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S-prick
Patients (after 48 h)
NeuroBD 55M 11x15mm
Incomplete 33 F 22x22
26F 10x10
2™ 11x12
4a7M 10x13
36F 5x10
46M 10x10
17F 5x5
34F 6x 14
Complete 23 M 10x 10

Recurrent aphthosis
24F 8x10mm

28F 8x4

32F -

29M -

28F 3x5

Disease controls
nonBD EN39F

61F
viral aphthosis (3)

Healthy controls (6)

small pustule

I

S§S-prick

nd
+ dot
+ dot

+ dot
nd

nd
nd

nd

nd

CS-prick

2. Prick tests in patients with aphthous
ulceration and controls
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