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[ Abstract] Objective To determine if the concentration of sHLA-G (soluble
human leukocyte antigen-G) change with the presence of histologic chorioamnionitis.
Methods Total of 40 cases with normal pregnancy and 90 pregnant women with pre-
mature rupture of membranes or preterm delivery were enrolled in this study. sHLA-G
concentrations of amniotic fluid ( AF) or serum sample were determined by ELISA.
Results Among the 130 patients, 54 patients were diagnosed as histologic chorioam-

nionitis through pathological examination. The median sHLA-G concentrations in AF
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was elevated in patients with histologic chorioamnionitis than those without chorioamni-
nitis (79.38 + 19.08 U/ml vs 43.77 + 14.09 U/ml, P < 0.001). Similarly, me-
dian concentration of SHLA-G in blood of patients with histologic chorioamnionitis were
higher than those without chorioamninitis (45.98 + 10.05 U/ml vs 28.66 + 10. 88
U/ml, P< 0.001). Conclusions Patients with chorioamnionitis had a higher medi-
an sHLA-G concentration in both AF and serum samples than those without histologic
inflammation. So we propose that sHLA-G may participate in the regulation of host im-
mune response against intraamniotic infection, and we can take it as a diagnostic index
of chorioamnionitis.
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