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‘Typische” wonden
* Vaak gezien in de praktijk

Veelal het gevolg van:

* Veneuze insufficiéntie
* Diabetes

* [schemie

* Druk



‘Atypische’” wonden

* Wonden die voortkomen uit:

* Inflammatoire reactie

* Neoplasma / maligniteit
Vasculopathie
Hematologisch probleem
Infecties
Geneesmiddel / drugs gerelateerd
Exogeen



CAUSES OF LEG ULCERS

Common Leg ulcers
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Atherosclerosis = arteriovenous malformations, cholesterol Diabetes > leprosy, tabes dorsalis, syringomyelia
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Physical Lymphedema Bites and stings Infection Vasculopathies Neoplasms Hypercoagulable states
Pressure (See Table Spider Bacterlal: ecthyma, ecthyma Livedoid SCC = BCC Factor V Leiden
Bums (chemical, 105.7) Other venomous gangrenosum, seplic emboli, vasculopathy Cutaneous T- and Protein G or S deficiency
thermal, electrical) bites Gram-negative, anaerobic, mycobacterial Buerger disease B-cell lymphoma Antithrombin 11l deficiency
Factitial (typical and atypical), and treponemal Kaposi sarcoma Prothrombin G20210A
Cold injury Infections Angiosarcoma mutation
Radiation Fungal: dimorphic, opportunistic Metastases Antiphospholipid antibody
Trauma Protozoal: leishmaniasis, amebiasis syndrome
(See Table 105.9)
Massive venous thrombosis
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Pyoderma Vasculitis Vaso-occlusive Necroblosls Hematologic diseases
gangrenosum Idiopathic, > Ilupus erythematosus, Calciphylaxis lipoidica Sickle cell anemia
rheumatoid polyarteritis nodosa, Cryofibrinogenemia Thalassemia
arthritis, granulomatosis with Cryoglobulinemia (type 1) Hereditary spherocytosis
mixed polyangiitis, Behcet Calcium oxalate Thrombocyiosis
cryoglobulinemia disease (also venous)
Systemic sclerosis Panniculitls Vascular proliferations Drugs Metabolic/genetic
at4-Antitrypsin deficiency Acroangiodermatitis Hydroxyurea Calcinosis cutis
Nodular vasculitis Reactive (see Table 105.10) Gout

Rare

Pancreatic fat necrosis

angioendotheliomatosis
Diffuse dermal angiomatosis

Leukocyte adhesion deficiency
Werner syndrome

Prolidase deficiency
Klinefelter syndrome




Vasculopathie = ziek bloedvat

Vasculitis Occlusieve vasculopathie

Belemmering bloedstroom t.g.v. stolsel
Ontsteking bloedvatwand t.g.v. eigen immuunsysteem

Symptomen afhankelijk van grootte bloedvat Symptomen afhankelijk van het specifieke ziektebeeld

Behandeling gericht op ontstekingsremming Behandeling gericht op wegnemen stolsel



Immune Complex Small Vessel Vasculitis
IgA Vasculitis
Cryoglobulinemic Vasculitis
Hypocomplementemic Urticarial Vasculitis

)

Medium Vessel Vasculitis II ‘

Polyarteritis Nodosa Anti-GBM Disease
KawasakiDisease

A

Arteriole

|

ANCA-Associated Small Vessel Vasculitis
Microscopic Polyangiitis

\ ] Granulomatosis with Polyangiitis
' Eosinophilic Granulomatosis with Polyangiitis
Large Vessel Vasculitis
Takayasu Arteritis

Giant Cell Arteritis




Netwerk patronen

Zone of venous
predominance

Zone of arterial
predominance

Arterial cone

PATTERN OF LIVEDO RETICULARIS VERSUS LIVEDO RACEMOSA

@ Livedo reticularis . Livedo racemosa




dCharacteristic margin expansion of 1 to 2 cm per day, or a 50% increase in ulcer size
within 1 month,

D I a g n O St I S C h e C r Ite rl a PPain is usually out of proportion to the size of the ulceration.

CTypically preceded by a papule, pustule or bulla.

TR R T, dUsually necessitates skin biopsy and additional evaluation (see Table 26.9) to exclude other
Major criteria causes (see Table 26.10).

1. Rapid® progression of a painful®, necrolytic cutaneous ulcer® with an
irregular, violaceous and undermined border
2. Other causes of cutaneous ulceration have been excludedd
1. History suggestive of pathergy® or clinical finding of cribriform scarring
2. Systemic diseases associated with pyoderma gangrenosum’
3. Histopathologic findings (sterile dermal neutrophilia, + mixed inflamma-
tion, + lymphocytic vasculitis)
4. Treatment response (rapid response to systemic corticosteroids)®
“Ulcer development at sites of minor cutaneous trauma.
Nnflammatory bowel disease, arthritis, lgA gammopathy, or underlying malignancy.

2 m aJ or+2 2 minor 8Generally responds to prednisone (1-2 mg/kg/day) or another corticosteroid at an
equivalent dosage, with a 50% decrease in size within 1 month.




