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Investigation of the infection status in patients with vitiligo
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Abstract: Objective To investigate the infection status in patients with vitiligo. Methods A total of 434 patients with vitiligo
were collected eligible data by a uniform questionnaire. Anti-HEV IgG and anti-HEV IgM were detected by enzyme-linked immu-
nosorbent assay(ELISA). The correlation between the positive rate of anti-HEV IgG and sex,age,duration and immunology in- dex
were analyzed. Results Out of the 434 patients,26. 26% of the total subjects were anti-HEV IgG positive. The positivity of anti-
HEV IgG in adults and the progress of vitiligo patients was higher than that of teenagers and stabilization of vitiligo patients, the
difference was statistically significant(P<C0. 05). Compared to the normal cases of IgA,IgG,C4, the positivity of anti-HEV IgG was
significantly higher in the abnormal cases, the difference was statistically significant(P<Z0. 05). Those 10 cases who were anti-HEV
IgM positive, were anti-HEV IgG positive also. Conclusion The infection status in patients with vitiligo is serious and effective pre-
vention strategies are required in future for reducing HEV transmission in these patients in order to reduce the incidence.
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