· 2: management of patient with classical symptoms of DM:
Without biochemical decompensation (post acidotic phase):
Immediate aim of this therapy is to:
1-Provide adequate nutrition, and exogenous insulin in way that prevent polydypsia, and polyurea include nocturia.
2-Prevent DKA.
3-Avoid severe hypoglycemia.
4-Permit normal growth and development within an active life style.

· The patient should admitted for initial therapy, and educate parents, and the patient about nature of disease and insulin therapy, at onset of DM or after recovery from DKA, and the total daily dose of  insulin is  0.7  U/kg/day in pre pubertal  age group ,1 U/kg / day in puberty and 1.2 U /kg /day in late puberty. The  insulin, glargine type is used in 25-30 % of the total dose in toddler age and 40-50 % in older age at bed time and the rest of the dose given in 3 divided doses with in the 3 meals in form of  lispro or  aspart  insulin .
· We can use lenti  insulin  in staid of  glargine , if we have poor control of glucose level .
· But the previous regime of insulin as the fallowing :The total amount give in 2 doses of insulin: 2/3 morning (contain 1/3 soluble, and 2/3 lenti), and 1/3 at evening also the same composition of morning dose. We monitor the blood sugar, and increase or decrease the dose by 10-15% if there is hyper- or hypoglycemia. 
· Lesipro insulin: duration 3 hours, peak action 1.5 hours, start action at 15 minute.
· Amylin – Based adjuvant therapy :  Pramlintide acetate , a synthetic analog of amylin  may be of therapeutic value combined with insulin therapy and in adolescent it has been shown to decrease postprandial hyperglycemia ,insulin dosage ,gastric emptying and HbAc levels. It is given as subcutaneous dose before meals .                                    
· Nutritional management:
· 1-Caloric mixture contain about 55% CHO, 30% fat, and 15% protein of  the diet. Patient should avoid highly refined sugar (which cause rapids increase in blood sugar), but use complex  CHO as starch which given in70% of CHO, sorbitol, or sacharrin should avoided in DM.
· 2-High fiber intake is useful and improve the control of blood sugar.  
· 3-Dietary fat derived from animal sources should reduced and replaced by polyunsaturated fatty acid from vegetable sources.
· 
· 4-The patient should advice to get frequent diet and not to miss feed.
· Provide 20% of daily intake at breakfast, 20% for lunch and 30% for dinner time leaving 10% for each mid morning-mid after noon, and late evening snake.
3-Monitoring and fallow up:
· A: self monitor at home: By daily test of urine for glycosuria, and urine should collect in 3 fraction (from 8 a.m. – 2 p.m., from 2 p.m. to 8 p.m., and from 8 p.m. to 8 a.m.). and we measure the glucose percent in the 3 samples and adjusting the respected dose of rapid or intermediate acting insulin if % increase by 2% so we increase insulin by 10-15%, but when urine constantly free from glucose for any particular part of day so the insulin dose may reduce by 10-15%  when hypoglycemia occur or serum sugar less than 60 mg/dl only
B: short term blood sugar monitoring: 
 1-Ideally the blood sugar range from 80 mg/dl, fasting to 140 mg/dl after meal. 
 2-In practice range of 60-240 mg is acceptable.
3-The blood sugar should measure 3-4 hours/day, for 2 days/week alternating with the days that in which we measure urine glucose.
Fallow up:                                                                                                   1-After the diagnosis: the patient seen every 2 weeks to assess level of therapy, and avoid hypoglycemia due to honey moon periods then should seen every 3 months.
Note: what are the honey periods?
When child with borderline DM aggravate by any precipitate factors so we give insulin, and treating precipitating factors, and patient already have endogenous insulin, so we get recovery for few weeks, or months ,and the treatment with insulin during this period will result in hypoglycemia .                                         2-At each visit educate about the site of injection i.e. we change the site, take detail history and physical examination, and weight, and height measure to ensure adequate growth ,examination of urine for sugar and protein, detect complication of nephropathy.                                                                                3-Glycosylate HbAc: The target HbAc is less than 7.5% regardless of the patient age . It should be checked 3-4 time /year  to see level of treatment, and poor control if the glycosylated Hb equal or more than 10 % which equal or more than 300 mg/dl blood sugar with, or without ketonurea.
Fair control: glycosylated Hb 7.6-9.9 %, and absence of ketonurea, a good  control when glycosylated Hb between 6-7.5% with negative urine for sugar and ketons.
4-Every patient with DM should send for TFT few wks after diagnosis and then every year because they are more prone for thyroid diseases.



COMPLICATIONS OF DM :
A- EARLY COMPLICATIONS:
1-DKA
2-Hypoglycemic Reaction:
It occur suddenly differ from DKA which occur in hours or days. Symptoms are due to :
1-Increase catecholamine secretion include pallor ,sweating, apprehension ,tachycardia.
2-Cerebral  glucopenia include hunger pain ,drowsiness, mental confusion ,seizure or coma.
The common causes of hypoglycemic reaction are : 
A-Accidental error of large dose of insulin.
B-Missing a meal.
C-Sustained and heavy physical exercise with out increase in caloric intake.
 D-Due to honey moon period. 

 Treatment:  The parent and teacher in school should alert about this complication and its treatment ,carbohydrate given in form of sugar 5-10 gm orally, and if the patient in unconscious state or had repeated vomiting   we should give intravenous infusion of 10% dextrose and glucagons 0.5 mg I.M. injection.                                                                                                                                                                                                                                                               
3-BRITTLED DIABETES:
It mean fluctuation the level of blood sugar in spite of adjusting insulin dose and this due to:
 a-Somogy phenomena : It is early morning hypoglycemia manifests  as sweating, headache ,  night terrors ,alternating rapidly within 4-5 hours with hyperglycemia and ketosis with excessive glucosuria and this due to increase in counter regulatory hormones in response to insulin induced hypoglycemia and usually this phenomena occur in patient receive large dose of insulin >2U/kg/day.
b-Dawn phenomena: It is early morning elevation of blood sugar occur in between 5 and 9 a.m. without  preceding hypoglycemia ,this is due to weaning effect of biologically available insulin and due to nocturnal increase in growth hormone secretion. 
 To distinguish between the two conditions ,we should measure the blood sugar at 3 a.m.,4 a. m. and 7 a. m.,9 a. m. If blood sugar >80 mg/dl in the first two samples and markedly high in the last two samples ,it means Dawn phenomena  and treated by increase the evening dose of intermediate insulin by 10-15% or delay the time of evening dose  by 3-4 hour to delay its peak of action . If blood sugar <60mg/dl in the first two samples followed by hyperglycemia  at 7a.m. ,this mean  Somogy  phenomena and treated by decrease the evening dose by 10-15% or delay
injection time 9 p.m. In some patient,  brittled DM better controlled if we increase the frequency of insulin dose.


B-LATE COMPLICATIONS:
 1-Retinopathy: The risk for it after 15year duration of IDDM ,is98%. 
2-Catract: Lens opacities are present in at least 5% of those younger than 19year of age .
3-Diabetic nephropathy : Only 30-40% of patients with IDDM develop end-stage renal disease ESRD .The risk increase with duration of DM, degree of metabolic control ,and genetic predisposition to essential hypertension.                                                                                               4- Macrovascular complications especially coronary arteries disease , cerebrovascular disease and peripheral vascular disease .                                5-Neuropathy both peripheral and autonomic affecting varity of organs and systems .
6-Mauriac syndrome:
 Those will have the fallowing features:
A-Stunted growth . B-Arthropathy of small joints,  C-Dwarfism.
 D- Ostoeopenia .    E-Syndrome of limited joint mobility associated with waxy tight skin .      F-Glycogen laden  hepatomegaly .                           G-Delay in maturation of the patient .
7-ANXITY AND DEPRESSION. 
FEAR OF SELF INGECTING AND SELF-TESTING.
8-Cognetive deffeculties is more in early onset D.M. less than 7 year compared with late onset and healthy control .
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