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Study of Human B - defensin —2 and Candida albicans in Oral Mucosal Exfoliated Epithelial of Oral Lichen Planus. Zhao Wenwen ,Bi Qing-
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Abstract Objective To study the expression of HBD —2 and Candida albicans in the oral mucosal exfoliated epithele of patients
with oral lichen planus( OLP) . Methods Analysis expression of HBD -2 and Candida albicans in oral mucosa exfoliated epithelial cells
of 70 cases(35 cases atrophic — erosive and 35 cases reticular) of patients with oral lichen planus and 10 cases of normal with RT — PCR
and bacterial culture method. Results The expression of HBD -2 and Candida albicans in the 10 normal cases is negative;in the 70 ca-
ses, the positive expression of HBD -2 in the reticular lichen planus was 22.86% (8/35). The positive expression of atrophic — erosive of
HBD -2 was 45.71% (16/35). Compare the atrophic — erosive with the reticular ,the difference was statistically significant( P <0.05).
The experimental group compared with control group,the difference was statistically significant( P <0.05) . The positive expression of Can-
dida albicans in the lichen planus atrophic — erosive was 37. 14% (13/35). The positive expression of reticular of Candida albicans was
14.29% (5/35) ,the difference was statistically significant( P <0.05). The positive expression of Candida albicans in the lichen planus
was 25.71% (18/70). The experimental group compared with control group, the difference was statistically significant( P <0.05). The
experimental group HBD -2 with Candida albicans group,the difference was no statistically significant( P >0.05). Conclusion There is
a close relationship between the severity of oral lichen planus with the HBD -2 and Candida albicans expression of exfoliated epithelial in
lichen planus,the expression is increase with the aggravation of the disease.
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