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The level of plasma prekallikrein and its correlation with latent autoimmune diabetes in adults”
Qin Wen' ,Qin Baoyu® , Xia Ning**
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Abstract: Objective To investigate the plasma expression of plasma prekallikrein(KLLKB1)in latent autoimmune diabetes in a-
dults (LADA) ,type 1 diabetes(T1DM) , type 2 diabetes(T2DM) and healthy people,and its relationship with LADA in combination
with other indicators. Methods Among the four groups, KLLKBI, glycosylated hemoglobin(HbAlc) ,fasting blood glucose(FPG) ,2
h postprandial plasma glucose(2 h PG) ,Fasting c-peptide(FCP),2 h postprandial C peptide(2 h CP) ,and glutamic acid decarboxy-
lase antibody(GADA) were detected respectively. And the detection results were analyzed by statistics. Results By comparison,
there were statistically significant difference between LADA group and other groups on FPG (except for T2DM group),2 h PG,
HbAlc,FCP and 2 h CP(P<C0. 05). And except for TIDM group, there was statistically significant difference between LADA
group and other groups on GADA, too(P<C0. 05). The plasma expression of KLKBI in LADA was significantly higher than those
in T2DM group and NC group(P<C0. 05). The levels of KLKBI1 was related with FCP,HbAlc .FPG.2 h PG(P<C0. 05) ,and it was
not related with age,course,and 2 h CP(P>>0. 05). Receiver operating characteristic (ROC) showed that only using KLKBI to di-
agnose LADA had its limitation. Conclusion KILKBI1 could be used as a clinical indicator to predict the onset of LADA to a certain
degree. We could screen for LADA by using KLLKBI and other indicators in people at high risk.
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