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Background: Preeclampsia (PE) and obesity share many pathophysiological features, including oxidative stress, endothelial 

dysfunction, inflammatory activation and increased risk of cardiovascular disease. We aimed to evaluate whether obesity impairs 

the performance of placental angiogenic markers in early PE prediction and compare the effectiveness of such biomarkers in 

identifying those at risk of developing PE among normal and overweight pregnant women at the same gestational age.  

Methods: Case-control study of 500 women from a prospective cohort of singleton pregnancies that underwent routine first 

trimester aneuploidy screening in a routine care low-risk setting. The sample included 237 women who subsequently developed 

PE and 263 women with normal pregnancies who were matched for gestational age. Serum levels of placental growth factor 

(PlGF) and soluble fms-like tyrosine kinase-1 (sFlt-1) were measured by automated electrochemiluminescence immunoassay 

according to manufacturer’s instructions (Roche Diagnostics). Results:This study included 247 overweight or obese women, of 

which 156(63.2%) had developed PE. While median sFlt-1 levels weren’t significantly different, median PlGF was significantly 

lower in the preeclamptic group than in normal controls for both overweight/obese (34.8/42.4 pg/mL) and normal/underweight 

women(43.2/53.6 pg/mL). Furthermore, it was observed a negative correlation between maternal weight and PlGF levels. Median 

sFlt-1/PlGF ratio was significantly higher among women who developed PE for the normal/underweight group (37.3/25.7), but not 

for the overweight/obese group (30.1/26.9). Conclusion: Overweight and obese women have altered first trimester placental 

angiogenic patterns compared with controls. Our results support PlGF as a valuable biomarker of PE in both overweight and 

obese pregnant women, suggesting that it can be successfully included in PE prediction models for clinical application in 

populations with high incidence of obesity. 
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The use of auxotrophies as a tool for genetic modification of microbial strains is widely employed in microbiology laboratories. 

However, there are some recognized problems associated with their use, such as the fact that it is unclear how much 

supplementation is required for each auxotrophy and microorganism. Among the auxotrophies, one of the most used is that for 

uracil. In this case, the strains require the supply of exogenous uracil to compensate their nutritional deficiency. However, in some 

studies exogenous uridine is used instead of uracil. The flavinogenic A. gossypii Agura3 strain is unable to grow at the same level 

of the parent strain when the medium is supplemented with uracil alone, being necessary the addition of uridine to overcome this 

effect1. A similar effect was also reported for other flavinogenic fungi, such as Pichia guilliermondii (Candida guilliermondii) 3. 

Given the importance of these uracil auxotrophic strains, it is of extreme pertinence to elucidate the determinants behind this 

inadequacy of uracil to rescue the growth of flavinogenic uracil auxotrophs. Therefore, in this work we investigated the capability 

of the intermediates of the salvage pathways of pyrimidine ribonucleotides to rescue the growth of A. gossypii Agura3 and verified 

that uridine is the most adequate for growth supplementation. Based on these results, a hypothesis identifying the potential limiting 

step of this pathway in A. gossypii is proposed.   
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