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[ Abstract ) Objective  To research the expression levels of FEN1 and PCNA in carcinoma-associated fibroblasts
(CAFs) and analyze their correlation. Methods Fresh specimens of oral squamous cell carcinoma tissues and normal
oral mucosal tissues excised during oral and maxillofacial plastic surgery were collected. Primary oral CAFs and normal
fibroblasts (NFs) were obtained by tissue culture, identified by immunocytochemistry and divided into the CAF and NF
groups. Western blot and quantitative real-time PCR were used to detect the protein and mRNA expression levels of
both FEN1 and PCNA in the oral CAFs and NFs. The correlation between FEN1 and PCNA expression in oral CAFs

was analyzed. Results Oral CAFs and oral NFs were successfully cultured and identified from 12 samples. Both the
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protein and mRNA expression levels of FEN1 and PCNA were higher in the oral CAFs than NFs, but there were no sig-
nificant differences (P > 0.05). In the oral CAFs, the linear correlation coefficient between FEN1 and PCNA was 0.677
(P = 0.016) at the mRNA level, indicating a strong positive correlation; however, at the protein level, no correlation was
found (P > 0.05). Conclusion In primary cultured oral CAFs and NFs, there were no significant differences in the
FENI and PCNA protein and mRNA expression levels. However, in the CAFs, the mRNA levels of FEN1 and PCNA
had a strong positive correlation. The relationship and the regulatory mechanism of the two genes require further study.

[Key words] Carcinoma- associated fibroblasts; Flap endonuclease-1; Proliferating cell nuclear antigen; Ex-

pression level;  Oral cavity
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1 JFARBALARIE IR CAFs FTNFs
Figure 1  Primary and subcultured CAFs and NFs
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Figure 2 Immunocytochemistry staining to identify CAFs and NFs X100
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Figure 3 mRNA and protein levels of FEN1 and PCNA in both CAFs and NFs
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7~ CAF's 21 200 i 388 5 136 M S R R 1 5 T NFs 41, 5
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