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[Abstract] Objective To study the association between interleukin-10-1082G/A,-819T/C,-592A/C he-
reditary variability and susceptibility of diabetic nephropathy in northern population of China. Methods A to-
tal of 224 cases of type 2 diabetes mellitus (T2DM) and diabetic nephropathy in this hospital from June 2012
to December 2015 were collected as the observation group, and contemporaneous350 individuals undergoing
the routine healthy physical examination were selected as the control group. The 11.-10-1082G/A,-819T/C and
-592A/C polymorphisms were genotyped by polymerase chain reaction-restriction fragment length polymor-
phism. Results Compared to the control group,the difference in GG, GA,and AA gene frequency of IL.-10-
1082G/ A in observation group had statistical significance(y*=7.729,P=0.021). The non-conditional Logistic
regression analysis showed that compared to the wild-type genotype,the AA genotype of 11.-10-1082G/A sig-
nificantly increased the susceptibility of diabetic nephropathy,odds ratio(OR) =2. 147,95% confidence inter-
val(CI)=1. 225—3. 762. Moreover, the A allele increased the risk suffering from diabetic nephropathy com-
pared to the G allele (OR=1.404,95% CI=1.095—1.800). However,the 1L.-10-819T/C and-592A/C genetic
polymorphisms did not increase the risk suffering from diabetic nephropathy. Conclusion The I1.-10-1082G/A
gene polymorphism has close relationship with the occurrence and development of diabetic nephropathy.
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x1 PCR 5| 4 % BR 1 1% P ] B

1L-10 ERG4(5-3) SIS 43-5D Mo BoA BE (bp) PR Py D)l
-1082G/ A ACT ACT AAG GCT TCT TTG GGA A CTA CTA AGG CTT CTT TGG GAG 258 Mnll
-819T/C TCA TTC TAT GTG GTG GAC ATG G TGG GCC AAG TGG GTA AGA GT 209 MslI
-592A/C CCT AGG TCA CAG TGA CGT GG GGT GAG CAC TAC CTG ACT AGC 412 Rsal
x2 AR A DG E R RIGERFE
TiH WEL L (n=224) X B ZH (n=1350) t/y P
TS TS 56.85411.44 53.43410.73 3.629 0. 000
PR CH /2 on/n) 123/101 191/159 0. 006 0.937
BMI(kg/m? .7+ s) 24,2541, 46 23.0342.47 6.699 0. 000
5 LR G /A5 /) 104/120 124/226 6. 902 0. 009
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TG(mmol/L,z=+s) 2.6140.63 2.1140. 54 9.998 0. 000
CHO(mmol/L,Z=s) 5.1341.08 4.46+0. 90 7.996 0. 000
HDL-C(mmol/L,7+5) 2.1340.53 1.9440. 46 4. 354 0. 000
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S E
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