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[Abstract] Objective To investigate the causal relationship between immune cells and unstable angina pectoris (UAP) using
Mendelian randomization (MR) approach. Methods Using the GWAS database, immune cells were set as exposure factors
and UAP as outcome indicators. Causal inference was conducted using the inverse variance weighted, MR—Egger regression
method, weighted median method, and weighted mode method, and the robustness and multi-potency of the results were
verified through sensitivity analysis. Results The inverse variance weighted of immune cells and UAP showed that CD4* T
cell Absolute Count (OR=1.076, 95% CI: 1.023-1.132, P <0.05), CD28" CD&* T cell % T cell (OR=1.117, 95% CI:
1.008-1.239, P<0.05), CD20 on unswitched memory B cell (OR=1.081, 95% CI: 1.005-1.163, P<0.05), and CD80 on
CD62L" myeloid Dendritic cell (OR=1.049, 95%CI: 1.001-1.099, P<<0.05) were positively correlated with the onset of UAP.
CD4* CD8" T cell %T cell (OR=0.850, 95%CI: 0.723-1.000, P<<0.05), and CD25 on IgD*CD38" naive B cell (OR=0.949,
95% CI: 0.913-0.987, P <<0.05) were negatively correlated with UAP. The results were further supported by MR-Egger

[(EL£TH] WAA PELRHEm Ui H (2020M164) . regression method, the weighted median method, and the
[EIEE] EHR2%(1964-), 5 i+, #0471 +4 0%, & weighted mode method. A stable causal relationship between
AR s A5 J7 ] - o7 BR 25 B3R 7 U LB immune cells and UAP was supported by the results of
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heterogeneity, pleiotropy, and leave—one—out analyses. Conclusion Different types of immune cells have different effector

relationships on the pathogenesis of UAP, which provides an immunological perspective for the diagnosis and treatment of UAP.

[Key words] Unstable angina pectoris; Immune cells; Mendelian randomization; Causal relationship
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