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Seborrheic diseasesSeborrheic diseases



SeborrhoeaSeborrhoea

• Sebaceous gland

• Hair follicle

• Sebum lipids• Sebum lipids

• Seborrhoea:  sebum‐orrhoea



Seborrhoeic” regions„Seborrhoeic  regions

Face Upper part of the chest, backFace pp p ,



HUMAN SEBUMHUMAN SEBUM

• Contains: squalene, cholesterol, cholesterol 
esters, wax esters, and triglycerides g y

• bacterial enzymes hydrolyze triglycerides

li id i hi h ki f f• lipid mixture reaching the skin surface: free 
fatty acids, mono‐and diglycerides 



Seborrhoeic diseases:
clinical forms

• Acne vulgaris

• Seborrhoeic dermatitis / on the scalp:Seborrhoeic dermatitis / on the scalp: 
dandruff/

• Rosacea

• Perioral dermatitisPerioral dermatitis



Acne vulgaris papules papulopustules



Acne vulgaris



Acne infantumAcne infantum



Seborrhoeic diseases:
clinical forms

• Acne vulgaris

• Seborrhoeic dermatitis / on the scalp:Seborrhoeic dermatitis / on the scalp: 
dandruff/

R• Rosacea

• Perioral dermatitis



Seborrhoeic
Superficial,scaly
plaquesSeborrhoeic 

dermatitis
plaques



Clinical forms:

1. dry, scaling dermatitis 
(dandruff)
2. greasy, crusted form
3. moist form

Aetiology: Pityrosporon ovale
(yeast )

( th b f th lt d(on the base of the altered 
skin lipids )

Seborrhoeic dermatitis



Skin surface lipidsSkin surface lipids

• Intracellular lipids of corneal layer (sterol 
esters, cholesterol) )

F f b l d ( i li d• Fats from sebaceous glands: (trigliceryds, wax 
esters, squalens )



Seborrhoeic dermatitis



Seborrhoeic diseases:
clinical forms

• Acne vulgaris

• Seborrhoeic dermatitis / on the scalp:Seborrhoeic dermatitis / on the scalp:
dandruff/

R• Rosacea

• Perioral dermatitis



papulopustule

teleangiectasia

papule

Rosacea



RosaceaRosacea
Rhinophyma



Seborrhoeic diseases:
clinical forms

• Acne vulgaris

• Seborrhoeic dermatitis / on the scalp:Seborrhoeic dermatitis / on the scalp:
dandruff/

R• Rosacea

• Perioral dermatitis



Seborrhoeic diseases elementary lesionsSeborrhoeic diseases‐elementary lesions

• superficial: scaly 
dermatitis

• Papules

• Papulopustules

• Nodules

• Cysts• Cysts

• scars



Acne keloid



Acne vulgarisAcne vulgaris

•• a sebaceous gland diseasea sebaceous gland disease

•• a process that involves the pilosebaceousa process that involves the pilosebaceousa process that involves the pilosebaceous a process that involves the pilosebaceous 
unitunit



Acne vulgarisAcne vulgaris

•• a a selfself‐‐limitedlimited diseasedisease, , seenseen primarilyprimarily inin
adolescentsadolescents

l il i ii ff d l•• lesionslesions consistconsist of of comedones, papules, , 
pustules, nodules, , 

•• sequelaesequelae toto activeactive lesionslesions: : pittedpitted oror
hypertrophichypertrophic scarshypertrophichypertrophic scars



AcneAcne

• Clinical 
findingsfindings 

• Comedo (open, closed )
• papulopustule
• nodule
• Cyst
• scar (hypertrophic, ( yp p ,
keloid )



AcneAcne
• Comedo (open,  closed ) • Acne comedonica

• Papulopustule
• Acne vulgaris

• Nodule
• Cyst

• Nodular acne 

• Scar (hypertrophic, keloid 
) • Cystic acne 

• Acne keloid



Acne comedonicaAcne comedonica

• comedo



Papulopustular acne- acne vulgarisPapulopustular acne acne vulgaris

Papulopustules



Acne vulgarisAcne vulgaris



Nodular acneNodular acne



Acne vulgarisAcne vulgaris

•• a sebaceous gland diseasea sebaceous gland disease•• a sebaceous gland diseasea sebaceous gland disease

•• a process that involves the a process that involves the 
pilosebaceous unit.



Acne vulgaris clinical featuresAcne vulgaris‐clinical features

• Acne is often an early 
manifestation of 

• Subsequently the 
incidence decreases

puberty; in the young 
patient the 

• Particularly in women, 
acne may persist 

predominant lesions 
are comedones

through the third 
decade or even later

• The greatest number of 
cases is seen during the 
middle‐to‐late teenage 
period;



Acne vulgaris clinical featuresAcne vulgaris‐clinical features

• early manifestation of 
puberty; predominantpuberty;  predominant 
lesions: comedones

• Subsequently the 

• greatest number of 
cases d ring the

q y
incidence decreases

cases: during the 
middle‐to‐late teenage 
periodperiod



Acne vulgaris pathomechanismAcne vulgaris‐pathomechanism

• 1. Follicular hyperkeratosis

• 2. Sebum production2. Sebum production

• 3. P. acnes

• 4. Androgens



Acne vulgaris‐Pathomechanism
1.

•• primary change: alteration in the pattern of primary change: alteration in the pattern of 
keratinization within the hair folliclewithin the hair folliclekeratinization within the hair follicle  within the hair follicle  

• increase in cellular turnover in keratinocytesin keratinocytes



Acne vulgaris‐Pathomechanism
1.

•• primaryprimary changechange is an is an alterationalteration inin thethe patternpattern
of of keratinization withinwithin thethe folliclefollicle //thethe//
keratinouskeratinous materialmaterial becomesbecomes more more densedense, , 
thethe lamellarlamellar granulesgranules areare lessless numerousnumerous//thethe lamellarlamellar granulesgranules areare less less numerousnumerous//

•• therethere is an is an increase in cellular turnover inin
comedonescomedones..





Acne vulgaris: role of sebum production
2.

•• sebumsebum playsplays a a rolerole inin thethe pathogenesispathogenesis of of 
hh didithethe diseasedisease

•• sebumsebum is is comedogeniccomedogenic; ; causescauses
i fl tii fl tiinflammationinflammation



Acne vulgaris: sebum productionAcne vulgaris: sebum production

•• acneacne appearsappears::acneacne appearsappears::

inin pubertypuberty atat a a timetime whenwhen sebaceoussebaceous developmentdevelopment
occursoccursoccursoccurs

•• acneacne cancan be be controlledcontrolled byby drugsdrugs whichwhich inhibitinhibit
sebaceoussebaceous glandsglands: : 

antiandrogensantiandrogens, , estrogensestrogens, , oraloral retinoidsretinoids



SuppressionSuppression

S b d i• Comedo formation: • Sebum production:

• Benzoyl peroxid

• Topical antibiotics• Topical antibiotics

• Topical retinoids
O l i i i• Oral isotretinoin

• Oral tetracyclin

• Oral isotretinoin

• antiandrogens



Acne vulgaris: role of sebum 
production

•• sebumsebum playsplays a a rolerole inin thethe pathogenesispathogenesis of of 
thethe diseasedisease

bb ii d id i i fl ii fl i•• sebumsebum is is comedogeniccomedogenic; ; causescauses inflammationinflammation

•• acneacne occursoccurs inin thethe neonatalneonatal periodperiod whenwhen thethepp
sebaceoussebaceous glandsglands areare wellwell developeddeveloped



Acne vulgaris: P. acnesAcne vulgaris: P. acnes
3.3.

• the predominant organism in the follicular 
flora is Propionibacterium acnes. p

• P. acnes (formerly Corynebacterium acnes 
type 1) and P.granulosum (formerly C. acnes yp g y
type 2).



Acne vulgaris: P.acnesAcne vulgaris: P.acnes
3.3.

• P. acnes is important in the pathogenesis of 
acne

• inflammation results from the production of 
free fatty acidsfree fatty acids

• P.acnes is the main source of follicular 
lipases



Acne vulgaris: P. acnes
3.

•• P. acnes also produces other extracellular P. acnes also produces other extracellular 
enzymes: proteases,   hyaluronidasesenzymes: proteases,   hyaluronidases

•• may producemay produce inflammation: the organism: the organismmay produce may produce inflammation: the organism : the organism 
has been shown to secrete chemotactic has been shown to secrete chemotactic 
factorsfactorsfactorsfactors



SuppressionSuppression

• P.acnes • Inflammation:

• Benzoylperoxide

• Topical antibiotics

• Benzoylperoxide

• Topical antibiotics• Topical antibiotics • Topical antibiotics

• Topical retinoids

• Oral isotretinoin

• Oral tetracycline

• Oral isotretinoin

• Oral tetracycline

• spironolactone • Spironolactone



Acne vulgaris: role of androgens
4.

• Androgens are known toAndrogens are known to regulate thetheAndrogens are known to Androgens are known to regulate the the 
development of the sebaceous gland and development of the sebaceous gland and 
sebum productionsebum productionsebum productionsebum production

•• they may play a role in the follicular they may play a role in the follicular 
hyperkeratinization seen in acnehyperkeratinization seen in acnehyperkeratinization seen in acnehyperkeratinization seen in acne



Acne vulgaris: role of androgens
4..

H d i h ld b id d b• Hyperandrogenism should be considered to be a 
contributing factor to the development of acne in 
female patients: if sudden in its onset orfemale patients: if  sudden in its onset, or 
associated with hirsutism or irregular menstrual 
periods.periods. 

• A medical history and physical examination directed• A medical history and physical examination directed 
toward eliciting any symptoms or signs of 
hyperandrogenism should be performedhyperandrogenism should be performed.



Acne vulgaris: role of androgens
4.

H d i• Hyperandrogenism:
• a contributing factor to the development of acne in 
f l ifemale patients

• association with hirsutism or irregular menstrual 
i dperiods

• A medical history and physical examination directed 
toward eliciting any symptoms or signs of 
hyperandrogenism should be performed.



Acne vulgaris: role of androgens
4.

•• patientpatient shouldshould be be askedasked aboutabout thethe menstrualmenstrual
periodsperiods

•• hyperandrogenismhyperandrogenism cancan alsoalso resultresult:: deepeningdeepening ofof thethehyperandrogenismhyperandrogenism cancan alsoalso resultresult: : deepeningdeepening of of thethe
voicevoice,  ,  increaseincrease inin libidolibido

•• skinskin signssigns associatedassociated withwith hyperandrogenismhyperandrogenism: : 
hirsutismhirsutism malemale patternpattern alopeciaalopecia truncaltruncal obesityobesityhirsutismhirsutism, , malemale patternpattern alopeciaalopecia, , truncaltruncal obesityobesity



Acne treatmentAcne treatment

• Local: 
• Benzoylperoxid

• Systemic:
• Antibiotics (tetracyclin, y p

• Antibiotics

• retinoids

( y ,
erythromycin )

• Retinoid: Roaccutane• retinoids Retinoid: Roaccutane

• antiandrogens



Corticosteroid acneCorticosteroid acne

• monomorphic papulopustules (on the trunk )monomorphic papulopustules (on the trunk )

• Provoked by topical and systemic steroid 
treatment

• Withdrawal of steroid regression g

• Treatment: conventional acne therapy



Drug induced acneDrug induced acne

• Antibiotics: penicillin, macrolids, doxycyclin, 
oflaxin, chloramphenicol, cotrimoxazolep

• ACTH, nystatin, isoniazid, itraconazole, 
hydroxychloroquine naproxen Hg clanzapinhydroxychloroquine, naproxen, Hg, clanzapin, 
litium



Rosacea



RosaceaRosacea

• Third and fourth decades• Third and fourth decades

• Commoner in women

• Flushing, erythema on the face

P i t t th t l i t i• Persistent erythema, teleangiectasia

• Papules, pustules, papulopustulesp , p , p p p





papulopustule

teleangiectasia

papule

Rosacea



RhinophymaRhinophyma

• Sebaceous gland hypertrophy concentrated on 
the nose

• Producing gross tissue overgrowth and 
hypertrophyhypertrophy 



Rosacea differential diagnosisRosacea‐ differential diagnosis

• Acne vulgaris

• Contact dermatitisContact dermatitis

• Lupus erythematosus

• Light sensitivity

• Perioral dermatitisPerioral dermatitis



SLE-butterfly rash

Contact dermatitis



Rosacea treatmentRosacea‐ treatment

• Long term antibiotics‐ commonly tetracycline 
(for months )( )

• Topical metronidazole



Skin symptoms due to liver diseasesSkin symptoms due to liver diseases

Di l i j di• Discoloration: jaundice
• Hyperpigmentation /chloasma, melasma/
• Liver palm, teleangiectasia, spider nevus
• Purpura, suffusion
• Gynecomastia, hypogonadism, hypotrichosis
• Porphyria cutanea tardao p y a cuta ea ta da
• Nail abnormalities
• Xanthoma xanthelasmaXanthoma, xanthelasma, 
• pruritus



Melasma (gravida



Purpura, suffusion



Porphyria cutanea tardaPorphyria cutanea tarda

• Fragility of the skin

• Bullae –scars ( on sun exposed areas )Bullae  scars  ( on sun exposed areas )

• Hypertrichosis  (face, temporal region, arms ) 

• Hyperpigmentation (patchy, diffuse )



Porphyria cutanea tarda



Porphyria cutanea tarda



PCT

Temporal hypertrichosisTemporal hypertrichosis

Scars, erosions
Bulla formation



Porphyria cutanea tardaPorphyria cutanea tarda

• Photosensitive disorder

• Abnormal haem biosynthesis‐ uroporphyrinAbnormal haem biosynthesis uroporphyrin 
decarboxylase  deficiency

F ili l di• Familial, or sporadic

• Precipitated by exposure to chemicals toxic p y p
to liver /alcohol, hexachlorobenzene /, or 
drugs metabolized in the liver /estrogens/drugs metabolized in the liver /estrogens/



PCTPCT

• Type I. : sporadic /alcohol, estrogens, virus, 
SLE //

• Type II.:familial /chemicals 
/hexachlorobenzene//hexachlorobenzene/



PCTPCT

• Erosion, bulla formation, scars

• Hypertrichosis /temporal/Hypertrichosis /temporal/

• Hyperpigmentation 

• On sun exposed areasOn sun exposed areas 



Effects of corticosteroids on the skinEffects of corticosteroids on the skin

• Steroid acne

• AtrophiaAtrophia

• Striae distensae

• Hypertrichosis

• Cushing syndrCushing syndr.

• Infections 



Striae distensaeStriae distensae



hypertrichosishypertrichosis

Cushing face



Steroid rosacea, acne



Striae Skin atrophie



SStriae



Skin symptoms associated with diabetes 
mellitus

• Infections /bacterial, 
fungal /

• Rubeosis faciei 

• Bullosis diabeticorum
• Xanthomatosis

• Microangiopathia
• Scleroedema

• Necrobiosis lipoidicaMicroangiopathia

• Macroangiopathia

• Neuoropathia

• Necrobiosis lipoidica

• Malum perforans pedis
• Neuoropathia



Diabetic foot



Diabetic foot







Necrobiosis lipoidicaNecrobiosis lipoidica



fMalum perforans pedis



Skin symptoms in diabetes mellitusSkin symptoms in diabetes mellitus

• 1. Pruritus – generalised, localised

• 2. Infections –Staphylococcus, Candida2. Infections  Staphylococcus, Candida

• 3. Metabolic  disorders: xanthelasma, 
h ixanthomatosis

• 4. Angiopathy: necrobiosis lipoidica, diabetic g p y p ,
foot



MicroangiopathiaMicroangiopathia

• Basal membran thickening 

• Increased permeabilityIncreased permeability

• Due to glycosylation of basal membrane 
i / ll IV l i i hproteins  / collagen type IV, laminin, heparan 

sulphate/ 



MicroangiopathyMicroangiopathy
Microvascular abnormalities includeMicrovascular abnormalities include 
increased “leakiness” or vessel wall 
permeabilitypermeability
Decreased response of vessels to 
sympathetic innervation
Decreased ability to respond to thermalDecreased ability to respond to thermal 
and hypoxemic stress
C itt t t i l i f lConcomittant arteriosclerosis of large 
vessels



ImmunodeficiencyImmunodeficiency

Derangements of immunoregulatory g g y
mechanisms frequently occur in DM

Hyperglycemia and ketoacidosis diminish 
chemotaxis, phagocytosis, and 
bactericidal ability of white blood cellsbacte c da ab ty o te b ood ce s



Lipid metabolismLipid metabolism
Dysregulation of lipid metabolism is a result of y g p
insulin deficiency
The activity of lipoprotein lipase is directlyThe activity of lipoprotein lipase is directly
dependent on insulin, making insulin central to 
the processing of triglyceride-rich chylomicronsthe processing of triglyceride rich chylomicrons
and very-low-density lipoproteins (VLDLs)
In insulin deficient diabetic patients defectiveIn insulin-deficient diabetic patients, defective 
lipid processing may lead to massive 
hypertriglyceridemiahypertriglyceridemia



1 Generalized pruritus1. Generalized pruritus

Skin dryness
Intercellular hyperglycemia
Osmotic changes in theOsmotic changes in the 
epidermis
Diabetic thick skin
Decreased cellular immunityDecreased cellular immunity



2 Infectious conditions2. Infectious conditions

Streptococcip
Staphylococci
Yeasts
DermatophytesDermatophytes
Mucormycosis y



3. Eruptive xanthomatosis3. Eruptive xanthomatosis

Lipop oteins ch lomic ons pe meate c taneo s essel allsLipoproteins, chylomicrons permeate cutaneous vessel walls 
and accumulate in macrophages in the dermis



4. Microcirculation
disturbancedisturbance

Necrobiosis lipoidica



PruritusPruritus

• Uremie

• Obstruct.  bile disease 

• Myeloproliferative 
processes: Hodgkin 

/biliaris cirrh./

• Endocrin disorders:

disease, polycythemia, 
lymphoma, myeloma Endocrin disorders: 

thyreotoxicosis, 
hypothyreosis, diabetes 

multiplex

• Visceral caypot y eos s, d abetes
mellitus, carcinoid  • Anemie / Fe /


