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Abstract; Objective To explore the relationship between the level of inflammatory factors in serum and cognitive function in
patients of type 2 diabetes mellitus(T2DM). Methods 83 cases of patients with T2DM were selected and divided into cognitively
normal group(39 cases) and cognitive impairment group(44 cases) based on the Mini-Mental State Examination(MMSE) ; the con-
tent of TC, TG, HDL-C, LDL-C and HbAlc were detected using automatic biochemical analysis, and the levels of IL.-6, IL.-8 and
The body mass index(tBMD ,TG,and HbAlc of

T2DM cognitively normal group and cognitive impairment group had statistically significant comparing with the normal control

TNF-q in serum were detected with enzyme-linked immunosorbent assay. Results

group(P<C0. 05) ; The MMSE total score and disorientation, memory, language skills, attention and computing power and visual-
spatial ability score in the MMSE scale and inflammatory factors of T2DM cognitive impairment group were significantly higher
The rise of 11.-6,11.-8 and TNF-q in serum

was an important factor leading to the cognitive function’ decline in type 2 diabetes mellitus, the inflammatory response may be re-

than normal control group and T2DM cognitive normal group(P<Z0. 05). Conclusion

lated to the diabetes cognitive dysfunction.
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