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An 86-year-old man with a 7-month history of widespread pruritic bul-
lae was referred to our dermatology clinic by his family physician. Phys-
ical examination showed tense bullae on his trunk and extrem ities, as 
well as areas of erosion and crusting where bullae had ruptured 
(Figure 1). We did not observe any mucosal lesions. Three years earlier, 
he had started teneligliptin for treatment of type 2 diabetes mellitus.

Bloodwork showed a leukocyte count of 6900 (normal 3300– 
8600) μL with 8% (normal 0%–8%) eosinophils. Tests for antibodies to 
the NC16A domain of the bullous pemphigoid antigens 180 (BP180) 
and 230 were negative. A skin biopsy showed subepidermal blister 
formation (Appendix 1, Figure 1, available at www.cmaj.ca/lookup/
doi/10.1503/cmaj.211933/tab-related-content), and direct immuno-
fluorescence showed a linear staining pattern with immunoglobulin G 
in the basement membrane. We diagnosed bullous pemphigoid asso-
ciated with use of a dipeptidyl peptidase-4 (DPP-4) inhibitor. We 
stopped teneligliptin and treated the patient with oral prednisolone 
40 mg/d for 2 weeks, followed by weekly taper, which led to a com-
plete resolution of the rash within 2 weeks.

Bullous pemphigoid is an autoimmune blistering disease, char-
acterized by severe pruritis, tense bullae and edematous ery-
thema.1 Dipeptidyl peptidase-4 inhibitors are commonly used to 
treat diabetes, and are associated with development of noninflam-
matory bullous pemphigoid, with an incidence of 0.42 per 
1000 person -years.1–3 Reported risk factors for development include 
male sex, white race and use of vildagliptin or linagliptin.1,2 Bullous 
pemphigoid usually begins several months to years after the initia-
tion of a DPP-4 inhibitor.3 Unlike inflammatory bullous pemphigoid, 
bullous pemphigoid associated with DPP-4 inhibitors tends to pres-
ent without serious urticaria or erythema at the base of the lesions, 
and patients are often seronegative for NC16A domain of BP180, as 
with our patient.3,4 Stopping the DPP-4 inhibitor results in complete 
resolution of symptoms in about one-third of patients.2 Patients 
who are still symptomatic should be referred to a dermatologist, 
who may treat with corticosteroids or tetracyclines.
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Figure 1: Photographs of a 86-year-old man with bullous pemphigoid. (A) Bul-
lous lesions, and erosion and crusting at sites of ruptured bullae, on the trunk. 
(B) Tense bulla without an inflammatory base on the patient’s left upper limb. 
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