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missing side (P < 0.05). The average electrical activities of anterior temporal and masseter muscles in maximal

clenching and masticating were significantly lower than the control group, especially in the masticating situation ( P

<0.05). The asymmetry index of anterior temporal muscles and masseter muscles in MPP and maximal clenching

were significantly different( P <0.05). Conclusion Long-term loss of unilateral mandibular first molar can affect

the electrical activities of the anterior temporal muscles and masseter muscles in the experimental group, especially

for the missing side and in the masticating situation. These results also suggest that it might be one of the potential

factors on mastication system disorders.
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Preliminary study of differential gene expression profiling

between segmental vitiligo and non-segmental vitiligo
Nie Huigiong' ,Wang Ping'*? ,Zhang Xiaoyan®, et al |

(' Clinical College of Hangzhou, Anhui Medical University, Hangzhou 310000;

?Dermatological Dept of Hangzhou Third People’ s Hospital, Hangzhou 310000)

Abstract Objective To investigate the correlation between clinical pattern and differential gene expression in pa-
tients with vitiligo. Methods Peripheral blood lymphocytes obtained from four cases of segmental vitiligo (SV),
non-segmental vitiligo (NSV) and healthy individual (HI) respectively. Whole genome expression microarrays
were used to assay the gene expression profiles between SV, NSV and HI. Quantitative PCR assay was used to vali-
date the gene expression of array. Results Compared to HI, 239 over-expressed and 175 down-expressed genes
were detected in SV, which were mainly involved in the adaptive immune response, cytokine-cytokine receptor in-
teraction and chemokine signaling. In NSV, 88 over-expressed and 560 down-expressed genes were found and were
mainly involved in the innate immune, autophagy, apoptosis, melanocyte biology, ubiquitin mediated proteolysis
and tyrosine metabolism, which were different from SV. Sixty over-expressed and sixty Idown—expressed genes
shared similar tendency in SV and NSV. Compared to SV, 223 over-regulated and 129 down-regulated genes were
found in NSV, which were mainly involved in the metabolism of purine, pyrimidine and sphingolipid. Conclusion
There may exit different genetic background and pathogenesis between SV and NSV.
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