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ABSTRACT : Objective To evaluate the correlation between blood eosinophil ( EOS) level and steroid
doses in patients of bullous pemphigoid ( BP). Methods A total of 82 untreated BP inpatients (n =49) and
outpatients (n =33) were enrolled in this study. The blood EOS level and the steroid doses before and after
treatment were recorded. The correlation between EOS level and steroid doses was analyzed retrospectively. Re-
sults EOS increased in 69 BP patients (84.15% ) ; on the contrary, only 10% of normal controls had in-
creased EOS (£ =1.99, P <0.001). In 44 inpatients, the blood EOS remained high before steroid treat-
ment, and quickly returned to normal level after the disease became stable. There was a linear correlation be-
tween EOS and steroid doses ( Spearman analysis, r=0.496, P <0.001). In5 patients who were treated by
non-steroid approach, EOS level also declined after the disease was resolved. Conclusion EOS can be one of
useful indicators for the application of steroids in the treatment of BP.
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Fig1 FEosinophil level (A), number of new blisters (B), and dose of prednisone (C) at different time points in inpatients
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