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BASICS OF DERMATOLOGY : PART - 1

Skig : introduction

00:00:36

weight of skin : 4 to S kg (largest organ of body.
Total area. covered by skin is 1.7 square meters.
Layers of the skin (from above downwards) : gpidermis,

dermis and hﬂpodermis.

gpidermis is composed of Strotified squamous epithelium.

Layers of epidermis : (Above to below)

l. Stratum Corneum :
* Outermost Iaﬂer.
* Flot cells.
* FRully Keratinized

lager.

* Anucleate (no

nucleus : Dead \aﬂer).

—

—l

t6b3eeaa8dedOede7e5ea7
— S, Comeum |

“|—S. Lucidum

— S. Granulosum -

a. Strotum Lucidum :

*  Lucidum refers to Translucency,

s &xtro \aﬂer located over poJms and soles

¢ gleidin Smmdes con be seen.
3, Strotum Gronulosum :

* Prominent 9ranules. '

i herodtohgalin Smnules :

* Basophilic.

. Pro%laggr‘m protein —> Cleaved —> Fllaggrin

(octive form) —> Filament aggregoting protein.

* Gene Yor Fi\aagr'm mutated in

I Mop\c dermaditis.

Active space

3. \ehthyosis wulgaris (Fish like scoles) :

most common form.
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. Lamellar granules :
* Odland bodies / membrane cooing granules /
Cementosomes.
* Responsible for producing the lipid content
of epidermis which contributes o the barrier
function of skin.
4. Strotum Spinosum :
* Prickle cell |a53r.
* This layer is composed of large polygonal Kerofinocytes
connected b5 Desmosomes.
* Desmosomes on lighk m‘ucroscop5 have o spiny
appearance.
* Desmosomes : Intraepidermal intercellular connections
between Kero&inocgkes.
Antibodies against Desmosomes : Pemphiqus group of
diseases. ‘

Desmosome
Desmosomes (_ TN

| ‘
1 | |
Keratinocytes M N

S. Strotum Basale :
*  Strotum germinadivum.
* Single layer of cells.
* Columnar cells with central nucleus.

Rete ridges vs dermal papilla 00:12:08

* Rete ridge is projection of epidermis into dermis.
* Dermal papilla is projection of dermis to epidermis..

: | l l Qekeridges
b3eeaa8dedOede7e5ea7 \! l . l

Dermal Papil\a

60

eaad&mpv

Different transitional changes (cells travelling up) :
I. Stradum Corneum, a. Shape of cells flattened, 3. Nucleus
is lost, 4. Keratin content increases, S. Dehﬂdrod'ior\.
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b. ePidermod transit time : Time taken bg cells to move
from Stratum basale to stratum corneum (48 dag&)

cells of epidermis :

.
01

Heratinocytes Mon—lsemk‘w)cﬂ&es
hemﬁnocgkes erhans melanocg’(e& merkel cells.
cells.

Nature of most Dendritic cell. Dendritic cell. | Receptor cells.

cell. abundant

cells in
epidermis
(o).

Location. Stratum Strotum Strotum Basale.
Spinosum. Basale.

Origin. ectoderm. Bone Marrow Neurol crest. | ectoderm.

Components | KIF (keratin | Birbeck melanosomes. | Neuro-secretory

Intermediote Sram}es. Sro.nu!es. )
Filaments). Tennis Racquet

appearance

on electron

microscopuj.

Function. m‘haen melanin mechanoreceptors
Presenting Cell | pigment (Touch) : Slow
®PO). producing inq, low

cell. threshold
receptors.
example of Langerhans cell | Melanoma. merkel cell

a Disease. hisﬁocﬂkosis carcinoma.

markers. SI00, CDIa, SI00, HMBAS, Cﬂ&oheraﬁn-ao
umarankitindial@apmail.con

in
most specific
marker.
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4 Dermatology 01

gpidermal melanin unit : | melanocg’re tronster its
melanosomes 10 2k Kero&inocg’ces. It is responsible for unifrom

skin colour.

Dermal-epidermal junction 00:25:58

Hemidesmosomes—~ keratin
7 intermediate Slament complex

— Lam ina. lucida
—— Lamina densa
L

11 EERE=T-Y) ) SO X | 4

—> Sub lamina. densa.

* Aiso known as Basement membrane zone.
* Specialized junction connecting the epidermis and
dermis.
* Ports:
. Hemidesmosomes - Keratin intermediate floament
complex (Ks, KI4).
a.Lamina. lucido.
2. Lamina densa.
4, Sub Lamina densa.

Dermis :

* Papilary dermis is 1/10th
of dermis : Loose
connective tissue.

* Reticular dermis is 9/10th
of dermis : Dense, 5/.?;‘.. ;
irreqular connective tissue. %\{f

60c6b3eeaa8dedOede7e5ea?7

"
i
ey

o

‘;i Content of Dermis :

é * Connective tissue.

® * Cells:
o. Fibroblasts : produce connective tissue.
b. macrophages

¢ Lamphocgkes.
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d. around substance (6A : e\lkjcosaminoglﬂcans).
e. Blood vessels.
§. Nerve receptors.
* Appendages of skin :
. Hair follicle.
. Sweat Slands.
il. Sebaceous Slands.
V. Nal.

Connective tissue *

. Collagen fibers :

* 0% dermis.

Responsible for tensile strength.
* MC type of collagen in skin : T ype I
* a™mC type of collagen in skin : Type 3.
* MC type of collagen in cartilage : Type a.
* Type | collagen : Osteogenesis imperfecta.

a. elastic fibers :
* elastin.
* glastin associated MicroRbrils (Fibrilin/Fibulin.
Fibriliin gene involved in marfan’s syndrome.

Hypodermis 00:34:25

* Subcutaneous tissue.

* Function : Insulation (Subcutaneous $od).
Inflammadion of Subcutaneous ot (panniculus) :
Panniculitis.

* 4 important components of SC fod

.. Septa made of Fibrous tissue.
a. Lobules made of Adipocytes.

c6b3eeaa8dedOede7e5ea?

g

Lobules
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6 Dermatology 01

Dermato pathological terms 00:36:16

Stratum Cormneum :
. Hﬂpemera{os'\s :
Po&holosicod %h'\clﬁemns.

. MMV&WW N
Retention of nucleus

Strotum granulosum :
. wedge shaped hgper
Sranudosis : Lichen Planus. |
* fAbsent/decreased
Sranular lauer : Psoriasis
vulgaris, \C,\’\‘H’\}jOS'lS vulgaris.

L3 ‘ Ke;o.'tosis

k Thickened {?ramjar er

» Jaagedm ine of epidermis
l.5mp\-\o<>5’<es obscurins the
dermal : epidermal infirate

Stratum Spinosum :
~ * Balloon degeneration
(intracellular edemoD :
HSV infections.
* Spongjosis (intercellular
edema. between cells) :
Acute eczemo.

* Acanthosis —>Thickening of

Stradtum Spinosum.

* Acantholysis = Loss of N Target ®
attachment between e %@
keratinocytes. Acan’chollihc cells

Dgslﬁemkosis :

* Abnormoal premature
kerakinizadion of individual
heratimcStes : Darier
disease, Bowen’s disease,

Squamous cell Carcinomo.

Spine = Acantho.

* Acanthosis > Thickening of Strotum Spinosum.

* Acantholysis = Loss of attachment between
Kerakinocﬂ’ces —> Desmosomes rupture > Cells
transform 4o cireular cells : Acantholytic cells/Tzanck
cells with central hypochromatic nucleus (Perinuclear

halo).

eoeds eAndy
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Part - 1 ’ :
* Couses:
. Autoimmune : Pemphigus group.
a. Infection : Bacterial/Viral,
60c6b3eecaa8ded0ede7e5ea7
Bacterial : Bullous impetioo, s’caph5lococws
Scolded Skin Syndrome (838%).
Viral : HSV infection.

3. Genetic: Hailey Hailey disease, Darier disease.

Micro abscess 7 B 7 00:46:18

* Microscopic small collection of cells.
* Classified Based on which type of cell accumulotes :
. Neutrophils :
Strodum corneum : Munro’s micro abscess (Psoriasis).
Strotum spinosum : sPonsi%rm Pustule of ¥09q0j
(Psoriasio).
Papillary tip : Dermaditis herpetiformis.

MuNro’s microabscess

a. zosinophils : Pemphigus vegetans.
3, n{-ﬂpicod T cells : Pautrier’s microabscess = CTCL
(Cutoneous T-Cell Lamphoma/ m500$is Funso'\des)

Active space

Pautrier Microabscess
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Dermatology 01

4, Rete ridges '
Projections of epidermis into dermis.
seenin:
. Psoriasis —> Regular elongadion of rete ridges.
a. Lichen Planus = Saw toothing of rete ridges.

gpidermis shows psoﬁasi’?orm Saw toothed Rete
hﬂperplasia with marKedlg elonso&ed Qidges
rete ridse&

60c6b3eeaa8dedOede7e5ea?

eoeds eAOY
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BASICS OF DERMATOLOGY : PART - 2

60c6b3eeaa8dedOede7e5ea?

Clinical diagnosis of a disease 00:00:42
l. morpho\ognj of the lesion.
a. Oon%guroedon of the lesion.
3, Distribution of the lesion.
Lesion ananj Secondar5 SKin lesions Special
Description | Initial skin lesions o modifed skin lesions sPeci‘}\c %o a. particular
appear. due to disease.
L Rch‘ms.
L. Treatment.
Types ot 1. Flat non palpable skin 1. Scale : Visible I Burrow : Lawy,
lesions lesions. exfoliation of grayish white
. ) Stratum corneum. tunnel in the skin
<1em: macule B * Seborrheic dermatitis | (stratum corneum

* >1cm: Potch (®)

/ dandru$$
* Scolp psoriasis.

a. Crust : Hard
exudote formed due
to drying of serum
pus/blood on the
skin surface.

as. Non bullous
mpehgo : Honey
colore

crust

a. Comedone :
Follicular oriented
lesions plueged bﬁ
serum + Keradin. Open
(black) or Closed
(white) comedones.
Eﬁ. Acne VulSM\S.

3, Clear Suid flled lesion
* <lem: vesicle.
* 2icem: eullo.

3, grosion : Focal/Total
loss of gpidermis.

g Pemph\sw vulgans.

3, To.rset lesion : 3

0nes :

L Central 20ne :
0\&5 hue.

il Intermediate 2one :
edema.

iiL Periphera :

er Mo.

a5m multiforme

(Palms and soles).

Dermatology ¢ v4.0 » Marrow 6.0 » 2022
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10 Dermatology
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Leave Feedbaq

4. Pus Nled lesion.

* Pin-point Pustule.

* Larger collection !
Abscess.

A, Ulcer : LosS of
epidermis + partial/
total loss of dermis +
molecular death.

S. RBC extravasation
(movins out of the
vesseDd
* -3 mm : Petechio.
* >/= 3 mm: Purpura.
* Yiem: &cchﬂmose&

S. Fissure : Linear deep
cleft in the skin (Cracks).
* Plantar eczemao.

6. Wheal : Pruritic,
transient
plagque + Central
pallor + Peripheral
erg\’hm + \tch‘ma
(seen in urticaria)

¥

. excoriation : Scratch
marks.

Linear or punctate
obrasion of the skin
due to scra&chingr

60c6b3eea

a8dedOe4e7e5ea7

. Lichenification :
Due to continuous
chronic scra&ching ->
ngerpismen{'ation
+ Thick skin +

bcoggero&ed skin

marKinSS.

aoeds 8oy

CJinical\}j : Wrinkled
appearance of skin.
Topical steroid usage.
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Configuration/pattern of skin lesions 00:20:26
COn“Sum{'ion. Arrangement of Seen in.
B lesion.
&rouped con?xsumhon Vesicles arranged in | Herpes labialis.
e a cluster.

¥

vesicles arransed Herpes 2oster

in a. dermatomal
ttem (area

supplied b5 single

nerve).

Resembles a line.

mail.com

whorled/wav&
Along the Blaschko
lines.

Ring shaped lesions. Tineo. corporis
* Centre: (Derm’cophgte).
Inactive/clear.
* Periphery:

Active.

Discoid lesion/Nummulor Disc like lesion. Discoid eczema.
lesion. * Centre +
Per'\pherﬂ :
Active.

Active space
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12 Dermatology 02
Discrete paﬂem Lesions indeual\g isrele
present. L
Confluent pottern. Lesions join each
other.
confluent ———
Distribution 00:26:04
Acral distribution extremities
Flexor surfaces. Atopic Dermatitis
60c6b3eeaa8dedOe RS ST CEs: DB
Photodistributed Sun exposed areas. | Pellagra
lesions.
ﬁ @
i-‘ J -%
Lines in denna&olosﬁ :
g | lines :
§. . Lar\Sers ines :
% * Also called lines of skin tension.
(]

* Correspond to orientation ot
collagen fibers in the dermis.
. Apphed misbnp,&abngorparal\el’co’(hese

lines = Heod'mg better without scourr‘\ns.
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I\. Blaschko lines :
. Podhwaas of epidermal cell m‘\groecion
dur‘\ng embrﬂonic deve\opmen’c.
* Do not correspond to arteries/veins/nerves.

a. V shaped on upper spine. W
b. S shaped on abdomen. R

c. sPirod\ed on scodp.

d. Linear on lower
extremities.

* tg, Incontinentio pigmen’d
X linked dominant inheritance).

Dermatological diagnosis 00:33:00

Mik.o\sKa s'\gn :
* Tangential pressure applied
over skin > Upper lagers
of epidermis separate from the
lower layers —> Skin peels ofs =
NKO\SKB’S sign.

Types True Nikolsky’s sign Pseudo Nikolsky's sign
mechanism Acan’t’noli.jsis Necrosis of Hera‘rinocg&es
examples | Pemphigus foliaceous usually, drug induced.
Pemphigus wulgaris TeN (Toxic gpidermo
Staphylococcal scalded Mecrolgsis)
SKin s5ndrome

D\o\scopg :
* Rlso called Vvitro pression test.
* glass slide—> Press the lesion.
* uses:
l. Dis’cingwsh between ergthema and purpuro.

argkhemo. Purpura 8
Q
Redness d'\sappetﬁ'@e@hﬂuﬁqd Bmdésﬁeeﬂlie 1 s{’oumns }3
response. of blood vessel wall. Redness
persists ¢ Non t
blonching response.
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a. Lupus vulgaris : Type of cutaneous Te.

Press a glass slide grythema. disappears,

Granulomas become prominent : Applejehg f \

nodules. ¢
Dermatological investigations 00:39:45

Woods lamp examination :
. woweleng’ch ' 360 10 264 nm.
* made of fiter : 9% Nickel oxide +
Barium silicate.

\

* Infections : Fungal (Tinea copitis). wood’s lamp
L Microsporum species : lue green fluorescence.
ii. Trichophyton schoenleinii (Favus) : Dull blue color.
most other Trichoph5’con species are negative.
* Pityriasis versicolor (Malassezia. species)
: Yellow fluorescence.
R BN
minutisSimum.
Coral red Sluorescence.
Liberation of Coproporphyrin 3.
b Pigmen’carB disorders :
i Ash leaf macule :Tuberous sclerosis

comp\ex. eyt
i Wciligo.
i, Melosmo.

* metabolic disorders : .
@‘zg“*ﬂ
L Porphijr‘\a cutanea tarda L

&nzgme involved : uroporphﬁr'mogen

decarboxglase.

Pink color Sluorescence (Urine). b

) ) Porph5ru Cutanea

ii. Congenital erythropoietic porphyria / -
qunther’s disease : Autosomal
recessive.

&n25me : uroporphijr\nogen 3

Co—anthase.

Red teeth (erythrodontia) is o congental
h C‘f . & . Erﬁkhropoiehc

characteristic sign. Porphuia

Dermatology ¢ v4.0 « Marrow 6.0 » 2022
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Laboratory investigation 00:46:05
Potassium
1. OH (Potassium hydroxide) mount: Mydroxide/HOM mount

¥ I

Seraping of skin/nail/hair = KOH Mount
—> ¥erotin dissolved.

* Dermatophytosis (Tinea. infections) —>
Qrmchins hﬂphae.

* Pityriasis versicolor = Short hﬂp‘hae
+ round spores (Spaghetti + meat ball
appearance).

* Chromoblastomycosis : Subcutaneous mycosis —> Copper
penny bodies (Round, brown thick walled bodies).

Pi’ojrias‘s versicolor Dermfophgkoss chromoblaskomacos'\s

3. Tzanck smear (Cyto-diagnostic test : Teangs smeay
Fluid filled lesion (vesicle/Bulla) —
Deroot the lesion = Seraping from
Soor and root = Giemsa. stain.

. Acan’c\'\o|5’fic cells: Pemph'\gus group.

Active space

*  multinucleoted Sian’c cells : HSV |, a and Varicella
infections.
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02

Dermatological therapy 00:51:56

l. Crgo’thempj :
* Agent : Liquid Nitrogen (- 196 “C.
* mechanism : Freeze tissue —— ogmo|ari‘c5 changes
— Rupture of cells.
* Indication : Management of
warts § Keloids.

ngo&herapa

GOCGngeW{A@&%eN
* Agent : UV Radiation.
* Ne-uve (Narrow band UV & radiokion)
wavelength Gl + a nm).
* PUVA: Psoralen (P) (Photosensitizer) + UVA therapy,
Woavelength (330 - 400 nm.
Psoralen is given prior to UVA for better penetration of
sKin.
* Indications :
Psoriasis.
\/tt'\hgo.
Atopic dermaditis.

whole bod5 pho’co’therapfj unit
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PAPULOSQUAMOUS DISEASES :
PART - 1

Psoriasis 00:00:20

Psoriasis : Primary skin lesions (solid circumseribed
raised lesions).

L
L l
Papules Plagques
< em >l em

Secondar5 lesion : Visible exfoliation of stratum cormeum :
Scales.

Scaoles

Definition : Chronic, T-cell medioted inflammoatory disease
that involves skin and other s5s’cems.

Etiopathogenesis 00:01:59

Factors involved :

* Cellular components : Th, Th , Th_ (subsets of T cell.
. S'\gnod\‘\ng molecules : C,g’cok‘\nes.

* environmental factors.

* genetic factors.

S'\Snod\ing molecules : 05+0Kines

* Thsubset: Produces IL - &, TNF - @, IFN - 7.

* Th_ subset: produces IL - IT. 2

* Th_ subset: produces IL - 3. §
There is an increase in proinflammatory cg&olﬁin@%@b3eea"=‘8dedoe4e7eﬁea7

Genetic foctors :
HLA CLb  AsSocioted with earh:j onset psoriasis.

Dermatology ¢ v4.0 « Marrow 6.0 « 2022
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HLA 837 : Associated with psoriatic spond;jl'rtis.
PSORS | gene (Psoriasis susceptibility gene) :
* expressed in chromosome G.
* SO% risk of developing psoriasis.

gnviconmental factors : Drugs, infections, seasons,
substance abuse.
Drugs that worsen psoriasis :
6. cEB{E&&ggBdedOetlekSea?
* Antimoalarials.
* S-blockers (anﬁ-—hgper’cens‘we drug).
* NSAIDS (common painkillers).
* Systemic steroids.

Infections :
* QroupApB —hemo\g’cic streptococci con krigger guttate
psoriasis.
*  HIV worsen psor'\asis.
Season : exocerbations dur'mg winter are common.

Substance abuse : Alcohol conSump’don oand c'\sare{"’ce smoKinS
con also ’cr'\gser psoriasis.

Paﬂwosenes'\s
i : 1
Ep\dermis : Dermis :
nger pr oliferation InSlammaodion.

of Kera’dnocg’(es

gpidermal transit time : Time taken for a cell to 9o from
stratum basale 10 strotum cormeum normally is a8 daB&
In psoriasis, because of epidermal hyperproliteration,
complete process occurs in 3 to S daﬂs.

Clinical types of psoriasis 00:08:10

. Chronic plaque psoriasis/psoriasis vulgaris.

Most common type of psoriasis.
a. Guttote psoriasis :

Seen in Children with history of Sore throoak (phargngi’ds)
caused by &roup A B hemolytic streptocoeci

Dermatology ¢ v4.0 « Marrow 6.0 « 2022
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i . ! [ Y o
Disease LS ke BVE Feeua

Lesions : Rain drop like lesions.
“Gutta’ refers to raindrop.
Site @ Trunk.

Drug of choice : Macrolides.

3. Pustular psoriasis :
Characterised by pustules/kiny pus
filled lesions.
Trigger Sudden withdrawal of
systemic steroids.
Presentation : Sheets or lakes of pus.

Pustular psoriasis

Classification based on extent of disease

"
4 l
Generalised pustular Localised pus’(ulour
N
& {
Acute form : Pregnoney -
von 2umbusch type. ST 5T &
Impetigo herpetiformis (misnomen).

impetigo = bacterial, herpes = viral infection

4, &rﬂ’d'\rodermic psoriasis
Characterised by erg’(hroderma/
exfoliative dermatitis.

Criteria for diagnosing erythroderma. :
* more than 90% of body surface

areo. (BSA) is involved with
erﬁ’chema - scod'mg.

There are multiple causes oY erg’chrodenna e.q. psoriasis.

Exﬂk’nroderm

Naul psoriasis l‘

Active space

S. Psoriatic arthritis : Seronegative (RF -ve) erosive arthritis.
Destr05sjoin+ spaces.
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CJassicoJJoin& involved : Distal \n’rerphalangealjom&.
worst form of psoriatic ar’chropa’chg : Arthritis mudilans.

Psoriatic ar’chroPo&hB Arthitis mutilans

Di%i’cs ' Inflammadion of dig'\’cs is Known oS dactgl'\’ds.
«80c b?e’paanedO 4e7eb5ea7

gac% Y means &S&

Sousage d'\Si’c : wWhole ?mger is swollen.

X-roy ot psoriatic arthritis : Proximal bone tapers into the
distal bone.
Pencil in cup appearance.

=D

Chronic plaque psoriasis 00:15:50

Lesion : erythematous, scaly papules and plaques.
Scales @ micaceous si\verﬂ white scales.
Site : “extensor surfaces” : elbows/

Knees.

Named features :
* Auspitz sign.
* Koebner’s phenomenon.
e woronott’s ring,

Ausprt'a sign :
method : araﬂage test
Gloss slide —> Scrope psoriasis lesion.

ooeds BAlOY

€ !
Small papule, large plaque
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Accentuation of silver5 white scales.
l Continue scrap'mg
6udHe|e5 membrane.

l Continue scmp'ms
Pinpoint b\eeding spots.

Auspitz sisn

roebner’s Phenomenon :
55non5m : \somorphic response.

KledOede7e5ea7
“s0” : Similars “morphic” : morphologg. '

Definition : Appearance of Koebner’s Phenomenon

morpholo@cal\g similar lesions
along line of trauma. over normal SKin.
\mp\ies an active disease.

Types of Koebner’s phenomenon (KP) :

True KP Pseudo KP Rare couses
\rmrunolosic Auto inoculation Haposi sarcoma
€9, Occurs due to viral Darier disease
Psoriasis. infection. Lesions multiply | (genetic cause of
Lichen planus. in a line following rauma. | acantholysis)
Vitiligo. (seraching). Lichen nitidus.

&,

molluscum wMagbwm

Viral warts.

woronotts ring :

8
;
ngop'gmen’ced rim around the o g
lesions of psoriasis. w
woronott’s ring

Dermatology ® v4.0 ® Marrow 6.0 2022
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Nail changes in psoriasis 00:24:20
Nail changes :

Pitting of the nail
Lesions : Depressions in nadl plo&e.

Importance : Most common nail change ,
in psoriasis. Nail pitting
Types : Coarse, irreqular and deep pits.

Defect : Proximoal nail matrix is involved in pitting,

Sub ungual hﬂperKera’cosis :

Sub unguol AcCumulodion of
hﬂperKera’to’dc maoderial.

Distal onycholysis : Separation of
nail plote from underlying nail bed

VARERE SN SN
due to sub unsual hgperKero@cosis. Sub ungual hyperkeratosis

Oil drop sign/salmon paeh :

Importance : Pothognomonic of nail psoriasis.
Presentation : Reddish yellow cireular
discoloradion involving the nail bed.

Oil drop s\gn

ional variation of psoriasis :

kumarankitindial@gmail.com

Saxlp psor'\asis On\3 scodp lesions
Flexural psoriasis Also KNown as inverse
psoriasi&
Aflects only the

fexural areas.
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Histopathology of psoriasis 00:29:28

S | Huperkeratosis * o g @ —
60c6b3eeaa8d@3&ﬁ4@—u5gsa7 " : (\. —> MuNro’s micro abscess

—

SQ |pbsent/ decreased

@ - Spongi?orm pustule
SS | acanthosis L of ¥090]
> Supra papil\arg khiming
Rete ridges (regular
elongotion)

Dilated blood vessels

Hyperkeratosis : Thickening of strofum corneum.
Parakeratosis : Retention of nucleus in stratum cormeum due
to altered epidermal differentiation, impaired keratinisodion.
Normally, nucleus is absent in stratum cormeum.

MuNro’s micro abscess : Collection of neutrophils ok the level
of stratum cormeum.

Strotum Sranudoswn is absent in psoriasis.
As epidermal transit time is reduced, there is no time for
Sranudar laﬂer to form.

Aconthosis : Thickening of stratum spinosum.

Spongiform pustule of ¥1090j ¢ Collection of neutrophils at the
level of strodum spinosum.

Rete ridges * Projection of epidermis into dermis.

In psoriasis, there is regular elongation of rete ridges.
Presence of dilated blood vessels in dermal papilla.

Pinpoint bleeding spots in Auspitz sign is due 1o rupture of

these dilated blood vessels.

Supra papi|\ar5 ’chiming : nreajus& above dermal pap'\l\ae wil\ g

be thinned out. %
<

MuNro’s miero
abscess
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Spongif\?orm pustule
of $og0j,

Regular elonsa&ion of

rete rid.ses

Treatment options in psoriasis 00:33:28

Topical : < 10 % B&3A (600\5 surface area) involved,

Pho&o’cherapﬂ
55skenq|c 7 10 % &SA involved.
Top'\cod ‘H‘\efapij :
Aim of &herdpﬂ drug
Reduce scaling emollients/mosturisers
| _60c6b3eecaa8dedQedeZe5ea7 |
Anti in%arrvmtor:.j Topical steroids
ONA san&hesis blocker to reduce | Coal tar, Dithranol
epidermal hﬂperprolii?emtion
Normalise Keratinisotion. Vitamin A analosues : Retinoids.
Tazarotene (Topical retinoid).
Vitamin D anodosu&s : (‘,alcipo’criol.
Photo therapy :
mechanism :

Psoriasis : Increased pro in%wwnodzorg cytokines.
Phototherapy increases anti in%\ammadcorg cytokines L -10
and IL - 13) to neutralize pro - inflammatory eytokines.

NG uve (narrow band Uv-& ’chempg) 30l £ 3 nm.

PUVA : Psoralen + Uv-A (330 to 400 nm)

Psoralen is o photosensitiser (topical or systemic) which allows
uv-A to penetrote better.

Topical psoralen is given 30 minutes before UVA radiotion.

eoeds eAloy
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Pho’co’therapﬂ regimer\s :
goeckerman Qegimen ¢ Coal tar + NB Uv-6.
\nSroms Qegimen  Coal tar + NB uv-8 + Dithranol.

Disease

(3 Papulosquamo
Leave Feedba

S}js’cem'\c &herapg :

Brug mechanismg e6¥3deaa8 fEHOENe7e5aa7 Side effects
methotrexate | Acts at S phase of * Chronic Plaque * Bone marrow
(Once weekly | cell cycle. psoriasis. suppression
regimen). Inhibits * Pustular psoriasis. (severe if given

Dihydrotolate * erythrodermic dmla).
Given with reductase (inhibits psoriasis. * Terotogenicity,
folic acid conversion of DHFA * Hepatotoxicity,
usually, to THFA).
which is required for
ONA swﬂh%'\s.
C,gclosporine Calcineurin inhibitor : | « Severe . H}jperkension
Decreases IL a. erythrodermic (check BP)
psoriasis (rapid * Nephrotoxicity(do
action. RFT)
* Pustular psoriasis. | * Gum \wgperp\asia.
Acitretin modulates Orug of choice : * Hyperlipidemio.
(Oral retinoid) | keratinocyte Pustular psoriasis. * Hepatotoxicity (do
difSerentiation. LFT).

* Teratogenicity (all
vit A anolosues are
category X drug).

Apremilast Inhibitor of moderate to severe | * Headache.
phosphodiesterase 4 | chronic plaque * Diarrhoea (self
required to convert | psoriasis. limitingp.
cAMP —> AMP, * Persistent
CAMP increases. secre&ori,)

J diarrhoea. : Stop
Pro—in‘“ommtog the drug,
catovxines
decreases.

Sgskem‘\c steroids : sbs’cemic steroids are contraindicated in

PSOHQS'\S.

Only Indication : Pustular psoriasis of pregnancy (\mpe’dgo
herpeﬁ‘w’ormis).
g drug o¥ choice : Cyclosporine (expensive drug).

Dermatology * v4.0 « Marrow 6.0 ¢ 2022
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03
Biologics (Targeted ’chempg) =

Cytokine targeted Drug

- } Common P 40 subunit Usteiinumiob

L -a3

L -3a3 quselkumab
Tildrakizumab
Risankizumab

TNF - Infliximalb
gtanercept
Adalimumolb

L =17 Secukinumalb
Ixekizumab

IL - 17 receptor erodalumab

nd\/ankase of biologics : No organ spec'\?«c side efects.
Sg‘skemic association of psoriasis : Metabolic sﬂndmrne.

Dermatology ® v4.0 « Marrow 6.0 ¢ 2022

kumarankitindial@gmail.com



04

PAPULOSQUAMOUS DISEASES :
PART - 2

60c6b3eecaa8dedOede7e5ea7
Lichen planus 00:00:27

Definition : Chronie, immune mediated inflormmadtory skin
disease. T %I
Triggers : e ‘
* most important : Dental amodgam
(presence of mercurg).
* Hepatitis C and Hepoditis 6.
* Drugs : Anti malarials.
c/F:
Symptoms : Presents with skin lesions § pruritus.
Oral lesions : Asymptomadic/burming sensation
on spicy food intake.

morphology oP's :
* Purple and pruritic.
* Polygonal and plain topped.
* Popules and plagues (image-violeceous purplish)

Surface of LP seen with magn’\%ing lens with oil on top of
lesion : whitish linear streaks —> wickhams strioe.
Distribution  Predominantly distributed over flexor surfaces.
True koebner phenomenon/isomorphic response : Seen in
Psoriasis, Vitiigo § Lichen planus along lines of traumo.

Oral lesions : Reticulote lacy white pattern (Net like patterm.
grosive LP : Pre malignant lesion (chance of developing

mo\l'\gnancﬁ).

Dermatology ® v4.0 « Marrow 6.0 » 2022
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wickham's strioe Reticulate lacy white  True Koebner
po&kern phenomenon

Nail involvement :

mMost common finding : Thinning of naiil plate.

most characteristic nail finding :

Pterygium of the nail —> wing shaped/ triangular shaped $old
- extends from

proximal nail fold —> destroys nail plate > reaches nail bed.
Anonychio. : Absence of nail plate due to destruction.

Pup tent sign : Tenting of nail plate. '

nnongch'\a

Lichen plano pilaris/ hair manifestation of LP  00:10:48

Pafient presents with scarring alopecia. (hair destroyed)
showing perifollicular blue grey hue.

Histopathology ofLP:

* Hyperkeratosis in stratum comeum (SO).

* Wedge shaped hypergranulosis in stratum granulosum (5.
* Thickening of stratum spinosum (S : Acanthosis.

* Necrotic Keratinocytes (colloid bodies/civatte bodies).

eoeds eAloy
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@ Hyperkeratosis

Hypergranulosis ° ° wedge shaped hypergranulosis

Colloid/ Civate bodies
[E Acanthosis

Saw toothing of rete ridges.

Artefactual cleft ot Dermo gpidermal Junction (DeD :
Max Joseph space.

Band like lymphoeytic infitrate ot DEJ.

Basal cell degeneration (moving up)

Basal cell degenemﬁon

OOO %%OO

0 O\O
Sawfoothing nMox Band like
Joseph hjmphocg&es
space

ngersranulos'\s Hﬂperhemtosis

Active space

Treodment of Lichen planus
Localized : Topicad steroids.
extensive : S}jskemic steroids.
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Pityriasis rosea 00:17:28

Pikgr‘\as'\s : Scahns j Rosea. : Red colour
eruption.

Definition : Acute, self limiting, papulo
squamous eruption.

Aetiology : M/C viral trigger : HHV .
mostly asl,jmp’comaﬁc/mild pruritis by
M i e Herald Pokch
morpho\osg/ course :

I* lesion : Herald patch/mother podeh.

§

Secondary lesion : Scaly papules = oval annular plagues.

mild p'\smenmrg changes.

Fodes slow|5 in 4 t0 b weeks
(*otal duration.

i)
%

Secondar5 lesions

Herald podrch :

* Lesion : Annular lesion.
* Scales : Collarette.
* Outer edse : Within the

active margin of lesion (attached).
* Inner edge : Free.,
Clinical sign : Hanging curtain sign.
(Stretch skin along long axis of herald patch = Scales fold
along line of stretch).

Distribution of lesions 00:23:28

60c6b3eecaa8dedOede7e5ea?
Lesions are distributed in a particulor christmas tree pattern.

>
2 Long axis of lesion.
8
BoRLarcs el Parallel o the ribs, along

the lines of Langer

ou’awdsl from the spine.
7 (ines of skin tension.
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Christmas tree distribution

Treatment :
\L 60c6b3ekaa8ded0e4e7e5ea7 l
@r% (s anw:se‘lk . Rct,:}j*lesons- . Besalsiiaks
ISt ORI st
=b we 1 amines. -

pho&o&hempg
Gixanm

Pityriasis rubra pilaris 00:26:19

Pikﬁriasis refers fo scaling , rubra. (red), pilaris (hair follicle).
Definition : Chronic inflammadory papulo squamous disease of
unknown aetiology.

morphologg > Follicular papules around hair
follicles.

Progresses to form orange red erythema in
cephoalo caudal direction.

790% of body surface area. gets involved (erﬂ’chrodermoo.
Special feature : erythroderma. + islands of sparing (some
potches of the body are spared).

Dermatology ® v4.0 ¢ Marrow 6.0 ¢ 2022
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Palms § soles. > Thick skin.
[ Palmo p\an’cour kerotoderma )

PRP sandal.

Treatment :
Oral retinoids. Acitretin is the preferred drug

60c6b3eeaa8dedOede7e5ea”

eords eAnoy
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”
APPENDAGES AND DISORDERS : o
PART - 1

Hair 00:00:34

Structure : ectodermal appendage.
Importance : De%n'\ng charocteristic of a. mammal.

Layers of hair (From within owtwards) :
I. Hair shaft.

a. Inner root sheath.

3, Outer root sheath.

4. Glassy membrane.

S. Connective tissue sheoth.
Layers of hair follicle

Hair shatt
Inner root sheath
Outer root sheath
Cudi Inner
——mxle5 laaer root
— Henlelayer = gheath
Cuticle
Hair Cortex
medulla:
3eeaa8dedOede7e5ea?

Layers of hair shaft (within outwards) :

. mMedullo.

a. Cortex

3. Cuticle.

Layers of inner root sheath (within outwards):
l.  Cuticle.

a. dee5 la{jer.

3, Hen|e5 |a53r.

Active space
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Longikudinal section of hair :
Infundibulum _J- |- Apocrine
i
e I 1 S
8 -r \‘% Sebaceous
Isthmus L [ | Glond
\ grector Pl
{ ' muscle
| Adomson’s
Y
L

Divided into Upper segment and lower segment, oftached
with the help of erector pili muscle.
Upper segment is further divided into upper infundibulum
ond lower isthmus by sebaceous gland,
Apocrine gland opens just above the opening of sebaceous
gland.
Lower segment is further divided into upper stem and lower
bulb by Adarnson’s $ringe.
Hair follicle stem cells :
Type multipotent cells.
Locadtion : At bulge area, which corresponds to the
ottachment of erector pili muscle.

Structure of a hair follicle

Sebaceous duct
=gl
60c6b3ee Sebaceous
Upper Sbnd
Sollicle
Arrector pi\i
Isthmus muscle
Hair shaft
Stem Apocrine gland
Lower
Lollicle ulge
Adamson’s ¥rin3€
Aulb Dermal pap'\\\a

Damage to hair follicle stem cells leads to scarring alopecio.
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Types of hair 00:06:00

L Lanugo:
Seen in the fetus.
Sot, fine hair.
Usually shed in utero.

a. vellus:
Fine, unmedulloted, so™ hair.
The bulb is at the level of the
reticular dermis.

2. Terminal :
Thick, medullated, coarse hair.
The bulb is ot the level of

subcutaneous tissue.
In hirsutism :
Velus hair gets coNBPER K HEIARA SR
n androgene’dc odopec'\ou

Terminal hair gets converted to vellus hair.

Hair cﬁd@
A process in which hair goes through different stages.

Hair srowth voke:lcm per month.

Dermatology ® v4.0 * Marrow 6.0 » 2022

S’caae % of Hair Duration
r-\nagen 8% 3 5ears
(growth phose) (mox in
number)
C,o&agen 1% 3 weeks
(involution/destruction (eost in
phase) number)
Telogen 12% 2 months
| (resting phase)
exosen - - g
(sheddjng phase) %
<
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Alopecia 00:11:30
Defined as l0ss of hair,
Tgpes :
l. Non searring (non-cicadricia).
3. Searring (cicatricial).
Cicadrix means scar.
Non scarrina ( oD
Feotures Scarri cicatrici
7 (non-cicoatricial) "
Hair Sollicles | Preserved Destroyed
Visible signs of Absent Pustules/ scaling present
inflammadion
Course Generally reversible \rrevers'\ble/permnen’c
Non-cicodricial alopecia. classification :
Po&chﬂ Ditfuse Pottermed Sgstemic
Alopecia. areato. e8Sluvium Androgene’dc SLe.
Trichotillomanio. (anagen alopecio. Thﬁroid
Tinea capitis efluvium dgs&mctm
(non iannm‘rortp. and telogen
Secondary syphils. efSluvium.

mopecia oareato:
o Aukoim disense. 60c6b3eeaa8dedOede7e5ea7
. Targe’cs anagen hair bulb.

* Areota : Pa‘rchB/ spotty areas of alopecia.

eoeds eAlYy

Circular areoas of complete hair loss
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Max gin of lesions :
exclamation mark hair. «

N

Distal end : Broad

.;\\

Proximal end : Taper'\ng.

Alopecia. areota nail ‘T’md'mgs :

Geometrical piﬂ\ng : Fine,
superficial, reqular pits.

Histopathology of alopecia areata : N ocssbdadfedaicbear

Peribulbar lymphocytic infitrates

Sworm of bees appearance.

Lﬁmphocgces are compared to bees, anagen bulb is
compared to beehive.

Bad prognostic factors for alopecia areata 00:19:30

I. 2arly onset (childrer.
a. Patterns like :
* Ophiasis (occipital hair loss).
* Alopecia. totalis (involvement
of total scalp hair).
* Alopecia universalis
(irvolvement of body hai). Ophiasis (occipital hair loss)
2, Associokion with :
* Atopy (ocolized type |
hypersensitivity reactior.

* Autoimmune diseases.

Active space

Treatment for alopecia. areata : Alopecia. totalis
Localized diseases :
Intralesional steroids (Triameinolone acetonide).
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extensive disease :
. Sgs&emic steroids.
* Azathioprine.
* Sulfasalazine.
* Tofacitinib : Potent JAK-1/IAK-3 inhibitors.

Trichotillomania 00:23:58

An obsessive compulsive disorder,
characterized b5 pu'l(\ ﬁ%%ﬁkﬁ% isa ;
own halr.
* Incomplete loss ot hair
within a pa’cch.
* Hairs of varying leng&h.
* Perifolliculor haemorrhage.

Infections :

Tinea. capitis (non-inflammatory) :
Invasion of hair shaft.
Tﬂpes :
* Black dot {Bpe.
* G@rey pach fﬂpe
Black dot ’cﬂpe : endothrix
infection that goes into the hair.
Causative organism :

. Tr\chophﬂ’con tonsurans.

. TrichophB&on violaceum.

ar85 podch 'vjpe : Po&chﬂ
Lustreless hair odoPecia + scal'mS

Glre5 pa‘cch f5pe :
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&rey patch type : ectothrix infection that covers the hair.
Cousotive organ‘\sm : m'\crosPorm conis

Secondar5 SBPhihs :
Hema’cogenous dissemination of

Treponema pod\ idum,

Characteristic odopecia : moth
eoten aloPecia

Non-cicatricial alopecia : diffuse type 00:28:08

eluvium : Loss of hair
* Anagen efluvium.
. Te\ogen efHuvium.

Anagen eHluvium :

Chemotherapy / rodiotherapy (3-4 weeks)
N

The arrest of hair growth

in anagen phase
N2
DBS’(roPhic anagen

Hair loss

Tetogen efSluvium :

major stress/post pregr\omcﬁ/ infections (malaria, typhoid,
COVID-19)/ surgical procedures
60c6b3eeaa8dedOede7e5ea’

N2

Premoture en’nr5 of hair into the
&elogen phase

8
g
V ¢
B
2 months loter <
J
Halr loss
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Patterned type/ non-cicatricial alopecia 00:31:48

Synonym : nndrogenehc alopecio.
Foctors : genetic factors + androgens.
Testosterone is converted to dihgdro’ces&os‘(erone, which is
responsible for thinning of hair § alopecia.
* Leads to the shortening of the anagen phase.
* minioturization of the hair follicle.

men : F\ndrogene’dc odopec'\a.

Frontotemporal recession 6odd'\n3 ot vertex
Hamilton Norwood Srad‘mg :

MO0
i ARk foo

A

I\ \
60c6b3eeaa8de@@ {Q @
Il VI VA
Vi\ VA

W vertex
women : Androgeneﬁc Alopec'\a
\ Loss of hair over the
g central portion of the
scodp.
Frontal hair line
—7 maintained.

aoeds aAndY
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L,udwig’s grading Lor female androgene’dc alopecia :
L,udm‘\s staging for female.
Pottern hair loss

D &
000
NG 57 SN/
-000
N7 AN

Treatment for androsene‘dc alopecia :

* minoxidil
Increases anagen phase.
Increases the size of the miniaturized hair $ollicle.
DOSO.Se :
In $emale : 8% minoxidil 8D (Iml - 0 - ImD.
In males @ S% minoxidil 8D ml - 0 = Im.

* Finasteride
Inhibits S & reductase which converts
testosterone to d\hﬁdro’(es’(os’terone.
Decreases dinydrotestosterone (regf?oqsible for
G ’chim'\ns). kumarankitindial@gmail.com
Dosage : | mg in nndrogemc alopecia.
Other indication : Benign Prostatic H5perp\as'\a.

* Platelet-rich plasma ’cherapg.

* Hair transplantation (in advanced stage).

Sﬂs’cemic non cicodricial alopecio. :
¢ SLE,
* Thyroid dgs%nc’dons.

§
&
2
z
<
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Scarring alopecia

. Papulosquamous disease :

* Coused b3 lichen p\anus/
lichen plano pilaris.

. D‘\agr\osed b5 : Perifollicular
b\ue—8r65 hue.

a. aronulomatous disorders :

Sarcoidosis
Papulosquamous disease

3. Connective tissue diseases :
* Discoid lupus €r5‘t’\’1€mod'05us/ DLe
* Discoid lesions of SLe.
* Linear morphea Th‘\cKenir\S restricted to skin onlﬁ.
AfSecting scalp is known as en coup de sabre (sword).

Discoid lupus erg&hema‘fows Linear morphea

kumarankitindial@gmail.com

aoeds sAloYy

4. \nfections : Tinea. capitis (‘mﬁ\amma&orﬂ) :
* Fovus.
* Kerion.

Fovus :

Causative organism is T. schoenleinii.
gndemic in Kashmir.

Lesion : Yellow cup shaped crusts <

Known oS scutulo.

Kerion :
Cousotive organisms are zooph'\hc %ng\ :
¢ T. men‘(agrophg’ces

* T.verrucosum.
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Histor5 : Contoct with pe’t onimals.

Oommon\5 seen in children.

Lesion : 6039)5 indurated scalp suoel\ing,
easﬂ5 pluckable hair, associoted with
regionod lﬂmphader\opafrh&

\n\/eshgod‘\on 2 10% KOH mount.

Treatment :
Overall drug of choice for T. Copitis : ariseofulvin.
For T. Capitis with ’cr'\chophvj’ton species * Terbinafine.

5, \ng\om*mo@corg diseases :
* Folliculitis decalvans (balding
0¥ scalp).
* Dissecting cellulitis of scalp.

k. \diopathic condition :
Pseudopelade of &roco,

Foo&prin’cs in SNow appearance.
His’fopod'\'\o\o% : Perifollicular concentric fibrosis.

Pseudopelade of erocq

Non-scarring/scarring alopecia 00:45:54
T:cap&ﬁ SLe
l |
. ) J 1
Non Non S
.‘ nfé\ammtorﬂ \n%wwnod*org scarring an
pe ) abpema
*396 *3 alopecio.
non A Discoid
) Scarnna most )
searring S common lesions of
abpecm. f SLE
Hidradenitis suppurodiva. :

Hair follicle occlusion disease.
Defined as chronic recurrent ‘mﬁ\amma%orﬂ sKin disease
involving intertriginous areas (oxil\a/! Sro'm/ perineum).

Dermatology ¢ v4.0 « Marrow 6.0 « 2022
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* Deep seated red nodules, abscesses.
* Discharging sinuses (later).
* Fibrotic scars : Patient unable to raise hands.

60c6b3eeaa8dedOede7e5ea7
Tretment :

. Bntibiotics (clindamgcin/boxﬂcgdine).
a. \sotretinoin.
3. Adalimumab (TNF alpha inhibitor).

eoeds eA|oy
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APPENDAGES AND DISORDERS :

PART - 2
Classification of sweat glands 00:00:22
] ——— Secretion
* tecnne S‘Mds' ¢ % —Secretory vesicle
* Apocrine Slomds e [ —eolgi complex
@ @ ‘——Nudeus

gecrine SlcmcLs :

Function : Sweat production.

Secretion : Cell border is intact during the secretion
(merocrine secretion).

Sites : Almost all over the body (high concentration in palms
and soles).

Opening : Duct directly opens into the skin surface.

Nerve supply : Sympathetic chohnersm fbers.

Structure :

. ncr055rin3iwn : \n&raepidermal coiled por’don

. S’cmjshk duct.

. Pinched ot portion
* Coiled duct. | v of cell .smuamdedOe4e7e5ea7
* Coiled 3land.
® 0.0
Apocrine Slands :

Function : Produce bodg odor.

Secretion : Apex of the cell is pinched of% (apocrine secretion.
Sites : Axilla, perineum.

Opening : Opens into hair follicle above the sebaceous duct.
Nerve supply : Adrenergic nerve Supplg.

Active space
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Pilosebaceous unit :
Apocrine Gloands : Open'ms

i Apocrine
‘ lond
l"PPern}( . 3
seqgmel [ | :
3 $ i 8 Sebaceous
L L] glands
; I erector pili
i muscle
Lower | ‘ ‘
segmen’c
modified apocrine glands :
* Mammary gland.
* glands of moll in the eyelid.
* Ceruminous glands of eAC.
Disorders of eccrine and apocrine glands 00:05:16

miliaria. :

Definition : Obstruction o the eccrine sweat duct.
Pred’\sposing factors : Hot humid gieB®ecaa8dedOede7e5ea7
Classification (based on the level of obstruction) :

Stratum comeum : Miliario chS{—al\ina

Stratum spinosum : miliaria rubroa.

Dermo-epidermal junction : miliaria
profounda.

8

* Strodum corneum ¢ Miliaria crﬂstod\'ma.
Tiny super ficial vesicles which easily rWe.
more common in neonates.

* Stratum spinosum : Miliaria. rubra/prickly heat.
multiple erﬁ’chemo&ws papules.

* Dermo-epidermal junction (DED : Miliaria profunda.

©
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mMiliario crgs&od\'\na Miliario. rubro
Bromhidrosis : Disorder which is characterized bﬂ ofensive
bodg odor.

Chromhidrosis : Colored sweat.

‘Fox—Fordﬂce diseose :

Sijnongm * Apocrine miliario.

Due to obstruction of the apocrine duct.
morpholosa » Multiple skin colored pruritic popules.
Sites : Axillo, areola of the nipple.

Treodment : Topical corticosteroids/topical retinoids.

Fox—FordBce disease

Sebaceous gland 00:10:05

Function : Sebum produchon.
Secretion : Holoerine secretion (the whole cell d‘\s'\n’cesra’ces
during secretion).

Hair
Sebaceous
A ———— Mature cell dies gland
, < o and becomes
3 ‘ 3 secre&org prodnc’c Pilosebaceous
unit

Classification (based on the associotion kitirativek tindi S ghedit.com
* Pilosebaceous unit (pilo : hair).
* gctopic sebaceous glands (no association with hair
Sollicle) :
I upper lip, buccal mucosa. :
Fordgce spots.
Presents as 5e|\ouo micro papules.
Treodment : Reassurement.,
& ereast : montgomery tubercles. Fordyce spots

Active space
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3, eﬂel'\d : Meibomian Slands and Glands of 2eis.
4. Prepuce Tgson’s gland,

Acne vulgaris 00:13:19

Definition : Chronic in%anmodcorg diseose of the pilosebaceous
unit characterized bi'i po\ﬂmorphic cutaneous lesions.
Pa’thogenes‘\s :

gpidermis { -

Sebaceous
Sland

Hair follicle

. nndrosens activate the sebaceous gland leading to
increased sebum production.

* Hyperkeradinisation of the infundibulum due +o bloek in
the passage of sebum.

* Presence of Cutibacterium acnes (old name :
Propionibacterium.

* Inflammadion.

Factors modifying acne :

* Climade : Hot and humid climaote.
6006b3eeaa8ded0e4easg?§z\gh glycemic index foods, milk and milk

products as’cheﬂ induce 1§F -1 that can block the
pi\osebaceous ducts.
* emotional stress and 955cho|osical factors.

z * Focial cosmetics
g * &enetic predisposition.
8 * Hormonal factors :

In Sirls :

Premenstrual Slare (10% cases),
Polyeystic ovarian syndrome (PCOS).

Dermatology ¢ v4.0 » Marrow 6.0 » 2022
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Do R
Part - 2 )

Grading of acne : Based on the predominant lesion  00:19:01

arade I/Comedones : Follicwlo-centric
lesions p\uaged bg sebum and keratin.
Open comedones : Black (becouse of
oxidation of the sebum by odmospheric
air).

Closed comedones : white arade |
Open comedone : Blackhead Closed comedone : whitehead
Small inq of
qumso¥fme<mak5 > o opening

the follicle tg the skin

e&ﬂ;:u93¥

Grode a Grode 3

&rode a : Predominant papular lesions.
arode 3 : Predominant pustular lesions.
&rode 4 : rdodwocgs’cic ocne with scars.

60c6b3eeaa8de¢0e4e7e5ea7

Distribution : Distribution of lesions
Face. @
Trunk (truncal acne due o high P -
concentrations of pilosebaceous [ 1 4 EXEe A
units even in the back). {1 i \ \!L 52 W §
Chest. AT CR KA R e
| | | i 3("3
W
i ;}
\
i1
G
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Acneiform eruption/ drug induced acne :
Variont of acne.
Onset : Sudden in onset.
Drugs : Systemic steroids,
ATT (soniazid).
kumara
Lesions : monomorphic lesions.
Lesions look similar 10 each other.
Comedones are absent.
Dierential diagnosis ot Acne vulgaris
Acne Rosocea
morphologuj Comedones present Comedones absent.
Papules, nodules, Popules, nodules and pustules
pusfules ond scars. present
Associations | SKin greasy erythema, Sushing and
(eadsaromd) telangiectasia. prominent.
Distribution | Face, upper part Convexities of face
of trunk, chest and (centrofacial lesion) (cheeks,
shoulders. nose § forehead); spares
periori%cial areo.
Treatment of acne :
General measures :
* Cleansers 1o remove excess sebum secretion.
*  Wwoter based cosmetics.
* Avoid foods which are high in Slgcem\c index.
Speci%c measures :
* grade | (comedones) : Topical retinoids : Vitamin A
analogue. (Tretinoin, Adapalene).
* grode a: Top'\cod retinoids + fopicod antibiotics
Z (clindamﬁcin, Nadifloxacin)
g * grode 3: Topical retinoids + oral antibiotics
8

(pzithromycin, Doxyeycline, Minocycline)
(+/- &enzoy| peroxide.
* Grode 4 : Oral retinoids.
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Role of oral retinoids in acne 00:26:48

DOC : Isotretinoin.

Indication : Modulocﬂs’dc acne, resistant acne.

most common side effect : Cheilitis (due 4o destruction of
sebaceous glands).

Lab monitoring : Fasting lipid profile, LFT (as oral retinoids are
associoked with increased «i@@@%&é@%‘!&%lﬁﬁé&em&
Pregnancy cotegory : X (teratogenio.

Period of drug stoppage prior conception (womer : a8 daus.

Rosacea 00:28:58

Definition : Chronic in%amma’corﬂ facial dermatoses.
Sites : Centrofacial area (convexities of the face).
Pathogenesis/ triggers :
* Blood vessels : Dysrequlation of
faciol blood Slow that manifests as
abnormal vascular reacﬁvi’rg.
* Mmicrobes : Demodex mite.
* Trigoers : Sunlight, spicy fo0d, alcohol, stress.

morphological ’cgpes :
ol - ¢ 0 kelangiec’mhc J<3pe.
* Papulo pustular.
. Ph}jmo&ous.
* Ocular.

aakhemo&o ’celangiec’co@cic {Bpe :
Syrptoms
» Photosensi’c‘m’cﬂ.
* Flushing (?eel'mg of warmth with
redness).
Lesions :
* Centrofacial erythema.
(ransient /permanent).
* Telangiectasia (multiple :
dilated blood vessels). Telangiectasia

g
&
e
g
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60c6b3eeaa8dedOede’e

Populo—-pusfular s’cage :
Papules and pustules present.

Phgma’cous J(Ejpe :
sﬂnongm : Pototo nose.

Lesion :

SKin over the nose : Thick skin.

Surface of nose : Prominent pores,
surfoce nodularity,

Pathology : Characterized by hﬂper’tropht:,
and fbrosis of the sebaceous gland.

Ph5rr\a’c0us {Bpe

Ocular rosaceon. :

DUl N

&Bel'\d mars'm ’celansiec’tasia. P

Distribution of lesions : Dismbuﬁon of lesions
Centrofacial diseose.
Perioral and per'\ocu_lar spar'mg.

Differential diagnosis : Sparng

* Acne Vulgaris.

* malar rash of SLE : Acute
cutaneous lupus ergkhemofcoSus,
with systemic ggg;p’toms like fever,
ar’thro]sia, mgodsia etc.

Popules and pustules are absent.

malar rash : SLe

Treodment of rosacea :
general measures :
* Sunscreen (for photoprotectior.
* Avoid the triggers like spicy fo0d, alcohol, stress.
* Topical steroids worsens rosaceo.
Specific measures :
* Alpha agon'\sf : Brimonidine.
* Antimicrobials :
Topical : metronidazole.
Systemic : Doxyeycline or Ivermectin (SBSkem\c).
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(6 Appendages and
Do
Part - 2
* For thnophﬂma :

&arl5 s‘cages : 1sotretinoin.

Lote stages : CO, laser excision Followed bg resw?acins

(treatment of choice).

kumarankitindia1@gmail.coi’n

Active space
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APPENDAGES AND DISORDERS :
PART - 3

Strucggre of the nail 00:00:27

Structure : ectodermal appendage.

Site : Dorsal aspect of the terminal phalanges.
Function : Protects the tips of the digjts.
Dorsal view of nail :

/\ﬂ—‘ Nail plate
| —» Lateral nail $old

- » Lunula
—» Cudticle
) Proximal nail fold

Dorsal view of nail

* Nail plate : Dorsal rectangular structure of the naill

* Lateral nail fold : Present laterally around nail plate.

* Lunula: Semilunar structure which represents the
distal portion of the nail madrix.

* Cuticle : Seoals the nail apparotus and protects the
nail $rom exogenous agents.

* Proximal nail fold.

Loteral view of nail :

Terminal phalanx
Loteral view of nail

* Nl plate : Superficial part.

* Nail bed : Structure which is below nail-plate.

. Haponach\um * Area below the nail plate d\s’cal\g.

* Nail matrix : Responsible for the production of nail plate.
* Terminal phalanx.

eoeds Aoy
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Nail growsth rate (mm/month) :

Finger nail growsth : 3 mm/month.

Toe nail growth : | mm/month.

Nail disorders require longer duration of treatment due to
slow Srouo{h rote.

Paronychia 00:04:06

Definition : Infection of the nail fold.
Acute parongch\a=
* Cowuse: s+aph510wccus aureus.
* Nail fold shows tender er o
and purulent collection.
* Treatment :
I¥ no abscess formadion :
Topical/systemic antibiotics.
I¥ abscess is formed : Surgical drainage.

Acute pou'ongchia

Chronic P“m”gjd’“& :

* Cowuse: Candida albicans.

* Irritant contact dermatitis due
to continuous contact with
water with supemdded
candida. albicans infection.

* Loss of cuticle and nail fold Chronic paronychia
suoel\ins is seen.

* Treatment : Antifungals + steroids
Eor inflarmation/eczema. component.

Onychomycosis 00:06:57

Definition : Fungol infection of the nail unit.
etiologic classification :
* Dermatophytes (Tr‘\chopha’con

species) ! TINRAWNAUINT. d0ee7e5e0a7
* Non dermatophytes : Fusarium.

* Condido.

8
]
&
2
B
<
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Clinical {Bpes :

* DLSO (Distal Lateral Subungual Ongchomgcosis) : most
coOMMON ’tﬂpe.

* Proximal Subunguod onBChomgcosis : Associoted with HIV
infection.

* Wwhite superficial onychomyceosis : Due +o superficial
localizodion of the funqus over the dorsal aspect of the
nadl plote.

* Total d5s’crophic ongchomﬂcos‘us : Occurs as an end
result of multiple nail fraumas.

There is nail plote crumbling and d}js‘cmphﬂ.

i g
i
o i MR
’ o [ A
bt A !

DLSO Proximal subungual  Wnite Super%iod Total dn:js’crophic
onﬂchomi,jcosis onﬁchomﬂcosis °“5°mm5°°5‘5

Treodment :

* Terbinafine (allyl amine group), 350ma OD.

I¥ fingernails : For b weeks.
1§ toe nails : 13 weeks.

* Hraconazole (azole) : Given as pulse therapy,
| pulse : 300mg BD For | week per month.
Fmgemouls : & pulses.

Toe nails * 3 pulses.

Pitting 00:11:02

Definition : Depressions over the nail plote.
Defect : Proximal nail madrix.

aoeds eAlOYy

Couses :
. n\opec\a oreoto : Geometric

pitting (superficial,
regqular pitting).

n\opec\a areoto.  Psoriasis

Dermatology ® v4.0 « Marrow 6.0 ¢ 2022



* Pgoriasis : Coarse \rresular deep pi’cs.
* gczemo.

Pterygium B 00:12:40

Definition : wing shaped fold connecting
the proximal nail fold to the nail bed
ofter encroaching and destruction

of the nail plote.

Dorsal pkerﬂsium is associoted with %
Lichen planus. He
Beaus lines 00:13:59

Lesion : Horizontal depressions over
the nail plate.

Pa{cholo% * Due to temporary
orrest of growth in the nail madrix
gtiology : C,hemo’therapg, severe
illnesses.

Chromonychia/colored nails 00:14:56

glue lunulo/Azure lunula. :
Associoted with wilson’s disease and
silver intoxicotion/| Argyria.

Yellow nail syndrome : T riad of
D Lymphatic system : Primary
l}jmphedema.

3 Pulmonary system :

Chronic respiratory iBoess 3o B dodoe 4 e febe
of pleural effusion or bronchiectasis.

8
5]
&
e
g

32) Yellow nails :
* LosS of cuticle.

* Thickening of the nail plote. Yellow nails
* Slow growing nails.

Dermatology © v4.0 « Marrow 6.0 ¢ 2022
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areen nail sgndrome :
Seen in association with
Pseudomonas infection.

It is due to pyocyanin
pigment liberated from the
Pseudomonas. &reen nail syndrome

LeuKongchia/ white nails :

D True leuckonychia. : Problem
is in the nail madrix.
.9, Mees lines : Horizontal,
transverse whitebands on the

nail p\a’ce.
) ) ) o mees lines
Seen in chronic Arsenic poisoning,

) Apparent leukonychia. : Problem
i in the nail bed,

* muehreke’s bands.
Lesion : Paired transverse
white bands.
Seen in h5poodbum'\nem\a.

muehreke’s bands

* Half and hal® noul/L.‘mdsag nail.
Proximal (SO%) : white.
Distal (SO%) : Brown 4o pink.
Associotion : Chronic renal failure.

L'mdsag’s nail .
' T€rr§ﬁ)6€ﬂ$eeaa8ded0e4e7e5ea7
Proximal (90%) : Lhite.
Distal (0% : Pink +0 brown.
Association : Chronic liver disease.

eoeds 8ANOY

T err5’s nail
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BULLOUS DISORDERS : PART - 1

Lesions of bullous diseases 00:00:24

Primarg lesions :
Clear Sluid flled lesions.
vesicles : £ lem.

eulla: > lem. gl IR oo

vesicle Bulla
Secondara lesions :

grosion : Focal or total loss of
epidermis.

Crust : Hard exudote due to
drying of serum, pus or blood.

Classification of bullous disorders :
I Immunobullous disorders.
3. mechanobullous disorders.
3. Inherited acontholytic disorders.

Immuno bullous disorders Gmmuno = autoimmune) :
eullous disorders which are medioted b5 outoantibodies.
Classificotion : Based on l{'he level of the split in the skin :

J

Intra. epidermal Subepidermal
blistering disorder blistering disorders
(superficioD (deeper)
Pemphiéts group of \L |
Asoaens Pemphiqoid Dermatitis
group herpetiformis
Femphigys group ot disorders SOcebSOege:gggéed0e4e7e§ea7

Active s|

Immunobullous group of disease.

Level : Intraepidermal.

Target protiens : Desmosomes (connects kerotinocytes to
each other).

Dermatology ® v4.0  Marrow 6.0 » 2022
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Acantholysis is the process bﬂ which desmosomes get
ruptured,

Keratinocytes are polyhedrol shaped cells of epidermis.
Desmosomes ¢ Protein connec’cins Keroednocg’fes to each other.

Acantholysis (acantha=spine, lgsis=loss) : LosS of attachment
between the Kera’cinoc5’ces. Prominent in Stratum spinosum.
Antibodies attack desmosomes —> ncan&holﬂss —> circular
Keradinoeytes (prominent hyperchromatic nucleus with
perinuclear halo) — acantholytic cells/Tz2anck cells on
Tzonck smeav.

Polyhederal keratinocytes Cireular Tzanck cells/
acanﬂ'\olt,’dc cells.

Classification of pemphigus group of disorders
. Pemphigus foliaceus and its variant pemphigus
erB’chemo&ows
a. Pemphigus Vudsaris and its variant pemph'\sus vese’cans.
3. 1gA pemphigus.
4. Drug induced pemph'\gus.
S. Paraneoplastic pemph‘gus.

Target antigen in the desmosomes in ditterent pemphigqus
disorders :
* Desmoglein : P foliaceus, P vulgaris.
" Desraalin IR RETRNIG S a7
* Plakins (desmoplakin, periplakin, envoplakin) :
Paraneoplastic pemphigus

Pemphigus foliaceous and pemphigus vulgaris 00:10:21

Common feotures :
Disease : Immunobullous disorders.
Level : \n’cmepidermal split

Dermatology © v4.0 » Marrow 6.0 « 2022
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Tarse’c protien : Demosomes.

TourSe't antigen DeSmogle‘m.
* Pemphigus foliaceus : Desmogllein-
¥ Pemph'\gus Vulgaris : Demoglein—-s > Demoglein-—l.

| kumarankitindial@gmail.com

expression of desmoglein | and 3 (skin/mucoso) :

Desmoglein-| Desmoglein-3
SKin upper epidermis Lower epidermis
Oral mucosa Low concentration | High concentration
P. Foliaceus P. Vulgaris
Skin split Subcormeal split Suprabasal gﬂ'rt
mMucoso. No oral lesions ++ in 90-95% coses
Pemphigus vulgaris 00:15:12

gpidemiology : Most common type of pemphigus.

It is an immunobullous disease.

l9& au&oan’dbod5 medioted disease.

Toursek protein : Desmosomes.

Targe'c antigen : Desmogle‘m—-s 7l

Pathological process : Acantholusis.

F\Se group 40-60 years.

Symptoms : Burning sensations over the raw areas (erosions).

morphologg :

Primary lesions : Flaccid bulloe over the normal skin (Slaccid
because split is superficial.

J ruptures becouse of thin root.

Secondary lesions : erosions (tend to extend becouse of
amn’cholijsis/no tendency fo heaD.

Sites ¢ Scalp, oral mucosa, chest, trunk, Slexures.
Intraepidermal : Flaccid bulla. with wrinkles (ess tension).
subepidermal group Tense bullo.

Dermatology ® v4.0 « Marrow 6.0 « 2022
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Clinical signs -
I M‘\Kolsk\g sign
Procedure : Tangential pressure is
applied over the skin.

Observotion : upper \o.gers separo&e '.'l .

From lower ‘aﬂers' 60c6b3ecaadieidagressqamer loyer
True N‘\Ko\slﬁﬂ sisn : ncanw\olﬂsis.

Pseudo Nikolsky sign : Necrosis of kerodinocytes.

In pemphisus vulgaris : True MiKolsHB sign is positive.
a. eulla spread sign

Procedure : Unidirectional pressure is applied over the

bullo.

Observation : extension of margin of the bulla with

an irregular anguloted border.

In bullous pemph'\soid round regular border is seen.

unidirectional
pressure —_—

~ Bilioc spread sign

2. Orol mucosa. examination : Painful erosions.
Seen in 90-9S % of patients S

with pemph'\gus Vulgar'\s

\nves’dgo&ions :
I T2onck smear of the vesicle.
a. Histopathology of bullae by skin biopsy,
3, Direct immunoflouroscence.

eoeds Aoy
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Tzanck smear 00:25:18

vesicle is deroofed with a blade and the material from the
bulla is taken.

it is o eytodiagnostic test (based on cell morpholoag).
Round acantholutic cells/Tzanck cells are seen.

His&opa’cho\o% of skin :

* Suprabasal split.

* Few rounded cells in the blister
cavity : ncan’chohjdc cells.

* In stratum basale, Kerodinocﬂ’ces
remain separated from each other
but ottached to the under\B'\nS
dermis (row of tombstone

’ "‘.

|

|

|

Lv = = .
Tz2anck smear with
round amn&holghc

appearance) cell
Cells are hghrﬂ5 attoched 1o the dermal Iaﬂer as

hemidesmosomes are intoct.

S. cormeum
ncan&\olg’dc cell

Suprabasal sPIik
S. basale

Row of Tombstone appearance

Investigation of choice :
Direct immunbBicbib8seaadedDEde7es
To detect intraepidermal and
intercellular deposition of 19& and
C3 (pothogenic autoantibodies).
Shows Fishnet/chicken—-wire 4
pottern. Fishnet pottern on DIF

Dermatology ® v4.0 « Marrow 6.0 » 2022
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Treotment of pemphiaus Vudgaris :
. 55s&emic steroids are the main treatment mododu’cg

' %dophosPhamide : monitor urine routine.
(side effect : Hemorrhagjc cygstitis by acrolein
metabolite. Treat with MeSNA/mercapto gthyl Sulfonote
Sodium.

* Rituximab (FOR approved in 30i8)
For moderate to severe pemphigus Vulsaris.

Anti-CDA0 (CDAO on & cells).

Pemphigus foliaceus 7 00:33:45

Target om’dgen : Desmosle'\n—l.

SKin lesions : Transient superficiol
bullo. (asts or very short intervol
and rupture rap'\dlg, resulting in
scaling and crusﬁng).

Distribution : \ni‘c\od\a involves only the
Seborrhoeic areas (rich in
sebaeceous glands) like chest,
presternal area, scolp. kumar
Later, evolves to form erythroderma/
exfoliakive dermatitis
(> 90% 0% BSA should be involved). e
mMucosa. : Normal. '
H‘\s'copai‘nolo% * Subcomeal split with small acan’dnolgﬁc cells.
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Pemphigus vegetans 00:37:18

Rarest form of pemphigus.
Variant of pemphigqus vulgaris. {4
Characterized by vegetotive plaques. £ 20
Usually seen over the flexures
(axila, groir.

Split : Suprabasal.

gosinophilic micro abscess on h\stoPaﬂwoloSB.

4e7e5ea7:

Drug induced pemphigus 00:38:29

Drugs which can induce pemph'\sus :
* D-penicilamine
* Coptopril.
* Rifampicin.

Paraneoplastic pemphigus 00:38:58

Antigens are the plakins (desmoplakin/periplakin/
envoplaking).
malismnc‘\es which can ’ar'gger pemphisus :

* Non-Hodgkin's lymphoma. (most common).

* L (Chronie Lymphoeytic Leukemio).

* Costleman’s disease.

. Thﬂmoma.

Active space

Dermatology ® v4.0 « Marrow 6.0 » 2022



i ETORE o

l

66 Dermatology 09

BULLOUS DISORDERS : PART - 2

Subepidermal immuno-bullous disorders 00:00:29

subep'\dermal
immuno-bullous
disorders

|

Dermatitis
Pemphigoid group herpa’d?ormis

Pemphigoid group Defect in the basement membrane 2one
prote‘\ns.

Basement membrane z2ones :

60c6b3eeaa8ded0e4e?@aﬁh Intermediate
Filaments (KIF)

Hemidesmosome (HD) «_|

Loamina lucidac ¢
Lomina. denso. ¢————— .o . P

Sublamina. denso. ¢

Basement membrane zone components :

>
%‘ 2ones Components
¥ keratin intermediate Slaments - | Kerakin 5/i4, 8PAG 1 { &.
Hemidesmosomes complex ’
Lamina. lucida BPAG a (transmembrane
molecu_lg), laminin.
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Disorders :
P p—— = e " = Part - 2
meipgvdgqsa - Lamin'\ngrc9|\05en 4
Sub lamina. densa _ | Collagen 1 V(vo_pghqriogf\brilsr)
BPAG & : Transmembranous as it is present in 2ones | § a.
Classification based on defect :
ePAal defect [ sullous
(320 Kda. weight) pemphigoid
_ § J
[ eullous
pemphigo'\d
g J
Cicodricial
- pemph' oid
Pemphigoid eprsa. )/ L 9 |
grep (180 KDo. weight) — ————
disorders 9™ Pemphigoid
Ses’ca’cion'\s
L
Linear \gn
Bullous
Dermatosis
| Lred)
rep'dermol sis |
\ \
Col\agen g 6&‘\03&5
defect
Acquisita. (EB&A)
3 J
Bullous pemphigoid - , 00:06:15
Immuno-bullous disease.
Charocterized bﬂ }
Subep'\dermod spl‘rt.
lo& is the awcoan’dbodg g
deposited, §
Tarae’c protein :
HeBltebh3econ8dedOede

Ta arset an’dgens : BPAGA
ond BPAG.
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No acantholysis. (ﬂwn’cholgsis occurs in pemphigus group o¥
diseases).

Disease profile : 6O %o 80 years of age (moles = females)

morphologg :

. Primourﬂ lesions :
Tense 'rtch5 bulloe on red
erBthema’cOus sKin or normal
SKin.

’ Secondar5 lesions :
£rosions, ‘f‘ol\ouoing the rupture
of bullae due to seratehing,

| Tend to heal.
kumarankitindia1 @gmaimnendencﬂ ‘o ex&end,

Sites : Trunk, abdomen, flexural aspects
of extremities. ’
10-30% of pakients have oral erosions.

Signs in bullous diseases :

. MiKolsK5 sign : App15 kansen’c'\al
pressure over the skin.
Megahve here.

Positive in pemphigus vulgaris due to acan‘cholﬂsis.

* eulla spread sign : Margin of the bulla extends to
adjacent skin, when force applied from the side.

* Asboe Hansen sign : Pressure applied §rom the top.

Round reqular
_____ . Margn

=) ()

Tense bulla

lnves’dgaﬁons ¢ Tzonck smear :
Presence ot eosinophils.
Absence of acan’cholg’dc cells.

8ords BAIY
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H'\S&Opa’tholo% :

Strotum cormeum -

Strotum basale ¢

Subepidermaj bulla

with
eosinoPh'\\s.
60c6b3eecaa8deg
&os\noPh'\ls in the
bullo.
e LI R Wb
I e ) TRE 3"‘,.
.o"’"“ R e atly AT oy
: b "o"""‘,’w“r:‘l‘,‘c o A ‘;'..O’
gosinophils inthe B B G IR e gt WS T
T 7 L BT S
bu.“a. * “ » o0 g f
BASH )2 S eysa % 0
a2 08 Ae* Ve 40 Tigle
.ﬁfvt ;"."f\ « ) . ] ; o
;Np._ .,!;oA.O:_
;‘:ro'." L e I
...0 o."& "..“ e

Direct Immunofiuorescence :
Detects the po&hosen'\c au‘roan’cibodg, using
immunofiuorescence technique.
nu‘coan’dbocg * 198, C3.

Site : Basement membrane
20ne.

Pottern : Lineay.

Treotment : Low dose oral
steroids.
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Other types of pemphigoid group ~ 00:15:58

Other h\.jpes of pemphisoid group
I
d &
Pernphisoid Ses’cahonis LABD : Linear \Sn eullous
Dermodosis

|
J A

Adults : Linear \Sﬂ Children : Chronic gullous

disease (LAD) Dermatosis 0% Childhood
(cede)
Pemphisoid Ses’(oedonis :
Also called Herpes Seska’non\s
60c6b3eeaa@,qgggm5ea7

eoeds aAnoyY

Bullous pemphgo\d in pregnancy,
Tarse& antigen : PAGA.
morphology of lesions :

Urticarial plaques § tense bullae in

Periumbilical region.
extends to ’ch'ghs and abdomen.
Treodment : Sgs’(emic steroids.

Chronic Bullous Disease of Childhood (CaDC) :
Au’coanhbodlj involved is I9A.

Presents in children.

morphology ¢ Annular arrangement of
vesicles.

Cluster of jewels/string of pearls

appearance.

Distribution : Perioral, perineum.
Treatment : Dapsone (DOC), inhibits neutrophil chemotaxis.

Dermatitis herpetiformis 00:21:43

Chronic, relapsing, pruritic subepidermal immuno-bullous
disease. Also kKnown as Duhrings disease.
Autoantibody : 1gA.
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Bullous | Leave Fee ,
Disorders : B
Part - 2

Tourge’c an‘dger\ : gpidermal ’rransgb’mmino&e 3,
The antigen is ot the epidermis. tt moves into the
subepidermal level when I9A an’cibodg comes in contact with it
and presents with the bullae in the dermis.
HLA associations : HLA-DQA, HLA-DQS.
Sgs’cem‘\c associations : Gluten sensitive enteroPa’tha.

uswd\g those with the en&eropo&hﬂ iS as\ujmp'comahc.

Other symptoms : Malabsorption, diarrhea, abdominal pain.

Course :
Chronic disease.
30-40 years of age.
Mm:Fratioisa: |l

morphologﬂ :
Pr'marﬂ lesions : \n’censelﬁ prurihc papulo—vesicles.
Secondorg lesions : Gmuped excoriotions.

Sites : extensor § pressure points over the trunk and
extremities.

Investigadions : Tzanck smear. Neutrophils are seen
(Neutrophil chemotactic factor, IL 8 is elevated)

His’ropaﬂwo\ogg :

Strodum comeum ¢———

Epiderm‘\s p A

Subepidermal split «— | K
Pa]o'\\\arg hp MIicYo / oW,
dbiiaan [ L !&lmarankitin Hia e

neutrophils)

Active space
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Direct immunofluorescence :
oA is depos‘rted ot the bosement
membrane 2one § dermal papilla.

Gqranular pa’c{em.

Treotment :

Gluten free diet.
earley, rye, oots and wheat BGROW) should not be
consumed,

DOC : Dapsone (inhibits neutrophil chemotaxis).

Mechano bullous disorders £00:31:09

Also known as gpidermolysis bullosa (€8).
Trivial mechanical frouma produces
blisters/ bullae. |

uswl\ﬂ Sene’dc, except e2A.

Kerakin 5/i4 : €8 Simplex ¢——F

Lominin : €& Junctional Varietﬂ ¢ de7e5ea7

CO|\aBen 1: €8 Dgskmphica "
(f-\nchoring f[briD

How to identify mechano bullous disorder in McQ ?
&enetic : Child born of consanguineous marriage (commor.
mMechanical trauma. induces blisters : mother on
handhng the babB notices blisters.

Treatment : Gene therapy (definitive) and supportive

management
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Inherited acantholytic disorders

* Hailey Hailey Disease (HHD).
* Darier disease.
Both are autosomal dominant.

Defect in calcium ATPase, within the desmosomes.

Process :

Acantholysis (oss of attachment between the

Hero&inoca’ces) predominates in HHD.

Dyskeratosis (abonormal premature Keratinisatior)

predomina’ces in Darier disease.

genetics :

iz
o7k
35

;oA

5
2

G

f—

Bullous TEILARY 4L;_57)\,‘,3"\,\;:n\; ‘_L_?:
Disorders : N

Part - 2

09

00:36:13

Chromosome

gene

HHD 3

ATPACI

Darier diseose 13

ATPaRA

Houleij Hodle5 disease :

Also known as Familial ben'\Sn chronic pemph'\gus.

Primarg lesions : Flaccid vesicles.

Secondary lesions : Macerated plagues (soft and wet o

touch) due to rupture of @sEb3eeaaddedoe

Site : Flexures of axilla, infro mammary
areas, inguinal folds.

Nadls : L,ons'rtudinal leuKonBCh‘\a
(white longtudinal bands on the nails).

Darier disease :

Also known as Keratosis Follicularis
(misnomer).

Lesions : Dir’cg uoarhj greasy popules.
Sites : Seborrheic areas (sides of face
and neck, pre-sternal area, upper back).

Nails : Red (erﬁﬂ'\rongchia) ond white bands (leuhonﬁchiq)

akemodcing lonsi’mdiml\g.

‘A

Free edges of the nail have a v shaped nick.

Dermatology ¢ v4.0 « Marrow 6.0 * 2022
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Oral ca\ﬁhj : wWhitish pagde seen Senerod\5 over the hard
palate, which coalesce to form Cobble stone appearance.

Palms : P in podms.

H'\stopo.’cholo% :

HodleB Hodle5 disease :
Supro-basal split with
partial acan’tholbsis.
Dilapidated brick wall -
appearance.

kumarankitindial@gmail.com

Darier disease : Dyskeratotic cells seen.
Corp grains : Grain like, seen in upper epidermis.
Corp ronds : Rounded cells, seen in lower epidermis.

COrp 3rodns

Corp ronds

Treatment :

Houleﬁ Hodle5 disease :
* Treatment of secondar5 bacterial and ¥ungod infections.
* Topical steroids.

Darier disease :
Oral retinoids.

Dermatology ® v4.0 * Marrow 6.0 ¢ 2022
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Leave 'FEMa :

BACTERIAL INFECTIONS OF SKIN

Pyodermas (PD) 00:00:40

Definttion : Purulent bacterial skin infections (pgo = pus).
Classification :

Based on the involvement of hair follicles :

ctassi&?l«ca’don
\f d

Follicular PD Non follicular PD

Follicular PD :
Hair follicles are involved.,
&’do|033 : s’caphglococous oaureus.

Diseases *

I. Folliculitis :
infection of the hair follicle.
Lesion : Folliculocentric pus’cwe

a. Furuncle/eoil : G
60c6b3 8ded0edt

Infection of the hair follicle ¥ e eeaa; 3
Peri follicular areo. I

Lesion : E,rﬂ’chem’cous, induroted,

tender nodule with a pus point.
Furuncle/eoil with
2, Carbuncle : pus poi =x
Infection of group of multiple hair y> =
follicles + contiquous (odjocent) g
areo. 2
g

Lesion : Red, indurated, tender plaque
with multiple discharg'\ns pus points.

Corbuncle

Dermatology ¢ v4.0 ¢ Marrow 6.0 ¢ 2022
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most common site : Nope of the neck and upper back,

mMost common association : uncontrolled diabetes mellitus
(RBS > 400-500 mS/dD.

Treatment :

Folliculitis and furuncle : Topical antibacterials.

Carbuncle :

* Treot diabetes with insulin.

* Parenterol antibiotics.

* Incision and drainage + Surgical debridement of oftected
oreo.

Non follicular PD 00:08:35
Hair SRS R8N YNNG s a7
Classificotion
l
A d
Localised SPreadinS

A \mpe’dso l. &rﬂsipelas

a. wh5m a. Cellulitis
Localised :

Impetigo : It is the bacterial infection of the epidermis.
Clossification :

. Non-bullous impetigo.

a. dullous 'mpeﬁso.

Non-bullous impetigo/Impetiqo contagiosa :

more con’casious than bullous impe’ciso.

gticlogy * Group A streptococci and staphg\ococC,us aureus.
Seen in Children. ’

Site : Face (Predilection towards perioral, perinasal areas).
Lesion : golden brown or hone5 coloured crust.

Remote complication : Post-streptococcal Slomerwonephrms.
Seen | to & weeks post-streptococcal '\mpeﬁgo.

The child presents with fever, hypertension, edema. and
hemodurio. It is a serious complication. Treot without delay,

Dermatology ¢ v4.0 « Marrow 6.0 ¢ 2022
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gullous impe’ciso :

&ﬁo\o% : nluwgs s’caphglococ(ms aureus.

Toxin : exFoliative toxin A.

Lesion : Superficial flaccid bullae ruptures to give varnish
coloured thin crust.

Hypopyon sign : Pus settles in the lower half of the bulla due
to Sra\li{g.

Site : Trunk.

Flaccid bulloe : Hﬁpopﬁon sisn Vornish crust on frunk

managemen’( :
ToPicaJ antibacterials :

. Fusidic acid,
a. Mupirocin : INnhibits methicillin-resistant Skaphglococcus

aureus (MRSA), therefore used 4o eradicate nasal 8

carriers of MRSA (Staphylococcus aureus colonize g

nasal cow@. g
3. Retapamulin.

4., Ozenoxocin @ Quinolone drug, inhibits MRSA. More
eflectivethan MUpirocin. Curren’dg available in India.

Dermatology  v4.0 ® Marrow 6.0 ¢ 2022
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&c’thgma :

Definition : Deeper/ulcerative variont
of impetigo.

&holo% * @roup R streptococCi.

mMost common site : Lower extremities.
Lesion : Hard adherent chocolote

brown crust.
upon removing the crust : Purulent \rreg OcBb3epaasdedOsdeseSea7

Spreading infections 00:19:35

‘&r55’\pelas :

Level : Upper half of the dermis +
lymphatics (superficial.

&‘dolo&\j : @roup R streptococci.

Sites : Lower extremities, face and
progresses to pinna. of ear (milian's ear
sigry.

Lesions : E:rgthemo&ous indurated
tender plogue.

Margin : Well defined, raised margin
with clear demarcation between
involved § normal skin

&rgs'\pelas

Cellulitis :

Level : Lower half of the dermis +
subcutaneous tissue.

&ﬁologﬂ : @roup A streptococc,
Staphylococcus aureus (rare).

Sites : Lower extremities.

Lesions : Red indurated tender plagque.
Margin : ll-defined, dittuse (as
subcutaneous fat is involved § is a .
loose compartment causing lateral Cellulitis
spread).

In spreading infections, streptococcus is commonly involved.

Dermatology ¢ v4.0 * Marrow 6.0 ¢ 2022



Treatment of sPread‘mg infections : Parenteral antibiotics.

Staphylococcal scalded skin syndrome (SSSS)  oo:25:20

Definition : Acute skin exfoliotion secondarg %o toxin
producing strains of Staphylococcus aureus (scald = burm).
&ho\o% : S’rophglococ(‘,us oaureus.

Disease process : Acantholysis (sub comeal sph’c).
Source of Infection : Distant s&aphg\ococcal infection in ear or

corljunc’ci\/a.

gpidermolytic toxin (exotoxin) produced from the foci spreads
hematogenously § target the skin.
Ta arge’c protein : Desmosomes in the epidermis.
Target antigen : Desmoglein-1 (DS&-D in upper epidermis.
Distant source of infection
Conjunctiva/ear
J, Stoph aureus
gpidermolytic toxin (exotoxir)
| elood
Targeks sSKin

)

T arge’c Protein : Desmosomes

l

Target Antigen : Desmoglein-| (upper epiderm'\s)

\
BB RigaEstedd edenedd LIt

History of distant infection like
conjunctivitis/otitis media.
Constitutional symptom like Fever.
Lesions : Initially, periorificial

erythema, skin tenderness (due to
acantholysis) . |
I¥ untreated, progresses to epidermol-
ysis (sheet like epidermal peeling).

Dermatology ¢ v4.0 « Marrow 6.0 » 2022
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True MiHo\sKg’s sign (acantholysio) :
ApplY tangential pressure over the skin, upper layers o¥
epidermis separates from lower loyers.

mMucosa. : Normal (because DSG- is expressed in low
concentration in the oral mvt@.

Dierential d\agnos‘\s :,
Sheet like epiderlmod peel'ms iS seen in

" 3

SSSN Toxic ep'\dermal necrolgsis
Normal mucosa mMucosal involvement is prominenk
with hemrrhasic crusts.

Treodment of S8 ¢
Penicillinase resistant penici\\ins :

* Vv Nofcillin.

* |V Oxocillin.
Akernatives:

* v Cefazolin.
L \V} Vanomgcin.

Acute paronychia, Botryomycosis,
Erysipeloid - 00:34:19

Rcute Paronfjchia :

It is an acute infection of the nail folds.

gtiology ¢ Staphylocol¥EGNFENE @1 @gmail.com
Predisposing factors : Thumb SucKinS/ nail biting,

Dermatology ¢ v4.0 ® Marrow 6.0 » 2022



Lesion * Initially erythema. around nail folds.

Later, pus collection/purulent discharge at nail folds.
Treatment :

without abscess : Topical antibacteriols.

Abscess formation : Surgical incision § drainage.

eo’craomgcosis :

misnomer : It is not a ¥u.n80d infection.
It is a chronic suppurative
Sranulomafous response secondarg to
a bocterial pa’chogen.

most cormmon e’dologg :
SkapthcocOus aureus.
Other organisms : Proteus, g.coli, Klebsiella.
erﬁsipeloid :
&’dologg : Er}js'\peloﬂwrix rhusiopathiae.
Occupational dermatoses : Meat/Sish
handlers.
Lesion : Purplish erythema. with painful
edema.

Treodment : Penicillin.

Cutaneous corynebacterial infections

00:39:21

. ‘&xa’chmsma
. Trichomgcos'\s oxillaris
* Pitted Kero&o|5$is

Dermatology ® v4.0 ¢ Marrow 6.0 ® 2022
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&rB&hrasm :

&’dolo% : Corﬁnebac’terium minutisSimum.

Lesion : 055mp&omoedc hﬂperpigmen&ed mocules.

Sites * Axilla, inguinal region, toe-web spaces (predilection to
folds).

Loods lamp : Coral red Suorescence (due to coproporphyrin-iD.

misnomer : Not a. fungal infection.
&holo% : C,orijnebac’cerium tenuis.
C/F : Yellow concretions/deposits over
hair shafts.

Site : Axillo.

Treodment : Clipp'\ng/ removing the

Treatment :
* Fusidic acid,
* erythromycin (maoerolide).

Trichom5cosis oxilaris :

Pitted hera’co\gsis :

gtiology * micrococcus/Mytocoecus
sedentarius.

C/F : Pits or depressions in Strotum
cormeum (due o Kerodcolgsis).

Sites : Soles § palms (in those who
sweot o lob).

Treodment : wWhitheld’s ointment
(3% salicylic ocid + 6% benzoic acid).

Dermatology # v4.0 « Marrow 6.0 2022
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of Skin [T

Pseudomonas infections 00:44:32
&cﬂf\gm gangrenosum *

It is due to the haemorrhagic
necrosis of the gkin. Seen in potients with Pseudomonas sep-
ticemio.

Necrotic crusted ulcers are seen.
Hot tub folliculitis b5 pseudomonas

eakhing/ shower in an ill-maintained spa.
Sites ¢ 60&\’\'\\'\9 area/trunk,

green nail 55ndrome :
Discoloration of nail is due to pyocyanin pigment
produced b5 pseudomonas.

Cutaneous anthrax :

&ﬁologg : Bacillus anthrocis.

Lesion : Malignant pustule (misnomer).
Starts as painless papule, progresses to an
eschar surrounded by rim of vesicles.

meninaococoemia :
&tiolo&tj * Neisseria. meningitidis.
Presents with fever + signs of meningjitis like
neck rigidikg.
Lesion @
* Petechial rash/purpuric lesion (does
not blanch when pressed with slide).
* Angular cutaneous infarcts.

kumarankitindial@gmail.com

Scrub typhus 00:49:51

Definition : Acute febrile mite borne infectious disease.
8’(10!055 : Orientia &Su’(sugamushi (’tSu’(Sugou small but
dangerous).

vector : Trombiculid mite.

Infective form of mite : Chiggers (Larval formy.
Presents to emergency with fever, CNS symptoms.

Active space
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Lesion : eschar (black scab surrounded by ergkhemoo.
OOC : Doxgcgdine.

Onlg
~60 % of potients with serub ’ﬂ:,pms will hawve an eschar.
But if present, it is diagnostic.

Diflerential diagnosis for eschar :

l. Cutaneous anthrox.
3. Brown recluse spider bite (poisonous spider).

kumarankitindial@gmail.com

eoeds eAoyY
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MYCOBACTERIAL SKIN INFECTIONS

Cutaneous tuberculosis 00:00:25

Coused bﬂ mijcobac&erium tuberculosis.

Classification
mode of acquisition

! J J
(oogerous) (endogerous ] (Tubercuds

£X00enous Classification :
—( exogenous Classification '—
Based on previous exposure to
m.Te
Edo’c exposed j [ exposed J
. _ N
Te o e Post primary forms :
(presents with T6 Verrucosa Cutis (TBVE).
undermined edg%) Lupus vulgaris
\ J

. Tuberculosis Verrucosa. Cutis (TEVC)/warty Te/
Anotomist’s waurkt :
verrucose meoans rough
or uneven suwrfoce.
Seen in anatomists, due o

doesslegsab slamd kodissa M Tb

gets inoculoted on sKin.
Lesion : Indurated, verrucous
plague.
Site : On distal or acral
extremities.

Dermatology * v4.0 « Marrow 6.0 2022
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d. Lupus Vulsqr'\g :
most common form of
cutaneous TH in adults.
Route of spread : Exogenous
or endogenous.

This is pwc'\baci\\arﬂ form,
since patient’s cell mediated
immuni’tg iS hish.
Lesion : Annular infiltrated
plague (active marging).
Centre : F\’croph«\.j and scarring,
60681 Feang fuBea e7¢maToN.
Sites : Face, buttocks and
extremities.

Diascop5 :

Test where a glass slide
iS pressed over the lesion.
Lesion color chanses to
yellow brown color which
are colled appleJel\B
nodules.

Apple jelly nodules are a feature of granulomatous

disease,

Ditterential diagnosis for annular plaque :

. Centre is atrophied or scarred : Lupus vulgaris.

a. Central clearing, peripherod\5 raised scodﬂ marging
with itch @ Tinea. corporis.

3. Central crusting lesion on face, patient from Jaipur :
Cutaneous leishmaniasis.

eoeds eAlOYy

Tinea. corporis Cutaneous leishmaniasis
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Endogenous classification of TB 00:10:35

L&ndogenous classification ]

@onhguous (aquacen@ [ nu’coinoculo&ion] [ Hema’cogenOusj

i
Serofulod: Orificial T® | Lupus \/ul aris.
[ ) erma ] ‘ r nli.lgndlmgﬂma:l com

mﬂ\ouB T®.

. Scrofuloderma
most common form of cutaneous T8 in children.
mwﬂbac\l\arg stotus.
mMode of spread : Direct extension of infection o the
skin from an underlying T focus (ymph node, bone,
joinb.
most common focus of infection : Cervical lymph nodes.
mMost common site : Nleck and axillo.

Lesion presen’cs oS

— Discharging sinuses/
e Ir\ res s|K undermined ulcers/
S i b fbrotic scars

Active space
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Orificial T® : mulk\baci\\ar5 stotus.

Defective cell mediated imnunity

ond have advanced forms of internal Te.
Intemal disease :

Genitourinary, &IT, Pulmonarg T
Auto-inoculation t0 mucocutaneous
tissues near body orifices.

Present as peri-ori%ciod non heodins ulcers.

Tuberculids 00:17:12

Cutaneous hgpersensihv'rtg response to mﬂcobacterium.
Cell mediated '\mrmuni’cﬂ is high.

Mantoux test furns positive.

Classification :

Tubereulids J—ﬁ
[micropapular ] [ Pap\;ja_r 6‘?@@&%%7 ,

[uchen scroﬂlwosorurrg " grythema
Faplic-necn Induratum of
Tuberculid '
Bozin
Lichen serofulosorum :

Seen in children

Asymptomadic lichenoid grouped
popules.

mMC Site @ Trunk.

Histopathology * Perifollicular
non—caseo&ing Smnuloma.

Ditferential diagnosis :
Lichen nitidus :
ASBmp’tomodnc Slat topped, shiny papules.

Dermatology ¢ v4.0 « Marrow 6.0 2022



Seen in children.
Site : Face, dorsum aspect of forearm,
shaft of penis.

it has a characteristic his’coPa’cholosical pa’dem : Rete r'»dges
(claw) § chronic inflammatory cells in the centre (balD
resemblins “Claw clu&dw'\ng the ball? appearance.

Q Al tne Following g Spes oaddcasas R <P
A nger’troph'\c Lichen Planus.

. Lichen plonus pigmn’tos,us.
C. Atrophic Lichen Planus.
D. Lichen Scrofulosorum.
Answer : D
Lichen serofulosorum is o type of Cutaneous tuberculid.

Papmonecrohc tuberculid :

Seen in young adults.

Lesions * RSSIT\P’(OM’(\C popules
with central necrosis.

Site @ extensor of extremities,
U\Suod\g on lower ex’cremi’aj.
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t‘:rﬂ’chem Indurotum of Bazin :

Form of lobular panniculitis.
Lesion : Red, tender nodules.
Site : Posterior aspect of the leg,
Fate : Ulcers heal with scarring,

Differential diagnosis :
erlj’chema nodosum :

It is form of septal panniculitis.
Lesions : Red, tender nodules

Site : Anterior aspect of the leg,
Fate : Ulcers heal without scarring.

Treatment of cutaneous T8
kumarankitindial@gmail.com

Antitubercular ’cherapB.

Atypical mycobacterial skin infections 00:26:18

Swimming pool granuloma/Fish tank granuloma. :

Acquired through occupational exposure to contaminated
fresh water.

Cousotive organism : M. Marinum.

Lesion : Nodulo-ulcerative lesion/nodular lesion with proximal
extension to form o linear pattem of lesions along lymphatics
of the extremities (inear pattern also seen in sporothrix).

An erythematous, Nodule on the index A. Sporotrichoid pattern of

scaly nodule over the finger. nodular rashes

right index S\nger. 8. Iarg'e nodule which had
ulcerated )
C. modified 2iehl- Neelsen
staining showing acid-fast

bacilli (red arrow).

Dermatology ® v4.0 ¢ Marrow 6.0 ¢ 2022



Ditterential diagnosis for Sporotrichoid lesions
. Sporotrichosis.
3. Nocardiosis.
3. Cutaneous leishmaniasis.
4, Tularemio.

. 60c6b3eecaa8dedOede7e5ea?
Buruli ulcer B 00:29:30

Coused b!j : mﬁcobac’cerium
ulcerans.

Toxin medioted ulcer.

Toxin : mgo\ac&one, o
cytotoxin which couses
necrosis of the tissue.

Lesion : Painless ulcer
with undermined edg%.

Treatment :

Swimming pool Sranulom: minocgd‘me

Buruli uleer : Rifampicin + Clarithromycin for 8 weeks.
Inj. Streptomycin can be used in case of Clarthromycin
intolerance.

8
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VIRAL INFECTIONS OF SKIN

60c6b3eecaa8dedOede7e5ea7

Herpes virus infections 00:00:36

Herpes : DNA virus.
e mul’dplies within the nucleus 3“’"“8 intranuclear inclusion

bodies.

The most important property is lotency : u?elons persistent
infection.

Herpes simplex virus-1(HSV-1) 7 00:01:15

HSV | Virus Moy couse the ¥ol\ow’\n3 infections :

* Orolabial herpes/cold sores/Sever
blister :
Lesions : Multiple vesicles
arranged ina Smuped
configuration at the lip margin. L
Treadment of choice : Tob Orolabial herpes.
ncsdovir 400mg TDS X S dcxﬂs.

* Herpetic Singivostomahhs :
e\eneral\5 More commMon among
children.

Children present with high grode \ L ~
fever and rapidy spreading Herpetic
vesicular lesions that may rupture  3nghostomatitis.
and cause erosions covered by a
membrane. it has o propensity to involve
the gingival mucosa. and hence called as
Sinsivos&oma&:i’ds.

eoeds eAnOYy

. Herpe’dc whitlow :
Infection of distal pulp of %nger.
More common among dentists.

Herpeﬁc whitiow

Dermatology © v4.0 ¢ Marrow 6.0 ¢ 2022



* gczema herpeticum (haposi
varicelliform eruption ) :
An acute disseminoted
cutaneous HSV | infection.
s usually due to o defective
skin barrier e.q,, in patients with
atopic eczemo, Darier disease or Sezary androme
(euremic Form of cutaneous T-cell lymphomo.

£czema herpe’(icum

Patient presents with umbilicated vesiculo-pustules
which moay rupture to form punched out erosions
covered b5 hemorrhagic erusts.

Treatment of choice : Acyclovir,

mild Severe
Oral nci,jclovir \Y; F\cgclov‘\r

¢ grythema mutiforme :
example for cytotoxic dermatitis.
multiple viruses can produce
this condition, but most common
krissering foctor is HSV L.
Characteristic target
lesions with 2 2ones found
over palms and soles.

* mollaret men'\ngi’cis is the characteristic men‘mgihs where
HSV | IS tmphco&ed.

Herpes simplex virus 2 e("_‘\,I-JEI,QV-ZE el 00:08:14
N R N > o bos

HSV & virus causes genital herpes, a

sexually fransmitted infection.

There are multiple vesicles that rupture -~

to form erosions thot are grouped. m
with time, the margins of these Genital herpes

erosions begin 4o fuse with each other

*o form characteristic polyeyclic margins.

Dermatology ® v4.0 « Marrow 6.0 2022
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Varicella Zoster virus (VZV)

The primary infection is varicello/
chicken pox.

On reactivation it can cause Herpes
2.0ster.

varicello/Chicken pox :
Incubadtion per'\od= 14 =17 da{,js.
Infectious period : & dogs before the

vesicles on an

ergkhemcﬁws bose.

rosh devebps till all the lesions have crusted.

Lesions : Vesicles thot appear on an ergkhema&ws base
(dew drops on rose petal appearance) is characteristic of o
chicken pox rash.

Distribution of lesions : Predominantly over the trunk.
Pleomorphic rash : Characteristic of varicello.

Ditferent stages of rash coexist together simultaneously, this
is because the lesions occur as erops. The ditterent stages
of rashes in chicken pox are as follows

mMocules = Papules = Vesicles = Pustules > Scabbins.

Rosh on trunk Pleomorphic rosh

COnSenital varicella : |
T‘\melir‘(e : Moatermal ,}n?echon ot < 30 weeks of gestation.
kumaran |t|nd|a1§gma| .com
SKin lesions ¢
* Cutaneous dermatomal scars.

* Limb a’crophg.

Neonatal varicella :
Timeline : Matermal infection S dogs
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before the del'\ver5 to a daﬂs ofter
the deliverg.
Skin lesions : Disseminated vesicular rosh.

Herpes 2oster (shingles) :
Acute cutaneous segmental eruption secondar5 to reactivation
of vav.
Pathogenesis of shingles :
Primary infection with V2V causes varicella, after which the
virus lies latent in the dorsal root gangion (sensorj).
Factors that can reactivate this infection are :

* 0Od age.

* HIV

. L,Bmphorehcudar mal'\snanc'\es.
These risk factors can reactivate and couse segmentol
eruptions called as herpes 2oster.

Clinical features can be explained as phases :

. Pre-eruptive phase :

Characterized by fever, malaise, excrucioting burning pain
within the dermatome before the rash appears.

a. gruptive phose :

* Unilateral.

* Dermatomal (M/c dermatome is the thoracic dermatome).
* Painful grouped vesicles on erythematous base.

Complications : 60c6b3eeaa8dedOede7e5ea7
Post herpetic neuralgia. is most disabling complication, patient
presents with allodynia. (non-painful stimulus like touch
perceived as painful, due to involvement of nerve fbres).

Treotment of Herpes 2 oster/Varicella : Aeyclovir or
VW5Wn

Acadov%r vdacﬂclov‘nr
Tob Acl:jclo\fur BOOmS I=l=1=1-1 x 71 Tob Valacﬂclovir Iq I=l-1 % 7T dm:)s

daﬂs
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Treotment of Post herpetic r\eurodgia : QnB of the 3 drugs

Amitriptyline, Gabapentin and Pregabalin con be given for long
term treatment; usually $rom © months up 4o | year.

oUcCcobb ?a ded ‘:(
Shms\es Herpes zos’cer

Variants of herpes zoster 00:21:25
Herpes 2oster Ophthalmicus Herpes 2oster Oticus/ Ramsay
Hunt sgndrome
Ophtho.lmic division of {riséminal It involves the Seniwlate Samal‘\on

nerve (V), usually the $rontal
branch.

Hutchinson sign of the nose : 1§
there is a vesicle over the tip or
side of the nose, it means there
is an increased chance of corneal
involvement.

This is because both the top of
nose/side of nose and cornea. are
supplied b5 the nasociliary nerve.

3 important features of Ramsay
Hunt 55ndrome are :

* Ipsilateral T nerve palsy
. O&alsia_
* Vesicles over the external ear.

Herpes 20ster oPht\'\almicus

Herpes 20ster Oticus

Investigations for HSV-, HSV-3, V2V
As the most prevalent lesions are Sluid filled ie, vesicles,
investigation of choice is t2ank smear.
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Here, tzank smear shows multinucleated giant cells diagnoshc
of herpes infections.

multinucleoted
Sian’c cell

Infectious mononucleosis/glandular fever/
kissing disease 00:25:01

Triad of infectious mononucleosis :

* Fever.

* Post cervical \Bmphadenopo&hg.

. Pharﬁnsi’cis.
On adminlster\ng Ampicillin in these patients to treat
phmBnSiHS ’che3 develop a rash called Ampicillin induced
maculo-papular rash.

Malignancies ’(r'\ggered b}j gpstein-Borr
virus (€8V) :

* Burkitt's lymphoma.

* Hodgkin's lymphomo.

. r\lasop\f\arl:jngeal carcinomo.

Site for nasopharyngeal carcinoma : ampicillin induced
Fossa. of Rosenmuller. maculo-papular rash
Oral hairy leucoplakia. (OHL) :

In HIV infected pofient (with €8V), white corrugated/ridge-
like plaque over loteral border of tongue that cannot be
rubbed of is colled as OHL.

HHV-S : Cytomegalovirus cmv) :
K produces infectious mononucleosis like illness.
‘owl ege’ inclusion bodies.

8
g
2
g

kumarankitindial@gmail.com
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Mo, HEN-& HEV S

00:28:45

HHV-( ¢

Couses the 6™ disease.

Also known as roseola. infantum (roseola. : Rose like,
infantum : Seen in infants) or exanthem subitum
(exanthem : Rash on the body, subitum : Sudden/abrupb.

Patients present with abrupt onset of
high grade fever.

Maculopapular rashes appear after
the Fever goes down.

Rash resembles measles. .
Red papules in oral cavity, usually over '
the polote called Nagayama. spots.

Qola infontum

HHV-T:

Produce pityriasis rosea (pi’cBriasis : Sealing, rosea. : Rose like
rash.

First lesion is called the herald podch.

Characteristic scaling called the collarette of scole.
Distributed along the lines of langer : Christmas tree pattern.

HHV-8 diseases :
* Foposi sarcomo.
* multicentric Castleman disease.
* Primary efusion lymphomo. }

Lgmphoproh?era’dve

diseoases

¥oposi Sarcoma. *

multifocal vascular fumor.

Podient presents with purplish nodules
ond plaques. E 4
It is classified as an AIDS de%?\(\)rsg b3ecaafiy
iliness.
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Molluscum contagiosum 00:35:05

Benign self limiting viral infection of epidermal Keratinocytes.
&’cio\osﬂ '

Famil3 ' POX Virus.,

Virus : molluseum Contagiosum Virus (mev).

The strains of MCV are as $ollows :

Virus Age group Sites (common)
mCV-I Children Foce
mev-a | Adults Genitols

Troansmission * SKin 1o skin contact.
Incubation period : & weeks 1o b months.

Disease patterns : (3 important patterns)

. Children :

Pearly white, dome shaped umbilicated papule, generally over
the foce.

Pseudo roebner’s phenomenon, defined as the appearance
of morphologically similar lesions along line of trauma
(seratehing) due 4o awtoinoculation, It is also seen in viral
waourts.

a. Sexwxl\g active adults :
morpho\og'\cal\5 similar to the above mentioned patter.
However, the site of appearance is anogenital regjion.

3. Immunosuppressed individuals

Such as in HIV infected individuals, MCV presents as giant
molluseum > | em as opposed 1o their normal size of a-S mm.
The lesions are very extensive, otypical and recaleitrant (not

responding to k’nerapb).

§
&
2
g

60c6b3ecaa8dedBede7e5ea?
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————
phenomenon active adults
Complications :
* Secondary infections due to serodehing of lesions.
* Incoses of eyelid molluscum, it may also cause
conjunctivitis or superficial punctate Keraditis.

\rweshsod:ions '

Generally, no investigations required,
In giant molluscum, HPE will show
gosinophilic intrac ca&oplasm'\c
inclusion bodies/Henderson Poterson
bodies within the cells.

&osinophilic intro.

Treodment :
usually, it is self-limiting and will disappear by itself. Thus,
there is no need for treatment.
kumarankitindial@gmail.com
Phygsical methods :
* Curettage : MC must be completely removed, as its
remnants may lead to growth of new lesions.
* Cryotherapy: Liquid nitrogen is used ot a temperature
of -196°C, where the lesion is frozen.
Topicals :
* Trichloroacetic acid.
* Potassium hydroxide (HOwD.
* Imiguimod : Immune response modifier. It acts by
activating Toll like receptor-7 (TLR-1 agonist.
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Parapox virus infections 00:44:54

Classification of para. pox V"%'ﬁﬁ'ﬁ(ﬁm%gmail.com

& Para. pox virus infections )
Bosed on primarg host

[ l

( STP ) _ ’T )

L ORF virus j [Pseudocow pox Virusj

[ it causes ecthyma J Produce milker’s
con’cagiowm. [ nodules. }

ecH15m con&agiowm presen’cs like a &arge’c lesion with
central necrosis and periphero.l er5k‘nema.

= Mecroﬁzins center
== Peripherod ergthema

Tarset lesion in ec’dnarno. contagiowm

milkers nodules presen’c 0S nodular lesions over the bodg.

g
Q.
)
2
°
<

milker’s nodule
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Human Papilloma Virus (HPV) infections 00:46:42

HPV induces benign proliferation of the skin called as warts.
HPV is o DN virus.

it has affinity to squamous epithelium and produces projection/
papilomao. or warts.

Ewarks classification J

l l

[ Genttal/ condyloma. J [ Non genital J

oacuminoto

Non genital warts

l. Verruco wlsaris :

i is the most common non-genital warts.
(Verruco. : Rough or uneven surface, vulgaris :
most common.

&’do\oag : .
Cutoneous warts : HPV 3, 4, aT. verruca wlgaris
For genital warts : HPV G, I,

Tronsmission ¢ SKin 1o skin contact.

Lesions :

They are asymptomatic, skin colored papules and plaques
with a rough or verrucous surfoce.

Theg spread b}j autoinoculation.

3. Planar warts :
warts with Slat surfoce.

gtiology : HPV 3, I0.

2, Plantar warts :
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The5 are broadB classified as follows :

( Plantar warts j

l

{ Super‘?xcial/mosiac} [ Deep/ myrmecio. J

warts warts

| !
B

Dierential diagnosis of plantar warts :
com : Can be clin'\cal\5 dif¥erentioted bﬂ applg‘mg
pressure.

Plantar warts —> Tendemess on o.pplﬁins lateral pressure.
Com — Tendemess on applying vertical pressure.

Com is formed due to wearing il\-formed footwear.
Definitive assessment can be done using a scalpel blade o
remove the upper part of stratum corneum (paring). In a
wart, paring causes multiple bleeding points o occur.

——

Plontar warts Corn
4, Filiform warts : F'\nser like projection.

Se0eEhaRABYRIbE 4 rads associoted with the nail plate.
This is difficult to treat.

Filiform warts Periungual warts

Dermatology ® v4.0 « Marrow 6.0 » 2022
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Treotment of HPV warts :
Treatment of HPV
worts
[ Topicals J [ Ph5s‘\cal J
T:Zm*o‘ﬁ{: agenk§ : glectrocautery,
Y oct | Y remoxnns ‘C‘ng H mng-
the strotum comeum. , ,
e.9, Salicylic acid.
aec’«ocau’cerﬂ Crgogun
Epidermodysplasia verruciformis 00:54:09
i is an autosomal recessive inherited disorder.
&holo% P HPV S, 8.
Lesions ¢ -
* Plane warts over foce. |
. Pi’cﬂriasis versicolor like lesions over the trunk.
5 comphco&\on :
3 Squamous cell carcinoma is one of the most common
g cornplico&ions of this condition.  kumarankitindial@gmail.com
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gpidermodysplasia. gpidermodysplasia
verruciformis — faciol warts  verruciformis- truncal lesions
Enteroviral infections 00:55:51
Classification :

[z‘:n’(eroviml ‘\r\?—ectionsJ

l

Hand foot mouth
disease

[ | Herpans'\na j
Hand foot mouth disease :

e’do\oggf Coxsackie Alkb, enterovirus .
Lesions : Papulovesicular lesions.
Sites : Present on palms, soles, oral cavity and the buttocks.

A

Hand foot mouth disease Hand foot mouth disease

Herpans'\m :

gtiology : Coxsackie Al — A, A8, AIO
and enterovirus .

Symptoms : High grade fever.
Lesions ¢ Painful papulo-
vesiculo-ulcerative enanthem (rash
within the oral cavity).

Sites : Present on posterior

oropharﬂm

Herpang‘moL

Dermatology ® v4.0 « Marrow 6.0 2022
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Parvovirus B19 infections 00:58:53

Parvovirus 819 is a. DNA Virus.
It causes S* disease or
erg’chem infectiosum.

SKin lesions :

The rash presents over the face as a ; 24
classie malar erythematous rash with relative sPourma of the
mouth or circumoral sparing. There is o ’tﬂp\cod slapped cheek
appearance.

unlike malar rash of sSLg, the bridge of the nose is not
involved here.

It first presents as o maculopapular rash following which it
becomes a reticulote lacy exanthema. characterised by net
like rash on the trunk, .

eoeds eAOY

60c6b3eeaa8ded0ede7e5ea?

Dermatology ® v4.0 * Marrow 6.0 * 2022



FUNGAL INFECTIONS

Superficial mycoses 00:00:14

It is defined as \‘»ungod infection which involve the Super%cial
skin la53rs \e. non—l'w'\ng tissues.

P'r\BriasLs versicolor :
60c6b3eeaa8dedOede7e5ea?7

&’cioloag :

Malassezio globosa. > M. furfur.

it targets the hair follicle and

produces perifollicular scaly macules

(characteristic lesion in pityriasis

versicolor).

Pﬂgriasis versicolor scales
Nomencloture :
P'rtgr'\asis means scaling ie fine/
branny/furfuraceous scales.
versicolor means variety of colors.
Both hypopigmented (more common)
as well as h5perp\3men’<ed macules

Hl_,jpopigmen&ed macules

are seen.

Hypopigmented macules are seen due to production of
azelaic acid by the fungus.

Azelaic acid inhibits Tyrosinase enzyme resulting in
h5popgmen’(ozhon

ngerpismenked lesions are due
t0 induction of large melanosomes.

Site ¢
Trunk is the most common site. Hyperpigmented
Scaling is not visible —> serateh with nall results — Scales
become prominent.

Dermatology = v4.0 ¢ Marrow 6.0 » 2022
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This is Known as Besnier siar\/
Coup de on3|e siSn.
60c6b3eecaa8dedOede7e5ea7

\n\/es\'igo&ions : Fine/branny scales
10% ¥AOH mount is required to dissolve the keratin and help
Visualize the fungal

flaments better.

KOH mount in Pityriasis

versicolor : ah
short hyphae + round spores, * g

) “ l):‘ ’if:_j‘, ‘:}4 ~! "
giving a. spaghetti § Bl ;j' S QOung/
1 . '}; » }g\ ; spore
meo&bal\appeamnce. RERNF I s 1 t ball

Spaghetti § meatbal\

wood’s lamp examination
appearance

done ot woweleng’ch ot
30-3b4nm shows 58\\6(» forescence.

Treatment of pityriasis versicolor :
* A2oles like ketoconazole, Clotrimazole are the majnstaﬂ.
* Selenium sulphide available as a. shampoo has both
an’d?unsal and cytostadic properties.

Oral Terbinafine and ariseocfulvin are two drugs thot do not
work in Pi’cbr‘\asis versicolor.

Tinea nigra 00:08:03

eﬁo‘lo% :
Produced bﬁ Hortaea werneckil.

Clinical features :

ns5mp’<omahc hﬂperpiamenked
macules over the palms.

Treadment :
Topical azoles.
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Piedra

00:08:56

Also kKnown as br'\chomﬂcoses nodularis.

It is defined as superficial \‘»unsoJ infection of hair shaft.
It is classified into black piedra. and white piedro.

Feature Black Piedra white Piedra
gtiology Piedraia hortae | Trichosporon beigelii
Nodules :

D Color Black White
EY) Consistency Hard Sott
3) Attachment o hair Tightly attached | Loosely attached

Treotment :
* Clipping ot the

/]

D

hadr.

* Topical an’d?ungals.

Candidiasis

00:11:18

gticlogy : Candida. albicans (most important organism).

l. Mucocutaneous candidiasis *

* Oral canammma@amégzm
there are two types of

coandidiasis :

o. Pseudomembranous
candidiasis (oral hrush) :
Lesions can be rubbed of%

using o spa’twa.

b. Chronic hﬂperplas’dc gpe

Dermatology ® v4.0 » Marrow 6.0 « 2022

3
]
&
2
s
<



110 Dermatology 13

* Red plaques/atrophic candidiasis
n{mph‘\c condidiasis mogbe acute or chronic.

Acute Chronic

Occurs ofter taking antibiotics Denture mouth.
hence known as antibiotic sore
tongue or sore mouth (burning
sensation)

a. Candidial intertrigo

Candidiasis thot involves the Intertriginous areas. Skin fold
facilitotes more sweating, more $riction and more candidial
proliferotion.

Lesions are red, macerated (soft and wet to touch) plaques
and in the vicinity of the plaques there are satellite pustules.

Sotellite
" Pus{'ules
, Candidial intertrigo
66c6b3eeaa&mbﬁ05hﬂamposﬂ1iﬁs s
Inflammadion of glans penis
(balano) § prepuce (posthitis). eodiol
Clinical feotures : f[ssures

* Swelling of Slans penis with
buming sensodion.
* Prepuce shows multiple . & 5
radiol fssures. Candidial
balo:wopos’chi’cis
Associoted with diabetes mellitus.

Condidial parongchia :
Characterized by swelling of nail fold and loss of cuticle.

eoeds eAnoy

\n\/esﬁso&ions :

In KOH Mount buddins yeast cells along with elongated
htjphae caolled the pseudo hapho.e are seen.

In sabouraud dextrose agar, candida are seen as creamy
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white colonies.

Treatment of candidiasis ¢ Fluconazole.

L_éz %

tﬁO\-tmmk:eudding

east cells and

pseudo hﬂp oe

Dermatophytosis

swelling of
> nail fold

—1> Cudicular LosS

Candidial
paronﬂchio.

00:18:04

i is defined as the superficial fungal infection of the
kerodinized tissue produced by dermadophytes.
Dermatophytes are keratinophilic fungi.

Hence they oaffect the skin, hair and nail.

Genera.: 3 important genera as follows.

Microsporum Epidermopha’con Trichophg&on

Skin and hair Skin and nail Involves all 3 : SKin,

hair and nails

Pathogenesis
Commonly referred to as tinea infections.
3 steps of pathogenesis are as follows :
* Adhesion to superficial skin tissues.
* Invasion and Srow’th.
* Immune response (determines
Kind of lesion that may develop).

Dermaiopha’cosis region wise :

1%, capt’ns 6 3eeaaSQV80eWe5ea7

¢ Black dot &5{)6 Non m-?\mwno@corg
tinea. capitis. The fungus goes into the hair, referred to
as endothrix § hair shaft breaks

Tinea CQP'I‘HS
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Two important species involved are : Tr‘\chophﬂ’con tonsurans,
T. violaceum.

* Grey poch : Non inflammatory |
tinea capitis. The fungus is
covering the hair (Ectothrio.
Lustreless arey hair with
po&chﬁ alopecio.

Organism causing this is
Microspora. conis.

* Favus: \n¥\amm’cor5 type
produced b5 Tr'\chophﬂ’con
schoenleinii.
gndemic to Kashmir. Lesions are
Yellow cup shaped crust called | 1
scutula. adherent to the hair o,
follicles.

* Kerion: \n‘i\amm’corg type
produced by 2oophilic
fung
H/O contact with pet animals
must be al S be elicited.
o— lmPOf::\ij specnes kumarankiti
T mn’cagrophgfes, T
Verrucosum.

Usually seen in children. Presents with bo% scalp
swelling, easily pluckable hair. Humon bod5 will react
prof}useB cousing intense inflanmation and regional
Bmphader\opa’chg as it o zoophilic ¥un3\ and humans
ore occidental hosts.
* Tinea faciei: Foce.
* Tinea barboe : Beard.
* Tinea manuum : Involves palmar aspect of the hands.
* Tinea. corporis * Involves glabrous/non-hairy (thick hair)
skin except palms, groin and soles.
* Tinea cruris : Involves groin/Jock iteh/dhnobi iteh.,
Characterized by annular plagque with raised border

rerion

seen in the Sroin
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* Tinea pedis : Also referred to as Athlete's foot as it
involves the feet. most common site is 4™ toe webspace.

Tineo. manuum

Tinea cruris

Onychomycoses 00:27:33

Fungal infection of the nail unit.

it can be caused b':) dermo&ophg&es, non—derm’cophg&es or
candido.

1§ it is coused by dermatophytes, then it is called as Tinea
lmgulwn.

Can be identified by yellow discoloration of the nail plate and
presence of subungual hyperkeratosis.

And many times, there may be the presence of Subunqual
h5PeMeratoﬁc tunneling,

On5chom5wses DLSO

Ditterential diagnosis :

Nail psoriasis presents with yellowing of naiils § subungual
hgpeﬂ%ero@cosis.

Psoriatic nail classically has pits which are absent in
Ongchomacos'\s
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Distal Loterol Subungual Onychomycoses (OLSO) is the most
cCoOMMON {-5pe.

Morphology of Tinea corporis/cruris 00:29:48

gtiology *

T.mentagrophytes, also has anthropophilic
strains.

T.rubrum.

Lesion :

Annular plaque with central clearing and
peripheral raised scod5 mMargins.
Associoted with 'rtchins.

T.corpor'\s

T.incognito 00:31:27

Incognito means unrecognizable.

Steroid modified Tinea.

nn’d—infi\amwnkora property of steroids decreases the itching
but the active margin of lesion is lost and striae is formed,
Leads to extensive § odypical disease with difSuse scaling.

eoeds eAljoy

Tinea. incognito DitSuse lesions seen  Refractile branching
haphae as seen in 0%

\nvesﬁgodr‘\ons ot dermatoph\jcos'\s : FOH.
10% ¥OH mount : Presence of refractile branching hyphae /0
dennatophg’ce hgphae.

Treatment of dematophg’cosis :
Basic structure of fungal cell wall and drugs b.chng ok each
step are as follows :
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( Squalene W’
Squalene ) , Alylamines
~expoxidase e.q, Terbinafine
Lanosterol ]
Imidazole
14— -
— > A20les
j{deme’chg\ase
Triazoles
cl4 demeth5|
lanosterol
ci4
reductose
[ Fecosterol ] (=) morpholine
group ot druas
Delta. 8,7 e.q, Amorolfine.
isomerase

E=8
i
=3

Treatment of derrrn&bphgtoeletﬁbdpwlg%ail.com

I. A2oles : The5 inhibit |4—ademeuw5lase.
Imidazoles : retoconazole, Luliconazole and
Sertaconazole.

3. Allylamines like Terbinafine.

Treatment of dermatophytosis (sgs&emic) :

. H“roconazole |00m3 &D.
a. Terbinofine asomq oD
Duradion : 4-b weeks.

Treatment of tinea. capitis

Overall drug of choice : ariseofulvin.
T.capitis secondary to Trichophﬁkon species : Terbinafine.
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Treatment of onychomycosis :
Special formulations called nail lacquers :

* Amorolfine S%.
° Cidopirox—olamine 8%.

SBS’cemic treatment of derm’cophg’dc onﬁchomﬂcos‘\s :

Terbinafine : as0mg OD.
F'mger nall : b weeks.
Toe nails @ 18 weeks.

iraconazole : 200mg BD/week, this is | pulse and patient should
be treated with | pulse/month = pulse therapy

Fingemaiil : & pulses.

Toe nails : 3 pulses.

Subcutaneous mycoses 00:39:28

Also kg Reramekitinad @opiaihtabion mycoses as it is brought
about b5 trouma. induced inoculotion.
There are 3 important subcutaneous mycoses

. Sporotrichosis.

a. CJ'\romoblas’cochosis.

3. mgce'comou

Sporo&richos'\s :

&ﬁolo% :

Sporothrix schencKiu

Dimorphic'%ngus ie. mold o 3S°C and yeast ok Y o
Also referred o as Rose 3ardener’s disease..
Tourget * extremity |3mpha’dcs.

Frequent H/0 thorn prick (organism gets
inoculated into the skir.

most common ’(5pe : Lamphow’canews.
Nodulo-ulcerative lesion seen ot site of
inoculadion —> Fungus shows ‘proximal
extension’ ie. lesion spreads upward along -,
the lﬂmpha’c‘scs — Forms linear pottern Sporotrichosis
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along the |5mphodrics of the exhrem‘r{*&
Proximal extension odons the \Bmpho&ics of the ex’cremikg iS
characteristic of sporotrichosis.

Ditterential diagnosis of sporotrichoid lesions :
l.  Nocardiosis.
a. A’cgpicod mgcobac’cerium * Swimming pool granuloma,
produced b5 m5cobac*er‘\um MY inuM.,
3. Cutaneous leishmaniasis.
4. Tularemio.

HPE :
Asteroid bodB with central basophil‘\c 5eas’c
with mdiodcing eosinoph‘\lic material is seen.

Treokment :
[Treo@cmen& of sporo’crichos‘\s]
|
0 3,
™\
[ cutones | s
WV ~N
* Hroconoazole [ nmphotericin <) ]
* Soturoted solution
ot potassium iodide
(used pfe\/tOuSl}j) )

Chromoblastomgcosis :

Chromo means Color. ,
Named so, as the organism producins chromblas&owggg\gl?g eeaaned9e4e7e5ea7
pigmented/dematiaceous fungi
(meaning : fungus which has got color in its structure).
It is also Known as verrucous dermaditis, as the surface ot
the lesion is rough.
&ﬁoloag :

* Fonsecaeo. pedrosoi.

* Fonsecaea compactum.

*  Phialophora. verrucosum.

Active space
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Occmpaﬁon :
ngricu}tuml workers with his’cor5 of trauma. from vege’cahve
moterial.

Skin lesions :
morphological\g, presents with
* A slow growing verrucous plague.
* Cauliflower like nodules/masses.
* Black dots on the surface of the lesion.

Site :
uswd\5 on the extremities; trauma. prone sites.

chromoblas’comgcosis

\nves’c'\sod'ions :

10% Y¥AOH mount : Colour is visualized b5 brown, round, thick
walled bodies called as Copper penny/mediar/sclerotic
bodies , diagnostic of chromoblastomycosis.

Copper penny/mediar/
sclerotic bodies

KOH mount of
Chromoblas’cornjcos'\s

Treotment : ‘Hraconazole is the drug o} choice.

m5cek0ma=
Chronic suppurative granulomodous disease which could be
either fungal or bacterial in origin.
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gtiologic classification :
[ mycetoma: éb\c?gfc ’\
1L clossification

SN

Calledos | Called as
Actinomycetoma. J gumycetomo.
s : )
* Actinomadura * moadurella
mogduroe mi,jce’coma’ds
* Nocardia * Mmodurella Sr‘\sea
brasiliensis
o S’trep’comgc@
somaliensis
. J
Clinical feotures :
Sex predilecﬂon : Males > $emales. kumarankitindial@gmail.com

Potients presen’c with his’cor5 of trivial pene’craﬁng trauma.
Site :
usuod\g seen over the extremities.

Triod of mycetoma. :
. Tumefaction (tumor like suoel\ing).
a. Multiple draining sinus tracts.
3. Discharging granules that represent colonies of the

microbe.

Swel\'mg with
— nodules

> Heaoled sinus ¢
trocts

mgce’tom macetoma

Dermatology * v4.0 * Marrow 6.0 * 2022
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\nveshga’cior\s :

[ Grom stain j

|
L 4

L nctinom}jcetoma ] ( Ssumgce’toma J
Gqrom posi-tive Grom nego.hve
Slaments. septote hﬂphae,

0S - | micrometer. a-S micrometer.

kumarahkitindia1@g mail.com

L

Granule - Colony ot

microbe surrounded
b5=
[ nc’c‘\nomgcekoma ] [ Eumgce’(oma J
Homogenous ( Suppuroedve
eosinophilic material Sranulom The
in-“amm’tori.j
infiltrates in this
condition are
neutrophils.
L new OP \ J

eoeds eAOY
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Treatment of mijce’coma 3

[ Treatment ]

( F\cﬁnomﬂcefom ] L aunfjcekoma ]
w&LSH\;eSimn. -
(Amikogin + Anti ?unsals
Cotrimoxazole)

60c6 b3eeaa8ded0e4e7:e5ea7
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PARASITIC SKIN INFECTIONS

Scobies
ec’toparasi'dc - J
infections - .
Pediculosis
\__ P,
Scabies 00:00:32

\’cchﬂ contagious ectoparasitic infestation.

&ﬁologg :

itch mite —> Sarcoptes scabiei var hominis.

Number of mites in a patient : 10-1a mites per pa’nen’c in a
person with normal mmmun\’cﬂ.

Transmission *
Close personal contact : SKin to skin contact.
Also transmitted via fomites like clothes, bedding,
60c6b3eeaa8dedOede7e5ea?7
Classified as o woter washed disease.
* Seen with decreased personal hggiene.

Incubotion period :
I* £ime : 4 weeks.
Re-intestation : 1-a daas.

Clinical $eatures :
History of nocturnal pruritus.
* mite becomes active ot night.
* Pruritus happens due to delayed hﬁpersensmvﬂcg
response to the mite.

eoeds eAOY

History of similar complaints among the family members/
close contacts are 1o be assessed,
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examination Sr‘\r\dings :
excoriated papules seen predomir\an’t\B over the web spaces.
On the extemal genttalia. : Burrows are seen.
* Specific to scabies.
* Burrows are wavy Sreﬂish white tunnels in the strodum
corneum.

* Absent in animal scabies.

excorioted papudes Serotal burrows

Distribution of scabies : Circle of Hebro.

L. Web spaces of the ?mger.

medial aspect of the wrist.

medial aspect of the forearm and arm.

Axil\o.

Nipple.
umbilicus.
Genitalio. and Sro'\r\.
Sites of infection of Scabies

. -

1,

I A O

60c6b3ecaa8ded0ede7e5ea7
| s

Human scabies mites are
\ /| | often found betweenthe |
\ [ || Sngers and on the wrist (red)

/7y | ¥ Highlighted areas in pink ‘

/ | fE >
/ {/ - rep.raesgnk the most common ¢/

= sites where rashes may ocCur.

Spared in adults : Face (due to increased sebum activity that
repels mites).

Dermatology * v4.0 = Marrow 6.0 2022
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\n\/eshgo&ions :
KOH mount of skin scrapping.
The mite is identified by :
* Two anterior pairs of legs.
* Two posterior pairs of legs.

Seabies mite with two anterior
and two posterior pairs of legs

Fecalpe\\e{s-scgbmehﬂ - B - M c“l

eqas of the scabies m&eé‘L'_".:‘;‘ -y

\ 2~ W /
\,\“‘r’\ &350
\ 2 o gy
) Sl ,
NE ™ >
\\2,__; [ 2
Treodment :
General managemenk:

* Treatment of pruritus : Antihistamines.
* Clothes should be washed.
* Treat family members/close contacts.
Specific management :
Topical drugs
* S% Permethrin : Best drug,
Inhibits the sodium channels in the para$\’ce = \nduces
PQY'O.\BSIS.
Below neck application, kept for 1a hours.
use the entire tube in one application.
Repeated after one week.
kun?arankmndlm@gmall coma'Pphed ever}jwhere’ o B Sipas i
een23\ benzoate emulsion.
* gamma benzene hexachloride.
* Crotamiton : Has anti pruritic properties.
* Precipitated sulfur > Safe in pregnancy,

s eAnOY
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Sﬂskemic dmgs :

lvermectin :

Oral dose 200U q/kg,

MOA : Binds to the gutamate goded chloride channels —>
Induces chloride influx —> Hyperpolarizotion > mite paralysis.

Special forms of scabies 00:13:10

. Infantile scabies.
a. Morwegian scabies.
2. Nodular scabies.

Infantile scabies :

* Face is involved as sebaceous 3|ands are not active in an
infant.

* \esicles in podms ond soles.

Lesions on the foce Vvesicles seen on the soles

Norweignan scabies :
Also Kknown as crusted scobies.
most severe form.
Seen among immunosuppressed individuals (HIV, lepromatous
- leprosy, modianamg).
Pruritus is minimal as the irmnuni{'i,j is low.
millions of mites may be seen on the potient.
SKin lesions :
* Hyperkerodotic plaques.

. agﬂ'\roderm G 20% of bod5 surface has ergﬂ'\ema -
sco.l'\ng).
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60c6b3eeaa8ded0

kbn»qganscabes

Treatment :

* lvermectin.

* S% permethrin.

. hero&olg‘cic agent to remove the crust salieylic ocid.
Helps in better drug penetrodion of permethrin.

Nodular scabies :

Hﬂpersensi’d\/'rkb response to the
scabies mite.

Presents with pruritic nodules.

Sites : Axilla. and serotum.

Treadment : Anti-scabetic treatment
+ intralesional steroid to reduce the

hgpersensi’dv'r\’g response (onl5 type
of scabies where steroids are Siver\).

Nodular scabies

Pediculosis 00:19:11

o] capiﬁs
involves scodp
N D
' N\
Pediculosis R corporis
involves trunk

Y,

4 B
PHanﬂsE;pubE

involves pubic oreo

A

aoeds eAnoy

Pediculosis capiﬁs :
Coused by head louse (Pediculus humanus
copitis).
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Transmitted b5 close personal
contact.

Nits : gqos of the louse.
Presentation :

nMore common in S\r\&
Presents scalp pruritus.

O/ : Nits and louse seen.
ma5 also presen’c with en\oxged

Nits on hair

regionod h:jmph nodes.

Pediculosis corporis :

Caused by body louse/clothing louse.
Aiso called vagabond’s disease.

Seen among wanderers, in those with decreased personal
hﬁsiene.

ngptom : Pruritus.

Clothing louse : Seen in the seams of the clothing.

The louse comes to the human skin to take a blood meal and
then goes back to clothing,

gxcoriotions seen are called morbus errorum.

Pediculosis pubis Nik (eaﬁ)
Also called pthiriaisis pubis. R
Coused bﬂ pubic louse or crab

louse.

Tronsmission b3 sexual contact.

kumarankitindial@gmail.com

a™ and 3" pair of legs end as Adult pubic louse
pincer like claws.
sﬂmpkom: Pruritus.
Lesion : Macula cerulea = blue coloured macule ot the lower
abdomen.
ﬂn’dcoagulan’r proper’cg in louse salivo.

Active space

Treodment :
Pediculosis cap'rt'\s ond pediculos'\s pub'\s ' ¥ Permethrin.
Pediculosis corporis : Disinfection of clothes.
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Migratory infective skin lesions 00:26:11

I. Cutaneous larvoa m'\grans.
a. Larva currens.
3, Colobor suoel\ings.

Cutaneous larva migrans :
Skin penetration by larve of animal hookworm.
. nncglos{oma broziliensis.
» nncgloskoma caninuM.
History of walking barefoot (beach)
= Soil containing active forms of the
larva. in animal excreto—>enters skin.
Lesion : Pruritic, elevated
er5’chem’cous serpiginous tract.

Speed: | - acm/ daﬂ
Treatment : Albendazole, vermectin.

Cutaneous larva miSrans

Larvo. currens : 60c6b3eeaa8dedOede7e5ea7
Produced by Strongyloides stercorolis (rac‘mg larvo).

Speed s-1sem/hour.
Lesions : Urticaria like lesions.
DOC : Ivermectin.

Colabar swellings :

Caused by Loa. loo. (A¥rican eye
worm.

Lesions : Painless, non pruritic
transient swellings on face.

DOC : Diethyl carbamazine (DeC).

Trypanosomiasis 00:30:56

Two ’cgpes : _
* African trypanosomiasis (sleeping sickness).
* American trypanosomiasis (C/haga’s disease).
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African trypanosomiasis :
Coused b5 Trypanosoma. brucei.
vector s tse tse 2\5.
*  west African :
Two stages : on|5 and lote.
Earl5 + Shows winter bottom sign —> Posterior cervical
Igmphadenopa’chij.
* gast African.
American &rgpmsomiasis :
Coused bﬁ Trypanosoma. eruzi.
Vector is reduviid bug.
* Acute stage.
Romana. sign Sensitization
response to bug bite.
uniloteral painless, palpebral
edema.
* Chronic stage.

Leishmaniasis 00:34:05

Tronsmitted b5 sand‘i\g.
Clossified into 4 ’cgpes 60c6b3eeaa8dedOede7e5ea?

Leishmaniasis

Cutoenous
leishmaniasis

v
mucocutaneous Viceral
leishmaniasis

Old world New world Post Kala.
cutoneous cutoneous ozar dermal
leishmaniasis leishmaniasis leishmaniasis

Old world cutaneous leishmaniasis :

Also called Delhi boil/oriental sore.

Caused b5 L. major and L. fropica.

Nodulo ulcerodive lesion with crusting in the center.
Ucer margins are raised : Volcano sign.

Active space

Dermatology ¢ v4.0 = Marrow 6.0 » 2022



130 Dermatology

eoeds aAOY

volcono sign in the ulcer

New world cutaneous leishmaniasis :
Also called gum tree harvesters ulcer/
Chiclero ulcer.

Coused btj L. mexicano.

Lesion : Ulcer oftecting the cartilage
of the eavr.

mucocutaneous leishmaniasis : e
Coused by L. braziliensis. (New world)

Invasion and destruction of nasopharynx.

Lesions : Mudilating lesions of face, nose —> espundia.

?.spundia
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Visceral leishmaniasis :

Also called kala—azar.

Coused b5 L. donovani.

Presents with fever and hepatosplenomegaly (Massive

splenomegaly.

Post kalo—azar Dermal Leishmaniasis (PHOL) :
Cutaneous sequalae secondary to Kala azar.
Seen when Kala. azar is partially or inadequately treated.
Common in Bihay.
History of prolonged fever may indicote history of visceral
leishmaniasis.
Lesions :
* Trunk: ngop'\gmen’ced macules.
* Foce : Infitrated nodules.
DifSerential diagnosis = Lepromatous leprosy :
* Nerve ’ch'\dﬁen'\ns.
* Slit skin smear +ve for acid fast bacilli.

kumarankitindial@gmail.com

Lob d‘\agnosis :
Leishman Donovan (LD) bodies in Giemsa. stain.

Can also be detected in HPE.
Cutture media. for leishmania. : NNN medio (l\lov5 macNeal
Nicolle).

Treodment :

For kalo—o2or : L‘\posomod amphofer'\cin 8.
For PKOL : mikefosine.

Dermatology ® v4.0 * Marrow 6.0 » 2022
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HANSEN'’S DISEASE : PART - 1

Le.proskj/ Hansen'’s disease :
Leprosy is a chronic infectious 8ranulomodom disease
predomimnﬂg o&%echns the skin and nerves.

&holoatj :

. mjcobackerium leprae.

* mycobacterium lepromatosis (diffuse Forms of leprosy
in Mexico).

Incubation period= a-s years.

60c6b3eeaa8dedOede7e5ea7

aoeds aA|OY

Transmission * Respiratory por%od/ inhalation (mqjor) L |
skin o skin contact.

Staining : Modified 2iehl - Neelsen stain used (5% H.SO).

generation time : Il - 13 dags

Pathogenesis : Phenolic glycolipid-1 (PeL-1 of M. leprae).

Culture :
* No artificial cutture media availoble for m. leprae.
* Animal models are used.

. Foot pad of mouse.

a. Armadillo.

m. leprae &arge’cs :

* SKin: macrophages

* Nerves : Schwann cells.

Nerves

* First modality to be lost : Sensory.

* First sensory modality %o be lost : Temperature (hot/cold
indiscriminadion.

Course of leprosy :
* exposure to m. Ieprae.

* 0S4 of coses are : Immune 1o this disease.
S% of coses : enter indeterminate leprosy stote (cell

Dermatology ® v4.0 « Marrow 6.0 2022



medioted response is not yet determined).
* Indeterminate Iepr035 :
TS% of cases : Spontaneous healing occurs.
as% of cases : enter clinical spectrum of leprosy.

Clinical spectrum of leprosy 00:07:05

Ridley Jopling’s classification :

* Based on Cell Mediated Immunity (CmMD of the host.

* Tuberculoid pole of classification : ood Cmi and limited
disease.

* porderline $pec’(rum

* Lepromodous pole of classificotion : Poor Cmi and
disseminated disease.

Exposure ‘o m.
|eprae
l
d; i
95% of coses S% of coses
No disease Indeterminate
1
{ l
1% aS%h

Spontaneous heod'mg Clinical spectrum

S kgpes of classification in Qidl65 Jophng’s classification :
e TT: Tuberculoid {'Bpe
* BT : Borderline tuberculoid. Decreas'mg cmi
« BB : porderlirPrBPdeppagdedOederesea’

* BL: porderline IeprosB.

ol iy 8 Lepromatous lepr055.

Indeterminate leprosy :

* Cmi: Not yet determined.

* Age:more commonlg seen in children.

* Region: Seen in endemic areas like, Bihar, Tamil Nadu, WP

* Lesion : Presents with il-defined hypopigmented macules
on the foce.

* Biopsy : Perineural, peri appendageal lymphocytosis

oround the nerves and skin.
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An important ditferential diagnosis for the g
same lesion is pityriasis alba (endogenous
eczemo). But,

Scahng present : Pi&ijr\asis alba.

ScoJ‘\nS obsent : Indeterminate leprosB.

Determinate type of leprosy 00:12:24

Classified by Ridley Jopling :
Based on 4 important factors.

Q\d\e\j Jopling Classification

! ]
[ \rnn‘umo\os'\c j Em'\crobiolos'\c ] [ Clinical ] [Histopo.’d'\o\ogicj

\mmumlogical :
. Cml
a. Lepromin test.
m\corbiolog'\cal :
. Acid fast bacilli
a. Slit skin smear.
Clinical parameters :
. SKin lesions.

a. Nerve involvement.
Histopathologjical :

I. Granulomo.

3. Status of macrophages.

\nmumlosical :
As we move from TT > LL, the M decreases $rom good
(in T to poor (in LL).
Lepromin test : Intradermal test thot checks for the
individual’s immunity.

rankitindia1@gmafffcRromin test.

Lepromin Test : Positive in higher Cmi § negadive in lower
cmi.

Positive lepromin test in TT.

Nega&‘n/e lepromin test in LL.
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microbio\ogicod :

Acid Fast eacilli ¢
TT: Few m. \eprae seen.

LL : Numerous m. |eprae seen.

Slit Skin Smear (39 requires a substantial number of
bacteria o turmn positive, therefore, even though TT stage
has m. leprae, the S5 cannot detect it.

SSS
e Mega’d\/e.
LL : Positive.
Clinical :
T7 LL
SKin lesions -3 Innumerable
Szjmme{rg f-\sgmme’tric 35nme’cricad
N\gregnm well defined I\ defined
60c6b3 a8dedOede7ebea?
Nerve | nerve thickened mMultiple sﬁmme’«ic nerve
involvement

His&opod-ho&osical :

TT : Tuberculoid Sranuloma seen.
LL : Deficient immunity (therefore, no granuloma. seen.
Foamﬁ macrophages with acid fast bacterio seen.

Clinical features and types of leprosy

00:17:55

Tuberculoid Leprosy o)
I. No of skin lesions : | - 3,

L o

halr.

LosS of nerve : Anaesthesio.

morphology of lesion : Annular plague.
Center of lesion : Clearing,
Periphery : well defined raised moargin.

Associations : Granuloma. formed in response to
the bacteria, damages the nerves, sweat glands and

Dermatology ® v4.0 « Marrow 6.0 2022
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Loss of hair : Alopecio.

Loss of sweat glands : Anhidrosis.

Side profile of TT lesion :

Raised well defined margins with sloping inwards

towards center appearing like o M
saucer r'\Sh’c Way up appearance.

eorderline Tuberculoid BT) :

a. moura‘\ns : 2ach lesion has well

Sotellite lesions are aolso seen.

. 60c6b3eeaa8dedOede7e5ea7
mid orderline Leprosy BR) :

No. of skin lesions ¢ 2 -

defined and ill defined (some
places) marging present.

No of skin lesions : 10 = 30.

a. most unstable form of

aoeds 8AOY

eorderline Lepromatous BL) :
I

: morpholo% of lesions :

Honsen’s disease. There is
immunological instability in borderline type of leprosy,
therefore, lesions of difSerent
morpholoatj are seen.

Pol5morphic skin lesions
(Varying sizes and shapes)
appearing like Seosraphic mop
like appearance. Outer border

. Margin of lesion : Dimorphous skin — rk

lesions seen, hence known as \
dimorphous Ieprosg. Inner border
Inner border : Punched out.
Swiss cheese appearance.
Outer border : Sloping outwards.
inverted saucer
appearance (seen in both 82 and BL).

Skin lesions : Numerous, bilateral and
almost 35nme’crical.
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a. Nerve involvement : Bilateral o_qjmme{nc

nerve kh\cKen'\r\S.
Lepromotous Leprosy (FOE

. Disease : Sljskem'\c disease with extensive cutaneous,
nerve and intermal organs involvement.

a. SKin lesions : ngme’cr\cal bilateral skin lesions
consisting of il\-defined macules, papulonodules, ditSuse
infiltration and thickening of skin.

2. Nerve : ngme’cricod biloteral nerve ’ch\cKen'\nss.

4. garliest feoture of LL :

o. gpistaxis, nasal crushng and nasal mucosa
involvement due to respiratory mode of entry,

b. Pedal edema. in lepromotous leprosy is due to
oautonomic Failure.

S. Late $eotures of LL ¢
* Leonine facies/lion like facies.

* Occurs due to diffuse infitroation
of the face.
* There is loss of eyebrows called

Modrosis.

Pedal edema
* glove and skod«\ng per\pherod

neuropo@chg.

Leonine Facies

Active space

Infiltrative papules
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Deformities in leprosy 00:34:07

Deformity : Visible alteration of form, shape or appearance

of body part.

* Loteral madarosis : Absence of eyebrows.

* Saddle Nose deformity,

* Total claw hand (both ulnar and medial nerve
are involved).

* Partial claw hand (¢ only ulnar nerve is involved.
* The patient con haveousiigetass détidedarebea?
deformities due to sensory impairment.
* Foot drop due to lateral popliteal nerve involvement.
* tye deformities :
Lagophthalmos : 1§ orbicularis oculi is involved (Facial
nerve), the patient wont be able to close their eyes.
Predisposes patient to have exposure Keratitis, comeal
ulcers which may heal with corneal opacities.
* Trophic ulcers:
Chronic ulceration in an anaesthetic foot.
more commonly found ot the soles.

Sad nose
Defor mi{B

aoeds 8oy

Troph\c ulcers

Dermatology ® v4.0 » Marrow 6.0 2022



Q. Identify the thickened nerve? (NeeT
a0I8)

AnS. greater auricular nerve.

This nerve is better seen than felt.

60c6b3eeaa8dedOede7e5ea”
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HANSEN’S DISEASE : PART - 2

60c6b3eeaa8dedOede7e5ea?
Leprosy is a chronic, infectious and granulomatous disease.

Lepra reaction 00:00:23

Immune medioted ep'\sodes ot acute inflammadion durins the
chronic course of Hansen's disease.

Tgpes :

[ Types of reaé’;ior; J
L : R
[ Type | ] [ | Type & J [Luc'\o phenomenon]

T ype | lepra reoction :
Spectrum of disease seen in borderline spectrum BT /eB/eL).
Type ot hﬂpersensiﬁvikﬂ reaction : Type 4 reoction.

Po&hosenes'\s :

Attered host cell mediated immunity (CmD.
. upgro.dins reaction :
Improvement of CMI (patient’s immunity moves towards
tuberculoid end).
usually occurs on treatment of Hansen's disease.
. Damgradins reoction :
Cell medioted immunity is low (moves towards
lepromadous end).
seen in pregnancy.

Clinical features :
* Constitutional SBmptoms :
usual\5, absent.
No fever.
* SKin lesions :
Pre—existing skin lesions suddenly become red, tender
oand edemadtous.
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* Nerve involvement :
Severe neuritis.

SKin : Tgpe I Lepra. Reaction
Tgpe a Iepra reoaction :

Aka. erythema. Nodosum Leprosum (en).

Spectrum of disease : Seen in lepromatous spectrum @L/LL.
Type of hypersensitivity reaction : Type 2 (mmune complex
deposition can occur all over body ——>systemic features).

Clinical feotures
* Systemic features :
Presence of fever.
* SKin lesions :
New nodules —> eNL (red, tender, evanescent nodules).
* Nerve involvement :
May or may not be involved,

SKin ¢ Tgpe a Lepra Reaction

Active space

LuUcio pher\omenon :

Tije of reaction seen in Lucio |€pr055. 60c6b3eeaa8dedOede7e5ea”7
(Lucio leprosy is a diffuse, non-nodular leprosy seen in

mexico).
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Pathogenesis : '
Blood vessels show vasculitis
and thrombosis.
Clinical features :
* No fever.
* Present with necrotic ulcer
w&hjagged edges.
Cardinal features in Hansen’s disease 00:09:59
For diagnosis :

One out of 3 important feotures should be present.

* SKin lesion :
Hupo piamen’ced/ értj’chema’cous sKin lesion with definite
loss of sensation.

* Nerve involvement :
Thickening of peripheral
nerves with/without
tenderness.

kumargpkiing iahQeswailisemonstrotion of acid-fast bacilli.

Investigadions in Honsen’s disease :

aoeds 8AlOYy

I, Slit skin smeayr ¢
Procedure bﬁ which sample is obtained to demonstrate acid

fost bacilli.
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Sites ¢

* Right earlobes.

* Chin

* Forehead.

* Le®t buttocks (men.

* Left upper thigh (wome.

Slit skin smear (skodn‘ms patterns) :
mModified 2N s‘(odn'\ng —> S% sulphuric acid —> Red colored
bacilli. 3 staining patterns observed :

Solid pattern Fragmented pattern Granular patterm
@i wed M
Live bagili, Dead bacili.
Bacteriologic index 00:15:05

Density of bacterial load on slit skin smear ( $or both live and
dead bacillp.
Always read on oil immersion feld (OIP.
Graded from I+ to G+.
o+ : Y1000 bacilli/OIF.
S+ 1 100-1000 bacilli/ OIF.
4+ : 10-100 bacilli/ OF.
3 + : |-10 bacil/ OIF.
a+ : 1-10 bacili/10 OIF.
I+ : 1-10 bacilli/100 OIF.

morphologic index () :

Solid staining bocilli expressed in percentage.
Calculation of live bacilli.

Utility * Treadment e?—ﬁicacg and prognosis.

a. SKin biops5 : H\stopakholosﬂ.
* Lepromadous leprosy : Atrophy of epidermis.
grenz zone :
Sub epidermal free zone (No cellular infittrate).

Thick 2one.
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Foam5 macrophages :
Because of AFS.
Also Known as Virchow's cell/ lepra. cell.

* Tuberculoid leprosy :
Presence of Tuberculoid granulomo.
Absence of @renz 2one (body tries to eliminate the
bacteria and hence the granulomas move up).

Pure neuritic Hansen’s disease 00:21:47

SKin lesions are absent, onl5 nerve involvement.
Investigation o¥ choice : Nerve biopsy.
* Only sensory nerves are biopsied.
* Unar nerve is never used since s a motor nerve.
* Upper limb : Radiol cutaneous nerve. |
* Lower limb : Sural nerve.

. Lepromin test :
Intra. dermal test.
Example of type 4 hgpersensm\/i’ca reaction.
giphasic reaction :
. 'Earlg reaction : Fernandez reaction.
Reading token ok 48-7a hours.

eoeds eAoy
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° Late reaction : mitsuda reaction.
Reading taken ot 2 weeks @l dags).

uses of lepromin test :
* Prognrosis : Positive = §o0d prognosis.
* Classification : Ridley Jopling classification.
* Resistance : Positive = H'\Sh resistance to m. leproe.

Treatment of Honsen’s disease.

Clossification :
Feotures | Paucibaci\\arg mukti baci\\ar5
SKin lesions. 1-S 206
Nerve involvement. < | nerve involved. > | nerve irrespective
of skin lesion.
Slit skin smeavr. Megod'Ne Positive

Treatment of Hansen’s disease (WHO regimen.
Pauciba;:\l\arH 23 druss for b months.
mudﬁbacil\arg 13 druss for 18 months.

Treadment in adults :
Rifampicin : 00 mg once a month (before food).
Dapsorb’mwﬂkéimg%m%@e%mbg ot n'\sht).
Clofazimine : 300 mg once o month.

SO mg dailfj on other dags.

Treatment in children (0 - 14 years) :
Rifampicin : 450 mg once a. month.
Dapsone : SO mg once daily,
Clofazimine : ISO mg once a. month.
Other da.gs * SO mg on alternate daﬂs.

Treotment of Hansen's disease (NLEP res'\men).

Paucibacillary : a drugs for e months Riampicint Dapsone).

mm’dbaci|\ar3 : 3 d.russ for 18 months.
Treatment of Honsen’s disease (NLEP resimen) : NB-MDT
(maroon Kib.

Dermatology » v4.0 » Marrow 6.0 » 2022
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Day |+ Rifampicin 200 mg X a. | :
Dapsone IOOmS.
Clofazimine 100 mg X 3.
Da5 a-asg:
Clofazimine SO mo
Dapsone 100 Mo
Treatment of Hansen's disease (NLEP regimen) : PB-MDT
(green Kiv)
PS adult treatment :
Once a. month : I
a capsules of Ri icin (300mg x & +
| tablet of Dapsone (100mg)
Once a : a-as
I tablet of Dapsone (10Ooma)
@ Full course : & blister packs
P& adult blister pack
Side effect profile of MDT 00:31:33
Rifampicin :
* Reddish orange discoloration of secretions (urine).
* Hepaitis.
Dapsone
. Hemolg’dc anemio.
* ngranulocgkosls.
. IT\e’memoSIobinem'\a,
" Hepotiti.
Clofazimine :
* Pigmentadion.
. \ch’chﬂosis.
- ¢ gl disturbb@ezleeaa8dedOede7e5ea7
g
g Newer drugs in leprosy :

* macrolides : C,lari’chrowgcin.
. F\nsam5cins=

I. Rifabudin,

a. Rifapentine
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. Te{racbcl'mes ' m'\nocgcline.
* Fuoroquinolones : Ofloxacin.

Treatment of lepra. reactions
General manasemenk : Continue Multi Drug Thempg.

Type a reaction :
drug of choice Systemic steroids.

Other options :

* Chloroquine.

* Clofazimine (higher doses).

* Thalidomide (TNF - alpha. inhibitor) : Not used much
(teratogenic, causes peripherol neuroPa’chg).

Nerve abscess : Incision and dra'moge + steroids.

National Leprosy Eradication Program 00:36:37

Launched in 5eour 1983,

glimination : Prevalence of <1/10,000 population.

In \ndia,leprosii is eliminated as o public health problem on
December 31* 300S.

NLEP emblem : :
: itive actio hope. ’ ;
erresem Fosee B s, oPe 60c6 a8dedOede7e5ea7

Lotus :
* Beauty and Purity, "
Partiolly ofSected thumb :
* Leprosy can be cured
* Leprosy patient con be useful member of the society,
Qis'mg sun ¢
* Hope and optimism.
vaccine in leprosB :
MW vaecine.

Active space S A

Strain :
* MIP strain —> m5cobacker'wn indicus pranii.
* Designated $rom Indio.
* Dr. Pran : Founder of Nadional Institute of Imrnunology.
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Uﬁ\i&ﬂ :
* Administered to the contacts of leprosy patient.
* Given along with MdT (im«uno&hempg) -> Faster
clearance of bacilli

Single Dose Rifampicin (SDR) :

Purpose : Chemoprophylaxis for contacts of leprosy patients.
Indications :
kumarankitindia1@gmail.caa: H

* Children >a years.

Dowae :
©o0omMgq (adults).

eoeds eAdy
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SEXUALLY TRANSMITTED DISEASES :
PART - 1

Anogenital warts 00:00:32

HPV induced skin proli%’ero@dons irwolv'mg the anogenikod regjon.
Synonym : Condyloma. acuminota, (acuminada. : Pointed).
gtiology : HPV—b, II (ow risk HPVS) (HPV & > 1D.

Clinical features :
* Asymptomatic pointed, fleshy, pink papules and plagues.
* Cawliflower like hypertrophic masses.

Sites ¢

* men : Coronal suleus, frenulum.
* pomen : Posterior fourchette

nr\ogen’rtod worts

Giont condgloma acuminata.
Buschke Lowensteins tumor.

Investigadtions [[ 1 { [
E

[[ 11171
I Histopathology : { |
Biopsy from an HPV induced
tissue : hoiloca’(e cells
(squamous epithelial cell |
with central _ 5 ! 1)
B0egbbieeas eaede)
hyperchromatic nucleus RLBET LT ETT EREETTLY
and a. perinucliear halo).

b
a{l H;"’» i
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Complications :

D Large vulvar warts > Obstruction of labour during
Pregnancgircebaeeaasdedoede7esea?

& during labour (mother to child) —> Laryngeal
papillomatoses (if child passes through the infected birth
canal of mother).

Treatment :

Non pregncm’c :

D Podophyllin resin : Binds o mitotic spindie > Metaphase
arrest > Necrosis of warts.

& Imiquimod : Immune response modifer.
Toll like receptor 7 agonist > Induces release of
cytokines —> Clearance of warts.
Available as % cream (hrice weekly for 1o weeks).

Pregnant :

D Cryotherapy (treatment of choice) : Liquid nitrogen
(-9 degree celsius) —> Freezes wart.

& Trichloroacetic acid (TCA 10-80% —> Coagulation of
proteins (chemical cauterization).
TCA is also used for melasma. and other pigmented
disorder in lower concentration.

Giont condg\oma ocuminato.
° Sursicod excision.

Genital discharge disease 00:11:20

Two ’cﬂpes of discharges
D urethral discharge.
& Vvaginal discharge.

Urethral d‘\scharge disease :
¢ urethritis : Inflammation of urethra
characterized b5 urethral
discharge and dysurio.
* Types:
D Gonococcal urethritis.
a) Non gonococcal urethritis. urethral discharge

Dermatology ¢ v4.0 « Marrow 6.0 ¢ 2022



Gonococcal

Non—sonococc,al ure'chrms
urethritis
etio\oag Neisseria 3onorrhea. . chlamgd‘n trachomadis
O-wW.
¢ ureaplasma ureapa’dwm
. mgcop\QSma Seni&alium.
* Trichomonos Voginal‘\s.
Incubotion atos dogs. T40 14 da5s.
period
Constitutional Ver}j severe. Absent.
sgmpkowxs
Dysuria Severe (presents eourlg) Varioble.
Discharge Profuse purulent Scanty, mucoid urethral
urethral d'\scharse discharge.
Gonorrhea. (gono : seed,
rhea : Sow).
Investigations | 1. Visible abnormal discharge : Mucoid/purulent/
: Okgectiva mucopurulent.
evidence/  |a. Gram stain of urethral swab : 2 & WECS per oil
dvasr\oshc emulsion feld. kumarankitindial@gmail.co
eriteria 3. First void urine : 2 10 wecs/HP feld.
Gram stain Grom negodcive intro. Onlfj PMINLS in the
of urethral cellular diplococCi within | absence of organisms.
smear PANL (po|5morpho
nuclear |5mpho<:5’res).
srat
s
ﬁ?“'&‘ g‘
D‘* i A 22
il _12 -
Culture modified Thager martin medium (Selective medium :
media. Allows only GonocoeCi to grow § suppress others).
NAAT Done on first void urine.
(Nucleic Acid | eonococcal Vs chlamydia. can be made out through
Amplification | this test.
Test)

Dermatology * v4.0 « Marrow 6.0 * 2022
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CDC aoal criteria :
In). CeMriaxone 1M stot days or
<1S0 HS : SO0 ma,

2 1SO KS | 3.

. 3 Do><5<:3cl'\ne 100 mg
80 X 7 dag(i? chlamydia
is not excluded).

Dox5<:ljc|ine 100 mq BO x 1

e Az'rthromﬂcin Iq stot

\ - Leave Feedbac

modified Thaﬂer Martin medium :

o VQﬂCOTY\ﬂQ.\n inhibits gram pos'rﬁve organisms.

* Colistin inhibits gram nesa'cNe orsaniSms.

. Mgs’cod'in inhibits ¥un30d OrganismMs.
o Trime{‘noprim inhibits pro’ceus.

Vaginal discharge syndrome

00:23:45
60c6b3eeaa8dedOede7e5aa7 Candidiasis Trichomoniasis Bacterial Vaginosis
‘ &holo35 Candida Trichomonas Altered vaginal
albicans chs'malis microflora
Discharse C,urdg white Greenish 5el\ow Homogenous white
Vagir\o.l ¥roth5 vogjinal adherent
discharse discharge discharse
Notes muRiple AmMsels eriteria
punctote (Siven below the
hemorrhages toble)
seen on cervix —>
S’cmwberrB cervix
(colpitis macularis)
wet mount Clue cells > 30 %
Treodment | Fluconazole metronidazole

eoeds eAnoy

Condidiasis

Trichomoniasis
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extra points :

Trichomonas vaginalis (Ragellate proto20a) can cause :
D Trichomoniasis.

& N&U (non-gonococcal urethritis).

Cervix Grichomoniasis)
Bacterial Vaginosis :

* Amsels eriteria

D voginal discharge : Homogenous white adherent
discharse.

Q) Voginal pH > 45 (Attered vaginal microSlora. —> Less
lactobacilli = Less lactic acid > Increased vaginal pH
>4.5).

3 Whifs test/amine test : Vaginal discharge + KOH =
Ftsh5 odor.

* wet mount shows clue cells : Vaginal epithelial cells on
surface with stippled border (covered by bacterio.

Vaginod cell
Cell nucleus — 2L « .
gacteria ‘\/ :

Bocterial Vag'mos‘\s

Syndromic management of STDs 00:30:22

Syndrome Collection of symptoms + signs pertaining to STDs.

Syndromic management : Use of clinical algorithms in
treatment of STDs.

Indicoations :

* Resource poor settings (primary health care).

Dermatology ® v4.0 « Marrow 6.0 * 2022
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* Lob facilities are not available.

Pr'mc'\p\e : Treot most impor’com’t organ'\sms resPonsible for a
SBndronne.

NACO : Colour coded Kits :
* 1R
* Remember Number/colour/ drugs/ indication.

Color Indicotions Treotment
Witl | &rey | urethral discharge | D Tab. Cefixime 400 may/stak
/ cervicitis/ (&onocoeed.
anorectal | & Tab. Azithromycin Ig/sto.
d‘\scharge
Kt a | &reen | vaginal discharge D Tab. Fluconazole 1S mg | stok
(or Candidiasis).
kumarankitindial@gmail.com &) Tab. Secnidozole g stot (For
Bacterial Vaginosis,
Trichomoniasis).
Kit 3 | white | genital ulcer D Injection Benzothine penicillin
disease : 3.4 mu deep/\m stat single
Non-herpetic dose (For Syphilis).
(syphilis/ & Tab. Azithromygein I stat
chaneroid) (Chaneroid). 7
Kit 4 | Blue | Genital ulcer D Tob. Doxyeyeline 100 mg &d For
disease : IS dows (Syphilis).
Non-herpetic & Tab. Azithromycin Ig stot
(allergic to (Chancroid).
penicilliry
KitS |[Red | &enital ulcer Tab. Acyclovir 400 mg TID for 71
| disease : Herpetic da5s
it & | Yellow | Lower D Tob. Cefixime 400 mg I stat
abdominal pain (@onococed.
(pelvic Q) Tob. Doxyceyceline 100 mg &d for
in%anm&ora 14 doys
disease) (dﬂ\amgdia trachomatis).
3) Tab. Metronidazole 400 mg
8D For 14 days (anaerobes).
Kit 7 | Black | Inguinal bubo D Tab. Azithromycin | g stat
(enlarged + pus (chancroid).
flled lymph node) | & Tab Doxyeycline 100 mg & For
3 weeks (Lymphogranuloma
venereum.
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hil 4

IMPORTANT
™I 1

Né&’(:( D]

KIT)

Inj. Demzathing penicillin 24 MU (1) +
Tab Asithromycin | g imght dose ¢
Divposable syrmpe 10 mi with 21 gruge
meedle (1) +
Saerile water 10mi (1)

For

GENTTAL ULCER DISEAST - Nos-
HERPETIC SYNDROME

IMPORTANT
NON-COMMERCIAL PRODUCT
NOT FOR SALE
TO BE DISPENSED ONLY AT RTUSTI
CLINICS

N&QCO

KIT 6
Cefixime 400 mg single dose +
Metronidarole 400 mg BID for 14 days +
Daxycycline 100 mg BID for |4 days
For
Lowr sbdominal pain Syndrome

IMPORTANT
NON-COMMERCIAL PRODUCT
NOT FOR SALE
TO BE DISPENSED ONLY AT RTUSTI

CLINICS

60c6b3eeaa8dedOede7e5ea7
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SEXUALLY TRANSMITTED DISEASES :
PART - 2

Syphilis 00:00:18

E’doloalj : Treponemo. pal\idum

Sﬂph\hs '
C)O em’cod red
Sﬂph\hs Stjph\hs

Congenital syphilis.
* mode of acquisition : Mother o fetus in utero.

Clossified into tuwo tupes
bosed on the timeline of
monifestations.

[
l ]

i:arl5 congenikad Late congen’rtod
sgphil'\s. 55phi|is J

2a Bears.

60c6‘b3eeaa8ded0e4e7e5ea

8ar15 congen‘kal 55phi|'\s :
Triad :
* Snuffies : Persistent rhinitis.

eoeds aAloY
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. Hepa‘(o—-sp\er\omegal_lj.

. Sgphih’dc pemphigus :
Dermodcologicod manifestation of earl3 congeni&od 55phil\s.
Characterized b5 vesiculo-bullous lesions.

&speciod\ﬂ over the polms and soles.

QAdio\oSical %nd‘mgs :
w'\mberger sign : Bilateral erosion of mediol aspect of upper
end of tibia. 1t s a spec'\?\c sign for ear15 congenitol 55ph‘\lis.

w'\mberger siSn

60c6b3eeaa8dedOede7e5ea?
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Laote congem&al sxjph\hs
Triad : Hutchinson’s triad.

*  Hutchinson’s teeth :

-

Mo’tching of upper central incisors.

* Interstitial keratitis.

* Sensorineural hearing loss (SNHL).
Other manifestations include :
Saddle nose :

Saddle nose
Periostitis :
. \rwolving frontal bone : O\gmp'\om brow.

. \nvolv‘mg unilateral sternal end of clavicle : H\goumenah\’s

. \rwo|v‘m8 anterior aspect of tibia : Sabre tibio.

eoeds aA oY

Sabre tibia
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Sexually

Transmltto& pave
Disease P 1Mppe 2'

\nveshgo&\on of Choice : C,ongeni’ral SSPhilis.
VDRL Titres of Infant should be four times more than VDRL

titres of mother.
Acquired Syphilis 00:07:20
mode of acquisition :

*  Sexual transmission.
* Blood transfusion.

[ Acquired syphilis j

“Timeline : Infection +o Diagnosis.
Cut of§ ncoord\ng to:
CoC ¢l 5eou'.

WHO: a Bear.
60c6b3eeaa8dedOede7e5ea7

[
early syphilis €} {Bpes) : (La’te Sﬁphﬁ @a *5pes~) :
Pr'\marﬂ sﬁphihs Late lotent Sgphihs
Secondar5 Sgphi\is Terﬂarg sﬂphilis
garly latent Sﬁphilis ‘ }

l. PrimarB $5ph'\|is=
* ttiology : Treponema pallidum.
Trepo : Twist.
Nemao. : Thread.
Incubadion period : 9 - 90 daﬂs.
Primary lesion : Papule.
* Secondary lesion : Genital ulcer/ Hard chanere.

Active space
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Description of hard chancre : Single.
Clean based.
Indurated (hard).
Non tender.
Doesn't bleed on touch.
. \nguanal lﬂmph nodes :
6‘\\0@(@’&!\5 enlarged,
Non tender.
Qubber5/ Shoﬂg cons‘\s’cencij.

most common site of eka-geni&od chancere : Lips.

\nveshgoedon ot choice :
Dark Sround m\crosco% ot ulcer exudote : corkserew mo’dh’(g

\.

il.com
Corkscrew mok‘\\'&j
a. Secor\darg s5ph\|is
LSecondarB sgjphuhs )
T
> — ( — S /’""A"J” —\ “"_\L—‘*’*‘*” - =
2 ([ spread ) [ Syvptoms Lymph nodes |
a | Hematogenous. i | Constitutional | | &eneralized |
8 i (systemic ‘ i symptoms. ‘ l lymphadenopatny.
| circulation). | (Fever/ l Characteristic lymph node

5 arthralgia, mgalgia). enlarged in secondary syphilis *
< gpitrochlear group of nodes.
| |
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Rosh
. morphol085 :
S5mmehr'\c.
PolﬂmorphOus.
Non pruritic (Senerod\g).

* Al types of morphology of rash seen (except vesicles
and bullae).

* Characteristic of secondary syphilis : &xamination of
palms § Soles.

Buschke OlendofrffVSign - 00:17:00

Pressing the lesion of secondar5 35phihs with the blunt end of
Pin will lead to deep dermal tendemess.

mMucosal lesions

. Kmndgomdizﬂ@gmail.com
Lota : Means flat.

Lesions are Slot topped,
moist papules and plaques.
Accuminato. means pointed.

Dermatology ¢ v4.0 * Marrow 6.0 ¢ 2022
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* Mucous patches
Result due to breakdown
of mucosa secondary to
secondarg SBPhihs.

* Snail track ulcers.

F\loPecia
moth eaten odopec‘\a,
Non scarring ’cgpe of alopecio.

Syphilis d'emblee 00:20:22

* Route : Blood transfusion.

* Special feature : No chancre.
Direc’d5 presents with secondarﬂ 35phil'\s
d’emblee : means straightaway,

* Investigodion of choice in secondary syphilis :
venereol Disease Research Laboratory test/VRL
Rapid Plasma. Reagent test/RPR

3, Lotent Sijphil'\s
. Earl5 lotent SBPhilis
Patient is infectious.
* Lote lotent 35phms
Patient is non infectious.
NO symptoms/ signs.
Diagnosis Serologicod test.

eoeds aAlOY

10C : &nzgme ImMmMunNo nssa_ﬂ.
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4, Terﬁar5 %phi\is

60c6b3eeaa8ded0£4§f€§é%"75 syphilis.
L

qummotous Cardiovoscu- -
SBPhth lor Sgphﬂ\s Neur O—SBPhuhs.

Gqummotous SBPh'\lis

* Gumma : Granulomaotous rubberg nodule.
* gumma. breakout to form punched out edge ulcer.
* Charocteristic s\ough of ulcer i called wash leather

s|0u5h.

Cardiovascular saphihs :
Two Important manifestotions :
l. Rortic aneurysm
most common site : nsoend‘mg oorto.
a. Rortic reSurSi&od'ion :
mMost common valvular heart disease.

MeurosBPhihs :
Two manifestations
* general Paresis of Insane :
Qapidlg progressive dementio.
Persona]i{g chomges.
Delusions.
Hallucinations.

Dermatology ® v4.0 * Marrow 6.0 « 2022
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* Tabes dorsalis : V
Slow progressive degenerahon of the $ensory neurons
ot dorsal colunn of the spinal cord,
. Gait abnormalities : Locomotor/ sensory ataxia,
a. Lancinahng Pains : gpisodes of severe skabb'mg kind of
pain in face § extremities.
2, Qrggl Robertson pupi\ : Bilateral small pup'\ls.
\nves’dso&ion ot Choice of Meurosgphil'\s : CSF-VDRL.
Qe\apsing S}jphi\is . kumarankitindial@gmail.com
Term : Redux means “To comeback
Classification :
t Relapsing syphilis J
| I
LE&Y\B relapsing syphilis. ] ‘ Lode relapsing syphilis. J
Chancre Redux : Chancre Pseudo Chancre Redux :
recurs/ reoppears at the Gumma. appears at the
original site. previous site of a chancre.
Treatment of Syphilis 00:30:38
Drug : \Qjechon penzothine penic'\l\in.
Dosage : .4 million units.
Route : Deep Intramusculay.
Durodion :
8ar|5 Sﬂph'\hs : Smg\e dose.
Late Syphilis (except neur035ph1|\s) : 3 doses (once
§ weeK\g).
g Treodment of Meur055philis

Drug : Injection Aqueous crystalline penicillin.
Dosage : 18-a4 million units per dmj

Route : Intravenous.

Duradtion : 10-14 dags.
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Treatment : Allergic to Penicillin (Mon—PreSnan’c) ;
&ar15 55philis : Doxgcgcl‘me 100 mg D for 4 weeks.
Lote Sgph'\\is g Doxgcgclme 100mg &0 for 4 weeks.

Treatment : Allergic to Penicillin (Pregnand
Desensitization followed by Penicillin.
* Repeoted administration of sub-threshold doses of drug
(Penicilliny.
* Antigenic determinants bind Ige on surface of basophils
and mast cells without cross—linking,
* Rendering these cells unresponsive to higher doses of
the drug.

Complications of Penicillin Therapy
ngersensi’c‘w'rkﬂ Reaction :

* urticaria.

. F\ngioedema.

. Ar\aphﬁlaxis.
Jarisch Hendneimer Reaction
Definition : Acute febrile self limiting reaction seen within a4
hours of administering penicillin in o pofient.

Pa’rhogenesis
Administration of

Penicillin = Lysis ot
sPirodwe&e.

Releose of lipoproteins
into blood stream.

Acute inflammatory reaction : Fever,
mMyolgia, Hypotension, Worsening o¥
exis’c'ms SKin rashes.

Treotment
+ Self resolution.
. S&mp’mmod:ic Treotment : NSAIDS.

Dermatology ® v4.0 « Marrow 6.0 ¢ 2022
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SEXUALLY TRANSMITTED DISEASES :

PART -

3

Non syphilitic genital ulcer diseases 00:00:19
Chancroid Herpes senikalis l.gmphosram;lom DoNOVaNosis
venereum
gtiological Hemophilus HSV 2 (90%) or | Chlamydio riebsiella
factor ducrey; HaV | (0%) Trachomatis (L, ranulomatis
L3, L2 ymmatobacter
granulomatis)
Incubation a-s dmjs 3-1a doujs 2-30 da5s 8-80 do.ﬂs
period
Clinical Pustule vesicle (clear Primary stage: Genital ulcer :
presentation Sluid Nlled lesion | enital ulcer. Beefy red
Pri <1emy (increased
lesion vascularﬁg).
Painless.
exuberant
Sran.uahon tissue.
60c6b3ecaaBdeddede’e5ea7
Secondar5 vesicles rupture
lesion -
genttal ulcers
ulcer <ot chancre/ multiple tender | Painless.
so¥t Sore : ulcers. Herpetiform.
multiple, Grouped. Transient ulcer.
Necrotic based, Polﬂcachc
Non induroted/ mar gins.
so¥,
gleeds on touch,
Tender,
under mined
edogs.
Inguinal Bubo : enlar /L enlarged | Secondary/inguinal | Lymph nodes -
regon pus Ned, tender | stage : NGt NG
tender, ngu\al nodes. No bubo | Bubo —enlar Normal.
node, formation. Tender lymph
unilateral nodes.
unilateral 3/3rd)/
gilateral (/3rd).
Groove sign of Also called
green Blatt : Srmm
&n\arsed |5mph .-\Swmje,
nodes above and Granuloma :
below the inguinal | Subcutaneous
Iisamen& causing nodule.
3( oove. ! §roin.
Subcutaneous
nodule in groin =
Pseudo bubo (not a
lymph node).

Dermatology ® v4.0 « Marrow 6.0 « 2022



e e

r Concomittant Terharg g&age !
Sen‘rtal ulcer i Deformities.
present Genital

&lefharﬂ‘\as\s.

(see below the

toble)
60c6b3eeaa8dedOede7e5ea7

Investigation | &ram stain of T2anck Smear Nucleic Acid Specimen —> Crush
exudote = (eyto diagnostic Amplification test # between a glass
gram negative tesd) slides (crushed
coccobagilli tissue
= . multinucleated S

onged in .
paroliel strands. | giant cells
Railroad track
arance.
School of fish
appearance.
a
42
iv. b o
?/, ( ‘
o
=
mueller Hinton vesicle = Stain with Giemsa.
ar + S% Scrope the stain >
chocolatized Soor and. mononuclear
T M uRdereiriace cell (Pund celD.
a3er of 4he root Inside the cell >
—> material Efracel\ublz.rd. "
. novan ie
AL (closed Sa?ehj
gemsa. stain pin ap .
~* GeRsinG, Due to bipolar
multiple nuclei condensation of
(muttinucleated chromadin)
Giant cells).

Treatment Tablet Tablet ncljclov'vr Dox:jujclune 100 mg Toblet A2 rthrornﬁjcm
Azithr cin 400rn3&hnce 8D > 3 weeks. I gm per week.
(macrolides) daiy > 7 days. (©r) coc aoal
g stat. s5ndrom‘»c Swdelines : Tablet

rrnrnaemerﬁ : Azithr n SO0

rit no S (Red). daily > 3
weeks till ulcer
heals.

Genital elephanﬁasis :

men : Saxophone penis.
women : esthiomene (genital elephantiasis + chronic ulceration.

Dermatology * v4.0 « Marrow 6.0 ¢ 2022
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Approach to a genital ulcer 00:28:24

Genital ulcer \nguir\ol Igmph nodes
Sinale multiple .
[mn:?ndeq [ X endzr J [ Non \rwowedj tnvolved ]
[ 55'1*‘\'\“5- ] [ oid, l DoONOVoNOSIS

DoNovVaNosis.

( Inguinal Lymph Nodes : I/r\Vo|Ved )

a/L B/L
not : Tender tender
Vo
LSBPH'“S (/L rubbery consis&encgj

[ ®/L tender inguinal :ﬂmph nodesj

kumarankitindial@gmail.com
[eubo (—)J [eubo(oj

v

Genital herpes

Concomitant
genital ulcer

eoeds eAloy
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GENODERMATOSES

Definttion : genetic diseases with skin manifestations.

Neurofibromadtosis :

Autosomal dominant.
Types Type I NF : Also referred as

von Qed«hns
Hausen disease.
Type & NF : Aiso referred
as Misme.

misme : Multiple Inherited Schwannomas Meningiomas
apendijmomas.
Charocterised bﬂ bilateral acoustic schwannoma.

. Type | g Type a
bUCbbse€eaacaedeqe/edcea/ ==
Gene 'NF | 'NF a
Chromosome | EE!
|
Protein Neurofibromin ' merlin or
J , |schwannomin |
NF -1 00:03:35

Lesions In NF | ¢
I

Neurofibromas (N :

Defined as the benign tumor
of conmnective tissue of
peripheral nerve sheath.

Onset : Adolescence.

Lesions : SoH, skin coloured,
non-tender, papules or nodules.

Button hole siSn : C/linical\g, sign elicited on pressmg the NF.

Dermatology ¢ v4.0 « Marrow 6.0 2022
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It gets invaginated by finger pressure (On applying pressure,
the lesion qoes back in the skin and comes out on removing
the pressure).

Rpplﬂ‘\ng pressure \rwasim‘ced bﬂ ?mger pressure

a. Plexiform NF :
Origin : Multiple nerve fascicles.
Onset : C,onsen'\’cal
Lesions : Diffuse expanding
plague. Bag of worm feel on
polpotation.

Plexiform NE

3. Cafe-Au-Lait macules :
ngerpigmen’ced macules.
I o a lesions are normal.
I > or = & macules : Diagnostic.
Size:
Prepubertal > S mm.

Post puber’cod 7 1S mm.

Cafe-au-lait macules

4, <kin fold ?rechhng
Lesion : ngerpigmenked macules.
Seen in : Axillo. which is called as Crowes S'\Sn ond it is

po&hognomic for NF-I.

Also seen in Sro'\n.

ooeds eAoy
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Ocular manifestation in NIF-| :
* Lisch iris nodules :
Pigmen‘(ed iris hamartomaos.
Best visualized in slit :
‘ ‘ lamp diat@gmail.com
exomination.

No efect on visual acud’cﬁ.
* Optic podhwogj glioma. :
C/hn'\cod\B presen’c with

prop’tosis
Also called as op’dc Slioma.

ic Pathwau gliomas
oY

Tuberous sclerosis complex 00:11:17
Autosomal dominant.
Also called Bourmvilles disease.

Genetics TSC | TSC &

Chromosome 9 17

Protein Hamartin Tuberin

Triad is known oS &P\LD\R/Vos&s triad.
epP: &pilep55 LOI : LOW \n’rel\'gence A : Adenoma. sebaceum

&P : Epi

vOgTS

i WIoH
\\
N

LO! : Low ln&e\\igence A : Adenoma. Sebaceum

mMajor skin features :
. Ash leaf macules :
garliest skin lesion.
Hapopigmen&ed lesion.

Active space

Lance ovate shape : Oval
on one side § pointed on another side.
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a. Adenoma. sebaceum :

4. voenens tumors (KT)

g
0/¢ : In an infant with epilepsy (infantile spasmlook for
ash leaf macules bﬂ woods lamp examination.

Also known as facial ang'\o?\broma.
Proliferation of blood vessels

and Rbrous tissue.

Lesions are sBmme’cricod

reddish brown papules.

Seen in malar area, nasolabial
fold, nose.

It is characteristic of tuberous sclerosis complex.

2, shagreen pa’(ch :

Leathery plaque.
Located in lumbosacral region.
Composition : Collagenoma (made of col\ager\).

#s]

dOede7ebea7

Seen ot pubeﬁg .

Perumgual Kbroma. is
charocteristic of KT.

minor skin features of Tuberous sclerosis
I
i |} l

SKin ¢ Dental enamel Fibroma. in
Contetti macules. shows pit. gingival mucosa.
ngopismerﬂ:ed

maocules.
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Genodermatoses
=5 g

7

Sﬁsi'emlc features of TS

|
\f ) ) l
hidneﬂ : Lung : Pu,lrnor\ara Heart : Cardiac  Retina : Hamartoma
Renal angioma. ‘BmP‘W‘S”‘e‘““Ej°"“*°5‘S rhabdom5oma
myolipoma. (bemsn
renal neoplasia)

CNS
Cortical tubers present.
Subependgmal nodule.

Subependﬂmal Sian’t cell
As’crocg’coma,

ddedoede7e5ea7

Sturge weber /Encephalo
trigeminal angiomatosis 00:22:28

Inheritance is 5poradic .

mMmanifestotion :
* CNS: gpilepsy (due to
leptomeningeal angiomoO.

* tye: Glaucoma .

* SKin lesion : Facial port wine stain.

*  Pathology * Low Sow capillary
vasculor malformation.

*  Onset: At birth.

* Port wine stain is permanent.

* Lesion i unilateral.

* Colour is pink-red overtime turning to purplish.
* Site: foce.

*  Treoiment : Pulse Dye Laser (POL.

Active space
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\ch&h5os'\s classification :

_— \chthﬂosis Vulsaris.
—> Congeni’cod i X Linked recessive \chkhgos'\s.
2> Lamellar lch’chﬁosis.

(—> Hﬂpo’thljroidism 3
—> Acquired > Leprosy.
-—> HodgKins Lﬂmphoma.

Ly HIV.

—> Clo%azomine.
Y druss: —+> Nicotinic acid.
> Stating.

Ichthyosis vulgaris 00:27:10

most common form.
Onset : Smonfhkolamon’chs&age.
Autosomal dominant inheritance.
Defect in flament agqregating protein (?\laggrin).
Scales : Fine white scales.
Spared areas : Faces and Slexures.
Associations :
. Yeratosis pilar's :
e A AR
Usually in outer aspect of arm.
multiple $ollicular papules.
Cosmetic concern.
a. Hyperlinear palms : Emggem’ced lines on palms.

eoeds aAloy

Hﬂperhnear pcdm
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X-linked ich’chgosis :

Aiso called as \ehthyosis nigra. (brown black skir.

Onset < 3 months of 086. X linked \ch’thaos'\s
X-linked recessive defect. e )
Defect in steroid sulphatase.
Responsible for conversion of
cholesterol sulphate to cholesterol.
Defect causes increase in cholesterol sulphate — Dry skin.
Spared area. is polm and soles.

Associotion :
* Corneal Opacities.
* Cryptorchidism (undescended testis).

Lamellar ichthyosis | 00:32:13

Onset is ok birth.

Autosomal recessive.

Defect is in epidermal transglutaminase |.

At birth, the child’s body is covered with parchment like
translucent membrane called collodion membrane.

Qr%& g’gé%a@g%g%ge%gs to dark plo&e like adherent
scoles.

Translucent, parchment like
membrane covers the neonate.

l

After 4 weeks, dark plote like
adherent scales are formed.,

Active space
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L. ich’chgosis scales

Associations :
gye : ectropion (outward turning of eyelid mourgm).
Lips : eclabium (outward turning of \ip).

Treodment
Topicod : emollients.
Systemic : Retinoids (Acitretiny.

Incontinentia pigmentii 00:35:17

60c6b3eeaa8dedOede7e5ea?

Genetic ectodermal dysplasia. involving skin, CNS, eyes, teeth.
X linked dominant.

Feotures :

Follows lines of epidermal cell migradion during embryological
development called as Blaschko Lines ®L).

The lines are seen to be spiral over scalp and linear over

lower extremities.

Clinical phases :
. Vesicular phase : Vesicles along blaschiko lines.
3. verrucous phase : Rough surface called verrucous.
3, H5perp'\8menked phose.

Dermatology ¢ v4.0 « Marrow 6.0 * 2022




4. Hypo pigmen’ced phase.

vesicular verrucous ijperpigmen’m’don
Ocular manifestations :
fundus Quorescenceangiosraphﬂ : Avascular peripheral retina

seen.

Xeroderma pigmentosum (XP) 00:38:22

Inherited disorder of DNA repair.
Characterized b5 cellular hﬂpersensmvi’cﬂ to uv radiation
Autosomal recessive inheritance.
Defect in Nucleotide excision Repair (NER).
Function of NER :
. Normal : excise damaged/abnormal DNA that is
uVv radiation induced.

a. Defect l
Accumulation of abnormal damaged ONA.
i
Genomic ins’(abili{g .
y
C,arcmogenesis.
Lesions :
* Sunbum : Radiotion burn on uv exposure.
Characterised b5 erﬁfhemo\.

In normal person, sunburn develops
on|5 on pro\onged exposure to sun.

Dermatology ¢ v4.0 ¢« Marrow 6.0 » 2022
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In XP patient, minimal exposure
to sun itself causes sunburm .
* Multiple freckles :
Hyperpigmented macules
* SKin modignancﬂ :
B&asal cell carcinomao.

Squamous cell carcinomo.

pho&ophobia
freckles
SKin mahgnancg

Continuous exposure to Sunl'\Sh't

y
Pho’coage'mg.
y

SKin becomes drg and it is called as Xeroderma.

Xerodermas

Sgs’rem‘»c feotures :

© CNS:
In 35% mental retardation.
Areflexio.

aoeds eAlOY

Atoxio.
Sensorineural hearins loss .
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T e
. ijs‘rem‘c ! mmkioscol rnalvgnr\ro'\ e :

Mueloduspla st e androme.

amL.
A,
Treatmenrt :
Retinouds | kotretnon/acitretn
¢
modulate keratrocute ditterentation

'
Prevent neopla.sm in XP,

680c6bleeaafdedOede’eSea?
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ECZEMA

Definition 00:00:40

Reaction pattern of the skin secondarg to the endoSenous
(internal) or exogenous (external) stimuli.

morphological classificotion :
l. Rcute.

a. Subacute.

3. Chronic.

Acute eczema :

Characterized by all signs of
acute inflammadtion of the skin :
. &r5khema.

* tdemo.

* Vvesicles.

: * 0oz2ina.
60c6b3eea.a%iiridsg{er$8e7e5ea7

H‘\stopa’cho\o% :

sPongiosis : \n’craepidermal
intercellulor edema.

Subacute eczema. .
Charocterised bﬂ

. &rﬂ’chm

. Scal'\ng

Chronic eczema. :
¢ happens as o response ‘o chronic

i&chins.
§ Lichenification (as a result of continuous
§ i’cch'\ns) :
. ngerp'\gmen’cod'ion
* Thick skin.

. &xaggero&ed SKin mammgs.
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gtiologic Classification

etiologic classification

{ \)
ExogenOus &ndogemus
rF | 1
Contact dermatitis J Photodermaditis
Phﬂ’rodermahhs
Phg’codermoed’ds : Plont induced.
Photodermaditis : Sun \igh’c induced,
Contact dermatitis 00:05:10

Inflammadion of the skin secondar5 to contact between skin
% substance.

Two ’cgpes :
I Irritant contact dermadtitis.
3. Allergic contact dermaditis (CD).

Irritant CO F\l\ergic CO

Predisposition | Aflects all who | AfSects 3ene’dcod\5
ore exposed predisposed

mechanism | Non immunologie | Immunologic ({Bpe v}
(direct tissue | hypersensitivity reaction)
damage)
Distribution | Restricted o the | Teénds to disseminate
3 8dedOede? 7
site o 886 ook ﬂge ond ﬁ'?eeasi’te of contact
’ ——

1 §
ngp’roms more bummg | more 'rtchins

examples of irritant CD :
Detergents Acids/alkalis

Dermatology ® v4.0 ¢ Marrow 6.0 2022
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Diaper dermadtitis :
Involves convex areos
sparing the folds.

examples of Allergic CD :
Hair dye : PPD (para phenylene diamine).
metal : Nickel (most common.

Topical antibiotic : Neomycin.

Cement : Potassium dichromate.

eindi : PTBP (para. tertiary butyl phenoD.

Patch test : Diagnosis ot od\ersic (&%)

Type of hﬂpersensi’d\/\’cg
reaction: T ype 4,

mMethod : Allergens are applied over
the patient’s back § wait for type 4/ delayed hupersensitivity
reaction.

Reod ot : 48 hours/a days.
pest read ot : 9 hours/4 days.

Airborne contact dermatitis 00:12:38

Disease : Type of contact dermatitis caused by release of
substance into air which settles onto the exposed parts of
the skin.

Plant : Parthenium hysterophorus (congress

Allergen : Sesquiterpene lactone (SQL).

Site : Neck, upper eyelids, face, V areas of
chest.

Diagnosis : Photo patch test (pokeh test + uv
rodiotion).

Disease : Phgfopho{'odermah’ds.

The plant chemicals on exposure 4o Sunhgh’( causes dermaditis.
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Eczema

Treodment :
Acute : St_,js’cem'\c steroids.
Lons term: on&hioprine.

Prevention :
TrB to avoid contact with the par‘chenium p\an’c.

Endogenous eczema 00:16:26

Seborrheic dermatitis/dandruss.
Feature : \n‘é\ammo&orB response of
seborrheic areas o malassezio Beast
Sites : Scalp, face, nasolabial folds,
retro-auricular regjion.

Scales : Greasy yellow. Greasy yellow scales
Severe disease : Seen in Parkinson’s disease, HIV infection.
Diiferential diagnosis with scalp psoriasis : Silvery white scales.
Infantile seborrheic dermatitis : Cradie cap.

Stasis eczema
Synonym * Gravitational/varicose eczema.
Associated with chronic venous insufficien-

(‘,5.

———> Varicose veins

Rsteatotic eczema :
Synonym : gczema. craquele.

Active space

Age group : Older (decreased skin
surface lipids).
Lesions : \fchg, cracks, dryness.
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pikﬂﬁO\S'\S alba :

Pi&grias'\s : Scod'mg, alba : White.

Profile : Children.

Lesions : Hypopigmented scaly macules (face).

Not o nudritional de%ciencﬁ.
Diferential diagnosis :
Indeterminote lepros5 : Scaling is absent.

Nummular eczema.

Sﬁnon%m : Discoid eczema.
e7é5ea

Lesions : Coin shaped lesions with

well demarcoted edges.

Dierential d'\agnosis : Tineo.

Pompho\gx :

Synonym : D5$h'\dro’dc eczemao.
Lesions : \n&ense\g pruritic deep
seated vesicles.

Appearance : Sago grain like.
Sites : Sides of digjts.

Atopic dermatitis 00:24:38

Chronic, relapsing, inflammatory skin disease.
It is classified as on endogenous eczema ’crisgered b5
exogenous factors.

n&op5 : Localized form of *BPQ \ hﬂpersensi’dvﬁg reaction.
F\‘copic triad :
* Recurrent allergic rhinitis (upper respiratory tract.
* Atopic asthmo/bronchiol asthma. (ower respiratory frach).
* Atopic dermaditis.
Pod’nogenes'\s :

. Defective barrier function of the skin (dr5 SKin.

a. F\laggrm mutations Rloment a%reao;’dng pro’cein).

2, Increased |3& response to an od\ergens : Due to h'\Sh
levels of \L-4, IL-10, IL-I3,
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M'op'\c dermaditis Mopic rhinitis

n‘copic dermaditis - Pa’chogenes'\s

Pa‘chogen

VARV

Mopic dermaditis - Po;thogenes\s

Dry skin
Rty
y &5
4 8 d°
Atopic dermatitis : clinical phases 00:29:32
L Infantile.
3. Chidhood,
3. Adult
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Infantile phase:

Age group up to a years.

Lesions : Papulovesicular, exudotive.
Sites : Face, scalp § extensor of
extremities

Childhood phase :

Age group : & years to puber{'g.
Lesions : Red, scaly excorioted papules,
plagques, lichenification.

Sites : Flexor

Adult phase :

Age group : Beyond puberty, 60céb3eeaad
Lesions : Lichenification.

Sites : Flexors.

Complications :

l. Bacterial infection : Staphylococcus
oureus.

Viral infection : eczema. herpeticum,
disseminated cutaneous HSV | infection.

3 &ra’chroderma/ exfoliotive dermatitis :
Involves > 90% &sh /! body surface with
erﬁ’chemo. with or without scoding.

Secondar5 bacterial
infection

Diagnosis of atopic dermaditis :

tey diagnostic eriteria of atopic dermatitis.
Proposed &y Hanifin and Rajka.

I Pruritus : Hallmark (intermittent § intense,
termed as itch that rashes).

a. Typical morphology § distribution with 3
phases.
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Eczema

2, Chronic or chronical\g relaps‘mg
dermaditis.
4. Personal/ ¥am'\|5 history of atopy,

10C : Clinical examination.

Other skin features :
* Xerosis : Dr5 SKin.
. \ch%hgosis * Fish like scales.
* white dermograph\Sm : On s’croK‘mS the skin, white line

appears due to vasoconstriction.
Normal skin : On stroking, wheal flare response.

Xerosis ctrfReRbIceaasisgOcdelesest. | iem

. Headhgh& sign : Facial eczema. shows sparing ot
periorbital, perioral § perinosal areo.

Ophthalmic manifestations :
* Conical cornea/kerotoconus.
* Shield cataract/anterior subcopsular cataract.
* Infraorbital fold of skin Dem\e—morgan’s fold.
* Loteral madarosis : Hertoghe’s sign due %o continuous
rubb'\ng.

Active space

Kerotoconus Denn'\e—morgan’s fola,
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Treatment of atopic dermatitis 00:42:06

Topical :
* emollients (decreases dry skin).
* Topical steroids (anﬁ-m%ammoecorg).
Ointment (if lesions are lichenified : thick plagues).
Cream (for sealy § 002y acute § subacute eczema).
Sﬂs’cem\c :
. SBS{'em'\c steroids.
* Cyclosporine (calcineurin inhibitor).
Side efect : Hypertension, nephrotoxicity,
New drugs :
* Crisaborole :
Route : Topical.
Mechanism of action : Phosphodiesterase 4 inhibitor.
Indication : mMild 4o moderate disease.
* Dupilumob :
Route : Subcutaneous.
mechanism of action : Binds 40 the & subunit of IL-4

recep’cor.

Blocks signal fransduction of IL-4, IL-13.

Indication : Moderote 1o severe disease.

kumarankitindial@gmail.com

eoeds 8AdY
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HISTAMINE RELATED DISEASES AND

ANGIOEDEMA

Histamine mediated emergencies 00:00:46

itis Tﬂpe | hﬁpersensmvi’cg reoactions where \8& medioted
degranula{'\on of mast cell occurs to release histamine.

it results in vascular reaction pattern that is manifested as :

%

Urticaria : Dermal oedemo. with 'rkchg wheals.

Qns'\oedema : Subcutaneous / 60c6b3e
submucosal oedema with ’
non Pi’t’(iﬂS oedemo. |

most common sites :

Lips, eyelid (water accumulotion
in the loose connective tissue).

Anaphg\o\xls it is acute with life

’chreo&enms mu}tiSBS%em involvement.

Skin : Urticario, angioedema.

Qesp\ro&org SBS’cem * wWheeze due to bronchoconstriction.
Cardiovascular system : Hypotension.

Gostrointestinal 35s%em * Abdominal pain.

Dermatology ¢ v4.0  Marrow 6.0 » 2022
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00:04:53

Urtigana,
ltehy wheals (pruritic, transient plague).
Characterised by central pallor and peripheral erg‘dnema.
Shows derrmsraphism :
Dermo : skin, Srapha : to write.
In patients with urticaria, stroking the normal skin with
blunt object results in an exaggem’fed wheal Slare

response.

iy Peripheral
enjrhem
- Central pod\or

wsgera’ced
wheal response

Classification (based on duraion) :
e Acute urticaria (b weeks).
e Chronic urticario >b weeks).

60c6b3eeaa8dedOede7ebea’ Parasitic : Giardiasis,
' gtiology : amoebiasis
Infections
Viral : Hepatitis 8, Infectious
mononucleosis (E8Vv)

Acute urticario . e
( 2 Gieaie %( Ingestion : Peanuts, seafood, food addrhvesj

5[ Inhalation : Pollen, animal dander. )

PN )

exogenous -§
Fhron'\c ur'dcaria) trigger :
g ? bweeks ) ¥ { cold J
Inducible N Aquasenic J
(t‘»oder) B

{ chohnersic }
exercise)
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Cholinergic urticaria 00:11:18

Related to increased core bod5 ’cemperodure.
Stimuli : exercise / any form of physical exertion.

exercise causes stimulation of eccrine sweat glands, supplied
by the sympathetic choliner gic fbres. Stimulation of eccrine
sweot glands leads to ace’cglchohne release cousing pin point
&chg wheals.

2 Pin point i’cch3
wheals

Chronic spontaneous urticaria 00:13:18

Duration > b weeks.

managed b5
a™ generation antinistamines : Lokumaraekitiediatemag; co
Cetrizine, Levocetrizine, Fexotenadine.
Dose can be increased upto 4 fimes a day,

*  Omalizumab : Monoclonal an’cibodtj agodns’c \gE.

. Cﬁdosporine : Colcineurin inhibitor.

Hereditary angioedema 00:15:26

¢ Autosomal dominant.

+ Defective C | esterase inhibitor (component of complement
$5skem).

* Features:
. Recurrent episodes of angioedema. involving skin,
orophargnx, respiratory troct, & T on minor trauma.
a. Not mediated by histamines, s there is absence of
wheals.
3. No response o antihistamines/steroids.

Dermatology ® v4.0 » Marrow 6.0 ¢ 2022
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C | esterase inhibitor inhibits :

a. Complement SBS’(em.

b. Kallikrein 55stem.

¢. Factor 1a.

Deficient and defective ¢ esterase inhibitor couses
activotion of :

. Complement system : CA will be used up, so CA level is
reduced and is used as sereening test for hereditory
angioedem

a. Yallikrein sgskem : H'\Sh moleculax weishf Kininogen is
converted to bradypkinin which acts on Ba receptors
cowsing increased vascular permeabili’cg.

Pham\aco‘chempg :
l.  Increase C | esterase inhibitor :

*  Recombinant C | esterase inhibitor.

*  Danazol.

* Fresh frozen plasma.

3. Specific target on

* Kallikrein inhibition : ecallantide,
Lanadelumaob (newlg accepted).

* Prabreptatdefsdetesmttibant.

Cutaneous mastocytosis 00:21:28

Also called urticaria pigmentosa.

* Characterized by multiple skin
lesion with mast cells
proliferation.

* Seen in children.

* Seen as multiple hijperpismen‘ced ‘
mocules distributed over the trunk. |

Erathema + urticarial halo

Dariers sign : Stroking the lesion with blunt o@ject, mast cell
degranulation occurs cousing histamine release, forming
erﬂ’chema with urticarial halo.

Dermatology ® v4.0 ¢ Marrow 6.0 2022
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Pseudo Darier sign :

+ Ditferential diagnosis of cutaneous mastocytosis.

* Seen in congenital smooth muscle hamartoma :
Charocterised by hamartomatous proliteration of
dermal smooth muscles.

Oon s&roK'mS the lesion the muscle will contract causing
transient induration and piloerection.

H‘\s’topa‘cholo%= .i', ,' . o ."
¢ Toluidine blue stain shows y € Y, 4
..\ ! - /A

metachromadtic aranules 4 ﬂ_{ s /gl

SepaRasfastese ~ 4';‘

* metachromasia : The proper’cﬂ b5
which cells take up another colour N
thon the primary colour or same 4@~
colour of stain.

* COmarker:CDIT

Treoiment :
* Antihistamines.
* mast cell stabilizers : Kwetotifen.

Active space
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PIGMENTARY DISEASES

me\anocg’ces :
Locoted in stratum basale.
‘ £mbruolo icodb derived from neural crest.
60(’;6b3eeaane¢c\13e e7§5fa
‘ m up 0 melanosomes.
melanin pigment is produced, (colour +o sKin.
mMarkers : S 100, Melan-A, HMS 4S,

Epidermal Melanin Unit (EMU) 00:01:32

The melanocg’c% ot the strodum
basole has dendritic processes.
The dendritic processes transfer
melanosomes to keratinocytes.
One melanocyte transfers melanocyte
melonosomes to 36 keratinocytes —> gpidermal melanin unit.
I m\anocg’ce ' 30 Keroednocgces.

Function : Inparts uniform skin colou.

Fair skin Dark skin
Number of melanocytes Sarrie numiber
melanosomes Smaller Larger
melanin Pheomelanin gumelanin
(yellowish red) (brown to black)
Disorders of hyperpigmentation 00:04:06
melasma. :
Acquired hyperpigmentary
disease.
> gtiology :
s Increased sunlight exposure.
B Thyroid dysfunction.

Drugs like OCPs, Pheng’co\n
Pregnancfj - Chloasma
(mosk of pregnancg).
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Lesion : Sﬂmme’mc hﬂperpismen’ced brownish macules.

Sites : Nose, malar area. and mandibular area.
Difterentiol diagnosis * SLE.
malar rash (of SLe) is red in colour.

Treatment :
Photoprotection = Use of sunsereen.
SKin lightening agents.
Chemical peels.

SKin lightening agen’cs : Inhibits -@rosinase.

F\Sen‘cs are : 60c6b3eeaa8dedOede7e5ea7
* Hydroquinone.

* Azelaic acid,

* Kojic acid,

Also used in the treatment of post 'm%a'mmoecog
hyperpigmentation of acne.

Chemical peels :

Controlled chemical ex®oliation of the skin.
ﬂgen’ts used in melasma.

. 61|5colic acid,

* Trichloroacetic acid IS-35%.

C,hnKunSwBa fever shows melasma. like hﬂperpugmen’cahon

over the nose —> Chik sgn

Chik sign

melanocg’dc nevus ¢

Benign proliferation of a type of melanocyte, known as nevus

cell, It is of two tgpes :

Dermatology ® v4.0 « Marrow 6.0 ¢ 2022
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melmoc5%ic nevus

Congenital chuured_ -
me\anocij’dc nevus melcmoca’dc nevus

Congenital melanocghc nevus :

Onset : At birth.

Black coloured with well demarcoted borders.

Surface is irregular, hypertrichotic.

230 ecm > Giant conSen‘\&od melanocghc nevus.
Risk of melanoma. is 8- S%.

Oonseni’cod me\ano%’cic melanomaod

Acquired melanocytic nevus :
I is classified based on the position of the nevus cell cluster.

kumarankitindial@gmail.com

[ncquired melanocaﬁc}

nevus

[ |

>

% Junctional nevus COIT\POUﬂd nevus

g (dermoepidermal | | (dermoepidermal ItrRABTHAL TS
’ (dermis)

junctior) junction and dermis) |
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Junctional nevus :

ngerpismen&ed macule.
Flat lesion.

Junctional nevus

C,ompow\d nevus :
ngerpismen'ced dome shaped nodule.
Dermal and dermoep'\dermal\junchon involvement.

- ——¢gpidermis

Og 60 g ©

—Dermis

C,ompound nevus
Intradermal nevus :
Dome shaped skin coloured nodule.

apidermis

@"@ ® o ©

——Dermis

Acquired melanocytic nevus

Freckles :

H5perp13men’ced macules seen in
sun exposed areas.

Normal number of melanocytes.
Activity is increased,

Active space
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Associated with xerodermao. p\gmen&oswn
Also seen in fair skinned individuals when exposed to excessive
Sunhgh’(.

Lenﬁg‘mes '

Hyperpigmented macules.

melomocg’ce number80stb deeaa8dedfede7e5ea7
Activity of the melanocytes are normal.

Peutz Jeghers syndrome *

Autosomal dominant disorder.

Characterised b5 mucosal lentigines and &l polyps.
most common site for polyp is jejunum.

Most common type of polyp is hamartomadtous.

Len’('\g'\nes Peutz Jeghers androme

Café au lait macules :
ngerpismen’ced macule.
For the diagnosis of neurofibromatosis type 1 :
Number 2 .

Size in prepubertal individuals > S mm.
Size in post-pubertal individuals > IS mm.

In Me.Cune F\\brigh& sgndrome :

* cofé au lait mocule.

* Fibrous dgsp\as’\a= Polyostotic type.

* gndocrine abnormodi’cB il
Precocious puber’ta.

eoeds 8AldYy

Cafe ou lait macules
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Becker’s nevus :

Acquired nevus, seen during puberty.
unilateral.

Hyperpigmented,

H5per’cricho&ic.

Site : Chest and upper shoulder.

Becker's nevus

Dermal melanocytosis 00:18:32

Proliferation of melanocg’res in the dermis —> Blue colour.

kumarankitindial@gmail.com
Ceruloderma : Cerulo = blue, derma. = sKin.

Blue to slate grey in colour (due to TBhdal\ efSecy).

mongo\ian spot

Usually seen in infonts.

Colour is blue to slote arey
Common site is lumbo-sacral region.

Nevus of Ota. :

unilateral.

Blue to slote grey colour.

Follows the 15t and a4 division of
trigeminal nerve (ophthalmic and
moo(i\\ar5 divisions).

Site : Face. 8

rd ntiend §
a/3d of patients have scleral .
involvement., g

Newus of Ota

Dermatology ® v4.0 « Marrow 6.0 ¢ 2022
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Newvus of o :

Uniloteral condition.

Blue to slate grey in colour.

Follows the posterior supraclavicular
and lateral brachial cutaneous nerves.
Site : Upper shoulder and back.

Newvus of o
Treatment of nevus of Ota/Io :
Q-switched NAYAg laser.
Disorders of hypo/depigmentation 00:23:01

Can be congenital or acquired.
Congenital disorders of h\jpo/
dep'\gmenka’don.

Albinism :

Defect in the enz:’\]me rosinase.
60c6b3eeaa8dedOede’ebe

Two kgpes :

* Ocular albinism : Involves on|5 the

s i Oculocutaneous albinism

* Oculo- cutaneous albinism : Involves eyes, skin and hair.

Chediok Higashi syndrome

Autosomal recessive condition.

Defective phagolysosome fusion.

Presents with :

Oculocutaneous albinism.

Recurrent infections.

Peripheral smear shows giant granules in the neutrophil

aoeds sAlOY

amnkgnnubsuwnequﬁms
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Piebaldism :
Autosomal disorder.
Defect is neural crest dﬂsilunchor\.
white forelock —> Characteristic lesion.
white coloured bunch of hair
over the forehead.

Piebaldism islonds of normal skin in the

In the trunk, within the white pateh depigmented area
there are islands of normal skin.

Nevus depigmn’coSus :

Defect in the transter of
melanosomes to the Kerahnocgces.
Onset is ot birth.

Presents as dep'\gmen’ced macule
with ¥ea’cher5 Moy gins.

Nevus anemicus
congen'rtod white pa’cch ot
vasoconstriction.

Pale looKmS > Decreased
blood supply,

Nevus anemicus

Acquired disorders of hypo/depigmentation 00:29:43

Vik'\ligo '

Acquired chronic disease of depigmentation.

mMost common theory explaining the loss of melanocyte :
Autoimmune fheorg : Auto—antibodies des’cr05 the
melanocytes > melanocyte absent from the lesion.

Dermatology ® v4.0 ¢ Marrow 6.0 ¢ 2022
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Association : T‘hﬂro‘\d d55$unc%\on.

(Vi’cili 0
kumarankitindi mail.com

I

ﬁlon sesmen’cod’ {unclassi?\ed/

undetermined

Segmenkal vi’ciligo :

Starts ok ear\g childhood.,

Course : Initially rapid, stabilizes loter on.

SKin lesions :

* Unilateral.

* Segmen’ca!.

* Does not cross the midline.

Leukotrichia. = white hair.
Involvement of r'ne\anoca’ces of hair.
Comnon feature in segmental vitiligo.
Seen early in the disease.

Treodment :

Surgical intervention : Melanocyte transplanting, skin Sro&hng.

Segmen’(al vi’c'\ligo

Mon—segmen’cod Vihl'\go :

Acrofacial vitiligo > Face, head and distal extremities.
mMucosal Vitiligo = Involves > | site.

Vitiligo vulgaris (Most common type) : Symmetrically
distributed depigmented macular lesions.

Universal vitiligo —> >80- 90% body surfoce area depigmented.

unclassified/ undetermined vitiligo :
Focal vitiligo —> Smal), isolated depigmented lesions.

Dermatology ® v4.0 ¢ Marrow 6.0 ¢ 2022
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Types of vitilioo
2
] 8 1
/ /
| 1“ ]
;\ 'i [
nkitindial@gmail.com 2 IS
Focal Segmen&od Aerofacial Vu]gar'\s universalis

Acral \fu’cihso

Clinical $eatures

Depigmented chodH5 white macules = melanocytes are
absent.

Koebner’s phenomenon :

True Koebner’s phenomenon : New lesions appear ot the site
of troumo.

Hair follicle melanocytes are involved = Leukotrichia

roebner’s phenomenon Leukotrichio.

Active space

Treodment :
Based on the body surface area (®SA) involved,
£30% BSA involved :

Topical steroids.
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Topical tacrolimus —> Caleineurin inhibitor.

>30% BSA involved :
Systemic steroids (halt the progress of disease).
Azoathioprine.
Ne- uve (narrow band UV- & radiation) ok 31l + 38 nm
wavelength.

Chemical leukoderma :
Chemical induced melanocyte destruction. (Aequired disorden).
gindi dermaditis = Para. tertiary butyl phenol (PTBF)
destroys the melanocytes.

60c6BBkE¥IB degbuRredpape avoided in eczema. prone potients.
Contains Mono Benzy ether of Hydroguinone (MeeH)
destroys melanocytes.

Chemical leukoderma

eoeds eAloy
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CUTANEOUS DRUG REACTIONS

Fixed drug eruptions 60c6¥Ead8ded0ese7e5ea7

mechanism : Characterised by localised Type 4 (delayed)
h5persens'rﬁvvc5 response.
Drugs implicated :

* NSAIDs.

* Cotrimoxoazole.

. Te’cracgcl'\nes.

“Fixed” because i always recurs ok o fixed locotion.

Sites : Mucocutaneous junctions (ips, glans penis), limbs.
morphology of the lesion :

well demarcated, circular,

dusky red plagque with erythema.
around the mar gins.

Timeline :

* I*4ime: 74010 doys after the intake of the drug,

* Re-intoke : 30 minutes 1o 8 hours after the intake of
The location of the drug reactions is fixed becouse of the
activation of the memory T cells.

I* intake of the drug —> memory is formed in the lesional skin
= reintoke of the same drug > memory T cells reactivated
ok the site of lesion > lesions occur ot the same site.

Special feature : Lesions olways heal with hyperpigmentation

Treatment :
* Stop the o?—‘%endma drus.
* 1§ extensive disease : Steroids

(kopical/sas’cemic).

Fixed drug eruption

Active space

Erythema multiforme 00:04:36

Definition : Acute, immune mediated, self limiting, cytotoxic
dermaoditis.
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neﬂo\o% :
* Infections : Herpes simplex virus I (most commory),
mﬂcoplasma pneumonio.
* Drugs : Antimalarials, NSAIDS, Sulphonamides.
* Connective tissue disorder : Systemic Lupus
60c6b3eeap8dedOede7e5€a7
&rg&hemtosm ?3.

* Neoplasia : Leukaemia, internal malignancies.

Types of erythema multiforme (e :

M major M mMminor

liness severity Severe mild
mMucosal involvement | Involved, Not involved,

- Special lesion : Target lesion with 3 zones.
l. Central 2one : Dusky hue.
a. Intermediate 2one : Pale oedema.
3. Peripheral 2one : &rg’rhem

-I';‘h

Target lesions Distibution
Distribution : Distal extremities (ike palms, soles).

Treadment :
* Treok the under\gins couse
* Short course of SBStemic steroids it necessary

SJS - TEN 00:09:23

SJS - TeN : Stevens Johnson Syndrome (S3S) and Toxic
gpidermal Necrolysis (TEND.
Definition : Acute, life threotening, severe, mucocutaneous
adverse drug reaction.
Drugs implicated : 790 %, the aetiology For SIS-TeN is drugs.
* NSAIDs (Oxicam groups).
* Antiepileptic drugs : Phenytoin, Carbamazepine,
L,amotrigine.
* Sulphonamides.

eoeds ey
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* Allopurinol.
* Anti retrovirals : Abacavir, Nevirapine.
Carbamazepine and gene testing :
Potients with HLA B IS0 positive have increased chance
of developing SS-TEN. S0, HLA & 1S0a gene testing is
recommended before giving Carbamazepine.
Pa’chogenes\s :
* event : Necrosis of Keratinocytes.
* mediators :
.. COB T cells and N cells > &ranulysin (eytolytic
protein) = Destruction of Keratinocytes.
a. IL-IS > Promotion and maintenance of CO8 T cells
and N cells.
3. Fas ligand binds to Fas receptor (death receptor) >
mediotes necrosis of the Keratinocytes.
Assessment of o patient with SIS-TeN : Based on Body
Surface Area. BSA.
* K10% —> SJS.
* 10% %0 30% —> SJIS-TeN overlap.
* >30% —> TeN.
Timeline : | to 4 weeks of intake of the drug;
Cutaneous exoamination :
* SKin lesions : Atypical target lesion (only a zones).
* Distribution : Proximal extremities and trunk.
* Progression DitSuse erythema. > @ullae = Sheet like
epidermal peel‘mg.

Atypical target lesion Diffuse erythema.  Sheet like epidermal peeling
Clinicol sign : Pseudo Nikolsky sion posiﬁvc&sepmtdﬁiwiai@gmgil.com
upper layers of epidermis $rom lower layers on applying
tangential pressure on the skin.

mucosa. ¢ Painful erosions covered by haemorrhagic erusts,

which bleed on peel'\ng.
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Treotment :
* \dentify § stop the oftending drug.
* Specific management : Cyclosporine.
i\ \mmunoglobulins. Hemorrhagic erusts

* Supportive management.
. Treating secondary infections.

a. Stabilization of the potient.
3. Adequade nutrition.

Cutaneous manifestations of chemotherapy drugs  00:21:18

Bleomycin induced pigmentation :
Pottern : Flagellate dermatitis (Lhip like patterm.
Lesions : Ditfuse, pruritic, flagellate lesions. '
Distribution : extremities.

Heoding * Heals with persistent
hkjperpismen’co@don.

mMmechanism of Qagel\o&e dermatitis :

: | Gocebsﬁ?&%?&gg §¢ QCZ%S%?‘ZZBW involved in the Flagellate dermatitis

aoeds sAlOY

metobolism of Bleomygcin.
Lack of this inactivating enzyme (Hydrolase) causes
increased accumulation of Bleomycin which results in
* SKin : Flagellate dermatitis.
* Lungs : Pulmonary fbrosis.

Serpentine supravenous hgperpismen’coedon :
Paottern : Linear hﬂperpgmen&a’don over
the skin along the course of the vein.
Drugs L
* S Auorouracil (S-FW.
* Cyclophosphamide.
* Docetoxel.
* Doxorubicin.
Adverse efSect of Iv chemotherapy agents.
mechanism for lesion formadion along the course of the vein :
* endothelial injury,
* Subclinical thrombophlebitis.

Dermatology ¢ v4.0 « Marrow 6.0 ¢ 2022
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SKIN IN IMMUNOLOGY AND
RHEUMATOLOGY

Autoimmune connective tissue disorders :
L. Lupus erg&hem&ows.
a. Dermo&omgosi’c‘\s.
3. Scleroderma.
vasculitis
. Henoch Schonlein Purpura (HSP).
a. Behcet’s disease.
SKin in ¢
l. Reactive arthritis.
a. Rheumadtoid arthritis.
3. Acute rheumatic fever.

Lupus Erythematosus (LE) 00:00:32

GW&WMW disease characterized b5 non-organ
specific auto antibodies.
Ta arse’c : Cellulor nuclear antigen.
Classification :
.. Purely cutoneous form : Discoid LE.
a. mounl5 cutaneous, limited systemic : Subacute cutaneous
Le (sCL®).
3. Widespread systemic : Systemic Le cLe).

Discoid Le/CLLE Adherent
scoles
* Chronic Cutaneous LE. _
* Important sites : Foce undersurface of
P S -
ears.

. morpholosg of the lesion : il ek

Discoid plaque : Coin shaped L
lesion.
Centrol odrophﬂ and scarring,
Peripheral hgperpigmn’ca’dor\
* Scales : Adherent scales (tightly attached to the hair

Dermatology ¢ v4.0  Marrow 6.0 » 2022
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follicle = Blocks follicles —> Follicular Plugg‘mg}.

* Remove the scale = Follicular plugs visible on the
undersurfoce —> Carpet tack sign.

* Rlopecia. : Scorr nQg alopecio.

4 d‘" 'l ,
> 0% Y Foncula
A 4 plugging ond
| h\jperl«era&os\s

v

Discoid lesions Scarr'ms odopecia (‘,arpe’c tock S'\Sn

Subocute cutoneous Le :
* most photosensitive variont.
* Non scarring rash.
* Associated with anti-Ro and anti-La. antibodies.
* Lesions:
L. Annular and polyeyclic lesions (individual rings merge
togethen).
3. Papulosquamous/psoriasiform lesions.

Annular and polscﬂclic
lesions

Sgs’cemic Le :
. mMalar rash :
* Acute cutaneous Le.
* grythema. over malar area and bridge of nose.
* Nasolabial folds spared.
* Photosensitive rash.
* Differentiol diagnosis : Rosacea (papules + pustules
seen which are not present in Le).

eoeds 8AnROY
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a. Discoid rash.
3. Orol/nasal uleers :
* Oral ulcers = Painless, seen over polate.
4. Alopecia. : Non-scarring (upus alopecio) or scarring type
(produced by discoid rash.
Lupus hair
* Site : Frontal region.
* Texture : Unruly, fragile, short hair.

* Associoked with disease Slare.

mMalar rash Oral ulcers Lupus hair

Dermatomyositis 00:11:57

Autoimmune connective tissue disease.

Involves skin, skeletal muscles (proximal m50po&h5).

SKin lesions :

. &ottron’s papules : Violaceous Hlat top

papules affecting
metacarpophalangeal ond

kuriR PSR RRMEIRRB GIsT Eem

a. gottron’s s\gn Vviolaceous macular

erythema. seen on metacarpophalangeal Gottron’s papudes
and interphalangeal Jjoints.

3. Heliotrope rash : Violaceous macular
edema/ erythema. seen in the periorbitol
region, especiolly offecting the upper
eye lid,

* Helios : Sun, tropism : AFSinity,
* Heliotrope Slower —> violet colored cotiron's -
Sower thot grows facing towards sun.

4. mechanic’s hand.

* Hyperkeratotic fissuring, involving tips and sides ot digits.
¢ Associated with anti-Jo-I antibodies.

Dermatology ® v4.0 * Marrow 6.0 2022
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Heliotrope rash mechanic’s hand

Named signs of dermatomyositis 00:17:32

* Anterior chest: v sign.
* Upper back, shoulder : Shawl sign.
* Loderal aspect of ’ch'\sh * Holster sign.

\Y sign

Nail feotures :

l. Periungual erﬂkhema : Redness around nails.
a. Sam%ﬁ@ngb3&&35¢eh&&&e,k,5ea7

3. Nail fold capillary teloangiectasios.

Scleroderma 00:20:00

* Sclero : Thiek,
¢ Dermao : SKin.
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. Localised cutaneous form : morphea.
* Limited to sKkin.
* garly: Violaceous indurated plaque (active stage).
Later : Wory white lesions (healed).

* &ncoup de sabre alopecia ©
Linear pattern of morphea a?-“rec’c‘\ng scolp * Searring
odopecia.

&ar15 morphea €n coup de sobre odopecia
Resembles a sabre sword,

a. Sgs&em'\c sclerosis :

l. Limited cutaneous systemic sclerosis : SKin thickening
restricted to distal to the elbow, knee and face.
CREST 55ndrome :

* Colcinosis cutis
. Qagnaud’s phenomenon.
* gsophageal dysmotility,
» Sclerodackglg.
. Telangiec’casia.
3. Diffuse cutaneous systemic sclerosis : Distal + areas
proximal 4o elbow, knee and trunk involved.
Pa’dwogenesis :

* Blood vessels > vascular d55¥unchon.

* Immune dysregulation.

* Fibroblasts —> TeF B —> fibrosis.

Skin feotures :

. Hide bound/towk skin : Unable 4o pinch skin Rbrosis).

3. Wrinkling reduces + mask like face

3. Perioral radioding furrows.

Dermatology ® v4.0 « Marrow 6.0 « 2022

' ] =
o)

Skin in Immunology 213
and Rhefimatolo . 7731

Active space

-




214 Dermatology

aoeds Aoy

[ feRRa 2

25

4, mMicrostomio.

S. Mot like fe\angiec&asias.

Taut skin Perioral radiating furrows wrinkling reduces Mot like
+ microstomia. + maskK like face telongiectosias

extremities :
. Roynaud’s phenomenon :
* gpisodic vasoconstriction secondary to cold/emotional
stimuli.
* 3 phases: Pallor > Cyanosis > Rubor.
a. Nail fold capillary telangiectasios : Diloted blood vessels in
nail bed. '

3. Digital ulcers, gangrene > Digital scars.
ankitindial@gmail.com

N4
¥

WL A A

2a5naud’s phenomenon Telangiectasias  Digital ulcers and pitted scars

Pigmentodion : Depigmentadion (white in
color) + Perifollicular pigment retention
(brown in color) = Salt and pepper

pigmen&o@don. )
o R
Salk and pRpper
pigmenkaﬁon
Henoch Schonlein Purpura(HSP) 00:32:00
\SA vosculitis.

Small vessel vasculitis,

Palpable purpura : Symmetrically distributed
over lower extremities.

Platelet count : Normal (non thromboeytopenic

purpura).

Dermatology ¢ v4.0 « Marrow 6.0 ¢ 2022
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Other features :
. nr’chrodgia.
* Abdominal pain.
* Hematurio.

eehcet’s disease :
mu}ki%s’cem disease.
Variable vessel vasculitis.
Mucocutaneous lesions |
* Recurrent oral ulcers |
(ok least 3 episodes
per year % heal
without scarring).
* Recurrent genttal ulcers that heal with searring,

well demarcoted ulcer with necrotic base

Patterns of lesions :
. &rﬂ’chem nodosum like lesions.

. PapmoPushuar lesions.
* Acneiform lesions.

6b3eeaa8dedOede7e5ea7

E,r!.jihetm nodosum like lesions P tular lesions

gye : Anterior/| posterior uveitis.

Pathergy test : Intradermal saline injection
(inject or prick with needle) > wait for

48 hours —> Hypersensitive reoaction —>
Papulopustular lesions > Positive for Behcets
diseose.

Pod'hergfj test

Active space

Reactive arthritis :

Arthritis secondary to distant focus of infection.

&l (enterally acquired) : Salmonella, Shigella, Campylobacter.
Sexually acquired (SARA) : Chlamydia. trachomatis.
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SKin lesions :

l.  Circinate bolanitis :
* Wwell demarcoted patches.
* Painless.
* Circular erosions.

* Site: glans penis.
* Characteristic inflammadion of the  Circinate balanitis
Slans penis in reoctive arthritis,

a. reratoderma. blenorrhagiwm :
* Keratoderma. : Thickening of skin. |

* 8lenorrhagicum : mucous |
discharge flow (@leno : Mucus,

Rhoea. : Flow)
* Hyperkeratotic thickened
papules and plagues. e
* Sexual route of acquiring, blenorrhagicum
* Site : Palms and soles.
Rheumatoid arthritis 00:43:10

Rheumadtoid nodules :
Painless, subcutaneous nodules.
Site : Pressure sites.
Indicotes :
l. Disease se\/er\’cg.

a. Ropid progress of joint Aheumakod noduies
destruction. RA factor positive mos’dg.

Acute rheumatic fever :
D subcutaneous nodules :
Painless, smaller, short-lived nodules.
Associated with carditis.
a ErB’chema mar ginadum :
* Non-pruritic pinlsmﬁaaeégiggﬁg
* Central c\ear'mg.
. Peripher5 : Outward extension.
* Trunk involved, face is spared.

eoeds eAnoY
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SKIN AND SYSTEMS

Acanthosis nigricans 00:00:18

morpho\o% * Hyperpigmented \/elvekg;
plaques.

Sites : Neck, axillo.

mMost Common cause : Obesi’cg.

mMechanism : In obesi’(g > Increased insulin

like growth factor = Stimulate epidermal

Kero&inoctj’ces.

Other couses : Diabetes, drugs and &)

adenocarcinoma. (rare).

60c6b3eeaa8dedOede7e5ea?
Diabetes and skin 00:01:55

I. Diabetic dermopath52

* Lesion: Hyperpigmented adrophic

maocules.

* Site : Lower extremities.
Significance : Marker for complications
like diabetic nephropathy/ neuropothy
and re’cinopod‘ng.

Diabetic dermopa’ch
a. Necrobiotic disorders : Y
Necrobiosis means degenerodcion ot ool\asen.
3 disorders :

* gronuloma annulare.
* Necrobiosis lipoidica diabeticorum.

Gronuloma. annulare :
Lesion :
i Asgmp’com’cic.
* Annular arrangement of papules.
* Central c\ear'mg.
Site : Dorsum of the exdremities.
Ditterential diagnosis : Tineo. corporis.

Dermatology ® v4.0 * Marrow 6.0 ¢ 2022
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Garanuloma. annulare Tineo. corporis ‘
F\sgmp’como&ic H’th

No scod'\ng Scod‘mg presenk }

aranuloma. annulare

* Necrobiosis hpo'\dica diobeticorum :

morpho\o\% :
* Woaxy Bel\ouu;
* Atrophic plague.
* Surfoce : Telangiectasio.

Site : Anterior aspect of leg. Necrobioss lipoidica

diabeticorum

Sarcoidosis 00:06:23

Sorcoidosis ¢
* Acute : Lo¥3ren’s syndrome.
* Chronic : Lupus Pemio.

Lo$9ren syndrome
* Lung: &/L hilar lymphadenopathy,
* 2Kin lesion : &rg%hema nodosum.
* Other features : Fever, arthrolgio.

Lupus pern'\o :

Classification : Chronic, specific
lesion of sarcoidosis.

Lesion : Reddish-violaceoust0cbb3ee
infiltroted plaque.

Site : Centro facial region.
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Associotion ¢
* Pulmonary fbrosis.

* Bone cysts (phodanges of S’mgers).

* Sorcoidosis of upper resp\ro@torg troct.

Pﬁmarkj 555{'emic mg\oidosis :

Association : Plasma cell dgscrasias.

Deposi’cion :
AL ’(Bpe of amgloid
depos'\h‘on

Blood vessels
(Periorbital resior\)

l

Troumo/. pinch

Pinch purpura

KR AYa i iigroRSIGHRAL. com
Synonym Thgro'\d dermopa{'h5.
Lesion : Non pitting edemo.

Site : Anterior aspect of legs.
Association : Graves disease.
mMechanism : Deposition of
glycosamino glyeans (epes).

P(imo\rij s.ﬁs’cem\c
ama\oidosis

Pretibial mgxoedema

Xonthelasma. palpebrarum : Xanthos (58|\ow).

SKin Lesions : ngme’mc, Bel\ow
popules and plagues.

Site : Periorbital.

Associotions :

ngerhp'\dem'\a (T5pe a/a).
Cholestosis.

Xonthelosma Podpebrarum

Dermatology ® v4.0 « Marrow 6.0 » 2022
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Lgme disease :

etiology : Borrelia burgdor?er\.
vector : Ixodes tick,
SKin rash ¢

* Around tick bite.

* Red expo.ndins rash.

. Erg’df\ema Chronicum migrans

(ecm. Target appearance
ot ecm
&rlj’chem multiforme Lyme disease
mul’ciple ’cargek lesions. S'mgle ’carge’c lesion.
Site : Distal extremities Depends on site ot tick bite.
(podm/ sole).
Skin and nutritional dermatoses 00:15:28

- 60c6b3eeaa8dedOede7e5ea7
Phrynoderma. : Phryno : Toad.

Derma. @ SKin.
* SKin lesions :  Hyperkeratotic Follicular papules.
* Distribution : &xtensor aspect of Knees and elbows.
* Association : essential fatty acid de?—'\c'\en05,

Vit. A de‘?\cienc&

HBPerKera’coﬁc follicular popules in phrgnoderma |

Pellagra. :
Pelle : SKin
Agra. : Qough.
Deficiency :
* Niacin (Vit 83).
* AMino acid * Trgp’(ophan

aoeds eAndY
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Diet :
* Joway.
* Maize.
Substance abuse : Chronic alcohol intake.
Triod :
* Dermatitis : Photodermaditis
(sun exposed areas) —>
cosal's neckloce.
* Diarrhea.
* Dementio.
Death if not treoted.

b T,

Cosal’s neckloce in

Acrodermaditis en’ceropa’ch\ca : pel\ogra

Inheritance : Autosomal recessive.
Gene : SLL39A4 gene (Solute Carrier protein) thok
facilitates zinc absorption.
Defective intestinal 2ine absorption.
'Age of presentodion : At time of weaning of child $rom
breast milk (b months).
Triad :
* Dermatitis : Periorificial and acral dermaditis.
* Diarrhea.

. Alopec’n.

Before After 2ine
treodment treodment

Acral dermaditis

Treotment : L\?elons 2inc supplementadion.

Dermatology ® v4.0 ¢ Marrow 6.0 « 2022
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Scurv5 :
De?\cienca : Vitamin C.
Skin lesions : Perifollicular purpura.
Hair feature : Cork screw hair.

kumarankitindial@gmail:com

Perifolliicular purpuro. in scurvy Corkserew hair in seurvy

Vit 83 deficiency (riboSlavin :
Skin :

* Nasolabial dyssebacio.

* Seborrheic dermatitis.
Oral cavity : Angular cheilitis/
stomaditis.
Tongue : Glossitis (magento.

colored tongue).

gye * Neovascularisodion of

cormeo.

vitamin 813 de%ciencg :
Skin : Hyperpigmentation of
Knuckles.
Tonque  Glossitis —> 6ee¥5 red
’fongue.
Haiir : Premodure greying of

hair (canities).

Hijperpigmen&ed
Knuckles

Kwashiorkar :
SKin lesions :

eoeds 8ANOY

L FlaKg poun’f dermatoses.
° CxazB pavemen& dermatoses.
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Flag sign Sharplg demarcoted areas of hﬂpopigmen‘ca’tion
and normal hair in an al’tema’dng pod‘{em.

mMmechanism : Intermittent malnudrition.

F\od-ﬁ5 pa‘mk dermotoses

Skin And internal malignancy 00:29:012

G\lucagomoma :

It is o tumour of alpha. cells of
pancreas.

SKin eruption : NME

(Necrolytic migratory erﬂ’chemoo.

Mecrolgﬁc migra’torij erak‘nema :
* Incidence : 0% presenﬁng feoture of Slucasanoma.
* Site : Periorificial, extremities.

8
©
&
2
B
<

* Lesions : Plaques with central clearing,
Mo gin ot lesions will have vesicles which rupture into
Crusted erosions.
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CA lung :
Rash: egR (&rﬂ{hema Gyratum Repens).
* grythemoa : Red eruption,
* Gyratum : Coiled around o point.
* Repens : To crawl.
Sites : Proximal extremities and trunk,

nppearance : wWood grain paﬂern

CA pancreas :
Associotion : m'\srodcorg khmmboph\ebi’c‘\s
(Trousseaun SSndrome)

qQl adenocarcinoma
* Seborrheic kerotosis (benign tumor of the
keratinocytes).
* In &l adenocarcinoma : Rapid, multiple, sudden
onset seborrheic keratosis (benign tumor of
keratinocytes) —> Sign of Lesser Trelat.

aoeds Aoy

Sign of Lesser Trelot
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SHORT TOPICS IN DERMATOLOGY

Index :
*  Panniculitis.
* Neutrophilic dermodtoses.
* Lichen nitidus.
*  Cutis marmoroto.
* Myceosis fungoides.
* Basal cell carcinoma.

Panniculitis 00:00:28

Term : Panniculus means fat.

Definition : Inflammation of subcutaneous fak.

Types based on structure :
. s&&%&‘?ﬁﬁfﬁ%@pﬁﬁﬂﬁf’ﬁ%@mﬂ restricted to septae.
* Lobular panniculitis : Inflammadion restricted to lobules.

Lobules : r-\d\pocﬂ’ces

Septo. :

Fibrous tissue

Exgkhema nodosum

Definition : Delayed hypersensitivity reaction in response to
varioble ’crigger antigens thot c\inicod\5 presents as acute
nodular septal panniculitis.

&’cio\og}j :

mMC cause : Idiopathic (no demonstrable cause).

Infections : Streptococci (MCD, Tuberculosis.

Drugs : OCPs (Oral contraceptive pills), Sulfonamides, lodides.
B0 (nflammatory Bowel Disease) : Crohn’s Disease 777
Ulcerative Colitis (UC).

Other causes : Sarcoidosis, Behcet’s disease.

Dermatology * v4.0 « Marrow 6.0 * 2022
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Clinical feoatures :
* Age group : Seen in children
* Lesions : Multiple, red , tender nodules.
* Site : Anterior aspect of leq.

*  Heals without scamns.

Histopathology ¢ Septal panniculitis.  °°%°P

Treotment : erythema.
* Mainstay : Treatment of underlying cause. RGOSR
* Pain management (For nodules) : NSRIDS
(an'ci-\n‘i\ammo@corg drugs).
Neutrophilic dermatoses 00:05:30

Histopathology : Dense, difSuse, dermal neutrophilic infittrates
can be seen.
Diseases :
* Sweets androme.
. Pgoderma gangrenosum.

Sweets androme :
Also Kknown as acute febrile

Red, tender
popules §
plaques
neu’crophilic dermaodoses.
e’dologg :

* Infections.

. Presnancg.

. Hemo&olosic mahsnanc'\es.
Clinical feotures :

* Fever.

* Abrupt onset of tender

red papules § plaques.

* Site > Face, chest, trunk.
H'\stoPod:hologﬂ : Dermal neukrophiha.
Treodment : sﬂstemic steroids.

Sweets sandmme

Pgoderma gangrenosum
misnomer : Not a bacterial infection.
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-Qapid]g progress’we
ulcer with Surround‘mg
violaceous hue

Pﬂoderma gangrenosum

&’dolo% :
* Rheumatoid arthritis (extra—-articular manifestation).
* 18D (extra~intestinal manifestation) : UC § Crohn’s
disease.
* Leukemias.
Clinical feotures :
* Lesion : Rapidly progressive, painful, cutaneous ulcer
with an undermined edge § violaceous hue.
Histopathology : Dermal neudrophilic infiltrate.
Treatment : Treat the under\5in3 cause + systemic steroids.
Do not do Sro&hng oS it is detrimental.

Lichen nitidus kuggerpRlitindial@gmail.com

Definition : Chronic inflammodory disease of unknown etiology,
Term : Nitidus means shinﬂ.
Clinical features :

* Age group : Seen in children.

* Lesions : Papules (shiny, skin colored).

* Site : Face, dorsum of forearm, shaft of penis.

* Named phenomenon : Koebner’s phenomenon : New

lesions odong the line of trauma. i

phenomenon
mukiple shiny skin coloured papules along line of trauma.

Active space
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Lichen n'\dus
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His&opo&ho\oatj : Multiple
|3mphocg‘ces and epithelioid
cells in the infiltrate. B9
This chronic mg\amm&orﬂ o &8
infiltrate (ball-like) is encircled by rete ridges (claw-like).
The claw clu&ching the ball appearance is seen.
Treadment :

* Usually self-resolving,

¥ symptoms or resistant lesions present : Topical

Claw ehutching steroids.
ball oppearance

60c6b3eeaa8ded0e4e7/eﬁea7\

Cutis marmorata 00:16:24

Term : Cutis means skin, Marmorada. means marbling.
Clinical feotures :
* Disease: Phgs@ologic vascular response to cold.
* Age group : Seen in neonates.
* Lesion : Reticular (network-like) symmetric marbling,
* Site : Trunk ,extremities.
* Changes with temperature : Warming the child
resolves cutis marmorada.

Cutis Marmorata
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Langerhans cell histiocytosis 00:17:47
Incidence : Rare h'\s'c'\ocﬂhc disorder.
Immunohistochemical markers :

* SIOO.

* CODlo

* €D 207 (most specific) : Also referred as Langerin.

L L.omgerhan ce\\]
h'\s’docﬂfosis
] ,
l I 1

r

LC,onSen‘rtﬂ (<a Years ] [ <S years ] [ <8 Heoursj

@heigj ’ Letterer ‘ Hand Schuller | (" gosinophilic
form Siwe disease Christian | granuoma.

disease

Hashimoto
Pritzker
disease

Letterer Siwe disease :
Course : Acute disseminated form. Seborrhoeic
80% of potients : Bone involvement. el
30%: Hepatosplenomegoly.
SO% : SKIn involvement :
Seborrhoeic distribution (can
be seen where density of

Seboceous gloRAEoRAEe228de0
more e.g, external audi’cor3

canal, pre sternal areo.
foce, chesb).

Hand Schuller Christion disease :
* Colvarial skull defects.
* Diobetes ins'\p'\du&
¢ exophthalmos.
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aronulomao.

zosinophilic

E,os‘\r\ophihc Sranudoma :
* Lesion: Os’ceolﬂ’dc lesion.
* Site: Temporopar\e‘rod reg'\or\.

Mycosis fungoides 00:22:06

Also Known as Cutaneous T-cell lymphoma. (CTCL).
Type : Non hodgkin's lymphoma.

Cell : COA T cells.

Course : Indolent (slow progression.

Skases :

[ mycosis %Soi;ies j

kumarankitindial@gmail.com

{ l \ 4

Poteh Plaque h Tumour grythroderma
(Slok lesiory | | (elevoted lesior\)J (nodular lesion) | | #90% surface area
of bod5 has

erythema. + scoding)

Plagues

His’copaﬁwoloa\j :
Atypical T cells Ggmphocij’ces present
in dermis) migrate to epidermis

The migrahon process is called
ep'\dermo’cropism

l

These m'\Sra’ced T cells will form a
collection called Pautrier microabscess (mode of
adypical cells seen in mycosis ?»ungo'\des).

eoeds Aoy
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sC Cerebriform nucleus
i o¥ atypical T cells

Pautrier microobscess

i (made of o&gpicod T cells)

Mﬂpical T cells

Pautrier micro-abscess

The nuclei of the migroted T cells are cerebriform in shape.

Treatment :

’ TOPM : Mi)«osen mU\Stokr%SOCGb3eea38ded0e4e7e5ea7

* Systemic chemortherapﬂ drugs : Chlorambucil

* Phototherapy : Thin plaques = Narrow Band
Ultraviolet-6 radiotion (UV-8).
Thick plagues —> PUVA radiation
(Psoralen + Uv-R).

* Total SKin lectron Beam Therapy (TSER).

Sezary 55ndrome : .
Definition : erythroderma. +
leukemic variant of CTCL.
Course : Aagres,sive.
Triad :

* erythroderma. (4 stage of mycosis Sezary cells

fungoides)
* generalized lgrr\pmdenopo&h&
* Circulating Sezary celis (atypical T cells).

Dermatology ¢ v4.0  Marrow 6.0 2022
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Easal cellﬂsaﬁqgipprrﬁxg(BfCﬁC) )

00:29:11

m/c primary malignancy of the skin.
Special features : Locally invasive tumor, metastasis is rare,
Po&hwaﬂ activated : Sonic Hedgehog poechuuaﬂ.

m/C site : Above the line joining the anglle of the mouth to

lobule of the ear.

m/c type : Nodule type - Translucent
nodule with surface

telangiectasio. (prominent blood

vessels on top of nodule) > undergoes
central necrosis = Rodent Ulcer

Classical presentation of
BCL - Rodent Ulcer
Treament :

* Surgery : mohs micrographic surgery (sequentiol
removal of tumor till the margin is negative (=) $or
fumor cells). Preferred as it has better cosmetic

60¢ha3epaa8dedOede7e5ea7

* Targetted theropy ®CC) : Sonic Hedgehog pathway
inhibitors = Vvismodegib § Sonidegib.

Mnemonic

Hedgehog —> Vismodeqgib (D& Sipped to Dee.
Son'\deg'\b.

1& —> Inhibitors of pathoy.

eoeds aAlY
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