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[ Abstract |
brain damage. Methods

Objective To analyze the clinical features of elderly hypoglycemia mainly represented as acute
The clinical date of 30 case-times of hypoglycemia in patients older than 75 years were ret-
rospectively analyzed. Results Hypoglycemia occurred at night or early morning in 23 cases. The causes of hypogly-
cemia included less food intake,lack of effective blood glucose monitoring affter use of hypoglycemia agents,no timely
eating after taking medication and subcutaneous injections of insulin or excessive use of drugs. The patients blood sug-
ar levels ranged between 0. 8 and 2. 8 mmol/L. The main clinical manifestations were acute brain damage, including
confusion, epilepsy, hemiparesis, lethargy, coma and so on. After the prompt added glucose liquid brain damage rap-
idly improved. Twenty-eight cases were cured after therapy, 2 cases died of multiple organ failure. Conclusion The
elderly hypoglycemia mainly represents as acute brain damage, with mild symptoms of sympathetic excitement or a
lack of its symptoms.
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