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Study on the association between inflammatory Factor and insulin resistance as well as type 2 diabetes with
macrovascular complications YOU Qiao-ving*, LI Cheng-jiang, LI Hong, ZHU Qi-qian, SI Xu-
wei . "Department of Endocrinology, Shavxing People’ s Hospital , Shacxing 312000, China

[ Abstract] Ohjective To study the possible association hetween C-reactive {CRP} and insulin
resistance(1R) as well as the pathogenesis of type 2 diabetes macrovascular complication. Metheds Serum
CRP was measured by ultrasensitive immuoturbidimetric, which was determined on type 2 diabetes
(T2DM) with or without macrovascular complication(70 and 60 cases respectively) and on normal controls
(90 cases). IR was estimated by homeostasis model assessment { HOMA-IR). Resulis Results showed
that the concentration of CRF was higher in T2DM with or without macravascular complications than that
in the healthy subjects { P<< 0.01), while it was higher in diabetic patients with macrovascular
complications than that in diabetic patients without macrovascular corplications ( P < 0.01). In diabetic
patients with macrovascular complications, person correlation analysis indicated that there existed positive
correlations berween CRP and FINS, HOMA-IR, triglyceride{ TG} while stepwise linear regression showed
that usCRP and HOMA-IR, TG having linear correlation. Conelusion CRP seemed to play a role in the
initiation and progression of atherosclerosis in type 2 diabetes, possibly was by the way of IR.

lKey words] Diabetes, type 2; Ultrasensitive C-reactive protein; Macrovascular complications;
Insulin resistance
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SBP(mm Hg) 124.34£8.50 130.40+12.15" 134.32+12.17% F=9.219 0.000
DBP{mm Hg) 78,10+ 5. 80 80.7418.59 79.40+6.71 F=1.516 0.213
HbA (%) - 7.8711.37 7.4141.33 1= —1.840 0.068
FBG(mmol/L) 4.99+0.39 10.04 £2,05% 9.79+2.38¢% F=86.53 0.000
TG mmolfL) 1.48 £ 0.63 1.85+0.67 1.8840.88" F=4,090 0.019
TC{ mmol/L) 4.66%0.64 4.78+0.85 4.82£0.92 F=0.407 0.666
HDL-C( mmol/L) 1.35+0.27 1.30£0.31 1.28£0.34 F=0.493 0.609
LDL-C(mmol/L) 2.2020.64 2.28%0.352 2.30£0.54 F=0.257 0.774
UAE(mg/d) 11.707.51 13.98+7.42 14.27+7.85 F=1.442 0.240
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FINS(mIU/L} 6.97+3.64 14.48+11.02" 17.69+10.66F F=15.029 {1.000
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usCRP(mg/L) 0.82£0.53 2.82+1.95% 4,48 £2.68%4 F =36.553 0.000
AR (%) 9/90 7160 9/70 ¥ =0.35 >0.75

f£:1 mm Hg=0.133 kPa; * 5 Gl #1H#,P<0.05; ¥ 5 GLALK.P<0.01; AGlL5G2 I:E%t,P{D.Ol;HOMAJR:éEEMX-T&%
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