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Relationship of macroangiopathy with serum adiponectin and C reactive protein in type 2 diabetes patients
SU Ke, LONG Yan, XUN Jing-qiong, et al. Department of Endocrinology, Affiliated Hospital, Guilin Medical Col-
lege , Guilin 541001, China

[ Abstract] Objective To study the relationship of the serum adiponectin( APN) and C-reactive protein
(CRP) with macroangiopathy in type 2 diabetic patients. Methods Sixty-three type 2 diabetes patients were divided
into two groups depending on the carotid intima-media thickness ( CIMT) value (CIMT=1 mm as group A, CIMT <
1 mm as group B). The normal controls was enrolled in this study as control group ( group C). The height, weight,
blood glucose,blood fat, fasting insulin, serum APN, CRP and CIMT in these patients were determined. The body
mass index (BMI) and insulin resistance index( IRI) in these patients were calculated, then above indexes were ana-

lyzed statisticaly. Results The serum APN of group A and B were lower than that group C(P <0.01) and the serum
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APN of group A was lower than that of group B(P <0.01). The serum CRP of group A and B were higher than that
of group C (P <0.01) ,and the serum CRP of Group A were higher than that of group B (P <0.05). CIMT was neg-
atively correlated with APN and HDL, while positively correlated with HOMA-IR, CRP. FBG, HDL, CRP and APN
were entered in the regression equation. Conclusion The reducing of the level of serum adiponectin, the elevating of

CRP are major risk factors of carotid artery intimal thickening in type 2 diabetes patients and involved in occurrence

and development of macroangiopathy in type 2 diabetes patients.

[ Key words| Type 2 diabetes; Adiponectin;

giopathy
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