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Coriandrum sativum fruit
Coriander is an annual and herbaceous plant, belonging to the Apiaceae
family. It is a culinary and medicinal plant, native of southern Europe and
the western Mediterranean region, this herb is cultivated worldwide.
In Chinese, Ayurvedic, and traditional European medicines, coriander
seed, and its preparations have been used as a digestive, carminative,
stomachic, and expectorant for coughs and bronchitis. The traditional use
in cosmetics and its low sensitizing potential show that the coriander
extract would be beneficial for treating superficial skin infection and
inflammation. It appears to play a greater medicinal role in other cultures,
such as those of India, Iran, Pakistan, Morocco, and Tunisia.
Extracts obtained from Coriander fruits (seeds) are used for flavoring in
cookery and the manufacture of perfumes and cosmetic products.

INCI-Name: Coriandrum Sativum ( Coriander) Fruit Extract
CAS No.: 8008-52-4 or 84775-50-8
EINECS No.: 283-880-0
ORIGINE: Tunisia
Production process: By supercritical fluid extraction using natural
carbon dioxide as a solvent.
Appearance: Liquid clear oil
Solubility: Soluble in oil /Insoluble in water
Use level : 0,1 - 0,5 %
REGULATION: UE/USA/JAPAN/CHINA Approved
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Oleodrum is specially designed using the
supercritical fluid extraction technology to
deliver a unique composition rich in fatty oil,
petroselinic acid, and a combination of
diterpenoid compounds
Anti-inflammatory effect
Helps to reduce skin irritation & redness
Helps to soothe inflammation
Soothing creams, serums, and facial oils
Anti-irritation creams and serums
Anti-redness skincare products
Moinsturizing creams
Skin booster serums
Refreshing toners
Makeup removers
Clarifying face oils
Face cleansers

Precious extract due to its unique formula rich in petroselinic acid and active diterpenoid
compounds
Fabulous ingredient to boost skin's natural defense
Reduces or eliminates skin irritation
Reduces inflammation for a calming and soothing effects

Inflammation
Inflammation is the immune system’s response to damage caused
in cells or tissues by bacterial pathogens or by any other
biological, chemical, physical or mechanical aggressor. Even
though painful, inflammation is usually a repair response.
The first step of inflammation is known as irritation. The stimulus
or agent inducing this state of inflammation is an irritant
compound. A big variety of materials are capable of causing an
irritation response in the skin, including soaps, cosmetics,
pesticides, organic dyes, solvents and industrial chemicals and
waste.
Skin

irritation

includes

different

events

leading

to
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development of an inflammatory response at the site of
FIg 1. Inflammatory reaction caused by a
thorn stuck in the skin .Immune cells pour
in and the site of the reaction swells and
reddens.
GILLES/ BSIP

exposure. Cytokines are a family of proteins and glycoproteins
that regulate the inflammatory and immune response, most of
them are produced by epidermal cells. These cytokines are
soluble molecules acting as chemical mediators released during
the process, which help to intensify and propagate the
inflammatory response; frequently including TNF-α, CCL2/MCP1, C-RP, IL-1, IL-6, INF-γ, DUOX1, CXCR4 (SDF1 receptor),
histamine, IL-10, TGF-β, COX-2, PGE2, etc. [1-3]

Although its role in the inflammatory process is complex, these molecules modulate the activity and
function of other cells to coordinate and control the inflammatory response. It has been suggested
that cytokines and chemokines can communicate with sensory nerves through activation of highaffinity receptors, involved in pain and inflammation. [4,5]
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Tumor necrosis factor alpha (TNFα) is a cell signalling protein (cytokine) involved in
systemic inflammation and is one of the cytokines that make up the acute phase reaction.
Its primary role is in the regulation of immune cells, being able to induce fever, apoptotic
cell death, cachexia, inflammation and to inhibit tumorigenesis, viral replication and
response to sepsis via IL-1 and IL-6 producing cells.
Interleukin 1 alpha (IL-1α) also known as hematopoietin 1 is a cytokine of the interleukin 1
family that in humans is encoded by the IL1A gene. In general, Interleukin 1 is responsible
for the production of inflammation, as well as the promotion of fever and sepsis. It is
considered a potent inflammatory cytokine that activates the inflammatory process, and its
deregulated signaling causes devastating diseases manifested by severe acute or chronic
inflammation. It is expressed as a precursor and is found in normal keratinocytes of the
skin. [6,7]
Interleukin 6 (IL-6) is a potent inflammatory cytokine that exhibits functional pleiotropy in
numerous cell types. It mediates several important physiological functions, most notably
the control of the acute phase response at the beginning of acute inflammation, regulation
of B-cell and T-cell differentiation and activation, and support of cell growth and survival.
In addition, the encoded protein has been shown to be an endogenous pyrogen capable of
inducing fever in people with autoimmune diseases or infections. The functioning of this
gene is implicated in a wide variety of inflammation-associated disease states. [8,9]

Goal of the study
The assessment of anti-inflammatory potential through inhibition of the LPS-induced
expression of 3 genes (TNFα, IL-1α and IL-6), directly involved in inflammatory pathways, after
in vitro treatment on human keratinocytes (HaCaT) through RTqPCR quantification.[10]
The

inflammatory

response

will

be

induced

by

treatment

with

LPS

(Bacterial

Lipopolysaccharide), large molecules consisting of a lipid and a polysaccharide, found in the
outer membrane of Gram-negative bacteria, able to elicit strong immune responses (Figure 1).
To determined the non-toxic and effective concentrations, Cell viability was first assessed in
Human HaCaT keratinocytes through quantification by MTT assay.

Fig. 2. Schematic representation about the inflammatory process triggered by LPS.
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Methodology
HaCaT keratinocytes cells were treated with Oleodrum at 0.1 % for 24 hours.
After 30 minutes of treatment, Bacterial Lipopolysaccharide (LPS) was added at 100 ng/ml.
After 24 hours of the incubation period, total RNA was purified, quantified and it was used to
synthesize complementary DNA (cDNA). This cDNA from treated or untreated cells (control) was used
to determine the relative gene expression of TNFα, IL-1α and IL-6 through RT-qPCR. β-ACT was used
as a reference gene. Data were statistically analyzed.

Fig 3. Microscopic image of human keratinocytes in culture
(HaCaT line), used during the study.

Results indicated that the treatment with Oleodrum™ at 0.1 % significantly inhibited gene
expression of TNFα, IL-1α and IL-6 by 34.0 ± 5.9 %, 35.5 ± 6.1 % and 25.2 ± 8.7 %,
respectively, compared to the untreated control (Control + LPS).

Fig 4. Bar graphs showing TNFα, IL-1α and IL-6 gene expression results after treating human keratinocytes
(HaCaT) with Oleodrum TM at 0.1 %, compared to Control + LPS.
** Represents statistical significance with p value < 0.01. *** Represents statistical significance with p value
< 0.001. **** Represents statistical significance with p value < 0.0001.

The in vitro treatment with Oleodrum™ during 24 hours in human keratinocytes (HaCaT), displays antiinflammatory effects, through significant reduction of Tumour Necrosis Factor-alpha (TNFα),
Interleukin 1 alpha (IL-1α) and Interleukin 6 (IL-6) gene expression, after induction with bacterial
lipopolysaccharide (LPS), compared to the untreated control.
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Responsible Sustainable Sourcing CSR Approach
We strongly believe in the potential of nature. ACTIFS PRECIEUX sources itself through fair
trade cooperatives by creating job opportunities with the best social practices for rural
employees and by valorizing Tunisian Coriander plant heritage. Our Oleodrum™ Active
Extract is sourced from conscious Tunisian growers. The extraction of Coriander seeds using
supercritical fluid extraction respects the ethics of green chemistry. It is a clean product, free
from harmful toxins and any synthetic chemical compounds. We do not only assemble the
finest ingredients but also honor them throughout our process.
All our actives come from natural plant resources that are selected according to exhaustive
research on their composition. We are focused on making the most sustainable choices for
our products. We are actively engaged to set up and build a sustainable network of partners
and suppliers in order to implement a sourcing procedure that fits the high level of
specifications and quality commitments of the company.

ACTIFS PRECIEUX contributes to the protection of the environment, by reducing our
ecological footprint. Our impact on the environment matters, that’s why as a company in
motion, we will continuously evolve, improve, and challenge ourselves to be better and set
cleaner and more ethical standards across beauty.
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