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[Abstract] Objective To investigate the relationship of the pathogenesis of Budd - Chiari syndrome
(BCS) in Chinese with the genotype distribution of the intercellular adhesion molecule-3 (ICAM-3) gene
single nucleotide polymorphism (SNP) loci (rs117942573) and the plasma concentration of ICAM-3. Methods
A total of 300 patients with confirmed primary BCS (BCS group), who were encountered in the Affiliated
Hospital of Xuzhou Medical University, China, during the period from January 2011 to January 2015, were
enrolled in this study. A total of 300 healthy subjects, who made the physical examination at the health
screening center during the same period, were collected and used as control group. By using self - made
questionnaire, face to face epidemiological investigation of participants was conducted, and the medical
record information of BCS patients were collected. The reagent kit was used to extract the genomic DNA from
whole blood, and the genotyping of rs117942573 was detected by competitive allele-specific polymerase chain
reaction (KASP). The enzyme - linked immunosorbent assay (ELISA) was adopted to test plasma ICAM -3
concentration. Results The difference in genotype distribution between BCS group and control group was
statistically significant (}*=4.754, P=0.029). The median plasma ICAM -3 concentration in BCS group
was 875.99 pg/mL (P25=648.87 pg/mL, P75=1435.22 pg/mL.), which was higher than 601.81 pg/mL (P25=
502.89 pg/mL, P75=888.90 pg/mL) in the control group, the difference between BCS group and the control
group was statistically significant (Z=-7.342,P<0.001). Conclusion Statistically significant differences in
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the genotype distribution and the plasma concentration of ICAM -3 exist between BCS group and the control

group, which indicate that the rs117942573 may increase the risk of BCS and the increased expression of
ICAM-3 may be related to the liver damage in BCS patients.(J Intervent Radiol, 2019, 28 319-323)
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