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The relationship between miR-146a and inflammatory response, oxidative stress in diabetic kidney disease
GAO Yanfei
(Department of Clinical Laboratory ,Liaohe Oil field General Hospital , Panjin,Liaoning 124010,China)
Abstract : Objective
idative stress in diabetic kidney disease. Methods

To investigate the relationship between miR-146a and inflammatory response and ox-
A total of 100 SD rats were divided into control group ac-
cording to the random number table method,50 rats in each group. Rats in the model group were fed with high
glucose and high fat diet and injected with streptozotocin (40 mg/kg) , while rats in the control group were fed
with basic diet and injected with the same amount of normal saline. The serum miR-146a was detected by RT-
PCR method. The serum nuclear transcription factor (NF)-kB, tumor necrosis factor ( TNF)-q, interleukin
(IL)-18 and advanced oxidative protein products (AOPPs) were detected by ELISA. The serum malonalde-
hydesuperoxide dismutase (MDA) and superoxide dismutase (SOD) levels were detected by thiobarbituric
acid method and chemical colorimetric method. Results The serum miR-146a and SOD level in model group
was lower than that in control group,the serum NF-xB, TNF-¢,IL-18, MDA and AOPPs in model group were
higher than those in control group. The miR-146a negatively correlated with NF-¢b, TNF-q, IL-18, MDA,
AOPPs (P<C0.05) ,and positively correlated with SOD (P<C0. 05). Conclusion The serum miR-146a in DKD
model rats decreases,which relates to inflammatory reaction and oxidative stress. miR-146a is expected to be
one of the potential molecular markers of DKD,which will guide the diagnosis and treatment of the disease.
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