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[Abstract] Objective To observe the influence of silent information regulator of transcription 1 (SIRT1)
level by regulation of MKK6 over-expression in esophageal cancer cell Ecal09, and then to explore the relationship
between p38-MAPK-SIRTT1 axis and progressing of esophageal cancer. Methods MKKG6 over-expression vector
was successfully constructed firstly. Then the divided Ecal09 cells were treated according to four groups: empty
vector group, MKK6 over-xpression group (MKK6 group), MKK6-SIRT1 ShRNA group, MKK6-RES group.
The expression of MKK6 and endogenous SIRT1 were tested by Western blot; cell proliferation capability was
detected by MTT method; cell invasion force was observed by transwell method; and cell apoptosis was detected
with flow cytometry. Results pcDNA3. 1 (+) /myc-His A-MKK6 over-expression vector was constructed
successfully and proved by sequencing. MKKG6’ s over-expressing could reduce the expression of endogenous
SIRT1. The viability of Ecal09 cells was decreased. The increasing of invasion and apoptosis was observed.
Conclusion  There might be the p38-MAPK-SIRT1 regulation axis in Ecal09 cells and affecting on a series of
physiological characteristics of Ecal09 cells.
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Fig 1 RT-PCR and Western blot results of pcDNA3. 1(+)/c-myc His
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1, 2, N-Ctrl: MKK6-SIRT1 ShRNA group; 3., 4, P-Ctrl:
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Fig 2 The effect of MKK6 to SIRT1 protein expression after different
treatments
A: Empty vetor group; B: MKK6 over-expression group; C:
MKK6-SIRT1 shRNA group; D: MKK6-RES group
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Fig 3  Effect of different treatmtents on Ecal09 cellular viability
determined by MTT assay
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Fig 4 Effect of different treatment on Ecal09 cellular invasion. X100
A': Empty vector group; B: MKK6 over-expression group; C: MKK6-SIRT1 ShRNA group; D: MKK6-RES group
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Fig 5 Effect of different treatments on Ecal09 cellular apoptosis
A: Empty vector group; B: MKK6 over-expression group; C: MKK6-RES group; D: MKK6-SIRT1 ShRNA group
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