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Expression and significance of neurofilament protein light-chain polypeptide in neurofibroma lesions  NIU
Xueqiang ,LIU Yang ,LIU Fuyun et al. ( Department of Pediatric Orthopaedics,The Third Affiliated Hospital of Zhengzhou
University , Zhengzhou 450052 , China))

Abstract: Objective To study the expression and significance of neurofilament protein light chain polypeptide
(NEFL) in neurofibromatosis type I (NF1). Methods 34 patients with neurofibroma type I admitted to our hospital from
January 2017 to June 2019 were retrospectively analyzed. Neurofibroma transformed tissues excised by surgical or pathologi-
cal biopsy were collected,and 34 normal skin tissues excised during surgery for cosmetic or other skin diseases were taken
as control group. The expression levels of NEFL. mRNA , connective tissue growth factor ( CTGF) mRNA and its downstream
effector molecule transforming growth factor-B1 (TGF-B1) mRNA in NFI and normal skin tissues were detected by fluores-
cence quantitative PCR ( RT-qPCR) ,the expression levels of NEFL,CTGF and TGF-B1 proteins were detected by immuno-
blotting ( WB) ,Pearson correlation was used to analyze the correlations between NEFL protein level and CTGF, TGF-g1
proteins in NF1 tissue. Results Compared with normal skin tissue,the levels of NEFL,CTGF,TGF-B1 mRNAs and pro-
teins in NF1 tumorigenic tissue were significantly increased (P <0.05). Pearon analysis showed that NEFL protein level in
NF1 tumorigenic tissues were positively correlated with CTGF and TGF-B1 protein levels (r =0.471,0.610,P <0.05).
Conclusions NEFL is highly expressed in neurofibroma type I and may be involved in the development of NF1 through tis-
sue fibrosis.
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