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[Abstract] Objective To evaluate the association between the Treg (regulatory T cell) transcription factor Foxp3
(forkhead box p3) gene rs3761548 polymorphisms and classical type 1 diabetes mellitus(TIDM) in north Sichuan Han
population. Methods In this retrospective study, 180 patients with classic TIDM and 186 unrelated healthy volunteers
from endocrinology department of Nanchong Central Hospital were enrolled. The genotypes and allele frequencies of
rs3761548 polymorphisms were assayed by polymerase chain reaction and Mass spectrometry. Serum glucose and lipids
were detected by enzymatic kits. Fasting C-peptide (FCP) and postprandial 2 hour C-peptide (2hCP) were detected by
chemiluminescence; glycosylated hemoglobin A;. (HbA,.) was detected by liquid chromatography. Results The distribu-
tion of allele and genotype frequencies of rs3761548 was in accordance with Hardy-Weinberg equilibrium. The frequency
of allele A at rs3761548 site was 18.7%. There was no significant difference of allele A frequency between T1DM and
control groups (19.2% vs 18. 3%, P>>0.05). Subjects with allele A at rs3761548 site had higher serum concentration of
LDL-C, but lower FCP and 2hCP levels than those with genotype CC in T1DM group(P<C0.05). Conclusion These
results suggested that A allele of rs3761548 polymorphisms in the Foxp3 gene was associated with LDL-C, FCP and
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2hCP levels in north Sichuan Han patients with T1DM.
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Table 1 Clinical and biochemical characteristics of the TIDM group and the control group
23] P51 AR BMI FPG 2 h PG HbA. TG TC HDL-C LDL-C
3B/ (%) (kg/m?) (mmol/L) (mmol/L) %) (mmol/L) (mmol/L) (mmol/L) (mmol/L)
popicEil 95/91 41416 22.743.0 4.61+1.36 5.644+1.79 5.204+1.42 0.93%0.56 3.81£0.63 1.31+£0.35 2.1840.68
TIDM 4  93/87 21410 19.1£2.9  6.32+2.56 13.90£5.62 9.60+2.10 1.3140.42 4.31+1.09 1.20%+0.28 2.62+0.71
P 0.910 <20.01 <20.01 <0.01 <0.01 <0. 01 <0. 01 0.029 0.021 0. 034
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Table 2 Distribution of Foxp3 gene rs3761548 genotypes and alleles in
the control group and TIDM group
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cC CA AA C A
XHIEZ] 186 130(69.9) 44(23.7) 12(6.4)  304(81.7) 68(18.3)
TIDM 2H 180 124(68.9) 43(23.9) 13(7.2)  291(80.8) 69(19.2)
Bt 366 254(69.4) 87(23.8) 25(6.8)  595(81.3) 137(18.7)
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Table 3 Models proposed for Foxp3 gene rs3761548 between T1DM

groups and controls
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Jin e A 7Y 1. 025€0. 630~1.667) 0. 954
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Table 4 Clinical and biochemical characteristics of TIDM subjects in different genotypes of rs3761548

L [ 5 51 AE WA BMI FCP 2 h CP HbA . TG TC HDL-C LDL-C
(5B /40 (%) (kg/m?) (pmol/L) (pmol/L) (%) (mmol/L) (mmol/L) (mmol/L) (mmol/L)
cC 63/61 21+10 19.14+2.8 80.2432.3 157.4445.1 9.6242.01 1.334+0.52 4.2941.03 1.21+0.27 2.18%40.69
CA+AA  30/26 20+10 18.8+3.0 65.24+29.6 124.6+48.3 9.584+2.23 1.30%£0.48 4.324+1.11 1.19£0.29 2.9340.70
P 0. 808 0. 684 0.523 0.022 0.019 0.473 0.412 0.527 0.273 0.037
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