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[ Abstract] Objective To investigate the relationship between polymorphism of Apelin gene 152235306 and
early renal damage in type 2 diabetes mellitus. Methods 121 patients with type 2 diabetes were divided into normal al-
buminuria group(58 cases in the NA group) and micro-albuminuria group(63 cases in the MA group) according to the
urinary micro-albumin to creatinine ratio, with 60 healthy subjects included as controls (NC group). The genotypes of
Apelin gene 152235306 were analyzed by tetra-primer amplification refractory mutation system PCR ( Tetra-primer ARMS
PCR,T-ARMS-PCR) in 121 patients with type 2 diabetes and 60 healthy volunteers. At the same time,serum levels of
Apelin and the other biochemical indexes were tested. Results (1) The frequencies of genotypes in NC group were TT
43% ,TC 45% ,CC 12% . the frequencies of alleles in NC group were T 66% and C 34% ,the frequencies of genotypes
in NA group were TT 40% ,TC 45% and CC 15% ,. the frequencies of alleles in NA group were T 62% and C 38% ,the
frequencies of genotypes in MA group were TT 33% ,TC 40% and CC 27% ,and the frequencies of alleles in MA group
were T 53% and C 47% . The CC genotype and allele C frequency in the MA group were higher than those in the NC
group(y® =4.591,4.082; P =0.032,0.043). For the NA group and the NC group,the CC genotype and allele C fre-
quency had no statistical significance. (2) In the group of patients with type 2 diabetes, serum FIns, HOMA-IR and
Apelin were significant higher in genotypes TC + CC group compared with the genotype TT group(P <0.05). (3) Fur-
ther multivariate regression analysis revealed that Apelin had positive correlation with HOMA-IR and BMI (¢ =4. 078,
2.071. P<0.05). Conclusion The allele C carriers of Apelin gene promoter rs2235306 may be correlated with early
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renal damage in type 2 diabetes mellitus.
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