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54%
of acne sufferers
have marked alterations to their
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ACNE
AFFECTS AT LEAST

85%
OF THE POPULATION
AT SOME TIME DURING THEIR LIVES1

ACNE MOST COMMONLY DEVELOPS ON:1

CHESTBACKFACE

15%
of all cases

60%
of all cases

99%
of all cases

ACNE SUFFERERS
ARE MORE LIKELY TO EXPERIENCE
GASTROINTESTINAL SYMPTOMS INCLUDING:2

CONSTIPATION
HALITOSIS
GASTRIC REFLUX
ABDOMINAL BLOATING

ACNE
VULGARIS
is a common skin 
condition that occurs 
when your hair follicles 
become plugged with 
oil and dead skin cells1

NORMAL INTESTINAL PERMEABILITY AND SKIN FUNCTION
Normal intestinal permeabillity allows for gut immune homeostasis. Immune unresponsiveness is induced to prevent reactions to innocuous substances.

MINOR INTESTINAL PERMEABILITY AND COMEDONE FORMATION

in the skin.

SEVERE INTESTINAL PERMEABILITY AND INFLAMMATORY PAPULE

causing overgrowth of the bacterium Propionibacterium acnes. P. acnes
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ANTIMICROBIAL

• Antibacterial
- Disrupts cell membrane, 

depletes iron leading to cell 
death

• Antiviral, antifungal
- Interacts with microbial, viral 

and cell surfaces to inhibit 
microbial and viral adhesion 
and entry into host cells

• Promotes growth of bene�cial 
microbes in gut and skin

ANTI-INFLAMMATORY

• Binds LPS 
- Preventing ef�ux of LPS 

endotoxins into systemic 
circulation

• Decreases complement pathway
- Reduces in�ammatory 

mediators
- Reduces chemoattraction 

of immune cells 

• Decreases gene expression and 
cytokine production

• Regulates in�ammation to limit 
pathological damage (increased 
and decreased production of 
pro-in�ammatory cytokines 
according to requirement)

IMMUNOMODULATORY

• Promotes phagocytosis and 
intracellular killing activity of 
phagocytes

• Modulates innate and adaptive 
immunity via alteration of T cell 
expression 
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