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Charcot foot after diabetes remission : mind the gap !  
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Background/Introduction: 
Diabetes may go into remission after bariatric surgery (BS), and related complications may 
improve.  However, some of the end organ damage associated with diabetes may not 
improve, diabetic neuropathy (DN) being an example.  
We present a rare case of a patient that was diagnosed with T2DM, a few months before 
surgery and had no signs or symptoms of neuropathy. He developed a Charcot foot in both 
feet and neuropathic pain the first year after surgery, despite diabetes remission.   
 
Methods: 
A 35-year-old man,with a body mass index (BMI) of 55 kg/m2 (weight : 219kg, height : 
198cm), was candidate for BS. His medical history was significant for an untreated sleep 
apnea syndrome. He developed T2DM, 6 months before surgery. On diagnosis, Hba1c was 
13% and the clinical examination was negative for signs of neuropathy. The dilated eye 
exam and microalbuminuria were negative. His diabetes was managed with metformine and 
liraglutide. Glycaemic control was achieved progressively. Before BS, his Hba1c was 5.3% 
and he had no vitamine deficiencies.  
A gastric bypass Omega was performed. His antidiabetic treatment was stopped after the 
surgery and his glycaemias remained within the normal ranges. His nutritional status (and in 
particular vitamins B1, B6 and B12) was  followed-up every three months and was normal.  
5 months after surgery, he presented with a leg pain and swelling. On clinical examination, 
his right foot was inflammatory.  
 
Results: 
The MRI was in keeping with a Charcot foot :small fractures and oedemas of the 2nd, 3rd 
and 4th metatarsal (stage Frykberg II, Eicenholz 0). Immobilisation with a Crow boot was 
proposed rapidly. 
5 months after, he developed the same clinical presentation on the other foot. MRI revealed  
small fractures and oedemas of the 3rd and 4th metatarsal (stage Frykberg II, Eicenholz 0). 
He then developed a sensory diabetic neuropathy that was managed with pregabaline.  
The one-year evolution is relatively satisfactory. An MRI of his right leg revealed the 
absorption of oedemas of the metatarsals. The situation remains stable on the left foot. The 
neuropathic pain is partially controlled on pregabaline.  
His diabetes is on remission (Hba1c : 5.1% and glycaemia 5.0mmol/l) and nutritional profil 
remains normal. He now weights 153kg and his BMI is 38.5kg/m2. He is followed closely by 
our multidisciplinary team with special considerations to his psychological status.   
 
Conclusion: 
The course of DN remains largely unknown and might occur after diabetes remission. 
Metabolic memory or physical inactivity prior to BS might account for this.  
Successful treatment of Charcot foot, an ultimate complication of DN, depends on the time of 
therapeutic intervention.  
We suggest that clinicians keep a low threshold of suspicion of the development of DN and 
Charcot foot for diabetic patients undergoing BS and to continue performing foot examination 
even if T2DM is on remission. 
 


