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Infliximab-Induced Lupus in Crohn’s Disease
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Infliximab (IFX) is an anti-tumor necrosis factor (TNF) monoclonal antibody used to treat rheumatoid arthritis, ankylosing spon-
dylitis, and Crohn’s disease. Rarely, anti-TNF-induced lupus (ATIL) may occur. ATIL differs from classical drug-induced lupus.
We report a 49-year-old woman who developed polyarthralgia after 2 years of IFX treatment for Crohn’s disease. Based on the au-
toantibody profiles, ATIL was diagnosed and low-dose glucocorticoid, hydroxychloroquine, and celecoxib were prescribed.
However, arthralgia and hemolytic anemia developed. Because the anti-dsDNA titers waxed and waned, she was switched to vedo-
lizumab, a monoclonal antibody to the human lymphocyte 0437 integrin. Six months after switching treatment, the arthralgia had
improved and the anti-dsDNA antibody normalized. Here, we report a case of ATIL that resolved after switching from infliximab to

vedolizumab. (Korean J Med 2019;94:303-307)
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Figure 1. Time course of the laboratory findings and events in our ATIL patient. ATIL, anti-TNF-induced lupus; dsDNA, dou-

ble-stranded DNA.
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Table 1. Clinical and laboratory features in ATIL patients with Crohn’s disease treated with infliximab

Feature Our study

Costa et al. [5] Wetter and Davis [9]

ANA and anti-dsDNA antibody before Not checked
IFX

Duration of IFX treatment before ATIL
Clinical features of ATIL
ANA Positive

2 years

Anti-dsDNA antibody Positive
Anti-histone antibody Not checked
Withdrawal of IFX Yes

ATIL symptoms resolved Yes

Second-line treatment Vedolizumab

ATIL recurred No

Negative Negative

3 years 21 months

Arthralgia, hemolytic anemia Arthritis, rash on chest and face Arthritis

Positive Positive

Positive Negative

Positive Positive

Yes Yes

Yes Yes

Infliximab Infliximab, adalimumab

Yes Yes
(potyarthritis, skin rash, ANA positive) ~ (arthritis, ANA positive)

ATIL, anti-TNF-induced lupus; ANA, antinuclear antibody; dsDNA, double-stranded DNA; IFX, infliximab.
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