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Abstract : Objective To investigate the effect of transforming growth factor-f1 (TGF-81) on the prolifer-
ation of human squamous cell carcinoma A431 cells and its possible mechanism. Methods HaCaT cells and
skin squamous cell carcinoma A431 cells were treated with TGF-81 at different concentrations and time. The
proliferation of HaCaT cell and A431 cell was detected by MTT assay. The expression of TGF-f receptor mR-
NA was detected by RT-PCR. Results Different concentrations of TGF-81 could significantly inhibit the pro-
liferation of HaCaT cell (P<C0. 05),and the inhibitory effect increased gradually with the increases of TGF-f1
concentration. However,in the skin squamous cell carcinoma A431 cell group,there was no significant differ-
ence between the different concentrations of TGF-1 group and the control group (P>>0.05). After the same
concentration of TGF-81 was applied for different time, the proliferation of HaCaT cells was significantly in-
hibited,and the difference was statistically significant (P <Z0. 05). The inhibition was positively correlated
with time in a certain time range. However,in the skin squamous cell carcinoma A431 cell group,the inhibito-
ry effect was not obvious,and there was no significant difference (P>>0. 05). The results of RT-PCR showed
that with the increase of TGF-B1 concentration,the expression of TGF-8 receptor I mRNA (TGF-8 R1 mR-
NA) in skin squamous cell carcinoma A431 cells and control cells decreased gradually. After the same concen-
tration of TGF-B1 was applied for different time.the change of TGF- RI mRNA had showed a time-depend-
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ent downward trend. Conclusion Skin squamous cell carcinoma A431 cells are not sensitive to growth inhibi-

tion by TGF-B81,which may be caused by regulation of TGF-81 receptor expression levels.
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