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Relationship between ABO blood type and diabetic nephropathy among Chinese
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Abstract: Objective To explore the relationship between ABO blood type and diabetic nephropathy among Chinese. Methods
400 patients with diabetic nephropathy were selected as case group and 400 healthy people were selected as control group. ABO
blood group,blood urea nitrogen (BUN) , creatinine (Cr) and uric acid (UA) in serum were detected in all the subjects. And the re-
The rate of blood type A

in case group (21.5%) was significantly lower than that of control group (31.0%) (P<C0.05). In addition, the rate of blood type

lationship between these indicators and the pathogenesis of diabetic nephropathy were analyzed. Results

AB in case group (21.5%) was significantly higher than that of control group (10.0%) (P<C0.05). While the rates of blood type
B and type O in case group were not statistically different with that of control group (P>>0. 05). The serum level of BUN of the
four blood types in case group were higher than that of the control group.the differences were statistically significant (P<C0. 05).
The serum level of Cr of type A in case group[ (90410) umol/L] was found to be significantly higher than that of in control group
[(57%12) pmol/L] (P<C0.05) and level of Cr of type AB in case group[ (108 £12) pmol/L] was significantly higher than that of
control group [(66+11) pmol/L] (P<C0. 05),while levels of Cr of type O and type B between the two groups had no statistical
differences (P>>0.05). The serum level of UA of the four blood types between the two groups had no statistical differences (P>
0. 05). According to the Logistic regression analysis, blood type A, AB,BUN and Cr were positively correlated with the diabetic ne-
phropathy,OR values were 3. 916,1.234,1. 925 and 1. 031.respectively. Conclusion Blood type A, AB,serum level of BUN and Cr
are independent risk factors of the pathogenesis of diabetic nephropathy.
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