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Abstract

We report 1 patient with fulminant type 1 diabetes mellitus (FT1D) presented by diarrhea,
based on 2 cases already experienced in our department.

A 68-year-old-man presented with diarrhea before one week and had diabetes like
symptoms before 4 days. His blood glucose level was elevated at 501lmg/dl, associated
with ketosis (urinary keton 3+) and an Alc level of 6.6% (NGSP value), so he was
admitted to our hospital.

The serum C-peptide immunoreactivity (CPR) level showed the patient to be in an insulin-
department state. His anti-islet autoantibodies were the negative findings. The patient was
therefore diagnosed with FT1D.

After admitted, insulin therapy was initiated. As the general status was stabled, he was
discharged.

The 70% of FT1D patients was seen the common symptoms such as respiratory or
gastrointestinal symptoms. The 3 cases had gastrointestinal symptoms before few weeks.
If a patient with a chief complaint of respiratory or gastrointestinal symptoms presents
to an emergency department. We should consider hyperglycemia crisis in the differential
diagnosis of respiratory or gastrointestinal symptoms, urinalysis and measuring a

blood-sugar level should be done as a routine examination in emergency department.
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