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[Abstract] Objective To investigate the correlation between the levels of anti-cardiolipin (ACL) antibody
and B-glycoprotein antibody in coronary heart disease (CHD). Methods From November 2019 to June 2020,
100 patients with CHD admitted in Qujing Second People's Hospital were selected as the research group, and
90 healthy subjects undergoing physical examination during the same period were selected as the control group. The
ACL antibodies (including ACL-IgG/IgA/IgM, ACL-IgG and ACL-IgM) and B-glycoprotein antibodies (including
B-IgG/1gA/IgM, B-lgG and B-IgM) in serum were detected by enzyme linked immunosorbent assay (ELISA).
Results The levels of ACL-IgG/IgA/IgM, ACL-IgG, ACL-IgM, B-IgG/IgA/IgM, B-IgG and B-IgM in the research
group were higher than those in the control group [ACL-IgG/IgA/IgM (kU/L): 36.24 £18.39 vs. 29.95 +15.64,
ACL-IgG (kU/L): 39.31+7.29 vs. 32.94+9.21, ACL-IgM (kU/L): 28.17 +8.59 vs. 24.03 +£9.51, B-IgG/IgA/IgM
(kU/L): 5.02+0.83 vs. 3.59+1.28, B-IgG (kU/L): 7.98+2.95 vs. 6.02+0.78, B-IgM (kU/L): 8.02+1.48 vs.
5.98 +1.89, all P < 0.05]. The positive rates of ACL-IgG/IgA/IgM, ACL-1gG, B-IgG/IgA/IgM, B-IgG and B-IgM in
the research group were higher than those in the control group [ACL-1gG/IgA/IgM: 17.0% (17/100) vs. 3.3% (3/90),
ACL-IgG: 12.0% (12/100) vs. 0.0% (0/90), B-IgG/1gA/IgM: 48.0% (48/100) vs. 6.7% (6/90), B-1gG: 30.0% (30/100)
vs. 6.7% (6/90), B-IgM: 54.0% (54/100) vs. 12.3% (11/90), all P < 0.05)]. There was no significant difference in
the positive rate of ACL-IgM between the research group and control group. Conclusion ACL antibody and
B -glycoprotein antibody are obviously abnormal in patients with CHD, which are correlated with CHD and have
important reference value for diagnosis of CHD.
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