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Clinical Characteristics and Classification of Young and Middle — aged Patients with Ketosis — prone Antibody Negative Diabetes. Huang
Huaying ,Lou Xueyong ,Ren Yuezhong. Jinhua Central Hospital, Zhejiang 321000 ,China
Abstract Objective To investigate the clinical characteristics and classification in the young and middle — aged patients with keto-
sis — prone and negative autoantibody related to diabetes. Methods The research group included 62 subjects and the control group 50
subjects. The research group was divided into positive and negative autoantibody groups, then negative autoantibody group was divided into
obesity and non — obesity groups according to body mass index (BMI), and g + and B - groups according to B cells function. Differences
were explored between the given groups about age, family history, hypertension history, BMI, glycosylated hemoglobin Alc ( HbAlc),
fasting C peptide, blood lipids and so on. The blood sugar level and islet function were compared after six months following — up. Results
In ketosis autoantibody negative groups, HbAlc was 13.39% on average, male/female was 1.82.:1,67.7% overweight or obese, 58%
high blood triglycerides (TG) ; Compared with the control group, the subjects characterized by smaller age, higher HbAlc, lower FCP( P
<0.05), but BMI, blood lipids, hypertension history, HbAlc and FCP after 6 months and clinical remission and discontinued insulin
had no significant difference. In obese and non — obese groups of autoantibody negative subjects, there were significant differences BMI,
blood press and family history; after six months, the islet function in obesity group was significantly better than that in non — obesity
group, the better blood glucose control, higher clinical remission and discontinued insulin. In B + and B — group, there were significant
differences in BMI, triglyceride levels, FCP; after six months islet function in group B + was significantly better than group B — ,the bet-
ter blood glucose control, higher clinical remission and discontinued insulin. Conclusion The clinical features with ketosis — prone au-
toantibody — negative diabetes had similar to type 2 diabetes included recoverable Islet function after short — term insulin treatment, being

converted by oral medication. According above, most of diabetes with obesity and recoverable B cells function can be classified as type 2

diabetes.
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