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The relationship between serum HMGB1 and PTX3 in late pregnancy with the naturally born neonatal
outcomes in pregnant women with group B streptococcal infection

LI Xinxiu, CHANG Hong, WANG Hui  (Department of Obstetrics, Yantai Yeda Hospital , Yantai 264006,
Shandong »China) *

Objective To explore the relationship between the serum high mobility group protein Bl (HMGB1) and
pentraxin-3 (PTX3) in late pregnancy with the naturally born neonatal outcomes in pregnant women with group B
streptococcus (GBS) infection, and to provide a basis for clinical evaluation of the neonatal outcomes in GBS infected
pregnant women. Methods From January 2022 to January 2024,101 late pregnancy women who born naturally in our
hospital were regarded as subjects. According to whether they had GBS infection, they were assigned into an infected
group of 45 cases and a non infected group of 56 cases. Serum samples of research subjects were collected and general
clinical information was collected and organized. Enzyme linked immunosorbent assay (ELISA) was applied to detect
serum HMGBI and PTX3,and the differences in serum HMGBI1 and PTX3 were compared between the infected and non
infected groups. The factors contributing to naturally born neonatal outcomes in GBS infected pregnant women were
analyzed using logistic regression. In addition, ROC curve was applied to represent the value of serum HMGBI1 and PTX3
in predicting adverse neonatal outcomes.  Results The infected group had prominently higher serum HMGBI1 and PTX3
than the non infected group (P<C0. 05). The infected group had prominently more adverse neonatal outcomes than the
non infected group (P<C0.05). The serum HMGBI1 and PTX3 in pregnant women with adverse neonatal outcomes in the
infected group were prominently higher than those in pregnant women with good neonatal outcomes (P <C0. 05). High
levels of HMGBI and PTX3 were both risk factors for adverse neonatal outcomes in infected group (P <C0. 05). The
AUC of the combination of serum HMGBI1 and PTX3 in the diagnosis of neonatal outcomes in GBS infected pregnant

women was 0. 965, with sensitivity and specificity of 97. 78 % and 85. 45% , respectively, which was better than the single
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diagnosis (Z .upination - nmesr = 9+ 026+ Z opination - prxs — 2. 017, P =0. 003, 0. 044).

Conclusion The serum HMGBI and

PTX3 in GBS infected pregnant women in the late pregnancy are prominently higher than those in uninfected individuals,

and are associated with naturally born neonatal outcomes. Combined detection is of great significance in predicting adverse

neonatal outcomes.
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Table 1 Comparison of clinical parameters
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Table 2 Comparison of clinical physiological indicators in pregnant
women with different neonatal outcomes
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Table 3 Factors influencing the neonatal outcomes in the infection
group by logistic regression analysis
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Table 4 Diagnostic value of serum HMGB1,PTX3 levels and their
combination for neonatal outcomes in the infection group
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Fig. 1 Diagnostic value of serum HMGB1,PTX3 levels and their
combination for neonatal outcomes in the infection group
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