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[Abstract] Objective To investigate the serum levels of adiponectin (APN), interleukin—6 (IL-6), high sen-
sitivity C-reactive protein (hs-CRP) and their correlation in patients of type 2 diabetes mellitus (T2DM) with coronary
heart disease (CHD). Methods
C) and 40 patients without CHD (group B). Forty healthy subjects were enrolled as the control people (group A). The

Eighty T2DM patients were divided into two groups: 40 patients with CHD (group

levels of APN, IL-6 and hs-CRP in these three groups were measured by ELISA assay, and the level of glycosylated
hemoglobin A,. (GHbA ) was routinely detected. Pearson correlation analysis was used to analyze the correlation be-
tween the three indexes. Results I1L-6 and hs-CRP levels in group C were significantly higher than those in group B
and group A (P<0.05), while APN level in group C was significantly lower compared with group B and group A (P<
0.05). According to correlation analysis, serum hs-CRP level was positively correlated with IL-6 (+=0.725, P<0.05),
with serum GHbA . positively correlated with hs-CRP and IL-6 (+=0.873, 0.912, P<0.01), while serum APN level was
negatively correlated with hs-CRP and IL—6 in group C (=—-0.816, —0.79, P<0.01). Conclusion APN is an antiath-
erogenic factor for atheromatosis, while IL-6 and hs-CRP are inflammatory factors resulting in atheromatosis. These
three factors all participate in the pathogenesis and progression of atherosclerosis in T2DM patients with CHD. Early
intervention for these inflammatory factors level can effectively delay the development of CHD in T2DM patients.
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Serum Hcy level in patients with angina and its relationship with coronary artery lesions degree, serum
inflammatory cytokines levels. ZANG Gui—ming, HE Jiang—chun, WANG Jie, ZHANG Ting—bing. Health Management
Center, PLA Navy General Hospital, Beijing 100048, CHINA

[Abstract] Objective To analyze homocysteine (Hcy) level in patients with angina and its relationship with
coronary artery lesions degree, serum inflammatory cytokines levels. Methods A total of 128 patients with angina in
our hospital were choose as observation group, which were divided into three groups according to degree of coronary
lesion: one lesion group (34 cases), two lesions group (62 cases), three lesions group (32 casess). At same time, 58
healthy check-up people in our hospital were selected as control group. The levels of Hcey, folate, vitamin B,, and in-
flammatory cytokines were detected. Results (1) The level of Hcy in the observation group was significantly higher
than that of the control group, while folate, vitamin B, levels were significantly lower (P<0.05). (2) The levels of Hcy,
folate, vitamin B, showed statistically significant difference between the three groups of patients with different degree
of coronary lesion. As lesion degree got worse, Hey level was higher, and folate, vitamin B, levels were lower (P<
0.05). (3) The inflammatory factor levels in patients with angina were significantly higher than those of control group.
As lesion degree got worse, the inflammatory factors levels became significantly higher (P<0.05). (4) Hcy level was
positively correlated with the levels of interleukin—10 (IL-10), interleukin—6 (IL-6), C-reactive protein (CRP). Folate,
vitamin By, levels were negatively correlated with the levels of IL-10, IL-6, CRP. Conclusion The plasma levels of
Hcy, folate, vitamin By, as well as IL-10, IL-6, CRP, all increase in patients with angina. Hcy related indexes are cor-
related with coronary artery lesion degree and serum inflammatory factors levels.
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