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Study on correlation of type2 diabetic combined with blood glucose fluctuations in patients
with coronary heart disease and coronary artery lesions”
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[Abstract] Objective To discuss the impact of glucose excursion on coronary artery stenosis in type 2 diabetic patients with
coronary heart disease. Methods Eighty patients diagnosed with type 2 diabetic during June 2013 to March 2014 were selected as
the research cases. 50 cases(28 males and 22 females) ,aged (61. 73744, 36) years were merged with coronary heart disease(group
CHD®&.DM) ,and 30 cases (male 19 cases and 11 females) ,aged (62. 1142. 65) years were not merged with coronary heart disease
(group DMD). Continuous glucose monitoring system (CGMS) was used to monitor and calculate the CGMS parameters of all pa-
tients in 72 hours,such as mean amplitude of glycemic excursions(MAGE) ,the largest amplitude of glycemic excursions(LAGE),
mean postprandial glucose excursion(MPPGE) ,absolute means of daily differences(MODD) ,meanwhile measure the levels'of high
mobility group proteins(HMGB1) and von willebrand factor (vVWF). Comparson of the levels of HMGB1, vWF and blood glucose
fluctuation parameters between the two groups was performed,and then analysis of the correlations among blood glucose fluctuation
parameters, clinical biochemical and Gensini score was done. Results When compared with group DM, levels of disease course,
MAGE, LAGE, MPPGE, MODD, HMGBI, vWF in group CHD&.DM were higher (P<C0. 05). According to the Gensini scores,
CHD&.DM group was divided the into A, B, C groups and among the 3 groups, the difference was statistically significant ( P<C
0. 05). The levels of MAGE, LAGE, MPPGE,MODD, HMGBI1,vWF in group B and C was significantly higher than group B(P<C
0. 05) smeanwhile, the difference between group C and group B was also statistically significant (P < 0. 05). Correlation analysis
showed that the levels of MAGE, LAGE,MODD, MPPGE,vWF, HMGBI ,age, TC in CHD&.DM group was significantly related to
the Gensini score(r=0. 267,0. 529,0. 533,0. 341,0. 635,0. 691,0. 226,0. 106, P<C0. 05). Multiple stepwise regression analysis
showd that MAGE,vWF,HMGBI were dependent risks to Gensini score(Y =342, 865+ 35. 117MAGE+ 14. 821 HMGBI1+7. 927
vWE). Conclusion Blood glucose fluctuations have a certain relationship with type 2 diabetic patients merged with coronary heart
disease,and the mechanism may be caused by endothelial injury and inflammation.
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0.05); MAGE, MODD & HMGBL & iF 48 % (r = 0. 691,
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342. 865+ 35. 117MAGE+14. 821HMGB1+7. 927vWF,
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i H CHD&-DM 4H (n=50) DM 2 (n=30)
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BEAE R 22 KB AT 0 2 DR 98 TR 55 HbATc J2 52 e i 4
il B4 1) = B2 A RO PR 1% 1 I R TN R L AR 0 [ i
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PRy AR AL T2DM J2& — Rl 0 I IR 18 M K B 46 E 96
I3 » JEAE T RE J& T2DM I CHD o iy 24 A 3 %™ . — 30 Goto
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