Age-related macular degeneration



Age-related macular
degeneration (AMD)

> The most common cause of blindness 1n

developped countries



Age-related macular
degeneration (AMD)

» AMD 1s multifactorial disease caused by
combination of predisponing genes and

influences of external environment



Classification of AMD

» Dry form of drusen, RPE
AMD - changes,
geographic
atrophy of RPE












Classification of AMD

Wet form of - Choroidal
AMD neovascularisation




Classification of AMD

classical

occult

minimally classic










CNYV — classic

Fluorescence angiography
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CNV s occult

Fluorescence angiography













Prevalence of AMD
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Risc factors of AMD
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Risc factors of AMD

e Vascular risc factors
e Environmental influences
e Antioxidants level

* Comorbidity



Antioxidants

» Lutein and zeexantin (the most important

retinal carotenoids)

Average els of lutein and zeaxanthin in
AMD patients were found to be 229 lower
than in controls ?

Visible blue light has been
shown to be damaging to pho-

__. Retinal pigment
~— apithelium (RPE)




FREE RADICAL HYPOTHESIS OF THE AMD PATHOGENESIS
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Risc factors summary
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Retinal physiology

Outer segments of photoreceptors
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Ethiopathogenesis of AMD

.PE cells with age (apoptosis, necrosis)
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Ethiopathogenesis of AMD

>.)1ubility of Bruch‘s membrane with aging




T CIV.CV, Laminin,
Witronectin, HS
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Elastin, CVL, Fibronectin
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Marshall e 2/ 1998 (modified)




Ethiopathogenesis of AMD

» Drusen

 soft (confluent)

e hard (solitary)

Holz et al
(2003)




Ethiopathogenesis of AMD

» CNV (choriodal neovascularization)
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Ethiopathogenesis of AMD

Physiological status
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Therapy of AMD (summary)

»> Anti VEGF
» PDT (photodynamic therapy)



