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7¢ 1 Patient characteristics

Starting daily dose /
Patients Age/Sex Diseases Duration of treatment*

1 25/F multipie sclerosis 40 mg / 64 days
2 36/F multiple sclerosts 40 mg / 42 days
3 23/M multiple sclerosis 40 mg / 30 days
4 68/M dysthyroid ophthalmopathy 50 mg /30 days
5 79/F dysthyroid ophthalmopathy 30 mg /32 days
6 59/F cranial polyneuropathy 30 mg /30 days
7 78/M polymyositis 60 mg / 68 days
8 65/F polymyositis 50 mg /38 days
9 54/M CIDP 50 mg /68 days
10 33/M CIDP 40 mg / 62 days
11 65™M CIDP 40 mg / 63 days
12 43/F CIDP 50 mg /30 days
13 46/M CIDP 30 mg / 54 days
14 61/F polymyalgia rheumatica 30 mg /30 days
15 82/F trigeminal neuropathy 50 mg/ 35 days
16 65/F polymyalgia rheumatica 30 mg/ 30 days

None of the patients with multiple sclerosis had cerebral lesions, only spinal cord
involvement, optic neuritis or both. *Duration of treatment (days): the period during
which a 30 mg or greater daily dose of prednisolone was administered. CIDP: chronic

inflammatory demyelinating polyneuropathy.
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