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Abstract

AIM: To screen stable peptidyl-prolyl cis/trans
isomerase (Pinl)-knockdown esophageal
squamous cell carcinoma cell strains and to
study the effects of Pinl down-regulation on
the biological characteristics of esophageal
squamous cell carcinoma cells (EC1).

METHODS: After EC1 cells were transfected
with pmU6-Pinl plasmid, cell strains stably ex-
pressing Pinl siRNA were selected in the pres-
ence of G418. The expression of Pinl protein
was detected by Western blotting. After stable
Pinl-knockdown cell strains were obtained, the
impact of Pinl knockdown on cell growth and
apoptosis was detected by MTT assay and flow
cytometry, respectively.
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RESULTS: Western blot analysis showed that
the expression of Pinl protein was effectively in-
hibited in EC1 cell strains stably expressing Pinl
siRNA. MTT assay and flow cytometry showed
that Pin1 knockdown inhibited cell proliferation
(the reduced rate of cell proliferation: 51.8%) and
induced cell apoptosis (apoptosis rate: 46.39%).
Inhibition of Pinl could significantly increase
the sensitivity of EC1 to cisplatin (CDDP) since
the reduced rate of cell proliferation increased
from 23.5% to 61.0% and the apoptosis rate from
26.10% to 58.95%.

CONCLUSION: Stable Pinl-knockdown esopha-
geal squamous cell carcinoma cell strains provide
a basis for studying Pinl function in esophageal
squamous cell carcinoma. The observation that
Pinl knockdown could increase the sensitivity of
EC1 cells to CDDP provides new insight into the
therapy of esophageal squamous cell carcinoma.
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