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Inflammatory Skin LeSIionSsusca togsts

Inflammatory Patterns
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primarily Epidermalvs Dermalchanges.

While not entirely unique, many of the ideas here are modified from
GLYTFEFYYIFG2NE S5SNXIFG2LI K2 238Y
Billings andCotton A greatookif youwant moredetaild

As a general rulepidermal changes overrule dermal changesd the dermal patterns lack significant
epidermal change. Within the epidermal patterns, the interface/lichenoid pattern overrules the othe
patterns.

General tips:
Consider the clinical DDX (and address it in your report!).

Dermatologists are advanced consumers of pathology reports. Include a brief (but good) descriptic
using appropriate terminology.
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long-standing disease, you get altered stratum corneum, including hyperkeratosis and/or parakeratt

Get aPASdstain for fungi, particularly if there are neutrophils in the stratum corneum.

Spongiotic Dermatitis Intraepidermal edema

g Interface/Lichenoid Dermatitis Damage to the basal layer by inflammation, often with keratinocyte

o destruction

© . :

qu- Psoriasiform Dermatitis Epidermal hyperplasia
Vesiculobullous Dermatitis Acantholysis and blister formatioBubdividedy layer of spilit.
Perivascular Dermatitis Inflammation predominantly around dermal blood vessels
Nodular/Diffuse Dermatitis Dermal hflammationthat isnot vasculocentric

g Granulomatous Dermatitis Granulomas imlermis

S

8 Sclerosing Dermatitis Fibrosis of the dermis, often with little inflammation
Vasculopathic Dermatitis Vascular changes
Panniculitis Inflammation of the adipose tissue

| dzii K 2 NJDérmalogath&ogy is a complex and intimidating field with its complex Latin names and clihic:
O2NNBfFiA2yad | SNBEZ LQ@S GNASR (2 AyOfdzZRS RAI Jy
general surgicgbathologists, andre listed on the AB&ontent specificationfor the Anatomic Pathology
exam. However, this is by no means an exhaustive list. | personally have a very low threshold for sharing c:
particularly inflammatory skin cases, with my dermatopathology colleagues.



https://abpath.org/content-specifications-for-examinations/

- widened intercellular spacedetween keratinocytes, wit
elongation of the intercellular bridges

S 0 Qn 0 |0t|CDe|‘mat|’[|S intraepidermal intercellular edema (spongiosis)

- may be associated inflammation, including in the derr
in a superficial perivascular pattern, often with some Ec

- with subacute and chronic disease, there can be
progressive psoriasiform hyperplasia and parakeratosis
usually accompanied by diminishing spongiosis
(lichenificatior)

Intracellular edema can
form round microvesicles
within the epidermis

| Atopic Dermatitis | aka Eczema
) Usually presents inhildhoodin flexural areas such as the antecubital fosse
A 41 G2LIAO CENRFRYE MO ! G2LIAO RSENXFG

Acutd Edema can form vesicles
- YA

Chronically, Lichenification Virtual slide2 3

Often positive allergen scratch test or RAST test, elevated skyEm
S5EY G&aLRy3aIArAz2iA0 RSNXIFGAGAE O2yaAi

Contact Dermatitis|

Helpful hint Often localized to area of contact!

For example, if due to plant contaitoften linear line,
corresponding to scratch. If due to Nickel, confined to area of ,"‘
button, jewelry, etc..

Types(below) can appear histologically similar.

Allergic Contact Dermatitiscaused by contact to a previously
sensitizedallergen ,
In US, most common is Poison Ivy or Oak. Also, Nickel, cosmetics.

Positive skin patchy test.

Micro: Spongiosig lymphs and Eos. Can have superficial
perivascular lymph histiocytic dermatitis with eosinophils.
Langerhans cell aggregate in epidermis.

Virtual slide

Irritant Contact Dermatitis caused bylirect toxic effecof
chemical (not immune). Often jefelated (e.g., solvents, soapsys = =
or due to diaper. Appears relatively quickly. M
If severe enough, can cause epidermal necrosis.
Virtual slide

Dyskeratotic (necrotic) keratinocytegs
in Irritant contactdermatitis
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| Stasis Dermaiitis |

Caused be venous insufficiency. AR e
Begins on medial aspect on lower legs but can becomga‘;:!: ,é:;‘; 53",,";5 e
circumferential. Clinically mimics cellulitis ek N Y &

Micro: Spongiotic dermatitisyascular proliferationof
dilated, thickened blood vessels in papillary dermis,

Virtual slide 2

| Pityriasis Rosea |

Classically, young adul@&rstfindingA salmond | S NI fiROK ¢~
Followed by secondary lesion®2iweeks later, Selesolving ~1 month |
Christmas tree pattern

Clinical DDX: secondary syphilis, cutaneous T cell lympho

Micro: Spongiotic dermatitis wittmounds of parakeratosi
Extravasated RBCs. Some exocytosis of lymphocytes.
Virtual slide 2

| Other Diseases with Spongiogs:

Oftenrequireclinical correlation to diagnose:
Nummular Eczemeacoinshaped (small, round) plaques, mostly on extremities of adults. Frequent
acanthosis, so can resemble psoriasis.

Id reaction(Autoeczematizatioh reaction at a site far away from the primary inflammatory focus.
(e.g., stasis dermatitis or tinea pedis on the legs/i@eezematoudermatitis on arm)

Dyshidrotic Eczcem@Pompholyx or Palmoplantar Dermatitis): recurrent, pruritic, often vesicular,
eruptions on the soles, palms, or digits. Often related to allergic contact dermatitis. Be sure to
exclude dermatophyte infection.

Eczematous Drug Reactian& minority of drug reactions can appeszematous
General comments

With longstanding spongiotic dermatitis, the epidermal changes increasingly overlap with the
psoriasiform pattern.

Spongiotic dermatitis can be secondarily impetiginized, with PMNSs in the stratum cornium,
resembling a dermatophyte reaction.

Beware Mycosis Fungiodes can have some spongiosis, but it should have a disproportionately
increased number of lymphocytésr the amount ofspongiosis. Lymphocytes have halos and
irregular, cerebriform nuclei, and a shift in CD4:CD&34
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Lichenoid Dermatitiy =~ —4 Interface Dermatitis
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- §i’ Basal keratinocyte hydropic change with
-

Bandlike infiltrat

(Wider band of inflammation) vacuolization and variable lymphocytic

inflammation
(Narrower band of inflammation)

| Lichen Planugd [ t ¢

p t QrariYic, glanar,purple, polygonalpapules.
Classically: extensor surfaces of the wrists and ankles

Oral common too. ﬁ .

Micro: Compact hyperkeratosi@No parakeratosis)
Bandlike inflammatory Infiltrate
Civatte bodies (necrotic, pink keratinocytes) &«
Wedgeshapechypergranulosis 5

atrophic (thinner, often with milder changes)
Virtual slide2 3
Single lesion on trunk?

ConsidelLichen Planugdike Keratosis (LPLK.)
(Benign Lichenoid Keratosis)

Lots of EosTonsider Lichenoid Drug reaction

| Lichenoid Drug Eruption |

Tend to be larger than Lichen planus and located on trunk.

Common inciting drugs: beta blockers, captopril, thiazides, and Lasix.

Like LPBandlike inflammatory infiltrate at DEJ.
Vacuolar change and keratinocyte damage.

Different from LP
Conspicuougosinophils _ .
Patchy parakeratosis Virtual slide
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| LichenSclerosuq
F 1 adelarad&SSly | G NP LIK A Odza ¢

Predilection foranogenital skin P
2 KAGS LA FIjdzS 6AGK SLIARSNY -«
Df Fya LISyia I aolflyAGAa
Increased risk of SCC (HiR¥ependent)

Early Lichenoid inflammation resembling Lichen planus

Late Homogenization & sclerosis of dermal collag
Variable band ofymphocytic inflammationBELOW ede
and homogenization. Vacuolar change
Atrophic epidermis.  Virtual slide 2 3

Collagen homogenization
& sclerosis

I Fixed Drug EruptioFI e ATEE————

Take Drug, One or few circumscribed, localized

erythematous to violaceous/brown plaques, usually| et T

iti e e s e e Tion MmN TR e

on extremities. Sy ,,1,,“... Pt ] .oy. ,,‘7‘:5.,“..“, ki
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Lichenoid inflammation witMacuolar change A R e Bpae s A TRRPEA0)
Eosinophils someNeuts DRSS & Vot e, SE T, R D
Frequent necrotic keratinocytes RN e SRR e, I e e
o Y P U s B A S AR e

Prominent pigmentary incontinence _ _
Normal basket weave stratum corneum or parakeratosis; Virtual slide 2
no hyperkeratosis

| Dermatomyositisl

Inflammatory myopathy with cutaneous findings.
Can be paraneoplas#g screen for cancer!
Subacute proximal muscle weakness.

Gottron Papulesare
pathognomonic skin lesions.
Flat, violaceous papules or
dorsal IP and MCP joints.
Also classic: heliotrope rash
around eyes.

By
Interface dermatitis with hydropic degeneration. <
Rare colloidal bodies in papillary dermis.

Often increased dermal mucin.

Histologically often indistinguishable from Lupus
Virtual slide
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| Erythema Multiforme| ¢ 9 a ¢

Acute, seHlimited disease. =
Often reactive (e.g., HSV, MycoplasmaDaug esp. Sulfa)
Episodic eruptions of macules, papulestargetoid lesions

Vacuolar interface damage with necrosis of keratlnocy;tes ,2‘ ;
often at all levels of the epidermis j-y,;§ ’
Mild superf|C|aI perivascular Iymphocytlc |nf|Itrate g .

Targetoid
macules on the
hand

Virtual slide 2

Essentially, spectrum of same
StevengJohnson Syndrome (SJS) dlsease and hlstologlc findings!
and Toxic Epidermal Necrolysis (THN)

SJS/TEN are seriolife-threateningwith extensive mucosal
involvement and epidermal necrosis/sloughing
Often full-thickness necrosis

bAl2faleQa aadayy ! LI AOFGA2
detachment of the epidermis.

Virtual slide 2 Area of total epidermal necr05|s'

Staphylococcal scalded skin syndrome (SSSS)

Clinicallyresembles SJS/TEN

Bacterial toxin causes a split between the stratum
corneum and underlying epidermis.
There isno dyskeratosis or interface change

Virtual slide 2

Superf|C|aI acantholy5|s Wltbubcornealseparatlon
The intracorneabcanthoslysican have some PMNs

A frozenSSSpeel roll shows: cleavage at granulg
cell layer, norinflammatory, no organisms

—
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I Graftvs-host Disease (GVH D)I

Usuallypost-stem cell transplan{transplanted
immunocompetent Icells attack new host)

Involves skin, liver, Gl tragt NI a KX m|
diarrhea, and vomiting

Acute GVHDInterface dermatitis with
necrotic/dyskeratotic keratinocytes;

oSatellite cell necrosisassociation of lymphs to
necrotickeratinocytes(resembles EM) .

Chronic GVHDSclerosis of the dermis, Compact
hyperkeratosis, Lichenoid reaction

|Lupus Erythematosdsé( {[] 9¢ 2N

Multisystem autoimmune disordewith several variants 4,2_;%‘ o
that can involve the skin. 7 ‘(} (R
bl ‘C‘"A(‘u-'. 3

Mostly young women :fc/;ﬁ;; :
Any form of cutaneous involvement can have systemic &;’92&7.») b

involvement.Photo-distributed disease '
Frequent auteantibodies ANA, AntidsDNA, antsmith,

etc..

N

Discoid Subacute

Common findings:

Interface activitywith basal vacuolation.

Increased dermal mucighighlighted by colloidal iron or
Alican blue) appears stringy blugrey or clear on H&E.
Perivascular lymphocytic infiltrateUsually no Eos.

Acute cutaneous lupus:

Most strongly associated with systemic disease.
Erythema with photosensitivity and malar rash.
Frequent antidsDNA antibody.

Subacute cutaneous lupus: : ,
Psoriasiform erythematous plaques on sun exposed ¢ = % % 7¢
Frequent antiRo antibody. <

Discoid (chronic) lupus:

Indurated, atrophic, hyperpigmented plaques with basement membrane (highlighted by PAS, below
follicular plugging. Usu. Face/scalp. ———

Relatively common, but rarely systemic
Thickening of basement membrangighlighted by PAS)
Hyperkeratosis withollicular dilation and plugging
Thin, atrophic epidermis with flattening of rete ridges.

Immunofluorescence: IgM, 1gG, @3 BM deposition
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_Psoriasiform Dermatitis marked.uniform

= e, e, 8  elongation of the
3% s rete ridges

(acanthosig

Subacute/chronic
spongiotic dermatitis
can have overlapping
features.

| Psoriasis vulgarip hTdSy NBFSNNBR G2 Fa&a aAVYLX
"-15?-??.:?;-"?%1 - : Clinical Usually presents in early adulthood.
; ; Erythematous plaques and silvery white scale
Extensor surfaces, scalp.
Scale is micaceous (oysiée)

e 3
P

ot . Micro: Psoriasiformhyperplasia
8¢ ,‘...g‘; o - Confluentparakeratosis
SR : ~ Hypagranulosis
Neutrophils in the stratuncorneumepidermis
Thinning of suprgapillary plates
Dilated BV in dermal papillae.
No Eos in dermahfilitrate.

Virtual slide 2
| Additional Psoriasiform diseasep
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Guttate psoriasisrapid onset of numerous small plaques. = / -
Often a history of (streptococcal) pharyngitis. Less prominent The
epithelial changes. Discrete mounds of parakeratosis with
associated collections of neutrophils overlying the epidermis.
Histologically, closely resembles pityriasis rosea.

RN 6
Pustular psoriasiswidespread rapid onset of numerous
pustules. Can be associated with pregnancy or stopping -
steroids in psoriasis vulgaris. Large collections of neutrophil

in the epidermis and/or stratum corneum. No significant

or normal (as very rapid). Be sure to rule out infection!
Histologic mimic: AGEP


http://dermimages.med.jhmi.edu/images/psoriasis_2_100217.jpg
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I Lichen Slmple@hromcusl Clinicalresult of persistentscratchingor rubbing

Pruritic, scaly plaques

Micro: prominent hyperkeratosis(mostly orthokeratosis)
Irreqular acanthosig(different length rete)

+ focal parakeratosishypergranulosis Virtual slide 2 3
Often not much inflammation. T
Fibrosis of the papillary dermis that is characterized by verticall
2NASYGISR GKAO]l O2ftftl3a3Sy FAo6S

The hyperkeratosis is so striking it makes the skin resemble aci
skin, but is usually on halrearing skil & K A N2 LJ f Y

LSC can be superimposed on other lesions. If there is a lot of
inflammatiom consider an underlying dermatitis

CanmimicSCC, but in contrakSC/PNk oftenmultiple anditchy.

If nodular/discrete noduléy
Prurigo Nodulariso ¢t A O1 S NXp
more pseudoepitheliomatous \
appearance or psoriasiform
hyperplasia. Cughaped.
Virtual Slide

Other disorders that can be psoriasiform

wSEFOUAGBS | NIKNRGAA O wPdoiiaSidipiug duptioisl a S 0
Pityriasis rubra pilaris Herald patch of pityriasis rosea
Lichen simplexhronicugChronicspong derm Secondary syphilis (sometimes)
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Vesiculobullous Reactio

Vesicles or bullae at any level within the epidermis/DEJ.
Acantholysis is due to loss of eedlll adhesion.
Can be a&econdaryhange, so look for other processes.

Specific diagnosis depends: 1) anatomical levebf the split,
2) the underlyingmechanism 3)pattern of otherinflammation.

.A21LJAASEA aAK2dAZ R 0SS LISNAf SaArAz2zylt odm OY gl @&

| Intracorneal /SubcorneaBlisters |

Pemphigus Foliaceus
Most autoantibodies are directed against desmogleiy

expressed more in thepperepidermisA superficial ? AOER g};? ¥ £
intraepidermal blister formation, often witloss of the ~ -%e;f. ,m LY £
stratum corneum and granular layer.  Virtual slide 3 :1 2 S ¥ 3 e ,.;":

e — “_ =SSR LR IT )

Pemphigus Vulgaris
Often older patients with big flaccid bullae
Often involves oral mucosa8evere disease!

Autoantibody to desmosomegslesmoglein 3) SRtk (ol S -
Intraepidermal spliy vesicle ] - Zrg 42 )
Supraasilaracantholysisd a U 2 Y0 a YAY3AeED o :
Extends down follicles Virtual slide 2

DIF: 1gG deposited in the intercellular regions of the epideAniset-like or chicken wire staining pattern

Grover Disease

Transient Acantholytic Dermatosis
Pruriticpapulovesiculesn the chest and bac
of older men.

Sharply circumscribed acantholysis
(only a few rete ridges wide!!) T A
[ S@St 2F &LX AG GF NR <00 v
HaileyHailye, et..). " !
Can be incidental. Often associated SPD. ©*
DIF: Negative Virtual slide 2 3

Darier Disease

Autosomal dominant genodermatosis (ATP2A2 gene)

Onset late child/teen. Mucous membrane and nail changes. Virtual slide 2 3
Symmetrical crusted brown itchy papules.

Several discrete foci sluprabasilaclefts with acantholytic dyskeratotic cells
surrounded by vertical parakeratosis
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| SuprabasilaBlisters/Intraepidermal Blisters | (Continued)

—

Hailey-Hailey Disease A =
Autosomal dominant genodermatosis (AP2C1 g : — »%
Interiginous zonesvith malodorous plaques :
Extensive epidermal acantholys
Involves >1/2 epidermis
(suprabasilary granular layer)
GRAEf I LIARIGSR 0
Epidermis hyperplastic

Virtual slide 2 3

| Subepidermal Blisters |

Bullous Pemphigoid

Most common autoimmune blistering disorder
Elderly with tense bullae. Usu. Groinfabdomen.
Chronic disease with remissions/exacerbations.

Autoantibody tohemidesmosomes at DEJ (BPAg1&2
Subepidermal cleftwith abundantEosinophils

LR

AL 2N O
ih) 5 o ;”-i?' A,

DIF:linear deposition of C3 and IgG along DEJ

Virtual slide 2 3

Important variant Urticarial bullous pemphigoids pre
bullous form that shows eosinophilic spongiosis and

eosinophils tagging the epidermis along the DEJ and ir;” A
papillary dermis. h&\

[ 2oNGRENXYE @AGK f20a AF 9"‘} :
considerUrticarial bullous pemphigoid %'\

Dermatitis Herpetiformis

Early: sbepidermalsplit with numerous
neutrophilsin dermal papillagpapillary 3 et 800 g
Late: subepidermal vesiculation with neutrophi é B 078 e 8 s e R
L ; VA e T

“ » =z s s e e

-t -

DIF: GranulalgAstaining

Virtual slide 2 3
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Absenceof significant epidermal changes

Inflammatory infiltrate that is largely
restricted to the around blood vessels.

Classified as to if superficial and/or deep.
SoIDP> G { dzLISNF A OA | €

Superficial perivascular dermatitis DDX:

Predominant B]B)¢

inflammatory cell

Lymphocytes Morbilliform drug eruption
Viral exanthem
Chronicurticaria
Superficial annulareentrifugum(gyrate
erythema)
Lymphocytes with ~ Stasis dermatitis
extravasated RBCS « ¢ vy snBQs RA&SHAS
and/or

siderophages

Eosinophils Urticaria
Urticarial hypersensitivity reaction
(arthropod bite or drug)
Morbilliform drug eruption

Mast cells Cutaneous mastocytosis

a2RAFTASR FNBY GLYTFEIYYEG2NE

S5SNI G2L GK2f238Y

Pt

Superficialand deepperivascular dermatitis DDX

Predominant

inflammatory
cell

Lymphocytes

Eosinophils

Plasma cells

I tlFGK2t23A4004

Deep annular erythema (gyrate
erythema)

Polymorphous light eruption
Perniosigchilblains)
Lymphomatoid papulosis

Dermal hypersensitivity reaction
(including arthropod bite reaction or
drug)

Morphea

DdzA RS¢ o8

{ d2NBA B € LAt EAY.

| Morbilliform Drug Eruption]

Most common drug rash!
Widespreackrythematous macules or papules
after taking new drug.

@2NDATEAT2NY-EIKGISED

Mild perivascular dermal infiltrate composed of
lymphocytes and eosinophil® a { t 5
May see somenild interface changes, without
many necrotic keratinocytes.

Virtual slide 2 3
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| Viral exanthem |

Acute, widespread selimited eruptions of erythematous %
macules, papules, and vesicles. g
Usually systemic symptomigver, malaiseheadache.

More common irkids.

Nonspecific superficial perivascular lymphocytic infiltrate.
Eosinophils are usualhot present.

Can have focal interface.

Virtual slide

| Urticaria [a 1 A 65 4¢

Transient (<24hr) erythematous plaques without scale.

Relatively normal at low power.
Normal epidermis.

Papillary dermis edema.
Mild/sparse perivascular and interstitial mixed infiltrate typically
rich in eosinophilsAlsooften PMNs and lymphs.

May be just superficial or superficial and deep.

Virtual slide 2

| Arthropod bite reaction| a1 . we

Variable appearance, but often pruritic, excoriated papules,
and vesicles.

Ity 68 Ay I tAYyS Fa AyaSoil a u%LJLJSR iz Bt os;a
YR RAYY SN N Y 4

Various degrees of: \‘ o ,,

Brisk wedgeshapedperivascular lymphocytinfiltrate with : \' : V4

eosinophils T e
SpongiosisUIceration, blister formation o N4

Dermal edema, necrosis HEE

Insect tissue fragments may be present Virtual slide 2

Can have epidermal changes (often spongi#gesicle),
especially at site of entry Pro Tip ABR often has much more
severe inflammation than a drug

SpidersA more neutrophils and necrosis ) . .
P %A P reaction, hives, or viral exanthem.

[ 2YY2Y FAYRAYIAY {dzZLISNFAOALEf LISNAGI a0dzA I NI RSNXI (A

Dx: - Superficiaperivasculainfiltrate with numerous eosinophils, see comment.

Comment: The epidermis shows minimal changes. There is a mild superficial perivascular mixed inflammatory infiltrate
composed of lymphocytes and eosinophils. The histologic features are relatively nonspecific. The differential diagihesis |ir
dermal hypersensitivity reactions such as a drug eruption or urticaria. An arthropod bite reaction is less likely giyldn the rr
nature of the infiltrate. Clinical correlation is recommended. [Edit as necessary]
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| Cutaneous mastocytosis

Various manifestations, all of which look similar on skin ’ <
biopsy. Hyperpigmented lesions, wheals with touch (Daf

sign).
A

Moderately dense superficial perivascular infiltrate of mg ¥
cells. Often also scattered eosinophils and lymphocytes§
Mast cells amphophilic to basophilic cytoplasm

Pt A 4 - )
: o’y o hiew,” Yo, 4
IHC: (+)CD117 and tryptase "ad & ‘a,.el.:.o ‘:.‘a “ ,0;:.‘.‘&": X
. . . & 60! y 4 # ~0.-“> S < ]
Urticaria pigmentosa Virtual slide (mild) 2 Y v 'lr. q‘.": ’ ;.';' i 7y 2.‘“ o
Most common manifestation. coe L@ G SO R S N

Seen in kids. Low risk of systemic disease.
How many mast cells are too many?

Single lesionMastocytoma A rule of thumb>15 mast cells per HRRiggests mastocytosis

| Polymorphous Light Eruptiorld tal[ 9¢

Virtual slide 2
Idiopathic response to ultraviolet ligh sun exposed skin
Usually presents in spring/summer (sun is out!). Relatively quick after exposure.

Superficial and deep dermal perivascular dermal infiltrate composed predominantly of lymphocytes
Prominent subepidermal edema

| PerniosigChilblains)| . e

Caused by exposure tmld, damp conditions (winter)
Painful erythematous nodules on the fingers and/ or toes

Superficial and deep perivascularfiltrate of lymphocytes
Prominentperieccrineinflammatory infiltrates
Papillary dermis edema

Lymphocytic vasculitis without necrosis  v/jrtyal slide 2
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Nodular and Diffuse Dermatitis

Inflammation not centered aroundjust vessels.

Nodular dermatitis discrete areas of inflammation, separated by uninvolved areas
Diffuse pattern dense dermal inflammation without intervening areas of sparing.

| Reactive Lymphoid Hyperplasi

Reactive lymphoid proliferatiorprovoked by chroniantigenic
stimulation(arthropod bite, infections, andontect) or certain
medications.

Persistent erythematous papules or nodules

Looks like a reactive lymph node: weémarcated, polarized
germinal centers (B cells) with a peripheral cuff of small
lymphocytes and central tingibile body macrophages.
Surrounding T cells.

Can mimic lymphoma, but no monotypia or clonality.
Often need to do lots of IHC to exclude lymphoma!

| Sweet Syndromq

G! Odzi S CSONARES bSdzi NRPLIKAT A
Acute onset of fever, malaise, and leukocytosis.

Raised, tender plaques on the extremities and face.
Most often occurs in middlkaged women after a nonspecific
respiratory or Gl infection. Can be paraneoplastic.

Heavy dermal infiltrate of neutrophils
Variable leukocytoclasis without much vascular damage.
Papillary dermal edema

Important to exclude an infectious etiology by special stali Pf)'m
(Gram and fungal) and tissue culture before rendering aqs A

unequivocal diagnosis of Sweet Syndrome “
Virtual slide 2 3 :

| Pyoderma gangrenosurf

Ulcerative lesions with rolled edges.
~1/2 have underlying disease, most commonly IBD
Usually older middlage. Often trunk and lower extremities

Central deep ulcer with diffuse mixed inflammation
Edge often shows pustule and vasculitis (presumed secondary)

Inflammation usually limited to dermis (n&ubQ

. . Virtual slide 2
Culture to rule out infection.
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| Leukocytoclastic Vasculitipa [ / + £

N Pathological changes blood vessels
VaSCU |O ath|C ReaCtIO Includesvasculitisandvascular occlusive diseases
,” i« ” Yol g " ® 3

Usually present witipalpable purpura(non-blanching) on & “
the lower extremities

Histologic reaction pattern due ionmune complex
deposition Frequently due tdypersensitivityto |nfect|on S-

or drug. ;._.,. :
Tons of PMNs around vessel W|th endothellal swellin

Perivasculaneutrophilic infiltrate
Karyorrhexis(nuclear dust) o A TS B

? B
Vessel damage (5P Rt Ve 8 &"“k‘
-
-~

ST

9

Fibrin deposition in the vessel wall fibrinoid necrosis - e “c* S ’“ % s‘f i
Endothelial cell swelling P g omr Sy e "y B
RBC extravasation e ’/( R S \,;i,)- - *

Warning These changes may be semtjacentto an ulcer ¢ hh * & :5» 7::2 : Q\ i \ »
and seldom cause ulceration themselves. If there is hisi ™
of an ulcer, these changes are likely secondary. “L c \} -

We 'w

HenocltSchdnleinPurpura s g (SR, S L @8 S
Specific type of LCV with lglyminant deposits o= Fibrin in vessel wall N void 7
Vast majority opediatric vasculitis. ' Y L e
Palpablepurpura + arthritis, Gl involvementand nephritis = % = ‘_REC extravasation =~ =% o
Oftenpost-infectious(e.g.URI) TS * L e
Above LCV findings perivascular deposits of IgA arounc ':4,' N Tt " N e <
both involved and uninvolved vessels by L \\ b SN N
immunofluorescence. : 0& A ey W )

. . " '-'9 LTS “ o T QR }‘:'3‘. ~
Virtual slide 2 34 5 . : LR SR e T AN

« % Karyorrhectic debris|* sms.:s & *

L~ _En U = *a

I Other Vasculitis | see the vascular diseases notes for additional information.
In the skin, most of these just show LCV, but deeper vessels may show more unique changes.

Urticarial Vasculitis Seen in patients with chronic urticaria. Lesions are present as urticarial plaques.
Subtle LCV with only mild/focal vessel damage. Often Eos present.

2 SISy SNIa 3 NSysfedzic 2ascllitishssdciated with granulomatous inflammation. Frequent
impacts the lungs and kidneys. OfteABICA antibodies.

Churg;Strauss SyndromeSystemic vasculitis with abundant eosinophils. Often also asthma, other
allergic symptoms (e.g., allergic rhinitis), and peripheral and tissue eosinophilia.

Microscopic PolyangiitisSystemic vasculitis with frequent remavolvement No eosinophils or
granulomas. OftenANCA antibodies.

Cryoglobulinemia Systemic vasculitis associated with the presence of cryoglobulins, immunoglobulin:
that precipitate at colder temperatures, often associated underlying disease such as mulygliema
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| Thrombotic Vasculopathy]|

Histologic reaction pattern denoting presence of
noninflammatory small vessdiibrin thrombi (A )

Can have associated hemorrhage, extravasated RBCs, nec'#

Many possible etiologie.g., DIC, hypercoagulable state,
etc..)

Special types:
Antiphospholipid Antibody Syndromeautoantibodies

directed against phospholipid (common in lupAg)
hypercoagulabléy, recurrent episodes of thrombosis and
associated thrombocytopenia and spontaneous abortions
Usually young women.

Coumadin necrosid_esions begin several days after initiation
of therapy with coumadin

Atrophie Blanche (Livedoid Vasculopathyylost common on

distal lower extremities of older women. Virtual slide 2

Cryoglobinemiay 92 3AY2LIKATAO GKeélfAySéeé GKNRYOA GKI G
intensely PAS positive.

| Cholesterol Emboli |

Patients who have significant atheromatous plaques in , ;
large vessels, especially the abdominal aorta. 2
Often recent vascular procedure (e.g., Cath)

Biconvex, needlshaped clefts in deep dermis/subcutis
vessels

Virtual slide 2
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Granulomatous Reactio

Discrete collections of histiocytewith variable numbers of multinucleated cells and lymphocytes
- -~ SN ..‘ v '"‘ Y e .’, - o O3 " . .T*,"" W T ’ﬂ'fﬂ
P ‘b&:\ | o TR e SN ‘.4:..-':'3‘}.-.,&"'-“' :

- »
AR > 4 5t .ﬁ - 4

: R S R A N A R
SarcoidalGranuloma Necrobiotic Palisading Granuloma Suppurative Granulomas
Tight, weliformed "non central area of degenerated central collection of
caseating" granulomas consisting (necrobiotic) collagen surrounded neutrophils (pus) surrounded
primarily of epithelioid by a rim of histiocytes and giant by histiocytes and
histiocytes, and giant cells, with cells, often forming a "palisaded" multinucleated giant cells
very little necrosis. (stacked, fencdike) appearance

| Sarcoidosiqg

Systemic disease of unknown etiology, defined by the presence of non
caseating granulomata usually affecting multiple organ systems.
Most common in women, esg\fricanAmerican.

Superficial and deep nodules of noaseating granulomas
t22NI & RSOSt2LISR f8YLK208GAO OdzF ¥

Nonspecific findings: Asteroid bodies (pink stellate inclusions) and

Schaumann bodies (refractile concentric calcium complexes) &« =
e el E

Do bug stains to exclude infection! ?&ﬁ“i

Virtual slide 2 3 ;M

| Foreign material reactior]

GC2NBAIYy o062Reé 3IAlyld OS
Granulomatous inflammation in response to
GNF dzY GAOF T & Ay thwiam dzO
material (e.g., suture, wood, tattoo etc..) \ |
Foreign material often obvious and may be

polarizable Occasionally, levels can be helpful
in revealing foreign material.

Virtual slide 2
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| Granuloma annularg

abD! ¢

Common, asymptomatic.
Often younger women.
Skincolored circle (annular)

Most commonly locatedn backs of hands/feet.
Many variants: localized, generalized, deep, etc..

Palisading granuloma:galisade of histiocyteadmixed
with lymphocytes surrounding @entral zone of altered
collagen fiber®d 4 Y SONB 6 A2 G A OZ¢ 2 ¥
associated with increased dermal mucin. g?&

[y 0SS &adzodfS YR aAYUGSNREZAG
interstitial histocytes and lymphs.

Central necrobiosis

Virtual slide Interstitial Deep and mucin

Interstitial GA
a0 dza e
histiocytes and
lymphocytes

| Necrobiosidipoidica |

Associated witldiabetes
60az2YSiA vigaticouRR 2 Yy I YSO
Oftenyellow/brown indurated plaques ohbilateral shins

Micro: Normal epidermis (unless ulcerated)
Diffusedermal involvement.

Palisading necrobiotic granulomas have a characteristic tie
arrangement of the inflammatory cells alternating with broa
zones of necrobiotic collagen that run parallel to the overlying
epidermisA dayer cak&é I LILIS| NJ y OS

Unlike GA: Mucin absent. Frequent plasma cells.
May extend to septae of fat and have lymphoid aggregatz:
B

i

Necrobiosis

Virtual Slide2 3

Palisading granulomas
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| Rheumatoid nodule|

Seen in the setting dkheumatoid arthritis

Chronic, idiopathic erosive symmetpolyarthropathy
Serology: Positive Rheumatoid Factor (RF)

Often over bony prominences, especiallyleands

Subcutaneous/deep dermdesions

Central acellular fibrin/necrotic collager{No mucm)
Surrounded by rim dhistiocytes and giant cells in a
palisaded pattern.

Often not much associated inflammation

DDX for nodule: Granuloma annulare, infection, anc{:v‘n.q&”
epithelioid sarcoma (CK+, INI1 loss). TN

Virtual slide 2 3

Be careful diagnosing a RA nodule in someon
without a hlstory of RA and consider gettlng
GaONBSyAy3IE [ Y G2 S

| Ruptured cysts and follicle§

Often Foreign body giant cell reaction
+ Acute inflammation
+Keratin @)Ly aadSIR 27

Virtual slide 2

| Gout |

Uric acid metabolic disorderyperuricemi@d, deposit
monosodium urate crystals in joint fluid and tissues.

Classicallyniddle-aged males
Most common joint1st MTP(big toe),but can get anywhere |
Often get recurring attacks of painful arthrihs eventually |
chronic gout.

On H&E: Setuffy, feathery pink depositswith associated % ;‘é
granulomatous mflammatlon and giant cell&/arying
I 2a20AF0SR AYy Tt YYI (i Rophg ©

Virtual Slide2 3
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Dermal sclerosis.
Usually with little inflammation.

Sclerosing dermatitis

| Scar/Fibrosid e s e T

% @ a

Site of priortrauma or procedure e =
Fibroblasts in abundant extracellular collagen L B

Epidermal atrophy and loss of adnexal structures il T 535

Horizontal running fibrosiswith vertically oriented = - -
vessels e s AL

Frequentinflammatory cells Virtal Slide 2 R NN R LTN

+ Hemosiderirladen macrophages SN e
+ Foreign materiaind/or foreign body giant cells © A e NS ik
+ Fat necrosis Pra RSN : 4
Variablevascularity, butan be prominent. Ioha S v il ;

Often lots of small capillaries and telangiectatic vesses"?
G 1 & LIS NI NP LIKaksed, batconfineH tb the akeB
of injury.

Hemosiderin

~

%
— - 5.( o | -
v , ,

a0 A e, “
R ? Forelgn materlal

Keloid Virtual Slide 2 3

Scar #Prominent thick, eosinophilic bundles of collagef
Most common in those with African heritage. '
Overgrowsheyondwound. Delayed onset.

Most common site is earlobe (e.g., after piercing)

I Morphea/ScIerodermal Virtual Slide2 3 Collagen causes
GaldzZ NB¢
Fibrosing/sclerosing disorden genetically predisposed Odzi G SNE

individuals. Morphea is the most common variant of scleroderrgraight sides).
and is limited to the skin, subcutaneous tissue, muscle, and bone.

Smooth, indurated plaques
Early. Superficial and deep perivascular lymphocytic inflammation.

. . . . Line/saber sigrstraight prominent
Late Obliterative sclerotic dermal collagen bundleslypertrophic demarcation/line created at the interfac

collagen replaces fat, entraps/squishes adnexal structures, pushing s ncrat and sclerotic collagen.
adnexal structures upward. No space between coIIagen flbers
o e IR T e~ |

1 7 {.-‘"’ R TE AL TN e T 3 3D oy B o /. P, ooy’ {

| #92 g Ths

I Llchensclerosusl See Lichenoid section for more info. . sl

Predilection foranogenital skin
Homogenization & sclerosis of dermal collages >
Variable band ofymphocytic inflammationBELOW
edema and homogenization.
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| Eosinophilic Fasciitig

Sclerodermdike disorder: symmetric thickening of
fascia with mixed inflammatory infiltrate.
Oftenmiddle-agewomen.

Depressed patches with longitudinal grooves.

Fascial edema and thickenin@éef)

Mixed infiltrate with eosinophils,lymphocytes,
histiocytes, and plasma cells.

(Eos may be focal or prominent)

Thickening of septae in interlobular fascia

Virtual side 2

| Radiation Dermatiti
awlk RA2ZRSNYI GAGA&E

Radiation burn caused by irradiation of the skin, usually
followingradiation therapy.

Variable epidermal changes (atrophy or acanthosis)

Chronic changes:

1) Dermal fibrosis

2)Gwl RAL A 2 yAtypisabsielt® fibrollasta £
3) Telangiectatic bloodressels with thickened walls and
atypical endothelial cells.

Loss of appendages, esp. hair.

Virtual slide 2 3 é}

| ChondrodermatitisNodularisHelicis |
F1F &/ bl &irtualslide 2 3

1) Surface hyperplasia surroundinigeration with
keratin plug,2)Dermal fibrinoid necrosignd vascular
proliferation, and 3)\Necrotic Cartilaggusually)

Helixor anti-helix of ear
Localized injury. Clinically mistaken for SCC.

—
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