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Abstract Objective: Recent studies showed the major risk factors of arterial thrombotic diseases were closely
related to venous thrombosis. This study aimed to investigate the expressions of CD3, CD4 and CD8 in T lympho-
cytes, CD4/CD8 ratio and high-sensitivity C-reactive protein (hs-CRP) in patients with VTE, coronary artery ath-
erosclerosis (CAA) and healthy subjects. Method: A total of 82 healthy subjects, 51 VTE patients and 114 CAA
patients were recruited, and the expressions of CD3, CD4 and CDS8 in T lymphocytes and CD4/CD8 ratio were de-
termined. The serum hs-CRP was also measured. Result: When compared with healthy subjects, VTE patients had
significantly reduced CD3 expression ( P<{0.05), comparable CD4 expression ( P>>0.05), significantly reduced
CD8 (P<<0.01) and increased CD4/CDS8 ratio ( P<C0.05). CHD patients had significantly reduced CD8 ( P<C
0.01) and increased CD4/CD8 ratio ( P<C0.05). However, VTE patients had comparable expressions of CD3,
CD4 and CD8 and CD4/CD8 ratio to CAA patients. In addition, results showed, among patients with VTE or
CAA., the proportion of patients with reduced CD3™ and CD8" T lymphocytes or increased CD4" /CD8™ ratio in-
creased significantly when compared with healthy subjects. In addition, hs-CRP in VTE group and CAA group
was significantly higher than that in healthy subjects. Conclusion: The antigen recognition and signal transduction
activation of T cells reduce significantly in patients with VTE or CAA, and the killing effect of T cells on patho-
gens including virus is also significantly compromised. In addition, inflammatory and immune mechanisms are in-
volved the occurrence and development of venous and arterial thrombosis.
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Table 1 Characteristics, expressions of CD3, CD4 3, CD8 and CD4/CD8 ratio in different groups at baseline
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