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Correlation of plasma high-molecular-mass adiponectin with macrovascular
diseases in type 2 diabetes mellitus
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[ Abstract ] Objective To explore the relationship between plasma level of high-molecular-mass adiponectin (HMM-ADPN, H-ADPN)
and macrovascular diseases in patients with type 2 diabetes mellitus. Methods A total of 106 patients with type 2 diabetes admitted in
our department and Department of Endocrinology from December 2010 to December 2012 were enrolled in this study. These patients
were divided into type 2 diabetes group (group A, n=66) and type 2 diabetes accompanied with macrovascular complications group
(group B, n=40). Their height, body mass index (BMI), blood pressure and high density lipoprotein cholesterol (HDL-C), low density
lipoprotein cholesterol (LDL-C), triglycerides (TG), total cholesterol (TC), hemoglobin Alc (HbAlc), fasting blood glucose (FBG),
fasting insulin (FINS), high-sensitivity C reactive protein (hs-CRP), total-adiponectin (ADPN), H-ADPN, carotid intima-media thickness
(CIMT) and other indices were measured and calculated. And the results were compared between the 2 groups. Results Plasma
H-ADPN was significantly lower in group B than in group A (P < 0.05). Multivariate regression analysis revealed that serum level of
H-ADPN level was positively correlated with that of HDL-C (P < 0.05), but was negatively correlated with systolic blood pressure and
CIMT (P < 0.05) after adjustment for age, gender, BMI and hs-CRP. Conclusion Plasma H-ADPN level might play an important role in
the atherosclerosis in type 2 diabetes patients, and be involved in the incidence and development of macrovascular complications in them.
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Table 1 Comparison of general data between two groups (xxs)
Group n Age(years) BMI(kg/m?) SBP(mmHg) DBP(mmHg)
A 66 49 +13 24.71 +5.23 132.00 + 11.20 81.80 +9.70
B 40 50 +17 25.24 +5.69 151.00 + 12.70" 80.50 + 8.90

Group A: type 2 diabetes group; Group B: type 2 diabetes accompanied with macrovascular complications group; BMI: body mass index;
SBP: systolic blood pressure; DBP: diastolic blood pressure. ImmHg = 0.133kPa. Compared with group A, P < 0.05
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Table 2 Comparison of the observed indices between two groups

(X+s)
Group A Group B
Index (n= 26) (n= ZO)
TC(mmol/L) 5.13+0.97 5.56 + 1.08
TG(mmol/L) 1.84+0.19 2.23+0.21"
LDL-C(mmol/L) 3.11+0.36 3.31+0.28
HDL-C(mmol/L) 1.23+0.37 1.01+0.32"
FBG(mmol/L) 8.65+0.73 9.74 +0.85"
2hPBG(mmol/L) 9.01+0.93 11.07 £ 3.20"
FINS(mU/L) 9.21+0.66 14.73+0.92
hs-CRP(mg/L) 8.40 + 3.84 12.74 + 4.02"
HbA1c(%) 8.87 +2.84 8.98 +1.87"
HOMA-IR 2.01+1.61 254 +1.73"
CIMT(mm) 0.82+0.13 1.21+0.49"
ADP(mg/L) 7.80+2.84 5.36 +2.35"
H-ADPN(mg/L) 278 +1.32 1.63+0.91"

Group A: type 2 diabetes group; Group B: type 2 diabetes
accompanied with macrovascular complications group; TC: total
cholesterol; TG: triglycerides; LDL-C: low-density lipoprotein
cholesterol; HDL-C: high-density lipoprotein cholesterol; FBG:
fasting blood glucose; 2hPBG: 2-hour postprandial blood glucose;
FINS: fasting insulin; hs-CRP: high-sensitivity C reactive protein;
HbAlc: hemoglobin Alc; HOMA-IR: homeostasis model
assessment of insulin resistance; CIMT: carotid intima-media
thickness; ADP: adiponectin; H-ADPN: high-molecular-mass
adiponectin. Compared with group A, P < 0.05
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