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Early prediction value of blood human chorionic gonadotropin level for post-mole gestational

trophoblastic neoplasia
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[ Abstract ] Objective: To identify the clinical factors associated with hydatidiform mole and to investigate the early
prediction effect of dynamic monitoring of blood human chorionic gonadotropin(hCG) for gestational trophoblastic neoplasia
(GTN). Methods: The clinical data of 102 cases of hydatidiform mole diagnosed and treated in Nanjing Maternity and Child
Health Care Hospital of Nanjing Medical University were analyzed, among which 50 cases developed into GTN. The univariate
analysis method was used to analyze the correlation between age, childbearing history, pregnancy time, blood hCG levels before
treatment, one day after curettage and one week after curettage with post-mole GTN. The ROC curve analysis was used to
analyze the predictive value of blood hCG levels one day and one week after curettage for post-mole GTN. Results;: The
differences in age, blood hCG levels one day and one week after curettage between the malignant group and the cure group were
statistically significant (P<Z0. 05). The area under the curve (AUC) of the blood hCG level one day after curettage predicting
GTN was 0. 6040. 04, sensitivity 40. 4%, specificity 77%, and the cut-off point was 9 300 mIU/mL. The AUC of the blood
hCG level one week after curettage predicting GTN was 0. 82=£0. 03, sensitivity 71. 6%, specificity 80. 8% . and the cut-off
point was 6 567 mIU/mL. Conclusions: Age, blood hCG levels one day and one week after curettage were independent risk
factors associated with post-mole GTN. The blood hCG level one week after curettage is the most reliable and strongest
predicative factor for post-mole GTN.
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Type 1 interferons induce changes in core metabolism that are critical for immune function

[Abstract] Greater understanding of the complex host responses induced by type 1 interferon (IFN) cytokines could
allow new therapeutic approaches for diseases in which these cytokines are implicated. We found that in response to the Toll-
like receptor-9 agonist CpGA, plasmacytoid dendritic cells (pDC) produced type 1 IFNs, which, through an autocrine type 1
IFN receptor-dependent pathway, induced changes in cellular metabolism characterized by increased fatty acid oxidation (FAQO)
and oxidative phosphorylation (OXPHOS). Direct inhibition of FAO and of pathways that support this process, such as fatty
acid synthesis, prevented full pDC activation. Type 1 IFNs also induced increased FAO and OXPHOS in non-hematopoietic
cells and were found to be responsible for increased FAO and OXPHOS in virus-infected cells. Increased FAO and OXPHOS in
response to type 1 IFNs was regulated by PPARq. Our findings reveal FAO, OXPHOS and PPARa« as potential targets to

therapeutically modulate downstream effects of type 1 IFNs.
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