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In vivo anti-inflammatory activity
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DNFB = 2,4 dinitrofluorobenzene, ED,, = dose required for 50% of the maximal pharmacological
effect; FeERT = high-affinity IgE receptore; IC,, = concentration required for 5096 inhibition ;
IgE = immunogolobulin E; IL = interleukin; ki = inhibition constant; PHA = phytohaemagglutinin;
PMA = phorbol myristate acetate; T, = helper T lymphocyte; TNF-0L = tumour necrosis factor-ct
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Infants

Children/teens

{6 months) (1 year)
Pimecrolimus Control Pimecrolimus Control
(n=204) (n=46) (n=474) (n=237)
Application-site burning 1 2 11 9
Application-site reaction NOS 1 2 3 4
Impetigo T 7 9 27
Skin infection NOS 5 14* 7 8
Bronchitis NOS 7 8 13 14
Cough 17 10 19 12+
Upper respiratory tract infection NOS 23 22 6 6
Ear infection 8 14 4 5
Influenza 4 2 15 10
Nasopharyngitis 39 40 29 27
Pyrexia 32 22 15 12
Rhinitis NOS 14 12 8 9
Diarrhoea 17 19 9 5
Headache 0 0 23 22
Hypersensitivity NOS 9 2 7 10
Teething 30 25 0 0
Vomiting 10 5 T 9

( 1-Kaplan-Meier estimates) x 100%

*p<0.05; NOS, not otherwise specified; all values are percentages
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