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Fig. 1 Clinical course of the case. IRIS: immune reconstitution inflammatory syndrome, ADA: adalimumab, RFP: rifampi-
cin, INH: isoniazid, PZA: pyrazinamide, EB: ethambutol, PSL: prednisolone.
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Fig. 2 Imaging findings. Contrast-enhanced computed tomography (CT) showed numerous mediastinal lymphadenopa-
thies and pleural effusion on admission to hospital (a). Magnetic resonance imaging showed multiple enhanced lesions in-
dicative of brain tuberculomas on admission to hospital (b). One month after the initiation of anti-TB therapy, CT
showed increased bilateral pleural effusion with right-sided predominance (c) and the fluid from thoracentesis of the
right side was milky in appearance (d). We restarted adalimumab and initiated treatment with prednisolone. Five
months later, the lymphadenopathies and pleural effusion had disappeared (e). The intracranial enhanced lesions had

also disappeared (f).
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Abstract

A case of tuberculosis-associated immune reconstitution inflammatory syndrome
for which early reintroduction of adalimumab and corticosteroid was effective

Yuki Fukushiro®*, Yusuke Takayama? Shohei Mishima?,

Ken Masuda? Hiroyasu Shoda? and Yasuo Iwamoto®
4Department of Respiratory Medicine, Hiroshima City Hiroshima Citizens Hospital
bDepartment of Oncology, Hiroshima City Hiroshima Citizens Hospital
* Present address: Department of Respiratory Medicine,

Hiroshima Red Cross Hospital & Atomic-bomb Survivors Hospital

A 49-year-old female with hidradenitis suppurativa under treatment with the tumor necrosis factor (TNF) o
antagonist adalimumab was admitted to our hospital with tuberculosis (TB). We initiated anti-TB therapy (rifam-
picin, isoniazid, pyrazinamide, and ethambutol) and discontinued adalimumab. One month later, she developed
chylothorax due to immune reconstitution inflammatory syndrome (IRIS). After we started corticosteroid (pred-
nisolone 1.0mg/kg/day as the initial dose) and resumed adalimumab for TB-IRIS, there was no re-accumulation
of chylothorax. Finally, she completed a 9-month course of anti-TB therapy, and prednisolone was tapered off
over the course of 9 months. In this case, the re-administration of a TNF o inhibitor with corticosteroid treatment
was safe and effective for the management of TB-IRIS.



