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neural tube defects,the genomic CNVs were screened in the cases with cranial neural tube defects and matched con-
The genomic DNA from 51 ca-

ses with cranial neural tube defects cases and 75 matched controls were subjected for whole genome CNVs analysis

trols using microarray comparative genomic hybridization ( Array-CGH). Methods

via the Oligo 244 k microarray chip. For genomic CNVs detected, the database of genomic variants was used as a
filter to remove the benign polymorphic CNVs. To the remained non-polymorphic CNVs, non-polymorphic genic
CNVs or non-polymorphic ciliogenic CNVs were named depending on whether the non-polymorphic CNVs contained
a reference gene or a cilia gene. Then x” test was applied to analyze the correlation between genomic CNVs and
cranial neural tube defects. Results 48 and 33 non-polymorphic CNVs were detected in cases and controls respec-
tively. Among them, 37 and 26 CNVs involved genes ( non-polymorphic genic CNVs). Significantly more non-
polymorphic CNVs and non-polymorphic genic CNVs were detected in cranial neural tube defects patients than in
the control (52.9% vs 32.0% , P <0.05; 49.0% vs 26. 6% , P <0.05). Non-polymorphic genic CNVs were as-
sociated with a 2. 644-fold increased risk for cranial neural tube defects ( OR =2.644). Conclusion Evidence
from the genome-wide CNV study suggests that genic CNVs are associated with cranial neural tube defects.

Key words array comparative genomic hybridization ; cranial neural tube defects; genomic copy number varia-
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Change of CD4* CD25* CD127"" regulatory
T cells in peripheral blood of patients with Graves disease

treated by "' I or antithyroid drugs therapy
Yang Jing,Pan Tianrong, Du Yijun,et al
(Dept of Endocrinology , The Second Hospital of Anhui Medical University ,Hefei 230601)

Abstract Objective To investigate the changes of regulatory T cells (Treg) in Graves disease ( GD) before and
after being treated by *'I or antithyroid drugs( ATD) ,and to seek for new clinical indicators to evaluate the treat-
ment response. Methods The study groups included 40 patients with GD (GD group), 20 of whom were treated
by "' ,others were treated by ATD. Forty healthy donors without history of thyroid or autoimmune disease were en-
rolled in control group. The proportions of CD4 * CD25 * CD127"* Treg , IL-10 and TGF-B1 were tested before and
after treatment respectively. Results (D) The significant decrease in the proportion of CD4* CD25* CD127"" Treg
cells in untreated GD patients ( GD group) was found compared with the control group; @ After treatment of 'l or
ATD, the proportion of Treg was significantly higher than GD group in 3rd and 6th month (P <0.05); 3 There
was no significant difference in the proportion of Treg between ATD group and "*'I group in 3rd and 6th month; @
The characteristic of cytokine levels( such as IL-10, TGF-B1) was decreased in untreated GD group, and increased
after being treated in 6th month (P <0. 05 ,vespectively). There was no significant difference in the cytokine levels
between the *'T group and ATD group at any moment . Conclusion The proportion and function of Treg decrease

in GD, but increase in both **'

I'and ATD therapy patients. The study shows that Treg may play a critical role in af-
fecting immunologic function and prognosis of GD patients.

Key words Graves disease; regulatory T cells; "'I therapy; antithyroid drugs



