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GENERAL DATA
In pediatric diabetes, scientific research has not yet reached a definitive consensus. There are many theories available. A series of studies aim to demonstrate the involvement of oxidative stress in atherosclerotic imbalance, incriminated as a clinical precursor of vascular damage. [1-5] Nonenzymatic glycation, glucose autoxidation, and changes in polyol pathway activity are all sources of increased oxidative stress when hyperglycemia is present. This stress has a significant and urgent impact on the body, [1,2,3] highlighting the importance of our research. In patients with a genetic predisposition, type 1 diabetes predominates in childhood and is characterized by an autoimmune nature, with progressive destruction of pancreatic beta cells and lack of insulin. [1-10]
However, in the first decade of diabetes evolution, international medical literature questions the importance of maintaining the oxidant-antioxidant balance at optimal parameters to prevent the long-term consequences of hyperglycemia [1-10]. The local release of pro-oxidant elements causes endothelial vasodilatation. Stress, high-calorie meals, and hyperglycemia increase oxidizing factors, increasing the difficulty of maintaining internal balance. These are added: hypercholesterolemia, pollution, climate change, active or passive smoking, etc. The combination of these components determines the occurrence of vascular diseases. However, endothelial vascular damage is difficult to demonstrate without other factors in the diabetic child's first decade of diabetes evolution [1-10].
          Children with type 1 diabetes have been found to exhibit higher levels of oxidative stress (SOD and GSH, MDA) compared to healthy children [10]. While the involvement of oxidative stress is well-explored in diabetic adults, the same cannot be said for pediatrics, where research has yet to reach a consensus [7-10]. The early onset and the long duration until the onset of complications, sometimes in adult life, have led to a lack of comprehensive analysis in the pediatric part. However, emerging studies are beginning to show that the pediatric diabetes development period consistently experiences elevated levels of oxidative stress. These findings underscore the importance of your role in advancing research to fully understand and address the increased impact of oxidative stress on children with type 1 diabetes [1-10].


The current research project is based on these components or structures. We emphasized the concepts in the specialized literature and compared them with the subjects' situations in our region (southeast Romania).
1. [bookmark: _Toc171856221]Introduction
Diabetes mellitus is a metabolic condition characterized by a progressive decrease in insulin secretion. The result is the onset of hyperglycemia, later accompanied by the classic manifestations specific to diabetes: polyuria, polydipsia, polyphagia, glycosuria, and weight loss. [11]
          Diabetes is defined as a complex condition whose defining element is hyperglycemia and its consequences. [11,12]
          Diabetes mellitus has shown an epidemic expansion in the last 20 years. The pediatric population with type 1 diabetes is mainly targeted. Its evolution is still intensively analyzed. The expansion is alarming. Doctors or social responsibility bodies must address the impact on all individuals. In our country, the percentage of children and adolescents with diabetes is lower compared to the European population. However, the latest epidemiological data show a clear trend of increasing diabetes at young ages. International studies try to anticipate possible micro and macrovascular complications. More precisely, we try to determine the possible moment of the onset of the first changes induced by type 1 diabetes in children to establish the appropriate therapeutic behavior to prevent the onset of complications and increase the quality and life expectancy. [13,14]
The common element of the two classical types of diabetes is represented by hyperglycemia.
Diabetes mellitus is determined by initiating a process of destruction of β-pancreatic cells within the islets of Langerhans, resulting in the impossibility of ensuring the insulin requirement and establishing hyperglycemia. The triggering of this process is incompletely known, the factors involved being multiple (genetic, immune, environmental, etc.) [12, 15, 16, 17, 18]. This highlights the urgent need for a comprehensive understanding of this disease.
          A chronic inflammatory process is initially triggered in the pancreas, releasing pro-inflammatory cytokines and reactive oxygen species. The trigger point is often a viral infection with intermediate or, most often, mild clinical resonance. An initial overshoot of the triggering process is observed without significant consequences. The installation determines the first step of the chronic process of inflammation in the pancreas. It often has a viral infection as its starting point, with medium or mild clinical resonance. The child overcomes the episode, but the inflammation persists at the level of the pancreas. In other words, the viral infection with an impact on the islets of Langerhans and, respectively, the β-pancreatic cells cause gradual destruction and inflammation, followed by the establishment of hyperglycemia. [14, 15, 16, 17, 18]
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