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Progress in the diagnosis and treatment of patients with
SMARCBI1 (INI-1) -deficient sinonasal carcinoma
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(1. the first Clinical Medicine College of Shanxi Medical University, Taiyuan 030000, China; 2. Department of Otolaryn-
gology Head and Neck Surgery, the First Hospital of Shanxi Medical University, Taiyuan 030000, China)

Abstract: SMARCBI1 (INI-1) -deficient sinonasal carcinoma ( SDSC) is a rare and highly aggressive malignancy of the
nasal cavity and paranasal sinuses. Immunohistochemical staining to detect the loss of INI-1 protein expression in the
nucleus is the most valuable method for the diagnosis of SDSC. Due to the non-specific clinical manifestations, most
patients are diagnosed with the disease at an advanced stage, which greatly reduces the survival rate and quality of life of
patients. The main treatment means in clinical work are the comprehensive treatment mode of complete surgical resection of
the tumor, postoperative adjuvant radiotherapy, an chemotherapy. However, there is still a high recurrence rate and
mortality. The effectiveness of neoadjuvant therapy and targeted therapy for this disease is still in clinical trials. Therefore,
the early diagnosis of the disease and the exploration of the best treatment strategies are critical for patients. This paper
reviews the progress in the diagnosis and treatment of SDSC, which is helpful to improve the clinical cognition of this rare
tumor.
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