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Effect of diabetic peripheral neuropathy on parameters of electrogastrogram in patients with type 2 diabetes mellitus
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Abstract Objective l'o investigate the effect of diabetic peripheral neuropathy on the parameters of electrogastrogram in patients
g perip. pathy P g g p
with type 2 diabetes mellitus( T2DM ) . Methods

neuropathy group(n =21) and moderate to severe neuropathy group(n =23) according to electromyogram and clinical symptoms of peripheral

A total of 75 patients with T2DM were divided into non-neuropathy group(n =31) , mild

neuropathy. All patients underwent fasting and postprandial electrogastrogram. The average amplitude ( AP) , average frequency (DF) and
reaction area( RA) of electrogastrogram, and the ratio of postprandial to fasting power were compared among the three groups. The body
mass index( BMI) , duration of disease,FBG, glycosylated hemoglobin and blood lipids were compared among the three groups. Results
There were no significant differences in BMI, FBG, glycosylated hemoglobin, TG or LDL among the three groups( P >0.05). The duration
of disease in the non-neuropathy group was shorter than those in the other two groups(P <0.05) ,but no significant difference was found
between the mild neuropathy group and the moderate to severe neuropathy group( P >0.05). There were no significant differences in the
fasting AP, fasting RA , fasting DF or postprandial DF among the three groups( P >0.05). The postprandial AP, postprandial RA ,the ratio
of postprandial to fasting power decreased in the order of non-neuropathy group,mild neuropathy group and moderate to severe neuropathy
group( P <0.05). Conclusion Abnormal electrogastrogram occurs in the early stage in T2DM patients with diabetic peripheral neuropathy,
and becomes more obvious with the increasing severity of peripheral neuropathy.
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