
Type 1 DM: 

 Formerly called insulin-dependent diabetes mellitus (IDDM) or juvenile diabetes, T1DM is 

characterized by low or absent levels of endogenously produced insulin and dependence on 

exogenous insulin to prevent development of ketoacidosis. 

  The onset occurs predominantly in childhood, with median age of 7-15 yr, but it may present 

at any age. 

 Girls and boys are almost equally affected; there is no apparent correlation with 

socioeconomic status.  

  T1DM is characterized by autoimmune destruction of pancreatic islet β cells. Both genetic 

susceptibility and environmental factors contribute to the pathogenesis. 

 The children and adolescents with this type of diabetes are usually obese but are not insulin 

dependent and infrequently develop ketosis.  

 This type of diabetes was formerly known as adult-onset diabetes mellitus, non–insulin-

dependent diabetes mellitus (NIDDM). 

 The presentation of T2DM is typically more insidious than that with T1DM. 

  In contrast to patients with T1DM who are usually ill at the time of diagnosis, children with 

T2DM often seek medical care because of excessive weight gain and fatigue as a result of 

insulin resistance and/or an incidental finding of glycosuria during routine physical 

examination. 

  A history of polyuria and polydipsia is relatively uncommon in these patients. 

 Diseases of the exocrine pancreas  

 Pancreatitis 

 Neoplasia  

 Cystic fibrosis 

 Hemochromatosis  

 Endocrinopathies  

 Acromegaly  

 Cushing disease 

 Pheochromocytoma  



 Hyperthyroidism 

 Drugs  

 Pentamidine  

 Nicotinic acid 

 Glucocorticoids  

 Thyroid hormone 

 Diazoxide  

 β-Adrenergic agonists 

 Thiazides  

 Infections  

 Congenital rubella 

 Cytomegalovirus 

 hemolytic uremic syndrome . 

 genetic syndromes.  

 Down syndrome. 

 Klinefelter syndrome. 

 Turner syndrome. 

 Gestational diabetes mellitus.  

 Neonatal diabetes mellitus  

1-Transient—without recurrence. 

2-Transient—recurrence 7-20 yr later. 

 Permanent from onset. 

 Initiation of autoimmunity. 

 Preclinical autoimmunity with progressive loss of β-cell function. 

 Onset of clinical disease. 



 Transient remission. 

 Established disease. 

 Development of complications. 

 

 insulinopenia,…. hyperglycemia occurs 

  When the serum glucose increases above the renal threshold, intermittent polyuria or 

nocturia begins. 

  Female patients may develop monilial vaginitis due to the chronic glycosuria. Calories are lost 

in the urine, triggering a compensatory hyperphagia.  

 When extremely low insulin levels are reached, keto acids accumulate. At this point, the child 

quickly deteriorates. Keto acids produce abdominal discomfort, nausea, and emesis, 

preventing oral replacement of urinary water losses= Dehydration .. 

 Ketoacidosis   …..leads to Kussmaul respirations (deep, heavy, rapid breathing), fruity breath 

odor (acetone), and possible coma. 

  About 20-40% of children with new-onset diabetes progress to DKA before diagnosis. 

 

 Hyperglycemia, glycosuria,  with or without ketonuria.  

 A baseline hemoglobin A1C (HbA1c) allows an estimate of the duration of hyperglycemia and 

provides an initial value by which to compare the effectiveness of subsequent therapy. 

 Autoantibodies to both insulin and glutamic acid decarboxylase.. 

 Other autoimmunities associated with T1DM should be sought, including celiac disease (by 

tissue transglutaminase IgA and total IgA) and thyroiditis (by antithyroid peroxidase and 

antithyroglobulin antibodies).  

 MaInsulin replacement 

 Education  

 Monitoring  and follow up 

  psychological support 

 Management   of  complication  

Management: 



 Insulin replacement 
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  psychological support 

 Management   of  complication  

 Conventional insulin therapy : consist of rapid or short acting insulin mixed with an intermediate 

acting insulin prepartion given twice aday before breakfast and before dinner..  

 Morning  dose consist of approximately tow-third  intermediate acting insulin  and one third 

short or rapid acting preparations. 

 Predinner dose is usually half intermediate acting and half short or rapid acting type.  

 

 Intensive insulin therapy(basal bolus therapy):  this is by long acting insulin analogue given by 

subcutaneous insulin or as continuous subcutaneous infusion of a rapid acting analogue 

provided by an insulin pump..  

 Self-monitoring of blood glucose (SMBG) is an essential component of managing diabetes. 

  Monitoring often also needs to include insulin dose, unusual physical activity, dietary 

changes, hypoglycemia, intercurrent illness… 

  Ideally, the blood glucose concentration should range from approximately 80 mg/dL in the 

fasting sSelf-monitoring of blood glucose (SMBG) is an essential component of managing 

diabetes. 

  Monitoring often also needs to include insulin dose, unusual physical activity, dietary 

changes, hypoglycemia, intercurrent illness… 

  Ideally, the blood glucose concentration should range from approximately 80 mg/dL in the 

fasting state to 140 mg/dL after meals. In practice, however, a range of 60-220 mg/dL is 

acceptable. 

tate to 140 mg/dL after meals. In practice, however, a range of 60-220 mg/dL is acceptable….. 

 These episodes are usually not predictable, although exercise, delayed meals or snacks, and 

wide swings in glucose levels increase the risk.  

 Hypoglycemia can occur at any time of day or night.  



  The child may show pallor, sweating, apprehension or fussiness, hunger, tremor, and 

tachycardia, all due to the surge in catecholamines as the body attempts to counter the 

excessive insulin effect. 

  Behavioral changes such as tearfulness, irritability, aggression. 

  As glucose levels decline further, cerebral glucopenia occurs with drowsiness, personality 

changes, mental confusion.  

Ketoacidosis:::: 

 Severe insulinopenia (or lack of effective insulin action) results in a physiologic cascade of 

events in 3 general pathways:   

 Excessive glucose production coupled with reduced glucose utilization raises serum glucose. 

This produces an osmotic diuresis, with loss of fluid and electrolytes, dehydration. 

 Increased catabolic processes result in cellular losses of sodium, potassium, and phosphate. 

 Increased release of free fatty acids from peripheral fat stores supplies substrate for hepatic 

keto acid production...  

Management Fliud  therapy 

 1. nil by mouth.   2. assume 10% dehydration ..   3.calculate deficit &maintenance … 

 Insulin  

 Potassium 

 Bicarbonate therapy  

t of DKA 

 

 

 

 


