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Abstract Objective: This study aims to identify the genetic etiology underlying late-onset hearing loss in two
unrelated Chinese families. Methods: Detailed clinical data of recruited participants of two families were collected
and analyzed using next-generation sequencing, combined with Sanger sequencing and bioinformatics tools. Re-
sults; Patients in both families manifested as down-sloping audiograms, mainly with severe mid-to-high frequency
hearing loss as well as decreased speech recognition rate, both of which occurred during the second decade. Next-
generation sequencing panels succeeded in identifying mutations in gene TMPRSS3 , and three heterozygous muta-
tions were screened out, among which c. 383T>>C was the first reported mutation. In silico functional analysis
and molecular modeling defined the five mutations as " pathogenic" or "likely pathogenic" according to official
guideline. Conclusion: The novel mutation combinations in TMPRSS3 gene segregated with an exclusive auditory
phenotype in the two pedigrees. Our results provided new data regarding the characteristic deafness caused by

TMPRSS3 mutations during adolescent period when hearing should be closely monitored.
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Heterogeneous acellular dermal matrix for wound repair after

endoscopic Type- V a cordectomy
LIU Ao TANG Qinglai YIN Danhui ZHU Gangcai ZENG Shiying YANG Qian
ZHANG Yuming OU Haibo LI Shisheng
(Department of Otorhinolaryngology Head and Neck Surgery, the Second Xiangya Hospital of
Central South University, Changsha, 410011, China)
Corresponding author: LI Shisheng, E-mail: lissdoctor@csu. edu. cn
Abstract  Objective: To observe the clinical effect of placing heterogeneous acellular dermal matrix membrane
for laryngeal cavity wound healing after CO, laser Type-V a cordectomy for glottic carcinoma. Methods: Thirty-
five patients with bilateral vocal cord laryngeal cancer who underwent endoscopic CO, laser surgery at the Depart-
ment of Otorhinolaryngology Head and Neck Surgery, the Second Xiangya Hospital of Central South University
from March 2018 to December 2019 were selected and divided into 2 groups, including 18 patients in the study
group and 17 patients in the control group. The control group was simply placed silicone tube stent, while in the
study group, heterogeneous acellular dermal matrix membrane was coated with silicone tube stent. The postoper-
ative laryngeal wound repair and clinical manifestations were observed and compared between the two groups. Re-
sults; Compared postoperative laryngeal wound after 6 months: no patients in the study group had granulation tis-

sue, whereas 4 patients in the control group had granulation tissue; 3 patients in the study group developed mod-
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