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Mechanism of MMP-2, MMP-9 and pepsin on the invasion
of laryngeal squamous cell carcinoma

WANG Liuzhen' , WANG Yiling' , FENG Haiyan®
(1. Guangxi University of Traditional Chinese Medicine, Nanning 530200, China; 2. Department of Otolaryngology, Li-
uzhou People’ s Hospital, Liuzhou 545006, China)

Abstract: Objective To investigate the effect of matrix metalloproteinase-2 ( MMP-2), MMP-9 and pepsin on
local invasion of laryngeal squamous cell carcinoma (LSCC). Methods Specimens of cancer tissue and paracancerous
tissue from 32 patients with LSCC surgically treated in our department between Oct 2020 and March 2022 were collected.
The mRNA expressions of MMP-2, MMP-9 and pepsin in the tissue samples were detected by real-time fluorescence
quantitative polymerase chain reaction (qRT-PCR) , and analyzed in combination with clinical data. Results The mRNA
expressions of MMP-2, MMP-9 and pepsin in LSCC tissues were higher than those in the adjacent tissues (P <0.05). The
expression levels in stage Il and IV groups were higher than those in stage I and II groups (P <0.05), and that in
lymph node metastasis group was higher than that in non-metastasis group (P <0.05). The mRNA expressions of MMP-2
and MMP-9 in medium-low differentiated LSCC group were higher than those in well differentiated group (P <0.05). The
mRNA expression of pepsin in LSCC group with age = 60 years was higher than that in LSCC group with age < 60 years
(P <0.05). Conclusion MMP-2, MMP-9 and pepsin have synergistic effect on promoting the local invasion of LSCC.
Prevention and treatment of laryngopharyngeal reflux is important to prevent local invasion of LSCC.
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