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[Abstract] Objective To study the association between the levels of serum resistin, visfatin
and insulin resistance as well as B-cell dysfunction in the first-degree relatives (FDR) of type 2
diabetes mellitus (T2DM) , and to investigate the role of these adipocytokins in pathogenesis of
T2DM. Methods Serum levels of resistin, visfatin as well as fasting true insulin (FTI) , proinsulin
(FPI) levels were measured in 71 patients with newly diagnosed T2DM. 55 subjects with IGT/IFG
and 174 NGT from first-degree relatives of T2DM, and 114 subjects of NGT without T2DM family
history served as control group (NC). Insulin resistance was assessed by the homeostasis model
assessment (HOMA-IR) and B-cell function was evaluated by HOMA-B and fasting Pl-to-TI ratio
(FPYTI). Lipid profile, liver function and kidney function were also tested. Anthropometrical
parameters such as body mass index (BMI) , waist circumference and blood pressure were also
recorded and life style and food intake spectrum investigated. Results (1) There were no significant
differences of serum resistin levels among the four groups(P>>0.05). The serum resistin level was not
correlated with HomA-IR,, HomA-B and obesity markers (P>>0.05). (2) The serum visfatin levels of
DM group, IGT/IFG and NGT group were lower than the NC group (P<<0.05). There were no
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significant difference among DM group, IGT/IFG group and NGT. The serum visfatin level was not
correlated with HOMA-IR and obesity markers (P>0.05) , but negatively correlated with fasting
blood glucose, 2 h postprandial blood glucose and blood pressure (P<<0.05). Conclusion The
adipokine profile in FDRs of T2DM had distinctively altered before the development of impaired
glucose tolerance. Serum levels of visfatin, showed a favorable effect on glucose metabolism also had

a significant decrease on serum levels in the early stage of T2DM.
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Spearman A1 X: /7 (r)

TR RES VIS HOMA-IR  FPI FPI/FTI
RES 1 0.04 -0.03 0.02 0.07
VIS -0.04 1 -0.06 0.02 0.04
HOMA-R -0.003  -0.06 1 049  -0.24'
FPI 0.02 0.02 0.49 1 0.64'
FPUTI 0.00 0.04 -024"  -0.64' 1
FTI 0.02 -0.01 0.94* 0.41° 037
HOMA-B 0.08 0.06 0.39 0.06 -0.47
FBG ~0.10 -0.18 0.48 0.36* 0.17
2hBG 0.06 -0.20 0.39* 0.39 0.24%
TC -0.06 -0.04 0.01 -0.03 -0.05
TG -0.100  -0.09 0.44' 0.39* 0.12°
HDL-C 0.06 0122 035  -031"  -0.05
LDL-C -0.02 -0.09 0.10° 0.03 -0.04
SBP 0.00 0.21° 0.24* 0.19 0.09
DBP 0.02 -021° 0.25 0100  -0.06
ALT -0.04 -0.07 0.34' 017 0.13
AST 0.02 -0.02 017 0.21° 0.05
UA -0.15  -0.01 0.23° 0.23° 0.02
£ -0.01 -0.04 -0.08 0.00 0.12°
5 -0.14  -0.04 0.14° 0.13 0.28
FER -0.07 -0.12 0.50* 027 -0.16'
BMI -0.06 -0.09 0.54° 037 0.00

i *P<0.05; *P<0.01
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