Alopecia-Dont Be i a Halk
o Make the Diagnosis!

Pault ik, Shitabatas; VD
Permatopatielogist
APNIG






Hair cortex

Hair cuticle

Inner root sheath cuticle
Inner root sheath Huxley layer
Inner root sheah Henle layer
Outer root sheath

Basment membrane

Dermal sheath



Melanocytes

Dermal papilla

—— Hair cortical cells




Hair Cycle

Yy,

Anagen Catagen

?/ Telogen \i



Hair Cycle

Complete cycle
s Anagen-catagen-telegen

Telogen

= Several factors can
Influence and mhibit hair
production and: In  some
casesilead to physical
destruction off the hair
follicle

s Adverse reactions to drugs
and cosmetics, scaring,,
tumors, radiation, the
genetics of the imdividual,
hermones and/or thelr
Immune system




Hair Cycle

Anagen Is the longest phase

s Uprito 90% of follicles en a nermal
nUman; scalp in this; active: hair
growith| stater at any: given: time

= Length of the anagen growih
phase for scalp hair'is; tsually: 6-10
years

Tielogen hair follicles; 10%
= Lasts just 30-90 days
Catagen estimated at 14-21. days

Average rate of hair filber growth
IS around 0.35mm' a day,

a \arnes depending on the site of
the hair follicle, age and sex




mature
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Hair Cycle

telogen

REgression of a mature anagen
haiifellicle

Entening catagen the dermal
papilla cendenses as the: cells
EcCOmE Inactive

With a lack eff dermal papilia
cell stimulatien, the: hair filber
and reot sheaths step grewing

In telegen the dermal papilia
can become Isolated in the
dermis and the hair filber can
easily be pulledreut (loy,
COMBING, SAamMpPoeINg, or
prushing)
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Hair Cycle

mature
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Diagram; shiewingla
resting hair fiellicle
feturning firom: resting
telegen tergrewing
anagen

I the eld filber has
Aot already, fallenroui
it ISi pushed out: by
e new: hair filber
grewing; Underneatn
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Adjuvant Studies

Elastic stain
Jrichreme: stain
PAS
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Alopeciar Areata



AA-Clincial

Usuiallysasymptematic
s Some patients; (14%) eXpERENCe a burning Sensation or Pruritus

Usuially istlecalized

80% ) have enly a single patch
12.5% have 2 patches

7.7% have multiple patches

NG correlation exists between the number of patches at enset
and sulbseguent severty.

Lecation

Scalpr(66.8-95%)

Beard IS, affiected in 28%

Evebrows in 3.8%, and extremities, in 1.3% ol patients
More than one area can be affected at once.



AA-Clinical

Localizeadl AA
s <50% Invelvement
a Self-limited
a  Spentanecus; regrowih Withiin' arfiew mentihs, Withl er Without: treatment.

Extensive AA
s >50% Invelvement
Léss common
AT or AUl IR 7% ofi patients
AA Invelving more than 40% hair [ess| Is seeniin 11%

Propertion off patients withi All appears ter decrease withrevery: decade
of life

= 30% off patients withi AT, complete hair Ioss  occurred within' 6 months
afiter onset ofi disease

s Relapse rate was 90%) oVer: 5 years



AA-Disease Assoclations

Atopic dermatitis

\itiige

Thyroeid disease

Collagen vascular diseases
Dialbetes mellitus

Doewn syndieme

Emotional stress and psychiatric disease: Anxiety, persenality.
disorders, depression, and paramnoid disorders

PEricious anemia

Myastiaenia gravis

Ulcerative colitis

Lichen planus

Canadloa endocrinepathy: syndreme



AA-Causes

Precipitating factor can ve foundiin: 15.1%
Ol pauients Wit AA

s Major life events, fiebrile illnesses, drugs;
pregnancy, traumea, and many. ether events
ave Been reperted), PUt noe; clear conclusions

a Viost patients withr AA fallite report a
IAQEENNG facter Preceding epIiSedes of hair
|0SS



AA-Appearance

Simoeoeth slightly, erythematous, (peachi coler) or nermal-
colored alopecic patches

Exclamation peint hairs (1e, hairs tapered near preximal
end) Is pathegnomenic-not always found.

Poesitive pull test at the perphery’ ofi a plague
a Active disease withi further hair less

IHaliF1@ss, onl other halr-bearng areas alser favors the
diagnesis

Moest common! presentation Is the appearance of 1 or
many. reund-te-evalldenuded patches

NoO epidermal changes are assoclated with the hair |ess



AA-Nails

6.6-49.490, 0f patients

s Elngernaills predeminantly are aiffected
n Usually: withy severe: ferms of AA
x Pitting mest common finding.

a Other abnermalities:
Trachyenychia
Beauilines
Onychoerrmexis
Onychomadesis
Kollenyehia
Leukenychia
Red lunulae



AA-Histepathoelogy

5 Sparse peribulbar lymphoecytic
Infiltrate, whichiis described as
appearnng similar to a swarm ofi bees

5 Significant decrease in terminal hairs 1s
associated withraniincrease. in vellus
hairs;, with a ratio ofi 1.1:1 (nermal'is
7:1)

5 Pigment incontinence: in therhair bull
and follicular stellae

5 Shiiit eeeurs i the'anagen-telogen
ratio;, Which|1s net Specific
= /3% ol hairs were found te be in the
anagen phase
27% In the telogen phase

In leng-standing cases of AA; the
pPercentage oii telogen phase hairsican
appreachr 100%




AA-Treatment

|ntralesionall steroids
opical stereids
Prednisene

Tepical Immunetherapy.

s Sguarc acid dibutylester (SADBE)
s Diphencyprone (DRPCPR)

= Dinitrechioreknenzene (DNCE)

x Anthralin



AA-Treatment

Pseralen plus UV-A
s Both systemic and tepical PUVA theraples

Cyclesporine, tepical and:oral
Facrelimus

Interferon

Dapsene

Minoexidil



AA-Pregnosis

Unpredictable

s Mest patients have only a fiew: fiecall areas ol alopecia, and
spentaneous regrewth usually, eccurs within il year

s [ess than 10%, off patients experence extensive alopecia
s |ess tham 1% have AU

AdVErSe Pregnosis factors:
s Extensive leng-standing conditions
s Nalllabnermalities
u Atopy
s Onset at a yeung age
s Severe forms off AA
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Androgenetic Alopecia
(Pattern Alopecia)



AA-Clinical

Vales=Females

Commoen| diserder
5 50%) off menrandiwemen =40 Vs
a 13% of premenopausal wemen

a |ncidence Increases fellewing menepalse
May: affect 75%, off Women older than 65 years.

EtRRICILY,
s Highest Inf Caucasian men

m Lowest in Native Americans and Eskimos
s [ntermediate i Asians and: African-Americans



Pathegenesis

Genetically: determined

s Deminantly inhenrted diserder With varianie
PENEraNCEe and expression

x Viay be ofi polygenic Innertance

Androgeniis necessary. for progression of the
diserder

s Not fieund 1 males castrated: prior te puberty

Progression: of the disorder IS stopped Ii
postpubertal males are castrated



AA-Nales

Viales: evidence gradual
tAIRNING| Inl the tempoeral
areas preducing a
reshiaping of the: anteriox
RalFline

s [he evelutien of baldness
progresses for the most
part according toe the
Noerwoeed/Hamilten
classification of frentalland
Vertex thinning.




AA-Female

Woemen, o/ the ether
hand, usually’ present
With! diffilse thinning
O the crown

a Bltemperal recession
@OES) CCUr IRFWOmER
pUEusUally tera lesser;

Luti;ig's Cla;siﬁcaﬁc:n of

Female Pattern Alopecia degree than i males

x \Women'in general
maintain a frrontal hair
line




Laberatory: Evaluation

Woemen
[T there s evidence: ofi virilization, laboeratery analysis of DHEA-sulfiate

and testosterene may. e in: order
s [otal testosterone alene may be adeguate to screen fior a virilizing
tumor
a [SHilevel it thyreid dysfinction suspecied
Telegen effiuvitim; may: accelerate the course of pattern alopecia
= [f telogen effluviumris present, laboeratory analysis off serumy iron; levels,
OF 2 Iopsy; ter nete  an underyingl papulosquameus diserder may: e

ndicated
a [ron deficiency Is a commen and reversible cause: off telogen: efifluvitm

Iron, TIBC and transferrinisaturation are cheap and sensitive tests for iron
deficiency



AA-Histepathoelogy

« Increase in vellus hairs Is seen,
and fibreus root sheaths
remnants; (so call “streamers:)
can be found below.
miniaturized follicles

< Mildly increased| telogen-to-
anagen ratio

5 Rarely a superficial,
periellicular mflammatery
infiltrate Is noted

2 Infleng-standing disease,
COMNECLVe tissue may.
completely replace follicular
structures




Treatment

Minexidil
Elnasteride

NoenEDA-appreved

x Ditigs that act asf andregen suppressants or
antagenists (eg; spirenolactone and:elal
contraceptives)









Lichen Planepiliaris



Clinical Variants

VWoemen = Vien
Individual’ keratetic fellicular papules

Enythematous te) violaceous; plagues;, seme: of- which
shiew fellicular prominence

Eellicular papules; efi the: scalprwith concomitant or
sunsequent cicatrcial alopecia

Overiap common

Grahami Littie-Piccandi-Lassueur syndrome-Lichen

n Planopilarisiasseciated with fiellicular keratetic Iesiens; and
alepecia



Histepathoelogy

Cichenoeid imflammatoery: cell infiltrate
confined to) the: follicular epithelium.

Affects both fellicular and! interfollicular
areas

Lichenoid, follicular and interfollicular
inflammation, associated withror
fellewed by scarring

Overlap common ranging firem pure
fellicular invelvement witheut evidence
off clinicali searringl te cicaticial
alepecia

DIE shiewed cytoid bedy: staining| with
ant=1gVlirand anti=IgA" and- patechy or
liInearfibrinegen depesition aleng the
Pasement memhbrane zene




Treatment

CyclespornA
StEereIds
llacrolimus
PUVA


















Trchetlliemania/diraction Alopecia



Clinical

Geometrical shhaperandfincemplete nonscaming alepecia ofi the invelved
area
Single or multiple

= \Vary fiiom eonly a few sguare centimeters to an extensive invelvement of the
scalp, sparng enly marginal areas

= Entire invelvement pessible
\V/arnousi combinatiens of the: fellewing:
INewly: growing| short hairsiwith tapered ends
Brokeni short hairs
\/ellusior indeterminate: hairs
Comedolike black dots

s Empty follicular erifices.
Eyebrows andl eyelasihes, may: be invoelved

Extremely short fingernails (from naifkiting): often accompany.
trichoullomania inrchildren



causes

Irchotiliemania suggests the act of plucking (#/e/ns
Greek for “to pluck, pull out®), actual plucking seems o
e a minoer component

V/pes: eff manipulations

s Rulkbing, twisting, breaking, pulling (net forcible plucking), and
plucking

s [ the force of pulling (versus plucking) INdUCEs premature entry
off the fellicles Inte the catagen phase, thisiwould sulbseguently.
lead to increased-hair shedding

e understand trichotillomania, Understanding hoth the
pielogy of hallf and the patient's psychoelegic state: are
needed



Histepathoelogy

Empty anagen; follicles; increased

numbers of neninflamed catagen

foellicles;, and pigment casts; in hair
canals

Trichomalacia (Incompletely:
keratinized, distorted, and
pigmented: hair shalts)

s Once was regarded specific for:
trichotillomania;, Is found iniless
than one half of the total cases
and alse is;seeni in acute alopecia
areata.

DIDX:

Increased numiers; off catagen
hairsiand! pigment casts within
hair canals may: e seen in
alopecia areata and syphilistandiin
trichotillomania




PDIDX-Traction; Alopecia

Ealily chianges
s Lymphocytes surround a lichenord perfolliculitis withl inftndibula

Later chianges
u Z0one of fibreplasia separates: this; infiltrate

Eully developead

x Milaflymphocytic perivascular infiltrate, a markeadly thinnead lewer
Infundibulum, and an Isthmus; surreunded by a bamnd of
filoreplasia

s Fereign hody granulema may. e evident

m e late process as a reduced number of hair fellicles and
thickened! fibrous bands In muchi efi the reticular dermis' that
extend Into subcutaneous fat



Treatment

Slippoertve care by the dermatoelogist may: e
sufificient

SHaving or clippingl hairs close: 1o the scalp: may/.
e helpful 1o step the: henavior and ter assure the
parents ofi the nature eff the: alopecia

AdUlt groups
a PSychiatric clinics

a Clemipramine causes short-term imprevement in
adult patients



PregnosIS

IR Very yeung children,, the pregnesis Is
excellent.

I late childiheed and adelescence, the pregnesis
IS usually:goed kUt IS, moere guarded thaniin
young children. The alopecia guite often recurs
afters a varianle time.

I aduli patients;, the prognesis, Is poeer, and
PENMANENT FECOVERY IS UNCOMMOon,
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inea Capitis



Clinical

Childhood disease

n 92.5% off dermatephyteses in children yeunger than
10 years

x Viest common in; children: younger than; 10/ years
a Peak age range 3-7 years

Rare in adults

\Widespreadiin seme: urdan areas; i North
America, Central America, and Seuthr America



Clinical

Eanly

a Small erythematous papule areund a hair shaft on the scalp,, eyebrews,
Or eyelashes.

Later:

s Red papule becemesi paler and scaly, and! the: hairs appear discolored,
lusterless, andlbrittle

Break ofii a fiew: millimeters above the scalp skin suriace

The lesion spreads, forming numerous papules in a typical rmng ferm
Ring-formed lesiens may; coalesce with other infected areas

Prutus usually/isimimnmal but may: be intense at times.

Alepecial IS commoent in Infected areas

Inflammation may: be mild er severe

Deep boggy: rediareas charnacterized! by a severe acute inflammatory.
infiltrate with' pustule fermation: are termed kernons or Keren: celsi



Favus

Favus (alse termed tinea favesa) IS a Severe form ofi tinea capitis.

Favus Is a chronic infectioni and! is caused most commonly by 72
schoenel.and, occasionallys by 77iciopryior. Vio/aceyi of
MICIroSPoIUITI QYPSUII:

Scalpilesiens are characterized by the presence: of yellow: cup-shaped
crusts termed scutula, which surround the imfected hair follicles.

Favus IS seen predominantly in Africa, the Meditern@anean, and the
Middle East and, rarely, in:North America andl South America, ustally in
descendanits off Immigrants frem endemic areas.

Favus usually’ 1s acguired: early in liferand has a tendency: te cluster in
families

Infected hairs appear yellow



Epidemioliogy

United States

s cHopyIon: torsuransas ieplaced WV avaeunmand N canls asi the most
COMMOeNn cause of tinea capitis

s [ tonsurans mest common cause ofi the disease in Canada, Mexico, and Central
AmErica.

EUrope
s Mavaoeumnwassthe classic causative: agent in Europe andl America
s Vavaoeumnand Vcan/siremain prevalent 1n mest parts o Eurepe

s [ volaceumialseris common in Remania, ltaly, Pertugal, Spain, and the fermer
USSR

Africa
s [ violacedms 1k Scroerlenin, and V. carnis
Asia
s [ volacedmiand V. canis.
s Vicrosporum rerygieymimaest commoniin Asia

NOTE: Trichophyton rubrym, mest common dermatophyte isolated worldwide, Is not a commoen
cause of tinea capitis.



Epidemioliogy

MICrOSPoIUIT. AUAGUIIAI
a Boys 5 times higher than in; girls

n Reverse s true after puberty.

Result: off Increased exposure to) infected children by Woemen
and te hermoenal factors

WICrOSPOIUIT. CAlIIS

a |nfection rate usually Isrhigher inrmales
[IICHoPAYIoN

a Glrls and boys: are affiected egually

a Adults, women are infected more



Pathegenesis

Endothrx (Insidertie hallr shait) Vs. ectothrx (extending
eutside the hair shaft)

Endoethrx mfection:

s /i lonsyrans, charactenzed by chains of |arge spoeres

SUppuration and keron formation commaonly are associated withr /2
tonsYransIntection.

u [ scrioenien, characternzed by hyphae Withr allf Spaces

Ectetnrx Infection, fragmentation: off the: mycelium! into
S[POJES OCceUrs Just beneath the cuticle Withr destruction| of
the cuticle

. [IICHOPIYIONR VercosuI

a [ mentagropriytes

s VICrosporum SPECIES






Laneratory

Woeed's Lamp
m Positive for ectothrix infection

KO prep
s Micrescopic examination small-spoere or large-spore ectothrix or
endoethrix

Culture

a Precise identification ofi the Species

s Sabouraud agar containing antikietics (penicillin/streptomyecin or
cheramphenicel) and cycloheximide (Acti-dione)

s Moest dermatophytes canibe identified within 2 weeks
I verrucosum grows best at 37°C



Histepathoelogy

Suppurative: felliculitis may: be' present.

Hyphaerextend dewn the: hair follicle,
and may invade shait and cuticle

Kerion

= Pronounced inflammatory: tissue
reaction with fellicular pustule: _
fermation surrounding hair fellicles is

Endothrx infection:

a  Spheric-to—hox-like spores are found
within the hair shaiit (' zorsurarns ey -
VigIaceurn)

Ectothrix infection:

s Organisms, fiorm a sheath around the
hair shaiit

= In contrast to endothrix infection,
destruction off the cuticle by hyphae
and spores; oecLrs




Treatment

Oral grseofulvin
opical treatment tsually/ Ineffective

Oral Ketecenazole; Itracenazole,
terbinafine, and filucenazele: effective

Seleniums sulfidershiampoe

x May reduce: the risk eff spreading| the: infection
early in the ceurse ofi therapy: by reducing| the
AUMBEr of Viable spores: that are shed



Questions

EGK three aays) afiter
deatn hair and
fingernails; continue: to
grew: buit phaene calls
taper ofii.

Johnny Carsen
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