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Relationship between HbAlc and haemorheology in type 2 diabetes mellitus”
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Abstract ; Objective

To investigate relationship between HbAlc and haemorheology in type 2 diabetes mellitus. Methods 100

patients with type 2 diabetes were from our hospital in 2011. According to the results of measuring HbAlc, they were divided into
two groups[ group A (52 cases) : HbAlc <(6.5% ; group B ( 48 cases) : HbAlc == 6. 5% ]. Haemorheology indicators were detec-

ted. Results

Compared with group A, blood viscosity (high shear,moderate shear,low shear)and plasma viscosity were increased

significantly (P<C0.01). Conclusion When HbAlc is more than 6. 5%, blood viscosity of diabetics increase obviously.
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