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Abstract: [ Objective ] To explore the effect of polyphyllin I (PP I ) on gastric cancer-associated
fibroblasts. [Methods ] The primary gastric CAFs were obtained by tissue culture. The effects of
PP I on cell proliferation were detected by MTT method. The expressions of FAP,SPARC,SDF-
1,TNC and HGF were detected by Western Blot. [Results] The growth of CAFs cells was inhib-
ited by PP I in dose-dependent manner. Compared with control groups,the expressions of FAP,
SDF-1 and HGF protein decreased significantly (P<0.05)after treated with 2ug/ml PP 1 at 24h,
while the expressions of SPARC and TNC protein were not statistically significant (P>0.05).
[Conclusion] PP I can inhibit the cell proliferation of gastric CAFs and affect the function of
gastric CAFs by down-regulating the expression of FAP,SDF-1 and HGF protein.
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The expression of FAP was detected by flow cytometry The expression of FAP was detected by immunofluo-
(positive expression rate was 97.06% ) rescence (positive expression rate was >90% )

Figure 1 Identification of the gastric CAFs
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Figure 2 The relative expression levels of FAP,SDF1,HGF,
TNC and SPARC in PP I groups and control group
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