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Pathogenesis of Neurofibromas in Patients with Neurofibromatosis Type 1
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Abstract: [ Objective] To explore the molecular pathogenesis of neurofibromas in the patients with neurofibro-
matosis type 1 (NF1). [Methods] Neurofibromas from 17 NF1 patients and 12 non—NF1 patients were stained with
regular HE and marked with NF1 poly—cloning specific antibody by immunohistochemical method. Teo determine the
expression of NF1 and hTERT protein in normal nerve cells from one patient, neurofibroma cells from three patients
with NF1, and two patients with non-NF1 by Western blot analysis.  [Results] There was no statistical difference
between NF1 group and non-NF1 group in HE staining. The immunohistochemical results showed that the NF1
protein expression level of NF1 group was lower than that of non-NF1 group, with statistical significance. In the
Western blot results the NF1 protein expression level of NF| group was remarkably lower than those of non-NF1
group and normal nerve group, meanwhile, the difference of the NF1 protein expression level of non-NF1 group and
normal nerve group was not remarkably significant. The hTERT protein expression levels of NF1 group and non-NF1
group were higher than that of normal nerve group, with statistical significance. There was no statistical difference of
hTERT protein expression level between NF1 and non-NF1 group. [Conclusion] The results of the study demons-
trated that the formation of neurofibromas in patients with NF1 was affected not only by the decreased tumor
restraining role resulting from the absence of NF1 protein expression, but also by the increased expression of hTERT
protein and then the increased activity of telomerase. The formation of neurofibromas in the patients with non-NF1
was only associated with the increased activity of telomerase resulting from the increased expression of hTERT protein,
and was not associated with the absent expression of NF1 protein.
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Fig.1 HE staining of the two groups of neurofibromas
A: NF1 patient; B: non-NF1 patient,x200
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Fig.2 The neurolibromas siained wiih NF1 proiein
specific antibody
A: NF1 patient; B: non-NF1 patient ,x200

2.3 Western blot ix#0 NF1 EBHIRIX

NF1 BEMETAEBAM T NFI BARLN
0.3640.059), B {8 {% F 1E & # £ (N, 1.000+0.000 )
FE NF1 BEM LA BN (non-NF1,0.867+
0.117) (B 3), AR EEF Z Tk 544 NF1
BEHEENER  FR/R F=19.619, P=0.000<0.01,
BHERAGITER L, 4K H LSD—+ KK 5
R SHZ RN ES ,NF1 4 NFI EANES
B B 5T 3E NF1 44 (P=0.000<0.005 ) Ml . # 24
(P=0.000<0.005), IE# M4 H 53 NF1 4 i,
NF1 3B R AN B B 8 251 (P=0.23550.05),

M NF1 non-NF1
e
—

B 3 NF1, 3ENF1 BEWHSTRMMIERHSHOMMB
NF1 BEREKFERLLR

Fig3 Comparison of NF1 protein expression level
between cells of NF1, non-NF1, and normal nerves.

M: Marker; NF1: NFlgroup; non-NF1: non-NF1 group; N:
normal nerve group
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Fig.4 Comparison of hTERT protein expression level
between cells of non-NF1, NF1, and normal nerves.
M:Marker; NF1: NFI group;non-NF1: non-NF1 group; !

normal nerve group
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