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Correlation Analysis of rs6265 Polymorphism of BDNF Gene with Abnormal Glucose Metabolism in Patients with First — episode Schizophre-
nia. Cui Lyun, Pan Xin, Zhu Jielin, et al. Clinical Laboraiory, The First People's Hospital of Huzhou, Zhejiang 313000, China

Abstract Objective To explore the correlation between the rs6265 polymorphism of brain — derived neurotrophic factor ( BDNF)
gene and the abnormal glucose metabolism in first — episode schizophrenia. Methods Patients with first episode schizophrenia were divid-
ed into two groups after OGTT test: abnormal glucose metabolism ( research group) and normal glucose metabolism ( control group) ,120
cases respectively, collect 120 cases of healthy group at the same time. The genotype of BDNFrs6265 was detected by high — resolution
melting curve (HRM) , and the serum BDNF level was measured by enzyme — linked immunosorbent assay (ELISA). Results The fre-
quency of AA genotype and A allele in research group were higher than that in control group (> = 9.82, P = 0.00; y’ = 4.70, P =
0.03) and healthy group (X2 =19.70, P = 0.00; X2 = 8.16 , P = 0.03), have significant differences. There was no significant
difference in the genotype and allele frequencies between the control group and the healthy group (y* = 1.12, P = 0.57; * = 0.50,
P = 0.48). Serum BDNF levels in each group were shown to be; research group < control group < health group (¥ = 40.09, P =
0.00). The levels of BDNF in AA genotype were lower than those in GG type and GA type (F = 634.55, P = 0.00, F = 337.62,
P =0.00, F = 106.78, P = 0.00). Conclusion The rs6265 polymorphism of BDNF gene is related to the onset of schizophrenia
with abnormal glucose metabolism, and AA genotype is one of the factors that affect the expression of BDNF in patients.
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