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ABSTRACT 

The first presentation of T1DM in adults is becoming less prevalent, although it continues to be widespread in the pediatric 

population due to the increasing prevalence of DKA. If a patient presents with DKA for the first time, it is likely that the 

underlying diagnosis is T1DM. This is especially true if the patient has a short history of symptoms, is young, and has a 

normal BMI. The condition known as  DKA, also known as ketosis-prone type 2 diabetes or 'Flatbush' diabetes. 

physiological aims for metabolic treatment include: > Reduction of blood ketone concentration by 0.5 mmol/L/hour; > 

Increase of venous bicarbonate by 3.0 mmol/L/hour; > Reduction of capillary blood glucose by 3.0 mmol/L/hour; and > 

Maintenance of potassium levels between 4.0 and 5.5 mmol/L.If these targets are not met, then the FRIII rate should be 

increased in order to compensate. Despite NICE recommendations, access to psychological treatments for patients with type 

1 diabetes is unsatisfactory in many places. Diabetes specialist teams should be contacted within 24 hours of any 

hospitalization for DKA, and the patient should be reviewed by a specialist before being discharged. This education support 

should include the following elements in order to promote best practice:  a review of the normal glycemic control 

procedures Discussion on sick day policies, assessment of the requirement for home ketone testing (blood or urinary) and 

education to enable this, as well as contact telephone numbers for the diabetes specialist team, including after-hours service. 
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INTRODUCTION 

 Despite the fact that diabetic ketoacidosis 

(DKA) is a completely preventable illness, it is not a rare 

presentation to the hospital. DKA is caused by a decrease 

in effective circulating insulin, which is accompanied by 

an increase in counter-regulatory hormones in the 

bloodstream. This potentially life-threatening 

consequence of type 1 diabetes mellitus (T1DM) is 

frequently mismanaged, resulting in morbidity and an 

increased duration of stay in the hospital setting. 

Mortality rates have decreased dramatically over the 

previous 20 years, and now account for less than 1 

percent of the population. Therapy while in the hospital. 

> Infection: most typically chest, urinary tract, and skin 

infections. > Acute coronary syndrome or via Advanced 

near-patient testing technology has enhanced patient care 

by enabling more rapid diagnosis and more frequent 

monitoring of therapy response, both of which are 

beneficial to patients. An alarming number of persons 

acquire diabetic ketoacidosis (DKA) while already in the 

hospital, according to the findings of the National 

Diabetes Inpatient Audits [2] Newly diagnosed type 1 

diabetes > Poor compliance with insulin administration. 

> Inadequate insulin event. 

Is it T1DM if you get a new diagnosis of diabetes that 

presents with DKA? 

 The first presentation of T1DM in adults is 

becoming less prevalent, although it continues to be 

widespread in the pediatric population due to the 

increasing prevalence of DKA. [3] If a patient presents 

with DKA for the first time, it is likely that the 

underlying diagnosis is T1DM. This is especially true if 
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the patient has a short history of symptoms, is young, and 

has a normal BMI. The condition known as ABSTRACT 

DKA, also known as ketosis-prone type 2 diabetes or 

'Flatbush' diabetes, can occur in some people with type 2 

diabetes mellitus (T2DM). A genetic component may be 

involved: it is more common in people of African-

Caribbean descent, and triggers such as severe 

intercurrent illness or metabolic stress may also play a 

role. The absence of typical autoantibodies associated 

with a diagnosis of T1DM (glutamic acid decarboxylase, 

insulin autoantibody 2, zinc transporter 8) raises the 

suspicion of T2DM; however, results typically take more 

than a week to come back, making them ineffective for 

acute management of the condition. Initially, any patient 

presenting with DKA should be assumed to have type 1 

diabetes and should be treated accordingly. 

 

Management of DKA : 

 The Joint  Diabetes Societies issued a national 

guideline for managing diabetic ketoacidosis (DKA) in 

2010 (which was modified in 2013), in an effort to 

eliminate diversity in DKA management standards 

between hospitals, and so perhaps improve the overall 

standard of care. [4] 

 

The most important elements of DKA management: 

 The most critical initial therapeutic intervention 

in DKA is adequate fluid replenishment, which is 

followed by insulin infusions. The primary goals of fluid 

replacement are as follows: > restoration of circulatory 

volume, > clearance of ketones, and > correction of 

electrolyte abnormalities, insulin should be supplied 

intravenously at a constant rate based on body weight 

using the following formula: 0.1 units per kilogram of 

body weight each hour for every kilogram of body 

weight. It may be essential to estimate the patient's 

weight; nevertheless, treatment should not be postponed 

until a precise weight has been obtained. Intravenous 

insulin infusion at a fixed rate (FRIII) not only lowers 

blood glucose levels, but it also has the additional benefit 

of suppressing further ketogenesis while also restoring 

electrolyte balance. It is necessary to monitor 

biochemical parameters on a regular basis, including 

glucose, capillary ketones, venous pH, and serum 

potassium. When assessing acid-base status, it is not 

necessary to draw arterial blood; instead, venous 

sampling is sufficient because the difference between 

arterial and venous pH/HCO3 is not large enough to alter 

the diagnosis or management of DKA.[1,2,3] 

 Physiological aims for metabolic treatment 

include: > Reduction of blood ketone concentration by 

0.5 mmol/L/hour; > Increase of venous bicarbonate by 

3.0 mmol/L/hour; > Reduction of capillary blood glucose 

by 3.0 mmol/L/hour; and > Maintenance of potassium 

levels between 4.0 and 5.5 mmol/L. If these targets are 

not met, then the FRIII rate should be increased in order 

to compensate. Considering that clearing ketones is 

equally important as normalizing blood glucose, it is 

frequently necessary to administer intravenous 10 percent 

dextrose in order to avoid hypoglycemia and allow 

continued FRIII to suppress ketogenesis; 10 percent 

dextrose should be administered when the blood glucose 

falls below 14.0 mmol/L. It is critical to maintain the 0.9 

percent sodium chloride solution in order to maintain 

proper circulatory volume, which means that it is 

frequently required to infuse both solutions at the same 

time . DKA is resolved by a number of means. pH greater 

than 7.3 units > Bicarbonate greater than 15.0 mmol/L 

Ketone levels in the blood are less than 0.6 mmol/L.[4,5] 

 

Troubleshooting: 

 If the DKA does not resolve and the treatment 

goals are not being met, the cannula's patency and 

location should be evaluated. Check to see that the 

correct rate of intravenous infusions (FRIII and fluids) 

has been provided to the patient. Examine the patient 

again for signs of concurrent pathology, such as intra-

abdominal infection or myocardial infarction. Consider 

whether insulin resistance is likely due to factors such as 

obesity, concurrent steroid medication, or an increase in 

the rate of FRIII. Reevaluate hydration status and 

consider increasing the rate at which intravenous (IV) 

fluids are administered. Subcutaneous insulin with a 

lengthy half-life should be continued. When IV treatment 

is discontinued, the patient's basal (long acting) analogue 

insulin (e.g., Levemir/detemir, Lantus/glargine, 

Tresiba/degludec) should be continued in conjunction 

with the FRIII to prevent rebound hyperglycemia. If a 

new diagnosis of T1DM is made in a patient who 

presents with DKA, basal insulin should be started as 

soon as possible, and IV insulin should be continued until 

there is some basal subcutaneous (SC) insulin available. 

In the case of newly diagnosed individuals requiring 

conversion to SC insulin, consult with a professional. It is 

appropriate to just restart the SC insulin regimen that was 

in place prior to DKA. However, if the patient's glycemic 

management was inadequate before to admission (high 

HbA1c, recurrent hypoglycemia), a medication 

reassessment is recommended.[6,7] 

 The patient can resume SC insulin therapy if the 

DKA has cleared and he or she is able to eat and drink 

normally again. It is critical that the intravenous insulin 

infusion is not stopped until at least 30–60 minutes after 

the delivery of the SC insulin dose taken with a meal has 

taken place. The patient's basal insulin should have been 

continued at the same time that the FRIII was 

administered. It is important to note that if the basal 

insulin was accidentally interrupted, the insulin infusion 

should not be terminated until some kind of background 

insulin has been administered, such as a stat dose of 

Insulin equal to half the patient's regular daily dose of 

basal insulin. If the patient was previously on twice-daily 
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fixed-mix insulin (e.g. NovoMix 30), they should resume 

their normal SC insulin either before breakfast or before 

dinner, as needed. Allow 30–60 minutes after the SC 

insulin was administered before stopping the IV insulin 

infusion. It is recommended that decisions on SC insulin 

treatment (such as which regimen to use, which insulin to 

use, and what doses to use)[8,9,10] in newly diagnosed 

patients be made with the assistance of the diabetes 

specialist team. The patient should be given a variable 

rate insulin infusion and IV fluids appropriate to their 

fluid status if their DKA has subsided but they have not 

yet been given the opportunity to eat and drink normally. 

In specific cases, DKA may be necessary. 

 Pregnancy DKA is a serious concern to both the 

mother and the foetus, with a risk of foetal death due to 

the toxicity of ketones to the foetus in pregnancy. Female 

patients should be treated in the birth suite or on the high 

dependency unit, where they will receive collaborative 

medical and obstetric care. It's important to remember 

that in women, DKA can manifest as stomach pain and 

can develop with only a very slight spike in glucose 

levels.[11,12] Maintain conventional DKA protocol, with 

early obstetrics evaluation and foetal monitoring, if 

necessary, depending on the stage of pregnancy in which 

the patient is.[5] When calculating the initial FRIII dose, 

use the booking weight;[13] however, because pregnancy 

is a condition of insulin resistance, the insulin infusion 

rate may need to be increased to compensate. Pregnancy 

can occasionally be the cause of DKA, and all women of 

reproductive age who present with DKA should be 

evaluated for pregnancy. 

 

Uses of the pump: 

 Insulin pump therapy, also known as CSII 

(continuous subcutaneous insulin infusion), is used by 

people who do not need to take any long-acting insulin 

supplements. In this case, if there is any interruption in 

insulin delivery (for example, if the cannula is blocked or 

dislodged), hyperglycemia and then ketoacidosis can 

develop very quickly unless the problem is identified and 

corrected,[14] for example, by re-positioning the cannula, 

changing the tubing, or initiating alternative insulin such 

as an intravenous infusion, within minutes. When a pump 

user gets DKA, the CSII becomes unreliable due to 

decreased tissue perfusion, which affects insulin 

absorption and glucose tolerance. DKA treatment should 

be initiated as soon as possible once the pump therapy 

has been temporarily ceased.[15, 16] As soon as the 

DKA has subsided, CSII can be restarted at the patient's 

usual basal rate; however, intravenous insulin infusion 

should be continued until the meal bolus has been 

administered. 

 

CONCLUSION: 

 Preventing recurrent DKA is important. An 

unusually high proportion of acute hospitalizations for 

DKA occur in a limited group of persons with type 1 

diabetes. These are frequently young persons who are 

experiencing psychosocial difficulties, and poor 

compliance with insulin medication is typical. When it 

comes to diabetes control, support and education are 

more important than having to switch to a different 

insulin regimen. Despite NICE recommendations, access 

to psychological treatments for patients with type 1 

diabetes is unsatisfactory in many places. Diabetes 

specialist teams should be contacted within 24 hours of 

any hospitalization for DKA, and the patient should be 

reviewed by a specialist before being discharged. This 

education support should include the following elements 

in order to promote best practice:  a review of the normal 

glycemic control procedures Discussion on sick day 

policies, assessment of the requirement for home ketone 

testing (blood or urinary) and education to enable this, as 

well as contact telephone numbers for the diabetes 

specialist team, including after-hours service. 

.
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