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[ Abstract]  Objective: This study aimed to evaluate the relationship between serum glycated
albumin (GA) level and coronary collateral circulation in type 2 diabetic patients, and compare with that
in non-diabetics. Methods: 434 patients with stable angina and angiographic total occlusion of at least
one major coronary artery were included. Serum GA levels and blood concentration of glycated
hemoglobin (HbA1c) were determined, and the degree of coronary collateralization was assessed by the
Rentrop scoring system and defined as poor (Rentrop score 0/1) or good (Rentrop score 2/3) collateral
growth. Results:In overall patients, GA [(20.9 * 6.3) % vs. (18.6 * 5.5) %, P<{0.001] and
HbAlc levels [(6.9%1.0) % vs. (6.7%x1.1) %, P<C0.05] were significantly higher in poor than in

good collaterals. In 317 diabetic patients, GA levels were consistently elevated in 199 patients with poor
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than in other 118 patients with good collaterals [ (21.2+6.5) % vs. (18.7%5.6) %, P<C0.001], but
blood concentration of HbAlc was similar [(7.0£1.1) % vs. (6.8+1.3) %, P=0.27]. GA but not
HbAT1c levels correlated inversely with the Rentrop’s grades (= —0.28, P<(0. 001 and r= — 0. 10,

P=0.09), and the area under the curve of GA was larger than that of HbAlc for predicting the presence

of poor collaterals. In contrast, there was no relation between the serum levels of GA and HbAlc and

the degree of coronary collaterals in non-diabetic patients. Multivariable analysis showed that older age,

female gender, non-hypertension, dyslipidemia and renal impairment were independently associated with

low collateralization in diabetic and non-diabetic patients. After adjusting for confounding factors, GA<C

18. 3% remained an independent factor for predicting the presence of poor collaterals in diabetic patients.

Conclusion ; Increased serum GA level is an important cause of impaired coronary collateral growth in

type 2 diabetic patients with stable angina and chronic total occlusion.
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