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Abstract: Objective To study the the concentration change and and clinical significance of serum plasma
pentamer 3 (PTX3) and galactose agglutinin-3 (Gal-3) in patients with hypertension and coronary heart dis-
ease. Methods A total of 60 cases of simple hypertension, 60 cases of hypertension with coronary heart dis-
ease and 50 cases of healthy persons (control group) received in our hospital from February 2017 to February
2019 were included in the study,the clinical data and the expression of serum PTX3 and Gal-3 concentration in
the three groups were compared,and the expression of serum PTX3 and Gal-3 concentration in the hyperten-
sion and coronary heart disease with difference lesions number were compared. Results The hypertension
course, total cholesterol (TC),low density lipoprotein cholesterol (LDIL-C) in hypertension with coronary
heart disease group were significantly higher than those in simple hypertension group,and the high density lip-
oprotein cholesterol (HDL-C) were significantly lower than those in simple hypertension group (P<C0.05);
the serum PTX3 and Gal-3 concentration in hypertension with coronary heart disease group were significantly
higher than those in simple hypertension group and control group,and the serum PTX3 and Gal-3 in the sim-
ple hypertension group were significantly higher than those in control group (P<C0. 05); the serum PTX3 and
Gal-3 concentration in multi-vessel lesion group were significantly higher than those in double-vessel lesion
and single-vessel lesion group,and the serum PTX3 and Gal-3 concentration in double-vessel lesion group were

significantly higher than those in single-vessel lesion group (P<C0. 05); in the multivariate logistic regression
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model showed that the hypertension duration, TC, LDL-C,PTX3,Gal-3 concentration and the risk of coronary

heart disease positively correlated, while HDL-C negatively correlated (P <Z0. 05). Conclusion

The serum

PTX3 and Gal-3 concentration increased significantly in patients with hypertension and coronary heart dis-

ease,and increased with the increase of the number of lesion branches, which can further increase the degree of

myocardial injury by aggravating vascular inflammation, and this study also provides a new idea for clinical

prevention and treatment of hypertension with coronary heart disease.
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