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Relationship of sVCAM-1 Level and eNOSmRNA Expression
in Plasma in Response to Cardiac Thrombosis for the Patients
with Rheumatic Heart Disease and Atrial Fibrillation

ZHANG Ping, YANG Jing
(Department of Clinical Laboratory,Shangluo Central Hospital, Shaanxi Shangluo 726000, China)

Abstract : Objective To investigate the clinical application of plasma sVCAM-1 levels and eNOSmRNA expression in throm-
bosis of rheumatic heart disease (RHD) with atrial fibrillation. Methods The blood and clinical data of 58 patients with
(RHD) hospitalized in the department of cardiology from Shangluo Central Hospital.Shaanxi Province between July 2015
and July 2018 were retrospectively analyzed. They were divided into thrombosis group (28 cases) and non-thrombosis group
(30 cases) according to whether there was intracardiac thrombosis. The levels of plasma sVCAM-1 and eNOSmRNA were
detected by the methods of ELISA and PT-PCR. At the same time,a healthy control group (33 cases) was established to
compare and analyze the relationship between the changes of the above indicators and intracardiac thrombosis in (RHD). Re-
sults The plasma expression of eNOSmRNA in thrombosis group, non-thrombosis group and control group were 0. 21 £
0.05,0.4940. 13 and 0. 9940. 27, respectively, while the plasma level of sVCAM-1 in three groups was 11.34+5.2,7. 7+
3.5 and 3. 74 2.1 ng/L, respectively. Compared with the control group, the plasma sVCAM-1 level was significantly in-
creased whereas the expression of eNOSmRNA was significantly decreased in thrombosis group and non-thrombosis group.
Further, the expression of the two markers was more significant in thrombosis group,and the differences were statistically
significant (+=15. 29~43. 23.all P<(0.01). The results of left atrial diameter (LLAD) , D-dimer (D-D) and systolic blood
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pressure (SBP) in thrombosis group,non-thrombosis group and control group were 55.3+3.2,45.942.7 and 36.34+2.9
mm,2. 8340.67,1. 67+0. 32 and 0. 3540. 19 mg/L..126. 1+8.3.,124. 9£8. 9 and 124. 54 8. 7 mmHg, respectively. Com-
pared with the control group,the diameter of left atrium inthrombosis group and non-thrombosis group increased significant-
ly,especially in thrombosis group. D-D level of thrombosis group and non-thrombosis group was significantly higher than
that of control group,and that of thrombosis group was more significant. There were significant differences in the above re-
sults (t=9.67~37.97,all P<<0.01). There was no significant difference in SBP among groups (t=0.65~1.13,all P>
0. 05). In thrombosis group and non-thrombosis group,sVCAM-1 and eNOSmRNA were correlated with plasma D-D level
and LAD respectively (r=0.839,—0.829, P<<0.01),(r=0.799,—0. 782, P<<0.01). The sensitivity and specificity of sV-
CAM-1 and eNOSmRNA in diagnosing thrombosis progression at the optimal threshold were 70.3% and 81.5%.,77.3%
and 85. 7% ,respectively. The AUCs of sVCAM-1 and eNOSmRNA were 0. 853 (95% CI;0.747 ~0. 960, P<C0.01) and
0. 846 (95% CI:0.736~0. 957, P<0.01) respectively. Conclusion The levels of plasma sVCAM-1 and eNOSmRNA in pa-

tients with (RHD) can be used to determine the coagulation activity and fibrinolysis,and to predict the risk of thrombosis.

Keywords: rheumatic heart disease; thrombosis; sVCAM-1;eNOSmRNA ; D-dimer; left atrial diameter
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