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Chronic inflammatory demyelinating polyradiculoneuropathy (CIDP) is the most frequent autoimmune neuropathy. The processes participating
in pathogenesis of CIDP are primarily of humoral and also cellular immunity. In CIDP, the most frequent is classical form, which is characterized
by clinically nearly symmetric and electrophysiologically multifocal impairment of motor and sensory fibers. Therapy of CIDP is initiated by
Linduction therapy”, consisting of corticosteroids, intravenous administration of high doses of immunoglobulins (IVIG) or therapeutic plasma
exchange (TPE). In view of the high demands on the equipment and of more frequent adverse reactions in TPE, the use of corticosteroids or
IVIG is the therapy of the first choice. In comparison with steroids the administration of IVIG displays quicker and stronger therapeutic effects,
but with shorter duration. Administration of IVIG is also noticeably more expensive. The disadvantage of long lasting steroid therapy is the
occurrence of adverse effects. Administration of IVIG is indicated as a first treatment in pure motor forms or in forms with prevailing motor
impairment, in patients with contraindication of steroids and in children. Intravenous administration of steroids or repeated oral bolus therapy
is associated with a lower occurrence of adverse events in comparison with daily oral corticosteroid therapy.

KORTIKOIDY — LECBA PRVNI VOLBY U CIDP?
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Chronicka zanétliva demyelinizacni polyradikuloneuropatie (CIDP) je
klinicky heterogenn, vétsinou vak témeér symetrickd, motoricka i senzitivni
neuropatie, ktera se vyznacuje monofazickym, relabujicim ¢i postupné pro-
gredujicim prabehem. Progrese klinické symptomatiky trva vice nez osm
tydnd, a tim se [iSi CIDP s akutnim zac¢atkem od GBS (Guillainova a Barrého
syndromu). Jiz koncem 50. let se prokdzal efekt terapie kortikoidy a tento
fakt ved| k hypotéze autoimunitniho plvodu této neuropatie (Bednarik,
20106).

Prevalence CIDP se velmi lisi — od 0,8 v jizni Anglii az po 89/100000
obyvatel v severnim Norsku. Incidence v Japonsku je 0,48/100000 obyva-
tel za rok. V patofyziologii CIDP se uplatfuje jak celuldrni, tak i humoralni
autoimunita. Pfitom u klasické symetrické formy prevlada protildtkovy typ
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a u Lewis-Sumnerova syndrom (LSS) celularni typ imunity (Kuwabara).
Primarné je postizena myelinova pochva, a to nejen destrukci — demyeli-
nizaci, ale nasleduje remyelinizace s tvorbou kratsich internodii a zménami
parametrl myelinové pochvy. U tézkych ¢i dlouhotrvajicich 1ézf myelinové
pochvy dochazi k sekundarni axonalni 1ézi s naslednym rozvojem dener-
vac¢niho syndromu a atrofii svalt (Ehler, 2015).

Klinicky nalez je velmi variabilni (tabulka 1).

Po stanoveni klinického syndromu je v rdmci diferencialni diagnostiky
nezbytné vyhodnotit klinické, elektrofyziologické i pomocné parametry.
Existuje vice stupnt miry diagnostické jistoty u pacientl s CIDP — diagndza
jistd, pravdépodobnd, mozna. Pozitivni reakce na imunologickou Ié¢bu
(aplikaci 3-5 g metylprednisolonu intravendzneé) je jedno z pomocnych
Kritéril.
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