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Abstract: Objective To investigate the correlation between maternal serum folic acid (FA), monocyte chemoattractant protein-1
(MCP-1), progesterone-induced blocking factor (PIBF) levels and embryonic development cessation in early pregnancy. Methods
From December 2021 to December 2023, 98 pregnant women with embryonic development cessation in early pregnancy
admitted to the Second Hospital of Jingzhou were regarded as the cessation group, and 50 normal early pregnancy pregnant
women who underwent pregnancy examinations during the same period were as the control group. General clinical data was
collected and analyzed. Enzyme-linked immunosorbent assay (ELISA) was applied to detect serum levels of FA, MCP-1 and
PIBF. Multivariate logistic regression was applied to analyze the influencing factors of early pregnancy embryo cessation of
development. Receiver operating characteristic (ROC) curve was plotted to analyze the predictive value of serum FA, MCP-1,
and PIBF for early embryonic development cessation in pregnancy. Pearson method was applied to analyze the correlation
between serum FA, MCP-1, PIBF, progesterone(PROG), estradiol(E2) and {3 -human chorionic gonadotropin ( 3 -HCG). Results
Compared with the control group, the serum FA (9.51 + 1.21 nmol/L vs 11.32 + 1.56 nmol/L) and PIBF (295.46 + 30.22 ng/ml vs
342.14 +36.97 ng/ml) levels in the cessation group were greatly reduced, while the serum MCP-1 (1.02 = 0.15 mg/ml vs
0.82 +0.11 mg/ml) level was greatly increased, and the differences were statistically significant (/=7.785, 8.347, 8.229, all P
< 0.001). There were great statistical differences in the history of embryonic development cessation (75.64% vs 25.36%),
PROG(13.32 + 1.81 ng/ml vs 23.65 +2.74 ng/ml ), E2 (221.34 +25.69 pmol/L vs 298.65 + 31.64 pmol/L), and B -HCG levels
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(5 323.62 £ 536.85U/L vs 8 562.31 +924.55 U/L) between the two groups (¢/y’=6.548~27.428, all P<0.05). Pregnant women’s
history of embryonic development cessation and elevated level of MCP-1 were risk factors for embryonic development cessation
in early pregnancy (Wald y’=4.239, 4.613, all P<0.05), while elevated levels of B -HCG, FA and PIBF were protective factors for
embryonic development cessation in early pregnancy (Wald y’=4.476, 4.423, 5.974, all P<0.05). The AUC of FA, MCP-1, PIBF,
and their combination in predicting early embryonic development cessation in pregnancy was 0.811, 0.805, 0.816 and 0.908,
respectively. The combined prediction was greatly better than that of individual diagnosis of FA MCP-1, and PIBF (Z=2.749,
2.381, 1.993, all P<0.05). FA and PIBF were positively correlated with PROG, E2 and B -HCG (r=0.433~0.512, all P<0.05),
while MCP-1 was negatively correlated with PROG, E2 and B -HCG (=—0.432, —0.487, —0.458, all P<0.05). Conclusion The
serum levels of FA and PIBF in pregnant women with embryonic development cessation in early pregnancy decrease, while the
level of MCP-1 increases. These three factors are all influencing factors for embryonic development cessation in pregnant
women, and have certain auxiliary predictive value for embryonic development cessation in early pregnancy.
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2.4 fi&FA, MCP-1, PIBF - 144k AE A6 4% 12 & 7~, FA, MCP-1, PIBF DL S B A& Fill A e IR IR i 15
Fogrammia A3, K1, DIRIE R RS 1R BRI AUCHH 24 0.811, 0.805, 0.816 F10.908, Bk
KRR A (=0, /&=1), IZZIHFA, MCP-1, AT 5 0T FA, MCP-1, PIBF Bl (Z=2.749,
PIBF (¥4 A S AE) A H A8 24 il ROC £k, 45 5L ik 2381, 1.993, ¥JP < 0.05).
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