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Ketosis-prone diabetes vs. non-ketosis type 2 diabetes: A meta-analysis of comparative studies
Qian” . Department of Emergency, Wuhan No. 1 Hospital, Wuhan 430022 , China

Abstract Objective: To assess the clinical features of ketosis-prone diabetes ( KPD). Methods: We searched the
PubMed, EMBASE and Cochrane Library, CBM, CNKI and WanFang databases for relevant articles. All statistical analyses
were performed using the STATA version 12.0. The standardized mean difference (SMD) and odds ratio (OR) were used to
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compare continuous and dichotomous variables. Results: Twelve studies involving 717 KPD and 1010 non-ketosis type 2 dia-
betic mellitus (T2DM) were included. The results showed that KPD patients were younger (P =0.000) and had higher
HbAle (P =0.000) and lower FCP level (P =0.000) and the number of males in KPD was larger (P =0.000). In addi-
tion, the degree of dyslipidemia was also statistically significant (P =0.061). Conclusion; KPD patients are characterized

by younger age, higher proportion of males, higher blood glucose, poorer islet function than non-ketosis T2DM patients.
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