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Secukinumab-Induced Interstitial Pneumonia in a Patient with Psoriasis
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Psoriasis is a chronic, relapsing, immune-mediated inflammatory
skin disorder characterized by scaly, erythematous plaques. It
significantly affects patients’ physical and psychological well-being.
Advances in medical research have led to the widespread use of
biologic therapies targeting specific immune pathways, including
tumor necrosis factor-alpha inhibitors, interleukin-12/23 (IL-12/23)
inhibitors, and IL-17A inhibitors. Recent studies indicate that IL-17A
inhibitors achieve higher absolute psoriasis area and severity index
(PASI) response rates at 12 months in moderate-to-severe psoriasis
compared with other biologicsin the treatment of moderate-to-
severe psoriasis." However, potential adverse reactions require
careful monitoring to ensure safety and efficacy.

We report the case of a 65-year-old male with psoriasis vulgaris
who developed interstitial pneumonia (IP) potentially induced
by secukinumab treatment. The patient had a 10-year history
of psoriasis, with no history of smoking or family history of
autoimmune or respiratory diseases. He also denied prior interstitial
lung changes or cancer. Initially, he received combined systemic and
topical treatments, including oral glycyrrhizin tablets and topical
corticosteroids, but these therapies were of limited efficacy. On
physical examination, his PASI score was 10.3, body surface area
involvement was 9%, and the dermatology life quality index (DLQI)
score was 10 (Figure 1a). The patient was otherwise in good general
health, with normal results for complete blood count, liver and renal
function, myocardial function, and infection markers. A baseline chest
computed tomography (CT) performed before initiating secukinumab
showed no evidence of interstitial changes. Considering his medical
history, secukinumab therapy was administered at 300 mg weekly

Medicine, Daishan, Hangzhou, China

e-mail: 746009561@qg.com

Received: July 08, 2025 Accepted: September 06, 2025 Available Online Date:
Available at www.balkanmedicaljournal.org

6J

FIG. 1. Clinical and chest computed tomography (CT) course. (a) Multiple
scaly erythematous plaques on the trunk. (b) Psoriatic plaques were
mostly eliminated 1 year after secukinumab administration. (c) High
resolution CT of the chest 1 year after the initiation of secukinumab
therapy showing diffuse lamellar hyperdense shadows in both lungs,
with multiple mesenchymal changes in the subpleural. (d) 10 months
after the cessation of secukinumab therapy.
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for the first 4 weeks, followed by 300 mg monthly. After 1 year
of treatment, the patient’s skin lesions were completely cleared,
achieving a 90% improvement in PASI score, and the DLQI decreased
to 5 (Figure 1b). However, follow-up CT revealed diffuse bilateral
patchy opacities and subpleural interstitial abnormalities (Figure
1c). Serum KL-6 levels were markedly elevated at 2,759 U/mL. The
patient remained asymptomatic, with no cough or sputum. Tests for
human immunodeficiency virus, syphilis, hepatitis viruses, tumor
markers, and antinuclear antibodies were negative. Bronchoscopy
was unremarkable, but bronchoalveolar lavage fluid analysis
showed a mildly increased lymphocyte proportion (10%). Based
on these findings, a diagnosis of secukinumab-induced IP was
established. Secukinumab therapy was immediately discontinued,
and the patient did not receive antifibrotic treatment during this
period. Follow-up chest CT demonstrated gradual resolution of the
inflammatory changes 10 months after discontinuation (Figure 1d),
and serum KL-6 levels decreased to 779 U/mL.

IL-17A is a cytokine involved in the pathogenesis of various
autoimmune and inflammatory diseases. Secukinumab, a
monoclonal antibody targeting IL-17A, is widely used for the
treatment of psoriasis. While anti-IL-17A therapy has demonstrated
benefits in reducing pulmonary fibrosis and inflammation in
some studies, it has also been associated with paradoxical pro-
inflammatory responses in other conditions, such as inflammatory
bowel disease. KL-6, a glycoprotein secreted by type Il alveolar
epithelial cells, is markedly elevated in interstitial lung disease,
primarily due to epithelial cell injury and subsequent regeneration.
Serum KL-6 levels serve as a biomarker for disease activity and
severity, showing a strong correlation with declines in pulmonary
function and radiological progression.>* A previous case reported a
female patient with IP who experienced improvement in both lung
disease and serum KL-6 levels during secukinumab treatment for
psoriasis.* In vivo studies using mouse models of IP demonstrated
that anti-IL-17A antibody treatment significantly suppressed lung
inflammation and fibrosis.> Conversely, there have been five previous
case reports of IP caused by secukinumab. Additionally, other 1L-17
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inhibitors, such as ixekizumab, have also been associated with IP.
Previous studies have identified risk factors for drug-induced IP in
patients treated with anti-IL-17 biologics, including advanced age,
elevated baseline KL-6 levels, and a prior history of IP7

Although this is not the first reported case, the conflicting findings
from previous studies on the impact of anti-IL-17 biologics on IP
make this case particularly significant, providing new evidence that
anti-IL-17A may contribute to the development of IP.
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