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Abstract: [ Purpose ] To investigate the differential expression of miRNAs between nasopharyngeal
carcinoma-associated fibroblasts(CAF) and normal fibroblasts(NF). [ Methods ] The primary NF cells
were isolated from nasopharyngeal epithelial tissue by collagenase digestion method ,and CAF cells
were obtained from nasopharyngeal carcinoma specimen after incubation with TGF B-1. Cell inva-
sion ability was examined by transwell assay,and the expression of miRNAs was detected by mi-
croarray analysis. [Results ] The primary cultures of CAF and NF cells were successfully isolated.
Compared with NF cells, the invasion ability of CAF cells was markedly increased. MicroRNA mi-
croarray analysis showed that 13 miRNAs were expressed differentially between NF and CAF cells
(P<0.05),0f which 3 were up-regulated(miR-221-5p ,miR-155,mir-210) and 10 were down-regulated
(mir-205 , mir-200b , mir-342-3p ,miR-329 ,mir-487a,miR-455-3p , which ,miR-652 ,miR-432 ,let-7g).

[ Conclusion | The expression profile of miRNAs in human nasopharyngeal carcinoma-associated fi-
broblasts is significantly changed.
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Figure 1 FSP expression in CAF and NF
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Table 1 Tnvasion of CNE-2 cells in Transwell test

Group Fields of vision Kt P
CNE-2 20 12.33+2.19
NF+CNE-2 20 28.45+1.63 0.021
CAF+CNE-2 20 50.6+4.77 0.003

Table 2 The imbalance of miRNA in CAF

miRNA Up/down regulation Location  Time
has-miR-221-5p up Xpl1.30 12.70
has-miR-155 up 21p3 4.54
has-miR-210 up 11pl5.5 3.89
has-miR-205 down 1932.20 0.465
has-miR-200b down 1p36.33 0.434
has-miR-342-3p down 14¢32.2 0.431
has-miR-329 down 14932.31  0.379
has-miR-487a down 14¢32.31  0.364
has-let-7g down 3¢21.10 0.321
has-miR-455-3p down 9q32 0.289
has-miR-301a down 17q22 0.273
has-miR-652 down Xq23 0.252
has-miR-432 down 14q32.2 0.199

WAAEE>2.0 194 3 A B A 10 AT KRB R
miRNA(P<0.05) (Table 2) .
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