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[ Abstract] Objetive To explore the expressions and regulations of ZEB2 and PTEN in Hirschsprung
disease (HSCR). Methods The relative expression levels of mRNAs and proteins of ZEB2 and PTEN were
measured in stenotic and expanded segments of 64 HSCR patients by quantitative real-time polymerase chain re-
action (PCR) and Western blot. The correlation of ZEB2 and PTEN mRNAs levels was measured by Pearson’
s test. Small RNA interference transfection was used for examining the functions and regulations of ZEB2 and
PTEN in SH-SY5Y cell line. Cell migration, cell proliferation, cell cycle and cell apoptosis of ZEB2 in SH-
SY5Y cells were detected by Transwell assay, CCKS8 assay and flow cytometry. Results ZEB2 and PTEN mR-
NA (ZEB2:1.2823 £0.1323 95 0.987 7 £0.124 9,P =0.007 3; PTEN:0. 1132 £0.010 9 vs 0.045 9 =
0.005 8,P <0.001) and protein expression levels (ZEB2 : 0. 709 +0. 035 vs 0. 531 £0.027,P =0.016 6;
PTEN :0.466 +0.047 vs 0.234 £0.052,P =0.029 3) were significantly elevated in HSCR stenotic segments,
and small interfering RNA (siRNA ) -mediated knock-down of ZEB2 inhibited cell migration and proliferation
without affecting cell apoptosis or cell cycle. Both mRNA and protein of PTEN decreased after a knockdown of
ZEB2. Conclusions ZEB2 and PTEN are overexpressed in HSCR. And an up-regulation of ZEB2 may occur
through a competitive mechanism of endogenous RNA regulation of PTEN.
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Fig. 3 Mutual regulations of ZEB2 and PTEN expressions
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