ED Management of DKA 

In Infants and Children
                                                          DKA?1                                   Management 
                                                                                     No                   considerations2                                 
     Yes

Obtain on all patients:

rapid blood glucose, ABG, UA 

serum glucose/lytes/Ca/Mg/PO4/BUN/creatinine 

Hgb A1C, 12 lead ECG




Initiate fluid therapy3


Initiate insulin therapy4


Monitor closely for & treat cerebral edema5


Monitor dextrose hourly6


Pediatrics/Pediatric Endocrinology Consult

                                                                Admit

Notes:

1   DKA=blood glucose > 250 mg/dL + academia (pH < 7.30 or serum TCO2  
     < 15 mEq/L) + ketonuria   

2   For pH > 7.3 & TCO2 > 15 mEq/L:

     a.   hydrate (consider NS 20 mL/kg IV)

a. give regular insulin (consider correction factor of 1 unit regular for every   25-50 mg/dL over 150 mg/dL) 

     c.   send home if:  alert; able to drink & retain oral fluids; constant supervision is 

           available; home blood glucose monitoring can be performed; all necessary 

           supplies are available at home; suitable physician follow-up has been 

           arranged; not new-onset  

     d.   suggested home management:  

(1) calculate 1 U/kg as total daily dose (TDD) of insulin  

(2) give 35-55% of TDD as Lantus qHS

(3) obtain rapid blood glucose qAC

(4) give 1 U regular insulin for every 10-15 carbs per meal/snack

(5) give 1 U regular insulin for every 25-50 mg/dL over 150 mg/dL per meal/snack 

3   Fluid therapy:

a. HOUR 1:  give NS 10 mL/kg IV bolus; additional fluid should be given only after careful patient assessment for evidence of dehydration; DO NOT GIVE > 20 mL/kg NS 
b. HOUR 2:  give D10W ½ NS with 20 mEq KCl/L and 20 mM KPhos/L (IVF #1) + ½ NS with 20 mEq KCl/L and 20 mM Kphos/L (IVF #2) at total rate (cc/hr) calculated as 1-1 ½ maintenance (maintenance=4 cc/hr for 1st 10 kg + 2 cc/hr for 2nd 10 kg + 1 cc/hr for each additional kg)  

4    Insulin:  start IV infusion 0.1 U/kg/hr 

5    For signs of cerebral edema (deterioration in mental status, change in neuro 

      exam, signs of increased ICP i.e. increased MAP/bradycardia/change in 

      respiratory pattern):  obtain emergent head CT; initiate mannitol 1 g/kg IV; 

      RSI; ventilate to maintain pCO2 30-35 mm Hg 

6    Start D5W when BG approaches 250 mg/dL
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