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A rare case of lung adenocarcinoma complicated with bullous pemphigoid

successfully treated with EGFR-TKI almonertinib
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Abstract: Objective To explore the relationship between lung adenocarcinoma with EGFR sensitizing mutation and

bullous pemphigoid, as well as the benefit of almonertinib. Methods Clinical data from a case of lung adenocarcinoma

complicated with bullous pemphigoid was collected. Pathological and molecular diagnosis was confirmed through his-

topathological examination and next-generation sequencing genetic testing. Literature review was then conducted to sum-

marize and analyze the disease’s pathogenesis and treatment options. Results The diagnosis of metastatic lung adeno-

carcinoma with bullous pemphigoid was established through imaging and histopathology examination. Next-generation

sequencing revealed a sensitizing mutation of exon 19 deletion in the EGFR gene. The patient was treated with almoner-

tinib with regular chest CT evaluations. The anti-tumor treatment efficacy was assessed to be partial response, and the

skin lesions continued to improve with no significant adverse reactions. Conclusion Targeted therapies can be consid-

ered in patients with EGFR-mutant metastatic lung adenocarcinoma complicated by bullous pemphigoid and almonertinib

demonstrates good efficacy and safety.
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Figure 1 Baseline assessment and efficacy evaluation after 3 weeks and 11 weeks of treatment for lung lesions
A-D: Initial chest CT scan (2023-9-14); E-H:. Representing follow-up chest CT scans after 3 weeks (2023-11-3) of
targeted therapy; I-L. Representing follow-up chest CT scans after 11 weeks (2023-12-25) of targeted therapy.
A, E and I illustrate contralateral lung metastasis; C2), G and K@) illustrate suspicious early stage lung adenocarcinoma; B

@, FD, and JO indicate high-risk ground-glass nodule.
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Figure 2 Pathological analysis of the left lung tumor biopsy demonstrates that the majority of lung tissue is replaced by markedly
atypical glandular structures, consistent with invasive adenocarcinoma (HE staining, x100)
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Figure 3  Skin manifestations in the lung adenocarcinoma patient with BP
A-C. Skin lesions before treatment with almonertinib show red rashes on the upper limbs, chest, back, and abdomen,
with some lesions merging into larger plaques, accompanied by vesicles, ulcerations, and some crusting; D-F. Skin
lesions 12 weeks after treatment with almonertinib show resolution of rashes and vesicles on the upper limbs and torso,
and healing of ulcerations, with only residual skin hyperpigmentation.
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Figure 4 Pathological analysis of skin biopsy

A The skin biopsy (left upper limb) shows subepithelial vesicles (AD) and superficial dermal lymphocytic infiltration
(A®, A®) (HE staining, x100); B: IgG exhibits linear deposition along the basement membrane ( DIF, x100) ;
C:. C3 demonstrates linear deposition along the basement membrane (DIF, x100).
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