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Abstract
Latent autoimmune diabetes in adults (LADA) is an autoimmune form of diabetes situated between 
classical type 1 diabetes (T1D) and type 2 diabetes (T2D). It typically affects older adults and 
progresses more slowly toward insulin dependence. We report three cases of elderly female patients 
presenting with inaugural diabetic ketosis revealing slowly progressive type 1 diabetes. These 
observations highlight the diagnostic challenges and clinical features of this still poorly understood 
entity in elderly patients.

Introduction
Latent autoimmune diabetes in adults (LADA) accounts for approximately 2 to 12% of diabetes 

diagnosed in adults [1, 2]. This autoimmune diabetes form is characterized by a later onset, temporary 
preservation of pancreatic beta-cell function, and a slower progression toward insulin dependence 
compared to classical T1D [3]. Clinically, LADA can be mistaken for T2D, complicating diagnosis 
and delaying appropriate management [4].

In elderly patients, this entity is even more difficult to recognize, as late-onset diabetes is often 
attributed to T2D despite the presence of autoimmunity [5]. We report three cases of elderly women 
presenting with inaugural diabetic ketosis, with positive anti-GAD antibodies confirming LADA 
diagnosis.

Clinical Cases
Case 1

A 75-year-old woman without significant past medical history was admitted for inaugural 
diabetic ketosis with rapid weight loss of 20 kg over one month. Biological assessment revealed 
positive anti-GAD antibodies and Hashimoto’s thyroiditis confirmed by anti-thyroperoxidase 
(anti-TPO) antibodies [6].

Case 2
An 80-year-old woman, also without notable medical history, was admitted for diabetic 

ketosis. Clinical examination revealed vitiligo, and laboratory tests showed positive anti-GAD and 
anti-TPO antibodies with normal thyroid-stimulating hormone (TSH), indicating autoimmune 
polyendocrine involvement [7].

Case 3
An 81-year-old woman was admitted for severe diabetic ketoacidosis triggered by COVID-19 

infection. Clinical examination was unremarkable. Positive anti-GAD antibodies confirmed latent 
autoimmune diabetes [8].

Discussion
LADA is often underdiagnosed, especially in the elderly, due to its atypical presentation 

and frequent confusion with T2D. Diabetic ketosis or ketoacidosis can sometimes be the initial 
manifestation of this slowly progressive autoimmune diabetes [9].

Pathophysiology and Diagnosis
LADA results from a progressive autoimmune destruction of beta cells, slower than in classical 

T1D, explaining an initial phase of preserved insulin secretion [10]. Diagnosis relies on the presence 
of islet autoantibodies (mainly anti-GAD), less marked insulin resistance than in T2D, and frequent 
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association with other autoimmune diseases such as Hashimoto’s 
thyroiditis or vitiligo, as seen in our patients [11, 12].

Therapeutic Management
Unlike classical T1D, which requires insulin therapy from 

diagnosis, LADA may initially be managed as T2D with oral 
hypoglycemic agents. However, insulin therapy usually becomes 
necessary as endogenous insulin secretion declines [13]. Some 
studies suggest early insulin initiation may preserve residual beta-cell 
function and improve glycemic control [14].

Particularities in the Elderly
The frequent coexistence of other age-related diseases and lack of 

awareness of LADA in this age group may delay diagnosis and worsen 
prognosis [15]. The acute metabolic decompensation triggered by 
viral infection (case 3) highlights the need for vigilance in elderly 
patients presenting with unexplained hyperglycemia or metabolic 
decompensation.

Conclusion
Slowly progressive type 1 diabetes (LADA) in the elderly represents 

a diagnostic challenge. Our three cases illustrate that diabetic ketosis 
can be the initial manifestation of this particular form of autoimmune 
diabetes. Screening for autoantibodies and consideration of 
associated autoimmune diseases are essential for accurate diagnosis 
and appropriate management. Increased clinician awareness will 
improve prognosis and allow treatment personalization. 
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