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[Abstract] Objective To observe the levels of peripheral blood mononuclear cell (PBMC) Pentraxin 3

(PTX-3) expression, and to study the relationship among PBMC PTX-3 expression levels, serum matrix metallo pretein-
ases 9 (MMP-9) and serum high-sensitivity C-reactive protein (hs-CRP) levels in the patients with coronary heart dis-
ease. Methods A total of 132 patients of CHD were selected as experimental group, including 47 cases of unstable an-
gina pectioris (UAP group), 42 cases of stable angina pectoris (SAP group) and 43 cases of acute myocardial infarction
(AMI group). Besides, 33 healthy individuals for physical examination were selected as the healthy control group. The
levels of peripheral blood mononuclear cells PTX-3 and serum MMP-9 were detected by ELISA. The levels of serum
hs-CRP were detected by immunoturbidimetric assay. The correlations of the three were analyzed by using pearson cor-
relation analysis. Results The levels of PBMC PTX-3, serum MMP-9 and serum hs-CRP in UAP group and AMI
group were significantly higher than SAP group and control group (P<0.05). The levels of PBMC PTX-3, serum
MMP-9 and serum hs-CRP in AMI group were significantly higher than those in UAP group (P<0.05). PBMC PTX-3,
serum MMP-9 and serum hs-CRP in SAP group and control group showed no statistically significant difference (P>
0.05). There were positive correlations of PBMC PTX-3 with serum MMP-9, serum hs-CRP and serum MMP-9 with
hs-CRP (r=0.427, P<0.01; r=0.244, P<0.05; r=0.197, P<0.05, respectively). Conclusion The levels of PBMCPTX-3,
serum MMP-9 and serum hs-CRP increased as the deterioration of the disease. There is a positive correlation between
the three kinds of inflammatory factors, and their levels can be used as a prediction index for the severity of CHD.
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Expression of serum IL-2, IFN-y, TNF-a, NKG2D in patients with lung cancer and its clinical significance.
LI Gao, CAI Ren—zhong, CAl Yong—qing. Department of Thoracic Surgery, People’s Hospital of Hainan Province, Haikou
570311, Hainan, CHINA

[Abstract) To study expression of serum IL-2, IFN—y, TNF-a, NKG2D in patients with lung
cancer and its clinical significance. Methods

Objective
From January 2010 to December 2013, 52 patients of lung cancer were
selected as the research subjects (lung cancer group), including 22 patients of lung squamous carcinoma, 18 patients of
lung adenocarcinoma and 12 patients of small cell lung cancer. Among the patients, 20 patients were of stage [ ~ I
lung cancer, and 32 cases were of stage ll~IV lung cancer. Fifty-six healthy volunteer were selected as control group.
Serum levels of IL-2, IFN—y, TNF-a, NKG2D were detected, and the correlation between serum IL-2, IFN—y,
TNF-a, NKG2D levels and age, smoking history, course of the disease, lung cancer staging, pathological type and
body mass index (BMI) were analyzed. Results Serum IL-2, IFN—y, NKG2D level in lung cancer group were signif-

icantly lower than those in the control group (P<0.01), but serum TNF-« level in lung cancer group significantly
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