapy books written by the following authors: Ann 
Berwick, Julia Lawless, Shirley & Len Price, Jeanne Rose, Robert Tisserand, and Tony 
Balacs. 
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Avoid During Pregnancy 

Single Oils: Basil, birch, calamus, cassia, cinnamon bark, hyssop, Idaho tansy, laurel, la-
vandin, mountain savory, mugwort, rosemary, thyme, sage, tarragon, wintergreen. 

Use Cautiously During Pregnancy 

Single Oils: Angelica, cedarwood, chamomile (German/blue), cistus, citronella, Clary 
sage, clove bud, cumin (Black), cypress, davana, fennel, laurel, marjoram, Mountain sa-
vory, myrrh, nutmeg, oregano, peppermint, rose, spearmint, vetiver, yarrow 

For more information on which oils are safe to use during pregnancy and under what 
conditions, refer to the Modern Essentials by AromaTools. 
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For more information please contact: 

 

The information in this Ebook is compiled from information available 

on the internet. It is sourced from several sites and where possible 

links are given. 

These statement(s) have not been evaluated by the Food and Drug 

Administration (FDA in the USA) or the Therapeutic Goods Admini-

stration (TGA in Australia). The products mentioned are not intended 

to diagnose, treat, cure or prevent any disease.  


