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Immune-mediated chronic Immune-mediated chronic
Role in disease inflammatory diseases Allergies inflammatory diseases

(often autoimmune) (often autoimmune)

Figure 4-5 Subsets of CD4+ effector T cells. In response to stimuli (mainly cytokines) present at the time of antigen recognition, naive CD4+ helper
T cells may differentiate into populations of effector cells that produce distinct sets of cytokines and perform different functions. The types of immune

reactions elicited by each subset, and its role in host defense and immunological diseases, are summarized. Two other populations of CD4+ T cells,
regulatory cells and follicular helper cells, are not shown.
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Lokalizované formy Generalizované formy
Koza

e Urtikaria (typ I)

e Angioedém (typ I,II)
hereditarny, ziskany

e Ekzém

e Atopicka dermatitida

e Alergicka kontaktna
dermatitida

e Multiformny erytém

e Stevensov-Johnsonov
syndrom

e Anafylakticky Sok

e Sérova choroba

e Poliekova IgE a non IgE
(T-Ly hypersenzitivita)

¢ Potravinove alergie

e Alergie na vendmy

e Mastocytoza

Oéné
Dychacie cesty @ o Alergické konjukivitida
o Alergicka rinitida (typ 1)  ® Keratokonjuktivitida
e Astma (typ I, Ill, IV) e Papilarna konjuktivitida
¢ Hypersenzitivna obrovskych buniek
pneumonia e Kontaktna alergia
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Antigén
Efektor
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Priklad

Protilatkova hypersenzitivita
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IgE IgG, IgM I

g _—19G,1gM __ 9G
Solubilny Celularny Povrchové  Solubilny

Extr. matrix ~ receptory

Fc-IgE-RI Komplement, Komplement, Komplement,
Ma, Ba FcR+ bunky FcR+bunky FcR+ bunky
Vazodiatacia Cytolyza Zmena Cytolyza
Spazmy, Edém Fagocytoza  funkcie Fagocytoza

Alerg.rinitida  Liekova alergia Chronicka Sérova ch.
Astma, (penicilin) urtikaria  Arthusovar.
Anafylaxia Trombocytopénia Liekova alergia

Liekova alergia
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