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Are there distinguishing clinical
fieatures for a panniculitis?
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Pathegenesis

Eat IS divided 1nte lelkules by connective
tissue septa-Arterole supplies the
center wWhile venules drain the septae

s Arterall diserdert lead 1o’ Iokhular panniculitis
s VVenous disorder lead to septal panniculitis

a Secondary to lange vesselfinvoelvement (arteny.
O Veln)



Patterns

Predeminately lehuiar
Predominately septal
Mixed






Modifiers

Vasculitis

Granuiemas
Inflammatoery cell type
Intracelltiarr changes

TV/pes of necroesis

s Pseudomemiranes
Pseudecysts
Hyaline material
Ghost cells witheut vasculitrs
Ligueractiver changes
Necrotizing granulema
Basephilic material



Septal
Vasculitis
g I J
[ Small Vessel 1 [ Large Vessel 1

Leukocytoclastic vasculitis Thrombophlebitis
Polyarteritis nodosa




[ Septal-No Vasculitis }

[ Lymphocytes/Plasma ceIIs}

-

Necrobiosis lipoidica
Scleroderma

~

[ Histiocytes/Granulomas }

Granuloma annulare
Rheumatoid nodule

Necrobiotic xanthogranuloma

\_

/




[ Lobular-Vasculitis 1

[ Small Vessel 1 [ Large Vessel 1

Erythema nodosum leprosum Nodular vasculitis
Lucio’s phenomenon Crohn’s disease




[Lobular-No Vasculitis}

I |
[Few Inflammatory Cells} [ Lymphocytes 1 [ Atypical Lymphocytes 1

[Sclerema neonatorum} [ Cold panniculitis 1 [ Lymphoma 1




[ Lobular-No Vasculitis 1

[

Neutrophils

1

-

\_

Pancreatic fat necrosis
Factitial
Bacterial infection

~

v

[Suppurative Granuloma

|

-

Mycobacterial
Fungal
Parasitic

\

[Histiocytes/Granulomas}

/

Sarcoidosis
Trauma
Lipodystrophy
Subcutaneous fat necrosis

Post-steroid
\ /
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Erythema nodesum



Clinical

16-84Fyears
Mest patients reselve
Male-to-female 1:4



Clinical Appearance

Red tender nedules with peorly
defined boerders

m Vany from 2-6 cm

= TJense, hard, andl painful may:
evolve to abscess or ulceration

= New:lesions may appear for 3-6
weeks

= Anterior leg moest cemmon

s Secondiweek from bright red to
Bluish o hvid fiades te'a yellewish
hue

s Disappears in 1 o1 2 weeksias the
overlying skin desguamates.

Arthralgia <50%
s Ankles, knees, and wrist

= Synovitis resolves within a few
weeks




Disease Assoclations

Bacteria

m  Streptococcal infections”
Tuberculesis
Yersinla enterocoltica
Wycoplasiia. preuionae.
Lepresy.
Lymphogranuloma Venereum
Salmionella
Campylobacter

Fungallinfections include: the fellewing:
m  Coccidieidemycosis
m  Histoplasmosis
m  Blastomycosis
Drugs
m  Sulienamides;andfhalides
= Oral contraceptive pills

Ulcerative colitisiand' Crohni disease

Hodgkin disease and non-Hoedgkin lymphoma
Sarcoldesis

Behcet disease

Pregmancy/



Histepathoelogy

Septal panniculitis with slight
superiicial anaf deep
Penvascular Inflammatony.
ymphecyue infilitrate

Sepiia ofi subcutaneeus; fat
usually are: thickened

Periseptal filbrosis, giant cells;
and granulatien tissue appear

Miescher granulemas

» Smalliwell-defined nedular
aggregates, of histiocytes
around a central stellate; cleft
are scattered threughout the
lesions




Differential Diagnesis

BEencet’s associated Vascopatny,

a Panniculits inia lehular er mixead: sepial Iokpuial

pattermn
Neutrophils present 1 all' lesions and 1 allfstages of
e disease and usually: confined to the areas off fiat

Necrosis or around nflammed vessels

a Vasculitis either letkecyteclastic or Iympheeytic With
SOME OCCUrNg In same: specimen In different Vessels

Am JiDermatopathel 2000;22:379-390



Treatment

Symptematic-NSAIDS
reat Undenrying disease
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Erythemainauratum
(Nedular Vasculitis of Bazin)



Clinical

Woemen aged 20-30 years

Past or present nistory ofi tulkerculosis at an
extracutaneous siter —50%) oi patients

x Pulmenary tulkerculesis mest cemmon.

a fluberculous cenvicall lymphadenitis next most
common

ender, enthematous nedules are: present on
the lewer legs
a Chrenic, recurrent course

x [esions heal with' tlcerations or depressed secars
x |.egledema



APpPEarance

Crops of small, tender,
erR/thematous nedules
s Usually shins and calves

s [Lewer thirdl efi the legs,
especially around the
ankles

s Depressed scars or;
pligmentation due to
previeusly: active lesions
may. be present




Cause

Wy copacterum Wrerecl/os/s s the cause

s ERyihema induratums and nedulair vaseulitis
are a-hypersensitivity reaction te; eNdegenoUS
Ol EXOGENOUS antigens like the tulkercle
paciius

n Positive tulberculing skin test result and a
marked Inecrease In their peripheral I
lymphoecyle response te purified protein
derivative (PPD) of tuberculin



Histepathoelogy

Mixed septal anadllehular
glianulematous
panniculits With
neutrophilic vaseculitis

Caseationlike Necroesis
may. alse be seen

Varny depending on| the
age of the lesion

Vasculitis net always
[dentified and net a
requisite fior the diagnosis




Differential Diagnesis

Erythema nedesuim
x Primarily septal

Polyartentis nodosa

x Veditmr vessel vasculitisswithr minimal lenpular
Inflammation



Treatment

Erythema induratums ol Bazin:
Antitulberculeus therapy.

Noedular vasculitisiwitiara negative
tuperculin skin test result

s Bed rest with systemic steroeids Is indicated.
x Poetassium Iodide may e used









LUpus; Panniculitis
(Cupus Erythematosus Profundus)



Clinical

Women 3-5thdecades, occasional infant Cases

IHead and neck; UpPer amms, trunk, and buttocks
'an te vielaceous plagues

May: heraldienset of LE or eceur In|iselation; hut
usuially: eecurs; simultaneousiy: Withr ether
cutaneous and extiracutaneous manifestations

Oceurs with' akout equal freguency With' oot
DILE and SLE theugh other studies dout this
With: SLE-aiffiects abeut 1-2%: ofi LE patients



Histepathoelogy

Infiltration ofi fat lelbule by
lymphecytes, histiocyies, and
plasma cells with interpesed
Zone off granular necrebiotic
alteration

Lymphoid follicles with tingible
POy macrephages

Endethelial necrosis,
segmental deposits of filbrin,
ecclusive luminal thremii of
Interstitiall capillaries and
venules, lymphoeeytic vasculitis

Pesitive Lupus; Bandwith
concomittant SLE
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Differential Diagnesis




Treatment

reat Underdying lupus















Subcutaneous Fat Necrosis of the
Newhom



Clinical

Usuially are: healthy and full=term at delivery Wit seme

antecedent ehstetrc trauma

s Includingl meconiun aspiration, asphyxia, hypethermia, or

PErpheral hypoxemia.

Hard;, Induratedinodules and plagues with ili=aefined
overnlying erythema develop on the trunk, arms,
puttecks,, thighs;, or cheeks

s Not wWarm: er painiul

= Appear within' the first several weeks ofi life

Infants usuallyappeawell and are arenrle

[ severe nypercalcemia, exam may reveal growthrand
mental retardation, Rypertension; seizure activity, and

tissue: calcification



Cause

Unknoewn,, censideredl response. 1o neenatal stress and hypothermia
Theores

s Underlying defect in fiat: composition; or metakelism may: be present,
Wwhereby inadeguately: develeped! enzyme systems invelved in fatty acid
desaturation result infincreased saturated fiatty acids within the
suleutaneous tissue

s Neenatal fat Isicomposed! ofi saturated fatty. acids (steanc and palmitic
acids) withr a relatively high melting peint

= Neonatal stress, resulting in:hypothermia may induce fat to Undergo
crystallization, leading toe NECresis

Locall pressure trauma during| delivery fiiom macresemia, ferceps, or
prolonged: trauma may: play: a rele in the induction| eff AECKESIS

= Has been reported in children| delivered by cesarean section, stiggesting
that pressure necrosis cannot be the only cause



Clinical Appearance

¢

Ji

BEgins as an anea of:
edena and pProgresses to
Valialy’ clircumscrihed
Indurated nodules;and
plagues

Skin may. be red, purple,
oIt flesh-colored and may:
loek tauit: anashimy.

Lesiens may hecome
fllctuant and
spontaneously’ diain
NECIOUIC fial



Histepathoelogy

Patchy’aneas of fat NECresIs are
surreunded by a granulematous
infiltrate: ofi lymphocytes,
macrephages, and giant cells

Many: off the fat cells and giant
cellsicontain needle-shaped clefits
that oftenilie infa radial
arrangement

Erezen Sections; show: deulaly;
refractile crystals

Small foci off calcium are scattered
throughout the necrotic fiat, and,
SOMeEtimes, extensive areas of
calcification may. be' present.

Older lesions may’ demonstrate
fibrosis




Differential Diagnesis

Corticosteroid withdrawal

SCGlerema neenaterum

s [hickening of the subcutaneous filbrous septa,
and a radialf anay. of fine needlelike clefits in
therfat cells

= No fat necrosis or Inflammation



Treatment

Slippertive

Freat symptematc Rypercalcemia
aggressively







































CalcipRylaxis



Calciphylaxis

1-496, of the ESRD populatien
s Prebably rare in general pepulation
Mortality/IVieroiaity,
s Mortality rate’ 60-80%
s Leading cause of death Is sepsis frem Infected, necrotic skin lesions

= VMortality rate is nigher in patients with: proximal disease than in those
withrenly’ distall or acral disease

More prevalent inf Whites
F:M 3:1
6 menths to 83iyears

a Vean age of 48 years

= Younger patients withilenger duration of renal replacement therapy
more predispesed



Clinical

lncreasead: risk

s Obesity

Increased where bedy fat IS mest abundant, the
thIghs, buttecks and Iower: alndenen

s Glucocorticold expesule



Pathegenesis

Multifacterial

a Assoclated diserders chronic renaltfaiure;
Ay pPercalcemia, hyperpnoesphatemia, an elevated
calcium:phesphate preduct and Secendary.
Ay PErpParatnyreldism

a Hypercoagulanie cenditions Including protein € and
protein; S deficiencies

a Sensitizing events and agents includead nephrectemy.
and expesure to parathyreid hermone and vitamin: D

x Challengers included egg albumin and metallic salts












Septic Pannictliis



Wihat de’' |l need te considerin
diagnosing a panniculitis?



Clinical

Consider nrany’ unexplained panniculits
Special stains
Cultures



Questions

It IS better o Know

_ SOmeE of the' guestions
@" P Y than alll of the

B % aNSWErs.

James Thurber (1894 - 1961)
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