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Improvement of butin on decolorization in vitiligo mice induced by monobenzone
by inhibiting immune function

HUANG Hai-yan, ZOU Yan-fang, LIU Xiao-ming, LI Yun-hui, ZHANG Jie
Department of Dermatology, Peking University Shenzhen Hospital, Shenzhen 518036, China

Abstract: Objective To investigate the improvement of butin on decolorization in vitiligo mice induced by monobenzone by
inhibiting immune function. Methods 40% Monorubicin cream was used to induce decolorization of mice to construct vitiligo
model. 48 C57BL/6 mice were randomly divided into control group, model group, tacrolimus group, and butin group according to the
weight. Rats in the model group were applied with 40% Monobenzone Cream 50 mg, once daily. Rats in the tacrolimus group were
applied with 0.1% Tacrolimus Cream 30 mg on the basis of model group after 7 h, once daily. Rats in the butin group were applied
with 0.1% Butin Cream 10 mg on the basis of model group after 7 h, once daily. They were treated for 50 d. The hair discoloration of
mice were observed and recorded. The spleen lymphocytes were isolated, and the proliferation of T lymphocytes and B lymphocytes
were detected by CFSE assay. The levels of IgM, IgAand IgG in serum were detected by ELISA method. The secretion activity of I1L-2
was detected by 3H-TdR labeling method, and the activity of CD19 was detected by flow cytometry. Results Compared with the
model group, butin can significantly improve hair decolorization in mice with vitiligo, reduce the incidence and reduce the area of
decolorization, with significantly difference between two groups (P < 0.05). Compared with the model group, butin can significantly
inhibit lymphocyte proliferation, with significantly difference between two groups (P < 0.05). Compared with the model group, butin
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can significantly decrease IgM, IgG, and IgA levels in serum (P < 0.05), and increase IL-2 secretion activity and surface antigen CD19
activity in serum (P < 0.05). Conclusion Butin can improve the hair discoloration in mice with vitiligo, and its mechanism may be

through inhibiting the autoimmune activity of mice.
Key words: butin; tacrolimus; vitiligo; immune activity
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Table 2 Effects of butin on decolorization area score of rats induced by monobenzone ( X #s)
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Fig. 1 Effect of butin on the proliferation of T and B spleen lymphocytes
in rats induced by monobenzone ( X #s,n=12)
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Fig. 2 Effects of butin on IL-2 activity of spleen T lymphocytes
in rats induced by monobenzone ( X s, n=12)
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surface antigen in vitiligo mice ( x #s,n=12)
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