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ABSTRACT Objective: To detect the expression of dentin matrix protein 1 in tongue squamous cell carcinoma Cal-27, Tca-8113
and immortalized human epidermal cells Hacat, then analysis the relationship between DMP1 and oral squamous cell carcinoma. Methods:
Immunofluorescence was used to detect the expression of DMP1 in Hacat and Cal-27 cells by the confocal microscopy. DMP1 protein
would be extracted in squamous carcinoma Tca-8113, Cal-27 and Hacat cells respectively, the western blot was used to detect the protein
content of DMP1 in the two groups. Results: In immunofluorescence, the expression of DMP1 protein in the cytoplasm, the fluorescence
intensity of DMP1 in Hacat cells is 41.2, higher than the fluorescence intensity of DMP1 in Cal-27 cells is 26.5. Western blot experiments
have shown, DMP1 protein fold change is 100 and 109 in Hacat cells, higher than DMP1 protein fold change is 40.8 and 37.6 in the
Cal-27 and Tca-8113 cells. Conlusions: The expression between oral squamous cell carcinomas and normal tissue have differences,
prompt DMP1 may be associated with the occurrence of oral squamous cell carcinomas.
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Fig.1 The results of DMP1 protein immunofluorescence chromogenic
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Fig.2 Immunofluorescence quantitative figure

Cal-27

WFSEIEN] DMP1 2.2 5 0 A UL A B e feid 72,
DMP1 HE A BBk 31y ol 2 LA A 4= B B 2 2L R W] S e
I BRCAE R AR A0 M B 1 5 200 L et 240 D
S B 4B R AR A DA e e A R A G AT 2Rk
XS JA B A2 & HERe s L a5 iR E EEUEHITY. BR T &5
At i, DMPL R UM % 53 IR -3 5 A OG R R 30K

Hacat Cal-27 Hacat Tca-8113

DMP1 T S S ——

ACtl comm o R oW

[ 3 Western blot #ill DMP1 & B % IE ¥ 40 i1 K% O BR 8 P YR 1%
Fig.3 Western blot shows the expression of DMP1 in normal oral cell and
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Fig.4 Western blot quantitative figure
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