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Abstract: [ Purpose | To study the effect of R-(a)-MeHA on the expression of Pomec and transcrip-
tion factors in mouse pituitary tumor AtT20 cells. [Methods] Mouse pituitary tumor AtT20 cells
were treated with 0.02~12.5pumol/L. R-(a)-MeHA for 24h,and cell proliferation was detected by
MTT assay. Then, AtT20 cells were treated with 0.1pwmol/L. R-(a)-MeHA for 30min, 1,2,4,8,12h,
and cell culture supernatants were collected and ACTH were tested by ELISA kit. The cells total
RNA was extracted using TRIzol kit and was reverse transcribed to obtain the ¢DNA  which was
amplificated by real time quantitative PCR (RT-qPCR). The cells were lysed with RIPA lysis buffer
and protein expression was detected by Western blot. [Results ] Compared with the control group,
the proliferation of AtT20 cells was not affected by 0.02~12.5wmol/LL R-(a)-MeHA and ACTH level
was slight changed by 0.1pumol/LL R-(a)-MeHA. However, R-(a)-MeHA promoted pomc mRNA and
POMC protein expression after treatment for 4h. Poulf] and Egrl mRNA expression was signifi-
cantly increased after 0.1pwmol/LL R-(a)-MeHA treatment for 4h(P<0.05); the Prop] mRNA expres-
sion was significantly increased after treatment for 1h (P<0.05) ; and FoxI2 mRNA expression was
increased significantly after treatment for 4h and 8h(P<0.05) . However, Neurodl, Pitx]1 and Thx19
mRNA expression were not affected by R-(at)-MeHA treatment. [ Conclusion] Pomc and its tran-
scription factors Poulfl, Egrl, Propl and FoxI2 gene expressions are regulated by R-(a)-MeHA in
mouse pituitary tumor AtT20 cells.
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Table 1 The primer sequences of RT-qPCR
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Figure 1 The effect of RMeHA on AtT20 cell proliferation
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Figure 2 The effect of RMeHA on ACTH secretion
of AtT20 cells
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Figure 5 Poulfl mRNA expression by RMeHA Figure 6 Egrl mRNA expression by RMeHA
treatment from 30min to 12h in AtT20 cells treatment from 30min to 12h in AtT20 cells
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Figure 7 Propl mRNA expression by RMeHA treat- Figure 8 FoxI2 mRNA expression by RMeHA treat-
ment from 30min to 12h in AtT20 cells ment from 30min to 12h in AtT20 cells
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Neurodl relative expression
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Figure 9 Neurodl mRNA expression by RMeHA
treatment from 30min to 12h in AtT20 cells
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Figure 10 Pitx]I mRNA expression by RMeHA treat-
ment from 30min to 12h in AtT20 cells
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Figure 11 Thbx19 mRNA expression by RMeHA
treatment from 30min to 12h in AtT20 cells
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