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Clinical Characteristics and Risk Factors for Distal Symmetric Polyneuropathy among People with Type 2 Diabetes. Huo Lili, Lan Ling, Li
Quan et al. Department of Endocrinology, Beijing Jishuitan Hospital, Beijing 100035, China

Abstract Objective  To explore the prevalence, clinical characteristics and risk factors for distal symmetric polyneuropathy
(DSPN) among people with type 2 diabetes. Methods We enrolled 160 people with type 2 diabetes from the clinic or ward of Endocri-
nology Department of Beijing Jishuitan Hospital between January and June in 2016 who were consent to participate in the screening for dia-
betic neuropathy. The participants were divided into DSPN group and non — DSPN group according to the screening results. We compared
the clinical characteristics, the prevalence of diabetic nephropathy and diabetes related co — morbidities between two groups and apply lo-
gistic regression analysis to explore the risk factors of DSPN. Results Among 160 subjects, 98 patients were complicated with DSPN and
the prevalence of DSPN was 61.3% . DSPN group was significantly higher ( P <0.05) than non — DSPN group in age, duration of diabe-
tes, smoking rate and the prevalence of diabetic nephropathy and cardio — cerebrovascular disease. Multivariate Logistic regression analysis
showed that age, duration of diabetes, HbAlc, smoking, diabetic nephropathy and cardiovascular disease have regression relation with

DSPN in people with type 2 diabetes. Conclusion The prevalence of DSPN among people with type 2 diabetes was high. Older age, lon-

ger duration of diabetes, smoking, diabetic nephropathy and cardiovascular disease were associated with higher risk of developing DSPN in

type 2 diabetes.

Key words Type 2 diabetes; Diabetic distal symmetric polyneuropathy; Risk factors
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