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Related Research of High Sensitivity C-Reactive Protein Levels and Endothelial Func—

tion in Different Glucose Tolerance Level of Patients with Stable Angina Pectoris
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[ABSTRACT] Aim  To observe high sensitivity C-reactive protein (hs-CRP) , soluble intercellular adhesion mole—
cule-d (sICAMH) , soluble vascular cell adhesion moleculed (sVCAM-) and brachial artery endothelial function in dif-
ferent glucose tolerance level of patients with stable angina pectoris (SAP) , and analyze the correlation of hs-CRP, sICAM-
1, sVCAM- and brachial artery endothelial function. Methods Sixty SAP patients who confirmed by coronary angi—
ography were selected. By OGTT, the sixty patients were divided into three groups: normal glucose tolerance (NGT)

group, impaired glucose tolerance (IGT) group and type 2 diabetes (T2DM) group, 20 patients in each group.  Hs-
CRP, sICAM and sVCAM levels were detected by enzyme linked immunosorbent assay.  The flow-mediated dilation
(FMD) in the brachial artery were detected by high-resolution ultrasound. Results The levels of hs-CRP in NGT
group, IGT group and T2DM group were respectively 1. 03 £0. 32 mg/L, 2. 14 £0. 82 mg/L and 3. 05 £ 1. 56 mg/L, there
was slatistic difference between NGT group and T2DM group (P <0.05). The levels of sSICAM- in NGT group, IGT gr—
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oup and T2DM group were respectively 112. 76 +32. 03 pg/L, 175.37 £41.21 pg/L and 234. 21 +56. 14 pg/L, the lev—-
els of sVCAMH in NGT group, IGT group and T2DM group were respectively 214. 04 +92.34 pg/L, 314.56 = 101. 69

wg/L and 485. 89 +£173. 24 ng/L, there was statistic difference between NGT group and T2DM group.

The FMD in NGT

group, IGT group and T2DM group were respectively 5.87% +2.52% , 4.06% +2.02% and 2.03% +0.98% , there

were statistic differentce between each groups (P < 0.05) .

After correcting effection of gender, age, smoking, BMI,

blood lipids and blood pressure, the closed relation was found between hs-CRP and endothelial function (P <0. 05) .

Conclusions

the hs-CRP level was increased.
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The endothelial function of SAP patients was decreased with the decrement of carbohydrate tolerance, while

The hs-CRP level is significantly correlated with endothelial function.
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Table 1. Comparison of clinical data in different glucose

tolerance level of patients with SAP

Table 3. Color Doppler ultrasound results in different glu—

cose tolerance level of patients with SAP

HoOH NGT 4 IGT 41 T2DM 41
574 () 12/8 9/11 7/13
HEi () 48.5 +4.2 52.7+10.4  53.2x8.1
BMI (kg/m?) 23.8+2.7 24.9+2.8 25.5+2.6
SBP (mmHg) 123 £17 130 + 14 141 +24
DBP (mmHg) 73 +£8 74 £10 79 10
TG (mmol /L) 1.83 £0.95 2.13£0.27 3.12+1.30%
TC (mmol /1) 5.56+1.08 5.78 £0.80  5.98 +1.68
LDLC (mmol /L) 3.23 +0.52 3.90 £0.68  3.98 +0. 89
HDLC (mmol /L) 1.78 £0. 44 1.67 £0.29  1.20 +0.22
FPG (mmol /1) 5.04 £0.33 5.22+0.44 8.31 +2.32%
2hPBG (mmol /L) 6.61 £1.31  8.89+1.61° 13.40 +2.59*

a’y P<0.05,5 NCT #lth#: ;b iy P <0.05, 5 IGT 4 % .

2. AEFE B KT RS T B0 80 B hs-CRPsICAMA
1 sVCAMA /K-FEL 4
Table 2. Comparison of hs-CRP, sICAM- and sVCAMA

levels in different glucose tolerance level of patients with SAP

W H NGT #H IGT 41 T2DM 2
hs-CRP (mg/L) 1.03 £0.32 2.14 +0. 82* 3.05 £1.56h
sICAMH (pg/L) 112.76 £32.03 175.37 £41.21*  234.21 +56. 14b¢
sVCAMA (pg/L)  214.04 £92.34  314.56 +101. 69  485. 89 +173. 24b¢

a yP<0.05,b AP <0.01,5 NGT Atbii;c A P <0.05, 5ICGT A Lb#.
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Figure 1. Analysis of correlation between hs-CRP,sSICAM-,sVCAM- and FMD
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