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Analysis of serum levels of TGF-beta 1 and HGF in patients with coronary heart disease and its clinical effect
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and Child Care Community Health Service Centers, Ji'nan 250001, China)

[ Abstract] Objective To investigate the changes of serum TGF- beta 1 and HGF levels in patients with coro-
nary heart disease and their clinical significance. Methods The clinical data of patients with coronary heart disease re-
corded were retrospectively analyzed and were divided into acute myocardial infarction group (AMI) and unstable angina
group (UAP). the health adults in our hospital were also enrolled as the control group. The differences of serum levels of
TGF-B, ,HGF,HGF, inflammatory cytokines and serum lipids were assessed in three groups,the correlation between ser-
um TGF-B, levels and inflammatory cytokines and serum lipid levels in patients with coronary heart disease and coronary
heart disease was analyzed. Results The serum levels rank of TGF-B, from the highest to the lowes among the three
groups were control group,UAP group and AMI group. The levels rank of HGF were AMI group, UAP group and control
group, all the inter-group difference was statistically significant; The levels rank of IL-18,IL-6 and hs-CRP in the three
group were AMI group, UAP group and control group, all the inter-group difference was statistically significant ; The levels
rank of TG, TC,LDL-C in the three group were AMI group, UAP group and control group, HDL-C levels from high to low
were control group,UAP group and AMI group, the difference was statistically significant. In patients with coronary heart
disease ,serum TGF-B, levels were negatively correlated with levels of 1L-18 ,IL-6,hs-CRP, TG, TC and LDL-C, while
positive correlation was detected with the level of HDL-C. the HGF levels are positively correlated with levels of 11.-18,
IL-6,hs-CRP, TG, TC, LDL-C, but negatively correlated with HDL-C levels. Conclusion The level of TGF-beta 1 in
patients with coronary heart disease is low while the level of HGF is higher,and both are closely related to the serum lev-
els of of inflammatory cytokines and blood lipids.
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