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What this handbook is trying to do: Translate the Malassezia literature into plain English

without flattening the science. Not one-size-fits-all treatment instructions. The goal is to help

you recognize patterns, understand what the research does and doesn't support, and have

better conversations with your clinician.

Important boundary: Common Malassezia conditions are often manageable, but they

overlap with acne, rosacea, psoriasis, contact dermatitis, bacterial folliculitis, and other

rashes. This guide is educational, not a diagnosis. Oral antifungal treatment, persistent facial

disease, severe itch, widespread inflammation, infant rashes, pregnancy, and recurrent

disease all deserve clinician-guided care.
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Start Here: Five Things Every Reader Should Know

This guide is long. Here's the short version.

1  Malassezia is normal. It's a yeast that lives on healthy human skin. Problems show up

when the skin environment and your immune response let a normal resident get out of hand.

You're managing it, not trying to sterilize your skin.

2  There are several distinct conditions, not just one. Seborrheic dermatitis (greasy flaky

scale in oily zones), Malassezia folliculitis (itchy uniform bumps without blackheads), and

tinea versicolor (patchy color changes with fine scale on the trunk) are different conditions

with different treatment approaches.

3  These conditions are managed, not cured. Relapse is common. Maintenance therapy is

normal. If you need an ongoing plan, that means you understand the disease.

4  Overlap is the rule, not the exception. Many people have more than one thing

happening at once. Partial response to treatment usually means a mixed picture rather than a

wrong diagnosis.

5  Simpler routines usually work better. Most stalled routines improve when you remove

unnecessary products, treat the scalp as part of the system, reduce avoidable occlusion, and

judge results over weeks rather than days.
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Malassezia in Plain English

Malassezia is a genus of yeast that lives naturally on human skin. It isn't an "outside invader" the way a

ringworm fungus from another person or pet would be. On healthy skin, Malassezia is part of the normal

fungal community, and it's actually the dominant fungal genus on adult skin. The species discussed most

often are M. restricta, M. globosa, M. sympodialis, and M. furfur.

The unusual thing about Malassezia is that it's heavily lipid-dependent. Many species can't make their

own fatty acids because the genes for fatty-acid synthase are missing. Instead, they rely on lipids from the

outside world, especially the oily environment created by human sebum. So these yeasts show up on

sebaceous areas: scalp, forehead, eyebrows, sides of the nose, ears, chest, upper back, and oily folds.

Bottom line: Malassezia likes oily, sebum-rich skin. It's usually supposed to be there. The

problems come when the local skin environment and your immune or barrier response let a

normal resident get out of hand.

That reframes what treatment actually looks like. If the organism belongs on your skin, wiping it out isn't

realistic. What works is reducing overgrowth, calming inflammation, and cutting back on whatever keeps

the site primed for a flare. That's why a lot of people improve but never feel permanently "cured," and why

maintenance therapy shows up so often in the literature.

Why Some People Flare and Others Don't

The research doesn't support a simple "more yeast equals more disease" model. For seborrheic dermatitis

and dandruff, your own immune response and barrier state matter as much as the organism itself. There's

a telling experiment: oleic acid triggers scalp flaking in dandruff-prone people but does nothing in non-

dandruff-prone people. Same exposure. Different outcome.

A better mental model: Malassezia disease sits at the intersection of the yeast, the skin environment, and

your own biology. Treatments that address all three tend to outperform treatments that focus on only one.
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Understanding Malassezia



Why Skin-Care Discussions Focus So Much on Lipids

Because Malassezia is lipid-dependent, patients and bloggers naturally gravitate toward ingredient lists.

That instinct isn't wrong. The science does support the broad idea that external lipids, sebum, occlusion,

and lipid breakdown are central to how this yeast survives on skin. What doesn't exist yet is a universally

validated ingredient blacklist that reliably predicts flares for every person and every condition.

At-a-Glance Map of Malassezia Skin Conditions

CONDITION TYPICAL LOOK KEY CLUE
COMMON LOOK-

ALIKES

Seborrheic dermatitis /

dandruff

Greasy or powdery scale

with redness

Scale in oily-zone

distribution

Psoriasis, rosacea, contact

dermatitis

Malassezia folliculitis Uniform itchy follicular

bumps

Itch + no comedones +

same-sized bumps

Acne vulgaris, steroid acne,

bacterial folliculitis

Tinea versicolor Fine scale with lighter,

darker, or pink patches

Pigment change that

lingers after treatment

Post-inflammatory pigment

change, pityriasis alba

Head-and-neck

dermatitis in AD

Eczematous, itchy

facial/neck dermatitis

Atopic background +

stubborn facial/neck

disease

Seborrheic dermatitis,

contact dermatitis, rosacea

Neonatal cephalic

pustulosis

Tiny face/scalp pustules

without comedones

Newborn + no blackheads

or whiteheads

Neonatal acne, miliaria



Where Malassezia Conditions Typically Appear

Seb Derm /
Dandruff
Scalp, brows, nose,
ears, chest

Tinea
Versicolor
Trunk, upper arms

Malassezia
Folliculitis
Forehead, hairline,
upper chest, back

Head & Neck
Dermatitis in AD
Face, neck

CONDITION KEY

Seborrheic Dermatitis / Dandruff

Malassezia Folliculitis ("Fungal Acne")

Ti V i l



Tinea Versicolor

H d d N k D titi i AD

Seborrheic Dermatitis and Dandruff
Seborrheic dermatitis and dandruff are best thought of as a spectrum rather than two separate diseases.

Dandruff is the milder scalp-limited end: itchy flaking without obvious visible inflammation. Seborrheic

dermatitis is the more inflamed end: scale plus redness, sometimes marked itch, and extension beyond

the scalp to eyebrows, eyelid margins, beard area, nasolabial folds, ears, upper chest, and occasionally the

back or flexures.

Greasy or powdery scale in oily areas? Scalp, brows, sides of nose, beard, ears, chest?

Seborrheic dermatitis belongs high on the list.

On darker skin tones, the inflammation may appear violaceous, gray-brown, or ashen rather than pink, and

long-lasting pigment change can add another layer of difficulty even after inflammation is controlled.

Treatment Ladder for Scalp, Face, and Body
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Condition Deep Dives

SITE WHAT USUALLY HELPS WHAT OFTEN MAKES IT WORSE

Scalp Antifungal shampoo, scale-softening

agents, consistent maintenance

Very infrequent washing, heavy scalp

oils/pomades, stopping treatment early

Brows / nose / beard /

ears

Gentle cleansing, antifungal cream/wash,

short anti-inflammatory bursts

Harsh scrubs, fragranced facial products,

leaving drying shampoos on too long

Chest / body folds Antifungal wash or cream; consider

overlap with folliculitis or tinea versicolor

Occlusion, sweat trapping, fragranced body

products



Think of it like brushing your teeth. You don't brush once and expect permanent results. A short, regular

rhythm prevents the buildup that leads to problems.

K E Y  TA K E A W AY S

It's a spectrum: dandruff is the milder scalp end; seborrheic dermatitis is broader and

more inflamed.

Follow the oil: scalp, brows, nose folds, beard, ears, chest.

The disease is yeast + oil-rich environment + susceptible barrier/immune response. No

single cause.

Maintenance beats one-time cures.

If the rash is very thick, very painful, sharply defined, or totally unresponsive, ask whether

something else is going on.

Malassezia Folliculitis ("Fungal Acne")
Malassezia folliculitis gets misidentified constantly in online skin care because it looks acne-like but isn't

acne vulgaris. The label "fungal acne" is catchy, but it buries the diagnostic clues that actually matter: itch,

monomorphism, follicular involvement, and no comedones.

The bumps are all the same size. They itch. No blackheads or whiteheads. They cluster on

your forehead, hairline, chest, back, or shoulders. That's when Malassezia folliculitis should

move up the list.



How It Differs From Acne Vulgaris

Antibiotics can make Malassezia folliculitis worse. If you've been treated with oral or topical

antibiotics for suspected acne and the bumps are not improving—or are getting worse—

Malassezia folliculitis should move higher on your differential. Here's why:

Antibiotics disrupt the healthy skin microbiome, removing bacteria that normally compete

with Malassezia for resources.

With reduced bacterial competition, yeast can proliferate more easily, worsening what

looks like folliculitis.

Studies show that over 75% of patients presenting with Malassezia folliculitis report

previous antibiotic treatment for suspected acne.

Misdiagnosis and continued antibiotic use can perpetuate the cycle for months or years.

If antibiotics haven't helped after 4-8 weeks, ask your clinician about Malassezia-directed

testing or a trial of antifungal therapy instead. The itch, monomorphism, and absence of

comedones are your diagnostic clues.

Your scalp and your forehead are neighbors. If one keeps flaring, check whether you're

ignoring the other.

FEATURE MALASSEZIA FOLLICULITIS ACNE VULGARIS

Itch Common Variable, often less prominent

Lesion pattern Uniform papules/pustules Mixed sizes and stages

Comedones Absent or not prominent Common

Common sites Forehead, hairline, chest, shoulders, back Face, chest, back

Trigger story Heat, sweat, occlusion, antibiotics Hormonal, comedogenic, mixed

Response to acne antibiotics Often poor or worsening Often part of treatment plan



T H E  S H O R T  V E R S I O N

Itch + uniform bumps + no comedones. That's your signal.

Watch the forehead, hairline, chest, back, and shoulders.

Sweat, occlusion, oily products, antibiotics, and steroids are context clues.

Acne and Malassezia folliculitis can coexist. Partial response? Ask about overlap.

Don't stop at clearance. Build a maintenance plan.

Tinea Versicolor (Pityriasis Versicolor)
Pityriasis versicolor is a superficial Malassezia infection that produces fine scale and altered pigmentation

on the trunk, neck, and proximal arms. It might be the most frustrating Malassezia condition because

treatment success and color normalization run on completely different clocks. You can kill the infection

and your skin can still look "wrong" for months.

People keep escalating treatment because the color is still uneven, even though the scale is

gone and the infection is already controlled. Uneven color after treatment doesn't

automatically mean treatment failure.

The usual triggers are heat, humidity, oily skin, pregnancy, oily lotions, genetic predisposition, and

immunosuppression. Worth saying plainly: poor hygiene isn't the cause. This is about a normal skin yeast

behaving differently on susceptible skin, not about dirt.

W H AT  T O  R E M E M B E R

Patchy color change plus fine scale on trunk, neck, or upper arms.

Warm, humid, oily environments are the driver, not poor hygiene.

Topical therapy first; oral therapy for extensive or refractory disease.



Build maintenance into recurrent disease.

Color normalization is slower than yeast control, and slower still on deeper skin tones.

Head-and-Neck Dermatitis in Atopic
Dermatitis
This chapter is here because many people with chronic facial or neck dermatitis get bounced between

labels. One clinician says "eczema." Another says "seb derm." A third says "contact dermatitis." HND is an

atopic dermatitis pattern with region-specific factors layered on top.

Seborrheic dermatitis and head-and-neck dermatitis in atopic dermatitis aren't the same

thing, even though both can live on the same territory and both can involve Malassezia.

CLUE MORE CONSISTENT WITH HND IN AD
MORE CONSISTENT WITH SEB

DERM

Background Personal/family atopy, eczema history,

dry/reactive skin

Oily-zone distribution without strong

atopic context

Texture Eczematous, dry, lichenified Greasy or bran-like scale

Why Malassezia

matters

Immune sensitization in susceptible AD Inflammatory response in sebaceous

environment

Treatment center Barrier repair + anti-inflammatory, consider

antifungal role

Antifungal-centered + short anti-

inflammatory help



Skin of Color Considerations
Most Malassezia resources assume lighter skin as the visual and clinical reference point. That's a problem

for readers with melanin-rich skin, because the appearance, diagnostic clues, treatment timeline, and

emotional weight of the aftermath are all different.

Why "Redness" Language Falls Short

Most clinical descriptions describe inflammation as "redness." On melanin-rich skin, inflammation may

present as darkening, purpling, graying, warmth without visible color change, or subtle textural shifts. If

you're reading a guide that says "look for redness" and you don't see redness, that doesn't mean you don't

have the condition.

Look for color changes relative to your own baseline, texture changes (roughness, scale,

raised areas), warmth to touch, and itch. These are often more reliable indicators on darker

skin than looking for "red."

Post-Inflammatory Hyperpigmentation: The Extra Layer

On deeper skin tones, active disease control often happens in weeks, but full color

normalization can take months. That's normal. Aggressive over-treatment in pursuit of faster

color correction often makes things worse by creating new inflammation and new PIH.
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Hypopigmentation: The Part Nobody Talks About

PIH gets most of the attention, but hypopigmentation (patches of skin that become lighter than your

natural tone) is just as common in melanin-rich skin, and often more distressing. Tinea versicolor is the

obvious one: the yeast produces azelaic acid as a metabolic byproduct, which interferes with melanocyte

function and leaves behind pale or whitish patches that can take months to blend back in, sometimes

longer. But it's not just tinea versicolor. Seborrheic dermatitis and even fungal acne can leave behind

lighter marks once the inflammation clears, especially if the condition was present for a while before

treatment started.

The frustrating part is that hypopigmentation is slower to resolve than hyperpigmentation. PIH responds

to azelaic acid, niacinamide, sunscreen, and time. Hypopigmentation mostly just responds to time. The

melanocytes need to resume normal production on their own, and that can't really be rushed. Some

dermatologists recommend controlled UV exposure to encourage repigmentation in stubborn cases, but

that's a conversation to have with your clinician, not something to DIY.

What actually helps: Getting the underlying condition under control so the yeast stops

interfering with pigment production. Consistent sunscreen, because tanning the

surrounding skin while the light patches stay pale makes the contrast more visible. And

patience. Repigmentation can take three to six months or more, and stressing over it doesn't

speed anything up. The color does come back for most people. It just takes its time.

Hair Care, Protective Styles, and Scalp Access

You don't have to abandon protective styles or scalp oiling. What helps is finding a balance between hair

health and scalp health, pulling back a bit during active flares and relaxing the approach when things are

calm.

How Long Until I See Results?

Judge active disease by scale, itch, and new lesion formation. Judge recovery by color and

texture. Those two clocks run at different speeds, and confusing the first for the second

leads to over-treatment.



Environmental Triggers and Prevention

Malassezia conditions don't happen in a vacuum. Temperature, humidity, occlusion, and sweat all

influence yeast growth and symptom flares. Knowing your personal triggers matters as much as knowing

which products to use.

Heat and Humidity

Malassezia species, particularly M. globosa, grow faster in warm, moist environments. Sweat doesn't just

raise the temperature; it contains urea, amino acids, and glycerol that the yeast can feed on. Summer

flares, gym sessions, humid climates, and even heavy winter layers that trap heat against the skin are all

common triggers.

Occlusion: Clothing, Headwear, and Heavy Products

Tight clothing, heavy creams, headbands, and hats all trap heat and moisture against the skin. That's why

folliculitis often clusters under sports bras, along the hairline under headgear, or in skin folds. If you

exercise regularly or spend time in hot environments, you've probably noticed a pattern.

Seasonal Patterns

A lot of people with Malassezia conditions have predictable seasonal patterns. Some flare in summer and

early fall when heat and humidity peak. Others get worse in winter when indoor heating and heavy

occlusives combine. Some flare year-round but notice it shifting with the seasons. If you track your flares

over a few months, a pattern often emerges.

WHAT YOU'RE

MEASURING

TYPICAL

TIMELINE
COMMON MISTAKE

Scale reduction 1-4 weeks Stopping treatment when flakes reduce, before

maintenance is established

Itch improvement 1-2 weeks Assuming all remaining bumps are still active just because

marks remain

Active bumps flattening 2-4 weeks Changing the whole routine after 5 days because "nothing is

happening"

Pigment normalization 2-6+ months Escalating treatment because color is still uneven

PIH fading (darker skin) 4-12+ weeks Over-treating marks with acids, creating new inflammation

and new marks



Prevention Strategies

Simple, practical steps to reduce Malassezia flares:

Shower after exercise and activity. Sweat-dampened skin is an ideal substrate for yeast.

Change out of sweaty clothes promptly and rinse off.

Choose breathable fabrics. Cotton and moisture-wicking synthetics are better than

occlusive materials, especially in areas prone to folliculitis (chest, back, underarms).

In humid months, skip the heavy, occlusive creams. Lighter moisturizers are usually

enough when your skin is already oily.

If you have predictable seasonal flares, some people use zinc pyrithione or ketoconazole

shampoo as a body wash during summer or after heat exposure, even when not actively

flaring. Preventive antifungal washes can head things off before they start.

Watch your headwear. If you wear hats, headbands, or tight accessories, make sure

they're breathable and wash them regularly. Hair sitting wet against the scalp and

forehead is a perfect setup for a flare.

Q U I C K  R E C A P

Heat, humidity, sweat, and occlusion directly promote Malassezia growth.

Seasonal patterns are common—track your flares to identify yours.

Shower promptly after activity; change out of sweaty clothes immediately.

Breathable fabrics and lighter occlusion reduce flare risk in high-risk seasons.

Prevention is often easier than management—consider seasonal antifungal support if you

have predictable flare patterns.

Diet, Gut Health, and Malassezia

Research on diet, gut bacteria, and skin disease has picked up in the last decade, though most of it is still

preliminary. Malassezia conditions are not "diet diseases," but what you eat does influence skin immunity

and microbial balance. The science isn't settled enough to prescribe specific diets, but the direction of the

evidence is worth paying attention to.



High-Sugar and High-Fat Diets

Early research suggests that diets heavy in refined carbohydrates, added sugars, and saturated or

oxidized fats may promote fungal overgrowth in susceptible people. The mechanism isn't fully worked out,

but high-glucose states favor yeast growth, and certain fat profiles shift immune tolerance. That doesn't

mean eliminating carbs or fat. It means quality matters, and refined sugars in particular seem to work

against healthy skin microbiota.

Gut Dysbiosis and the Gut-Skin Axis

Your gut microbiome affects your skin through several routes: it calibrates immune tolerance, produces

short-chain fatty acids that strengthen barrier function, and competes with pathogenic fungi for

resources. Disrupted gut bacteria have been observed in patients with seborrheic dermatitis and other

Malassezia-related conditions. One clinical trial found that Lactobacillus paracasei supplementation

improved moderate-to-severe dandruff in some patients, though results varied widely between

individuals.

What the Evidence Actually Supports

Reality check: There is no established "Malassezia diet." No single food or supplement has

been shown to clear Malassezia skin disease on its own. Diet changes should sit alongside

antifungal or anti-inflammatory treatment, not replace them. Some people experiment and

see results, but this isn't a clinical standard yet.

That said, reasonable dietary approaches for people with Malassezia conditions include:

Reducing refined sugars and added carbohydrates in favor of whole grains and complex carbs

Prioritizing healthy fats (omega-3s, monounsaturated fats) over seed oils and trans fats

Eating fermented or probiotic foods if you tolerate them (yogurt, kefir, sauerkraut, kimchi)

Ensuring adequate fiber, which supports healthy gut bacteria

Staying hydrated

If you want to try probiotic supplements, Lactobacillus paracasei and Bifidobacterium are the strains with

the most skin-relevant research behind them. People respond differently, though. A clinician who

understands both dermatology and nutrition can help you figure out what's worth trying.



W H E R E  T H I S  S TA N D S

The gut-skin connection is real, but diet alone won't clear Malassezia disease.

Cutting back on refined sugars and supporting gut bacteria through diet is a reasonable

place to start.

Some people see improvement with probiotics; others don't. Response varies a lot.

Diet changes sit alongside treatment, not in place of it.

The research is still early. There are no established dietary protocols specific to Malassezia

skin disease yet.

Ingredients to Avoid and Safe Alternatives
If you've spent any time in Malassezia skin care communities, you've seen the ingredient lists. They can

look overwhelming until you understand the logic behind them: Malassezia is lipid-dependent, it can't

make its own fatty acids, so it scavenges them from your skin's surface. The ingredients that matter most

are the ones delivering fatty acids the yeast can actually use.

The carbon chain rule. Research shows Malassezia grows on fatty acids with carbon chain

lengths from C12 through C24. Fatty acids shorter than C12 (like caprylic acid, C8, and capric

acid, C10) don't support growth. Neither do very long chains well above C24. Some studies

reference C11 as a borderline threshold, but C12 (lauric acid) is the practical lower bound

most widely cited. Once you know this rule, most of the ingredient logic below falls into

place.

The Science in Brief

Malassezia species produce lipase enzymes that break down triglycerides (the building blocks of most

plant and animal oils) into free fatty acids. If those fatty acids fall within the C12-C24 range, the yeast can

feed on them. Some of those same fatty acids, especially oleic acid (C18:1), also disrupt barrier function

and trigger inflammation in susceptible people. So the yeast gets fed and the skin gets irritated at the

same time.



That's why ingredient selection matters for skin like this in a way it doesn't for most other conditions. The

question isn't "clean" versus "dirty." It's whether a given ingredient delivers carbon chains the yeast can

metabolize.

Ingredients That Feed Malassezia

These are the major groups of ingredients flagged in the research and by people who've been

troubleshooting this for years. Not everyone reacts to every ingredient here, but if you're stuck in a cycle of

recurring flares and haven't looked at your product ingredients yet, start here.

O I LS  TO  AVO I D

Coconut oil (high in lauric acid, C12)

Olive oil (high in oleic acid, C18:1)

Avocado oil

Argan oil

Marula oil

Sweet almond oil

Rosehip oil

Jojoba oil (a wax ester, C20–C22)

Castor oil

Grapeseed oil

Sunflower oil

Shea butter

Cocoa butter

FAT T Y AC I D S  (C 12–C24)

Lauric acid (C12)

Myristic acid (C14)

Palmitic acid (C16)

Stearic acid (C18)

Oleic acid (C18:1)

Linoleic acid (C18:2)

Linolenic acid (C18:3)

E ST E R S

Look for the suffix "-ate" on ingredients derived

from C12–C24 fatty acids.

Isopropyl myristate

Isopropyl palmitate

Glyceryl stearate

Glyceryl oleate

Ethylhexyl palmitate

Cetyl ethylhexanoate

P O LYS O R BAT E S

Each polysorbate is derived from a specific

fatty acid that Malassezia can use.

Polysorbate 20 (from lauric acid, C12)

Polysorbate 40 (from palmitic acid, C16)

Polysorbate 60 (from stearic acid, C18)

Polysorbate 80 (from oleic acid, C18:1)



Sorbitan oleate

FAT T Y A LC O H O LS  (D E BAT E D )

These are structurally different from fatty

acids, so the risk is lower, but some people still

report issues.

Cetyl alcohol (C16)

Stearyl alcohol (C18)

Cetearyl alcohol (C16/C18 mix)

F E R M E N T E D  I N G R E D I E N TS

Some ferments can increase aryl hydrocarbon

receptor (AhR) activity, which is already

elevated in Malassezia-associated conditions.

Galactomyces ferment filtrate (shown to

activate AhR)

Saccharomyces ferment filtrate (no

direct evidence of AhR activation, but

proceed with caution)

Aspergillus ferment

Lactobacillus ferment (debated)

A note on concentration and context. An ingredient appearing far down a product's

ingredient list (meaning it's present at a very low concentration) is less likely to cause

problems than one listed in the first five ingredients. This isn't a reason to ignore the list, but

it's a reason not to panic about every trace amount. Use these lists as a starting point, not as

an absolute law.

Oils and Ingredients That Are Safe

You can absolutely moisturize and protect your skin. You just need ingredients that fall outside the C12-

C24 range, contain no fatty acids at all, or work through mechanisms the yeast can't exploit.



MCT Oil

C8  +  C10  ONLY

Caprylic (C8) and capric
(C10) acid fall below the C12

threshold. Make sure the
label specifies C8/C10 only;

some MCT oils include
lauric acid (C12), which

defeats the purpose.

Squalane

C30  BACKBONE

A lightweight, non-
comedogenic emollient

derived from olives or
sugarcane. Its 30-carbon
structure is too long for

Malassezia to metabolize.
Not to be confused with
squalene (with an "e"),

which oxidizes more easily.

Mineral Oil

NO FATTY ACIDS

A petroleum-derived
occlusive that contains no
triglycerides or fatty acids.
Malassezia can't use it as a

food source. Cosmetic-
grade mineral oil is non-
comedogenic despite its

reputation.

SA F E  H U M ECTA N TS

Glycerin

Hyaluronic acid / sodium hyaluronate

Urea

Aloe vera

Panthenol (vitamin B5)

Beta-glucan

Propanediol

Honey (topical, non-fermented)

SA F E  E M O L L I E N TS  &  O C C LU S I V E S

Dimethicone

Cyclomethicone / cyclopentasiloxane

Caprylic/capric triglyceride (C8/C10)

Petroleum jelly / petrolatum

C12-15 alkyl benzoate (debated, generally

tolerated)

SA F E  ACT I V E S

Niacinamide (vitamin B3)

Azelaic acid

Salicylic acid (BHA)

Sulfur

Zinc pyrithione

Centella asiatica / madecassoside

Ceramides (synthetic, non-ester-based)

Allantoin

A N T I F U N G A L ACT I V E S

Ketoconazole

Zinc pyrithione

Selenium sulfide

Ciclopirox olamine

Piroctone olamine

Tea tree oil (contains terpinen-4-ol)

Sulfur



The practical approach. You don't need to eliminate every potentially problematic ingredient

from your life overnight. Start with the products that stay on your skin the longest:

moisturizers, serums, sunscreens, and leave-in treatments. Rinse-off products like cleansers

and shampoos have much less contact time and are lower priority. Focus your ingredient

screening where it will have the most impact.

Quick screening tip. Paste an ingredient list into a free checker tool like sezia.co or SkinSort's

Fungal Acne Checker. These cross-reference against known Malassezia-feeding ingredients

and flag potential concerns. They aren't perfect, but they save a lot of manual work.

K E Y  TA K E A W AY S

Malassezia feeds on fatty acids in the C12–C24 carbon chain range. That single rule

explains most of the ingredient logic.

Most plant oils (coconut, olive, argan, avocado, etc.) are high in C12–C18 fatty acids and

should be avoided on Malassezia-prone skin.

MCT oil (C8/C10 only), squalane (C30), and mineral oil (no fatty acids) are the three widely

accepted safe oil options.

Esters, polysorbates, and some fatty alcohols can also deliver problematic fatty acids.

Look for the "-ate" suffix as a flag.

Fermented ingredients may produce byproducts the yeast can use.

Prioritize screening leave-on products. Rinse-off products are lower risk.

Concentration matters. An ingredient at 0.1% is not the same threat as one at 15%.

These lists are starting points for troubleshooting, not universal laws. Individual responses

vary.



Treatment Deep Dives
There are more Malassezia-relevant treatments than most people realize, and they work through different

mechanisms. Knowing how each one works helps you pick the right tool, combine treatments that

complement each other, and figure out what to try next when your first choice stalls.

How to read these cards. Each treatment is tagged by its primary mechanism: antifungal

(kills or inhibits the yeast directly), keratolytic (breaks down scale, unclogs follicles, reduces

buildup), anti-inflammatory (calms the immune response), or adjunct (supports the routine

without targeting the yeast directly). Many treatments do more than one thing.

The most studied topical antifungal for Malassezia conditions. Ketoconazole is an imidazole

that inhibits ergosterol synthesis, a core component of fungal cell membranes. Without

ergosterol, the membrane becomes leaky and the yeast dies. Available OTC as 1% shampoo

(Nizoral) and by prescription at 2% in shampoo, cream, and foam forms.

HOW IT WORKS Blocks the enzyme lanosterol 14α-
demethylase, preventing the yeast from
building functional cell membranes.

BEST FOR Seborrheic dermatitis, dandruff, Malassezia
folliculitis, tinea versicolor. The most broadly

studied agent across all Malassezia
conditions.

TYPICAL USE Shampoo: lather on affected area, leave 3–5

minutes, rinse. 2–3x/week during active flare,
1x/week for maintenance. Cream: thin layer to
affected skin 1–2x daily.

WATCH OUT FOR Can be drying with frequent use. Some people
experience contact irritation. Oral

ketoconazole carries liver toxicity risks and is
rarely used for skin conditions anymore.

Sources: Peter RU et al., Br J Dermatol 1995 [29]; Piérard-Franchimont C et al., Skin Pharmacol Appl Skin Physiol

2002 [30]; Okokon EO et al., Eur J Dermatol 2001 [31]

Ketoconazole ANTIFUNGAL



One of the most accessible and well-tolerated antifungal agents, found in numerous OTC

shampoos (Head & Shoulders, Vanicream Z-Bar). ZPT works through a different mechanism

than azoles, making it a useful rotation partner or combination agent.

HOW IT WORKS Dramatically increases intracellular zinc levels
in the yeast, disrupting iron-sulfur protein
function and cellular metabolism. Also has

antibacterial and mild anti-inflammatory
effects.

BEST FOR Mild to moderate dandruff and seb derm.

Good first-line option due to tolerability.
Available in shampoo, bar soap, and some
leave-on formulations.

TYPICAL USE Shampoo: lather and leave 2–3 minutes, rinse.
Bar: use as face or body wash. Daily during

flare, tapering to 2–3x/week for maintenance.

WATCH OUT FOR Less potent than ketoconazole in head-to-
head studies for severe disease. May leave

residue on hair. Some formulations contain
problematic oils or fatty acids—check the full
ingredient list.

Sources: Park M et al., Sci Rep 2018 [23]; Reeder NL et al., Antimicrob Agents Chemother 2011 [32]; Piérard-

Franchimont C et al. [30]

Zinc Pyrithione ANTIFUNGAL ANTI- INFLAMMATORY



Available OTC at 1% (Selsun Blue) and by prescription at 2.5%. Selenium sulfide has both

antifungal and anti-seborrheic properties, making it useful for conditions where excessive oil

and yeast overgrowth coincide.

HOW IT WORKS Cytotoxic to Malassezia, slowing yeast cell
turnover. Also reduces epidermal turnover
rate, which helps control flaking and scale

production.

BEST FOR Dandruff, seb derm, and tinea versicolor
(especially large body areas where a wash-off

approach is practical).

TYPICAL USE Apply to wet skin/scalp, leave 5–10 minutes,

rinse thoroughly. For tinea versicolor, some
protocols recommend applying to dry skin for
10 minutes before showering. 2–3x/week, then

taper.

WATCH OUT FOR Can discolor light or color-treated hair. Has a
distinctive smell. Can be drying and irritating

at higher concentrations. Rinse thoroughly to
avoid residue irritation.

Sources: Sanchez JL & Torres VM, J Am Acad Dermatol 1984 [33]; Sooksriwong C et al., J Dermatolog Treat 2023

[34]

Selenium Sulfide ANTIFUNGAL KERATOLYTIC



A broad-spectrum antifungal that works through a completely different mechanism than azoles.

Studies show it's comparably effective to ketoconazole, and the combination of ciclopirox with

zinc pyrithione shows synergistic effects greater than either alone.

HOW IT WORKS Chelates (binds) iron and other metal ions
essential for fungal mitochondrial enzyme
activity, disrupting cellular respiration. Also

inhibits prostaglandin and leukotriene
synthesis, contributing anti-inflammatory
benefits.

BEST FOR Seb derm, dandruff, and cases where
ketoconazole alone isn't sufficient. Available as
1% shampoo (prescription in many countries)

and 0.77% cream/gel.

TYPICAL USE Shampoo: apply to wet scalp, lather, leave 3

minutes, rinse. 2–3x/week. Cream: apply to
affected area 2x daily.

WATCH OUT FOR Less widely available OTC than ketoconazole

or zinc pyrithione in some markets. Generally
well-tolerated with similar side-effect profile to
ketoconazole.

Sources: Roques C et al., Mycopathologia 2006 [24]; Ratnavel RC et al., J Dermatolog Treat 2007 [35]

Ciclopirox Olamine ANTIFUNGAL ANTI- INFLAMMATORY



A second-generation antifungal increasingly found in cosmetically elegant shampoos and scalp

treatments. It's the active in many "gentle" or salon-oriented antidandruff products and is

generally less harsh than selenium sulfide or coal tar.

HOW IT WORKS Like ciclopirox, it crosses the yeast cell
membrane and chelates intracellular iron ions
into stable complexes. This deprives

mitochondrial enzymes of iron, shutting down
cellular respiration.

BEST FOR Mild to moderate dandruff and seb derm,

especially in people who want a less
medicated feel. Often found in products with
better hair cosmetics than traditional

medicated shampoos.

TYPICAL USE As directed by the specific product. Most

shampoos: use regularly (daily or every other
day), leave 1–3 minutes, rinse.

WATCH OUT FOR May be less effective than ketoconazole for

severe disease. Concentrations vary widely
across products (0.5–1%). Check the active
percentage.

Sources: Ge Y et al., J Cosmet Dermatol 2025 [36]; Schmidt-Rose T et al., Int J Cosmet Sci 2011 [37]

Piroctone Olamine ANTIFUNGAL



One of the oldest topical treatments in dermatology. Sulfur has antifungal and keratolytic

properties, and it works well for Malassezia folliculitis where clogged follicles and yeast

overgrowth overlap.

HOW IT WORKS Converted to pentathionic acid and hydrogen
sulfide by keratinocytes, which have direct
antifungal effects. Also breaks down keratin,

helping to unclog follicles and reduce scale
buildup.

BEST FOR Malassezia folliculitis, seb derm with heavy

scaling, and overlap presentations. Works well
in combination with other antifungals. De La
Cruz sulfur ointment is a widely available,

affordable option.

TYPICAL USE Masks/ointments: apply to affected area for

10–20 minutes, rinse. 2–3x/week. Some sulfur
washes are designed for daily use. Contact
time matters.

WATCH OUT FOR Has a strong smell. Can be drying. Stains some
fabrics. Start with short contact times and
build up tolerance.

Sources: Gupta AK & Nicol K, J Drugs Dermatol 2004 [25]; Lin AN et al., J Am Acad Dermatol 1988 [38]

Sulfur ANTIFUNGAL KERATOLYTIC



A beta-hydroxy acid that's lipid-soluble, meaning it can penetrate into oily follicles to dissolve

the buildup that traps yeast. It doesn't kill Malassezia directly but creates a less favorable

environment for overgrowth.

HOW IT WORKS Dissolves intercellular lipids holding dead skin
cells together, promoting exfoliation.
Penetrates into pores and follicles to clear

sebaceous plugs. Mild anti-inflammatory
effects.

BEST FOR Supporting role alongside antifungals. Useful

for Malassezia folliculitis (helps unclog
follicles), scalp scaling, and maintenance
exfoliation. Available in shampoos (T/Sal),

toners, and serums at 0.5–2%.

TYPICAL USE Shampoo: leave on 3–5 minutes, rinse.

Toner/serum: apply to clean skin, typically in
the evening. Start 2–3x/week.

WATCH OUT FOR Not sufficient as a standalone treatment for

active Malassezia disease. Can be drying,
especially in combination with other actives.
Not recommended during pregnancy at high

concentrations.

Sources: Ge Y et al. [36]; Waller JM et al., Skin Pharmacol Physiol 2006 [39]

Salicylic Acid (BHA) KERATOLYTIC



A naturally occurring dicarboxylic acid that's become popular in Malassezia-aware

communities. It may reduce the fatty acid content of skin surface lipids, which could limit the

yeast's food supply, while also calming inflammation and helping fade post-inflammatory

hyperpigmentation. Worth noting: rigorous clinical trials specifically targeting Malassezia

folliculitis with azelaic acid are still limited, and much of the evidence comes from mechanistic

studies or small pilots.

HOW IT WORKS Inhibits thioredoxin reductase and

mitochondrial enzymes in the yeast. Reduces
overall fatty acid content on the skin surface.
Also normalizes keratinization, has anti-

inflammatory effects, and inhibits tyrosinase
(helping with PIH).

BEST FOR Malassezia folliculitis, seb derm with PIH

concerns, and overlap with acne or rosacea.
The triple action (antifungal + anti-
inflammatory + anti-PIH) makes it a strong pick

for melanin-rich skin. Available OTC at 10%
(Malezia, The Ordinary) and by prescription at
15–20%.

TYPICAL USE Apply a thin layer to affected areas 1–2x daily.
Can be used morning and evening. Takes 4–8

weeks for full effect. Pair with SPF for PIH
benefit.

WATCH OUT FOR Tingling or mild stinging is common for the

first 1–2 weeks (usually resolves). Some
formulations contain esters or fatty acids—
check the vehicle ingredients, not just the

active.

Sources: Draelos ZD, J Clin Aesthet Dermatol 2020 [40]; Passi S et al. 1989 [41]

Azelaic Acid ANTIFUNGAL ANTI- INFLAMMATORY



A humectant and keratolytic that's Malassezia-safe and works well on stubborn scale. At low

concentrations (5-10%) it hydrates; at higher concentrations (20-40%) it actively breaks down

scale and helps other treatments absorb better.

HOW IT WORKS Breaks hydrogen bonds in keratin proteins,
loosening compacted scale. Also draws
moisture into the stratum corneum and may

help antifungal agents applied afterward
absorb deeper.

BEST FOR Thick, adherent scalp scale in seb derm. Pre-

treatment before antifungal shampoo. Body
areas with heavy buildup. Also a safe
moisturizing ingredient for Malassezia-prone

skin at lower concentrations.

TYPICAL USE Low concentration (5–10%): daily moisturizer.

High concentration (20–40%): apply to scaly
areas 30–60 minutes before washing, or as a
leave-on scalp treatment. Eucerin and CeraVe

SA (contains both urea and salicylic acid) are
common options.

WATCH OUT FOR High concentrations can sting on broken or

inflamed skin. Start lower and build up. Check
the full ingredient list of urea creams—some
contain problematic emollients.

Sources: Celleno L, Dermatol Ther 2018 [42]; Pan M et al., Dermatol Online J 2013 [43]

Urea KERATOLYTIC HYDRATING



The active component terpinen-4-ol has demonstrated antifungal activity against Malassezia

species. Tea tree oil is one of the few essential oils with enough clinical data to take seriously for

this purpose, though it's best used as a supporting agent rather than a primary treatment.

HOW IT WORKS Terpinen-4-ol disrupts fungal cell membrane
integrity. Also has anti-inflammatory and
antibacterial properties. Effective at

concentrations of 5% or higher in most
studies.

BEST FOR Mild seb derm, mild folliculitis, and as a

maintenance ingredient in shampoos and
cleansers. Several tea tree shampoos are
available OTC (Paul Mitchell Tea Tree, various

pharmacy brands).

TYPICAL USE In shampoo or wash form: use as directed,

leave on 2–3 minutes. As a diluted treatment:
5% tea tree oil in a carrier (not a Malassezia-
feeding oil). Never apply undiluted.

WATCH OUT FOR Contact allergy is not uncommon with tea tree
oil. Patch test first. Can be irritating at high
concentrations. Oxidized tea tree oil (old

bottles) is more sensitizing. Many tea tree
products contain other problematic oils—read
the full ingredient list.

Sources: Satchell AC et al., J Am Acad Dermatol 2002 [44]; Hammer KA et al., Antimicrob Agents Chemother

2000 [45]

Tea Tree Oil ANTIFUNGAL ANTI- INFLAMMATORY



Primarily known as an acne treatment, benzoyl peroxide is useful in Malassezia contexts mainly

as a keratolytic that helps unclog follicles. There's no strong evidence it kills Malassezia directly,

but it can reduce the bacterial component of mixed presentations and improve follicular

penetration of other treatments.

HOW IT WORKS Releases free oxygen radicals that kill
anaerobic bacteria (C. acnes). Also breaks
down keratin plugs in follicles through

oxidative decomposition. The follicle-clearing
effect is the main benefit for Malassezia-prone
skin.

BEST FOR Mixed acne + Malassezia folliculitis
presentations. Useful when both bacterial and

fungal components are suspected. PanOxyl
wash (4–10%) is a common choice used as a
short-contact wash.

TYPICAL USE As a short-contact wash: apply to wet skin,
leave 2–3 minutes, rinse. This reduces irritation
while maintaining efficacy. Can also be used

as a leave-on at lower concentrations (2.5%).

WATCH OUT FOR Bleaches fabrics and towels. Can be very

drying and irritating, especially on the face.
Start with short contact times. No direct
antifungal evidence, so don't rely on it as your

primary Malassezia treatment.

Sources: Waller JM et al. [39]; StatPearls: Benzoyl Peroxide, 2024 [46]

Benzoyl Peroxide KERATOLYTIC ANTIBACTERIAL



Not an antifungal, but probably the most useful supporting ingredient if you're dealing with

Malassezia. Niacinamide strengthens the skin barrier, reduces sebum production, and calms

inflammation. It's Malassezia-safe at any concentration.

HOW IT WORKS Increases ceramide and fatty acid synthesis
within the skin barrier (this is different from
applying fatty acids to the surface). Reduces

transepidermal water loss. Downregulates
sebum production at concentrations of 2–5%.
Anti-inflammatory via inhibition of NF-κB

pathway.

BEST FOR Supporting role in any Malassezia routine.
Helps repair barrier damage from antifungal

treatments. Reduces oiliness, which reduces
the yeast's food supply indirectly. Works
synergistically with azelaic acid.

TYPICAL USE Serum or moisturizer at 2–10%. Apply 1–2x
daily. The Ordinary Niacinamide 10% is widely

used, but check the full formula for
Malassezia-feeding ingredients.

WATCH OUT FOR Concentrations above 5% cause flushing in

some people. This is harmless but
uncomfortable. If this happens, look for a lower
concentration or a product where niacinamide

isn't the headline active.

Sources: Tanno O et al., Br J Dermatol 2000 [47]; Draelos ZD et al., J Cosmet Laser Ther 2006 [48]

Niacinamide (Vitamin B3) ANTI- INFLAMMATORY BARRIER SUPPORT



These are for moderate-to-severe or treatment-resistant cases. Prescription only, with clinician

oversight required because of potential side effects. Worth knowing about because they're

sometimes what finally works when topicals have stalled.

HOW THEY WORK Same mechanism as topical azoles (ergosterol
synthesis inhibition), but delivered
systemically so they reach follicles and

sebaceous glands from the inside.
Itraconazole concentrates in skin and nails.
Fluconazole has good skin penetration and

longer half-life.

BEST FOR Widespread Malassezia folliculitis, extensive
tinea versicolor, refractory seb derm, and

head-and-neck dermatitis in AD where a
Malassezia component is suspected. Also
used as pulse therapy for maintenance in

recurrent disease.

TYPICAL USE Varies by condition and agent. Common

regimens: itraconazole 200mg/day for 1–2
weeks, or fluconazole 150–300mg/week for 2–
4 weeks. Pulse dosing (one week on, three

weeks off) is used for maintenance. Always
clinician-directed.

WATCH OUT FOR Drug interactions (especially itraconazole,

which affects CYP3A4). Liver function
monitoring may be needed for longer courses.
GI side effects. Not a substitute for a topical

maintenance plan, which is still needed after
oral clearance.

Sources: Ghodsi SZ et al., Am J Clin Dermatol 2015 [49]; Kose O et al., JEADV 2005 [50]; Zisova LG, Folia Med

2006 [51]

Oral Antifungals (Fluconazole, Itraconazole) ANTIFUNGAL —  SYSTEMIC



FDA-approved in December 2023 for seborrheic dermatitis in patients ages 9 and older. It's the

first new mechanism approved for seb derm in roughly two decades, which is worth knowing

because the treatment options had been pretty static. Roflumilast is not an antifungal; it works

by reducing inflammation. That makes it useful for people who want to get off long-term topical

steroids or whose disease is mostly inflammation-driven.

HOW IT WORKS Roflumilast is a phosphodiesterase-4 (PDE4)
inhibitor. It reduces the breakdown of cyclic

adenosine monophosphate (cAMP), which
leads to decreased production of
inflammatory cytokines like TNF-alpha and IL-

8. This dampens the inflammatory cascade
that drives seborrheic dermatitis symptoms. It
does not directly target Malassezia, but

addresses the inflammatory component of the
disease.

BEST FOR Moderate seborrheic dermatitis of the face

and scalp. A good long-term, steroid-sparing
option for chronic or recurrent disease. Can be
combined with antifungal therapy to create a

dual-mechanism approach (inflammation +
yeast control). Also useful in people who
develop tachyphylaxis to topical steroids.

TYPICAL USE Applied once daily as a topical foam (0.3%). In
clinical trials (STRATUM), nearly 80% of

patients achieved the primary efficacy
endpoint by Week 8. Long-term data through
52 weeks shows durable improvement and

sustained benefit with continuous use.

WATCH OUT FOR Prescription only. Since roflumilast does not
directly address the Malassezia component, it

works best paired with an antifungal agent.
Most common side effects in trials were mild
and localized (application-site irritation). Not

appropriate for acute flares that need rapid
control—topical steroids remain faster-acting.

Roflumilast (ZORYVE) ANTI- INFLAMMATORY —  PRESCRIPTION



Combining Treatments: A Practical Framework

Most Malassezia routines that actually work use more than one treatment, because different agents

target different parts of the problem. A useful way to think about it is in three layers:

Rotation matters. Using the same antifungal continuously can lead to reduced efficacy over

time. Many dermatologists recommend rotating between two antifungal agents (e.g.,

ketoconazole and zinc pyrithione shampoo on alternating washes). This also reduces the

risk of irritation from any single agent.

P U T T I N G  I T  T O G E T H E R

Ketoconazole is the most studied and potent topical antifungal for Malassezia, but it's not

the only option.

Zinc pyrithione and ciclopirox work through different mechanisms than azoles, making

them good rotation or combination partners.

Azelaic acid does triple duty: antifungal, anti-inflammatory, and anti-PIH. Worth a close

look if you have melanin-rich skin.

Keratolytics (salicylic acid, urea, sulfur) don't kill yeast, but they clear the way for

antifungals to penetrate better.

Niacinamide isn't antifungal but supports almost every Malassezia routine by

strengthening the barrier and reducing sebum.

Sources: FDA approval, Arcutis Biotherapeutics, December 2023 [52]; Blauvelt A et al., STRATUM Phase 3 trial, J

Am Acad Dermatol 2024 [53]

LAYER PURPOSE EXAMPLES

1. Antifungal Directly reduce yeast population Ketoconazole, zinc pyrithione, ciclopirox,

selenium sulfide

2. Keratolytic Clear scale and follicular plugs so

antifungals can penetrate

Salicylic acid, urea, sulfur, benzoyl peroxide

3. Barrier & Calm Repair skin, reduce inflammation, control oil Niacinamide, azelaic acid, Malassezia-safe

moisturizer, squalane



Oral antifungals are reserved for severe or refractory cases and require clinician oversight.

The best routines layer an antifungal + a keratolytic + barrier support, not one product

doing everything.

Rotate antifungals to maintain efficacy and reduce irritation.

Sample Daily Routine

Below are two template routines, one for morning and one for evening. These are templates, not

prescriptions. Start simple with a cleanser + one antifungal + moisturizer. Add layers only if you're not

seeing improvement or if you have a specific concern (e.g., "my forehead gets scaly, my chest gets itchy").

A M  RO U T I N E

1. Gentle cleanser. Wash with a
Malassezia-safe cleanser (no
problematic oils or esters). Lukewarm
water; avoid hot water which can strip
and irritate.

2. Active treatment (if desired). Optional:
apply an AM-appropriate active like
azelaic acid or a niacinamide serum to
help control inflammation and sebum
production.

3. Malassezia-safe moisturizer. Apply
while skin is still slightly damp.
Squalane, urea-based, or mineral oil-
based moisturizers are all safe choices.

4. Mineral sunscreen. Zinc oxide or
titanium dioxide preferred. Check the
full ingredient list for problematic esters
or oils.

P M  RO U T I N E

1. Antifungal wash. Use a ketoconazole
(2%), zinc pyrithione (1%), or selenium
sulfide (2.5%) wash. Leave on for 3–5
minutes before rinsing. This contact
time is essential for efficacy.

2. Active treatment. Apply a keratolytic
like salicylic acid, sulfur, or urea to help
clear scale and follicular plugging. This
improves penetration of antifungal
agents.

3. Malassezia-safe moisturizer. Repair and
maintain barrier function. Avoid
products with problematic fatty acids
or esters.

4. Targeted treatment oil (optional). If you
have dry patches unresponsive to
moisturizer alone, apply MCT oil
(C8/C10 only) to those areas only. Avoid
applying to oily zones.

Remember: This is a template, not a prescription. Start simple (cleanser + one antifungal +

moisturizer) and add layers only as needed. More products doesn't mean faster results.

Judge your routine by whether the scale, itch, and new bumps are improving.





Common Failure Points

Three-column check: Did the scale improve? Did the itch/redness improve? Did the skin

become more irritated from treatment? Those three answers often explain the next step.

Myths and High-Yield Questions

"If Malassezia lives on normal skin, it can't be causing my rash."

False. A normal resident can still cause problems under the right conditions. It's not about whether the

yeast is there; it's about how it behaves in your particular skin environment.

"Fungal acne is just regular acne with another name."

P A R T  4

Troubleshooting & Long-Term Management

WHAT YOU'RE

EXPERIENCING
MOST LIKELY EXPLANATION BETTER NEXT STEP

"Ketoconazole helped a little,

then stopped"

Mixed disease, inconsistent use, or

recurrence after stopping

Review diagnosis; use maintenance,

not all-or-nothing therapy

"Scalp clears but forehead

keeps flaring"

Hair products contributing; wash-off

scalp control insufficient for face

Check scalp spillover; simplify leave-in

products

"Rash looked worse after

starting antifungals"

Irritant dermatitis, overuse, or fragrance

sensitivity

Reduce frequency; repair barrier;

irritation doesn't disprove diagnosis

"Tinea versicolor gone but

marks still there"

Common pigment lag Judge activity by scale, not color; give

pigment time

"Everything burns now" Barrier damage from over-treatment Simplify, moisturize, rebuild tolerance



No. Different mechanism, different treatment, different diagnostic clues. The condition is Malassezia

folliculitis, not acne vulgaris.

"If the tinea versicolor marks are still visible, the infection is still active."

Not necessarily. Color changes often persist after the yeast is controlled. Watch scale and spread, not

color alone.

"Every oil feeds Malassezia."

Overstated. The concern about certain oils is real, but there's no evidence that every oily ingredient

worsens every patient.

"If I clear once, I should be cured."

These conditions are controllable, but they tend to come back. Maintenance is part of the deal.

"The more products I add, the faster I'll calm a flare."

Usually the opposite. Most routines improve when you cut them down.

The question that improves most routines: Instead of "what's the best product?" ask "what

am I trying to change on this site right now?"



Questions That Often Improve the Visit

1. What's your leading diagnosis, and what's your main alternative?

2. Do you think this is one condition or an overlap of more than one?

3. What finding makes you think this is seb derm, folliculitis, tinea versicolor, or something else?

4. What should I use to judge improvement: less scale, less itch, fewer bumps, or color normalization?

5. What's the maintenance plan if the initial treatment works?

6. What signs would mean I should come back sooner or reconsider the diagnosis?

Bring a simple timeline, a short list of what helped or hurt, and a few representative photos.

That's usually more useful than bringing every product you own.

P A R T  5

Working With Your Clinician



How Kyn Skyn Approaches This

We started Kyn Skyn because we kept running into the same problem: the science on Malassezia

conditions is solid, but the products available to people living with them haven't caught up.

What we leave out matters. Our products skip the heavy oils, rich esters, and high-occlusion

ingredients that the literature flags as problematic for Malassezia-prone skin. We still protect

the barrier; we just do it without feeding the yeast.

Scalp and skin are one system. We treat the scalp, hairline, face, and upper body as

connected territory, because that's how these conditions actually behave.

Designed for melanin-rich skin too. Malassezia conditions present differently on darker skin.

PIH adds a real timeline. Hair care practices matter. We formulate with all of that in mind.

This handbook exists because we'd rather you understand the science and choose well. Sometimes the

right answer isn't a product at all. It's a simpler routine, a maintenance rhythm, or a conversation with a

dermatologist.
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