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Abstract Objective To investigate the correlation of autonomic nervous function with type 2 diabetes mellitus (T2DM ) and its
complications. Methods We randomly collected 260 cases of patients with T2DM, who underwent the QHRV1 - heart rate variation a-
nalysis system for autonomic nervous function analysis, as well as the examinations of peripheral nerve, ocular fundus and urine trace albu-
min. Meanwhile, 103 normal subjects for physical examination were selected and performed QHRV1 — system analysis. Results Indexes
of heart rate variability (HRV) included SDNN, rMSSD, PNN50, VLF, LF and HF in T2DM patients were significantly lower than con-
trol group(both P <0.01). SDNN, rMSSD, PNN50, LF and HF in T2DM patients with coronary artery disease (CAD) were lower than
patients without CAD, and the percentage of sympathetic — parasympathetic disorder was higher than patients without CAD (P <0.05 or
P <0.01). SDNN, rMSSD, PNN50, VLF, LF and HF in T2DM patients with more complications were lower than those with no compli-
cation or fewer complications, while the percentage of sympathetic — parasympathetic nerves disorder was higher (P <0.05). The number
of T2DM complications were positively related to BMI, T2DM duration, autonomic nerve dysfunction, triglycerides and SBP (P <0.05).
After adjustment for gender, age, HbAlc, FBG, liver and kidney function, a multiple linear regression analysis showed that BMI, T2DM
duration and autonomic nerves dysfunction were still closely related to the number of T2DM complications (R* =0.272, both P <0.01).
Conclusion Heart rate variability in T2DM patients was lower than normal subjects. Autonomic nervous dysfunction is closely related to
coronary artery disease, microangiopathy and peripheral neuropathy in T2DM patients.
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